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Preface

Women’s mental health is receiving increased attention from scholars, practitioners, the
media, and the public at large. There is now a widespread appreciation that biologically de-
termined gender and socially determined gender play major roles in the way health, includ-
ing mental health, is conceptualized. This heightened awareness is seen at all levels of sci-
entific understanding, from the sociocultural through to the hormonal, cellular, and DNA
levels—areas of increased biomedical investigation and activity. Simultaneous advances in
knowledge have been occurring at each of these levels, and the time is now ripe to integrate
gender-relevant findings across these levels. 

An acceptable definition of women’s mental health has not yet been clearly delineated
(Weisman, 1997). Some have suggested that this field should be defined as the study of dis-
orders that occur only in women, mainly in women, or that take a more serious course in
women than in men. However, as chapters in this book (e.g., ADHD, conduct disorder)
clearly show, it is also important to study gender differences in conditions that occur less
frequently in women or that take a relatively less serious course in women and girls. Such a
“gender lens” can inform ideas of etiology, phenotype (the boundaries of a disorder), and
intervention.

It is now recognized that the origins, expression, and course and outcome, as well as re-
sponses to treatment of all psychiatric illnesses, differ in women and men. Traditionally, re-
searchers and research funders were male, and women were excluded from participation in
research trials. There were two cogent reasons advanced at the time for the exclusion of
women. In the aftermath of the thalidomide and diethylstilbestrol crises, the health of the
developing fetus was an important consideration; women (later modified to women without
reliable contraception) were seen as risky participants in research studies because they
could be or could become pregnant. Improved surveillance methods have minimized these
concerns. The second area of concern arose from a naive awareness of the importance of
the menstrual cycle and its interrelationship with physiologic processes. In the past, the
menstrual cycle was primarily viewed as a confounding factor, which could upset the clear
interpretation of research results. By contrast, now most researchers see that the periodicity
of the menstrual cycle makes it an ideal focus for research, being neither too rapid, as are
many ultradian rhythms, nor too protracted as are seasonal cycles, for ready study. This
view that detailed investigation of the menstrual cycle itself can shed light on other chrono-
biological processes shows how far our concepts about gender and health have advanced in
the last twenty years. 

The entry of women into the echelons of research has also spurred our appreciation of
gender and gender determinants of health and illness. It appears that women researchers
may ask different questions and use different methodologies. Women’s research is charac-
terized by the inclusion of both quantitative and qualitative methods, a focus on the context
of disorder, a reduction of the hierarchical relationship between researchers and their par-
ticipants, and the embrace rather than the avoidance of complexity (Campbell & Wasco,
2000; Hoffman, 2000).  We celebrate the burgeoning contributions being made by women
researchers by commissioning these chapters written almost entirely by women. This vol-
ume firmly takes a woman’s point of view. Of course, there are major overlaps between re-
search conducted by women and men. Discoveries made by men about men usually apply
to women too. But it is important, we think, to publicize work done by women that applies
to women. Such insights will also, in large measure, apply to men. 

The editors of this book had three guiding principles in mind that determined the
structure and content of the volume: development, culture, and stress. 
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The concept of development, the process of becoming bigger, fuller, more active or
more visible, and subsequently older and more involuted, the evolution from simpler to
more complex and then, perhaps, back to simpler again, underpins our ideas about mental
health. Many psychiatric theorists have addressed the development of the individual over
time (the Freuds, Sigmund and Anna, Klein, Homey, Piaget, Erickson, Winnicott, Beck,
Vaillant, Miller, Maslow, Gilligan). There are several threads to the development of the
human being: physical, cognitive-intellectual, emotional, interpersonal, reproductive, and
occupational, each with its own path. These threads are usually assumed to be developing
synchronously. However, chapters in this volume (such as those on body image and eating
disorders in adolescent girls, Chapter 8, and intellectual disability, Chapter 17) discuss the
confusion in thinking that arises when one thread lags behind the others. 

The link between developmental processes and mental disorders is a two-way street.
Some disorders appear to be preordained from the start but await a certain level of develop-
ment before they surface. The unfolding processes of schizophrenia (Chapters 9 and 14 on
psychosis), substance abuse (Chapters 10 and 13), and gender difference in the rates of
depression becoming manifest at puberty (Chapters 4 and 12) show how the developmental
stage determines the phenotype of disorders. These are complex concepts whose sex and
gender implications are as yet poorly analyzed. The other direction, more clearly described,
documents how a mental disorder often delays a normal developmental sequence. This
probably affects all developmental threads, but is most clearly documented for the
interpersonal–social. Many chapters in this volume allude to this; it is clearly articulated in
Chapter 8, where the impact of an eating disorder on psychosocial development in adoles-
cence is discussed and illustrated in a memorable case history. The development of aging
women is usually conceptualized as a loss of previously attained skills; the chapters in the
section on aging identify new areas of mastery that challenge the mature woman. The psy-
chogeriatric literature has traditionally been very attuned to developmental considerations.
There is a problem in the psychiatric literature arising from the epidemiologic custom of
separating studies of adults under 65 from those aged 65 and over. This custom has imposed
an artificial disconnection in what is a continuous process of evolution and involution.

There is an additional way in which the dynamic model of development is relevant to
women’s mental health. The history of ideas about women’s mental health itself has
evolved and now draws on a diverse base of research in biomedicine, psychology, philoso-
phy, anthropology, sociology, and women’s and gender studies. Efforts of integration across
disciplinary boundaries, bringing together current and complementary discourses, will
advance the field’s evolution.

The influence of culture is seen in all manifestations of mental health and psychiatric
disorders. The editors sought a main introductory chapter on the cultural aspects of devel-
opment and also received an arresting commentary on it. We aimed to include the perspec-
tives of women from around the English-speaking world. We did not wish to narrow the
scope of this volume only to insights from the developed world and strove not to present
them as universal conclusions based only on the experience of one cultural group. In this,
we and our contributors were limited by the global politics of health research funding; our
contributors, mainly, have drawn on the available published research data that emanate
from developed economies. The generalizability of these findings is suspect, as several con-
tributors point out. Although the editors asked contributors to consider the developmental
and cultural underpinnings of their topic, this was, of course, not always possible. 

A third underlying focus was the effect of stress in general and stressors specific to
women in particular on the course of individual disorders. This has been more fully devel-
oped in some chapters than in others (Chapters 3, 11, and 16) and is important because
women’s health is more adversely affected by stressors than is men’s health (Sandanger and
colleagues, 2004).

Structure of the book

In accord with the predesignated focus on development, culture, and stress, the book has a
developmental structure and a cultural/stress focus within each section. 

xvi Preface 
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First, an introductory section summarizes the three key areas. This section sets the
framework for thinking about women’s mental health. The chapters address women’s devel-
opment, cultural effects on women, and stress as it affects women. These are not sharply de-
marcated topics, and the editors were pleased to find considerable overlap in the concepts
outlined in each. We arranged for commentaries for each of these introductory chapters in
order to include a diversity of ideas, to limit Eurocentrism, and to broaden the debate. Each
chapter stands alone as a thoughtful and well-informed general essay but is enriched by
reading it together with the specific commentaries, as well as the linked chapters. 

Then follow four sections on mental health issues that present at different stages of a
woman’s life: childhood, adolescence, adulthood, and aging. Each section has a reflective
commentary on its content from experts, selected for their appreciation of the global impli-
cations of both the research evidence and their clinical expertise. In addition, we have in-
cluded a section on reproductive health, traditionally the essence of women’s health, and
how it remains a key concern for researchers and service planners. There are unique mental
health aspects to female reproductive health, as our contributors outline. Its commentary
alerts the reader to high-grade research which may be published regionally, for example, in
Scandinavia; this may be particularly valuable because its cultural context may differ.

The book ends with a section on services for women, again with thoughtful commentary.
The topic of services for women is a vexed discussion arena requiring more information and
discussion. Many key questions appear difficult to study directly. We would like to know
how gender determines help-seeking around the world, which health delivery systems work
best for women or men in different contexts, and the cost-benefit ratios for each type of de-
livery system in each cultural setting, to determine the optimal delivery system for each re-
gion. Our contributors have deftly summarized the current state of awareness and outlined
the gross deficits in evidence-based knowledge.  

The book is directed at mental health professionals in practice and in training and gen-
eral health students of the many mental health disciplines. The editors expect that different
readers will learn different lessons from this volume.  We trust that it will prove useful to
many. This volume builds on the fine work of many predecessors who have written books,
chapters, and research articles; designed conferences; and established journals to further the
understanding of women’s mental health. We have not covered all psychiatric disorders in a
comprehensive manner. We focused on those matters that seemed most germane between
2002 and 2004. We hope to create a culture that will inspire others to fill the gaps evident in
this volume; such is the process of development.

The editors sincerely thank Alexandra Romic, at the Centre for Research in Women’s
Health, Toronto, for her intelligent commitment to the production of this book; we owe her
a great debt.
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CHAPTER 1

A Relational-Cultural Theory
of Human Development:

The Power of Connection
Judith V. Jordan

Traditional psychological theories have tended to focus on the individual as the unit
of study, and there has been an undue emphasis on the separate self. The dominant
Western psychological research paradigm has focused on individual differences in per-
sonality and trait psychology. These research models have emphasized the development
of “the separate self,” autonomy, and self-sufficiency. Logical, abstract functioning has
been privileged as a sign of “maturity.” The dominant culture (White, middle class,
male, heterosexual) of the twenty-first century United States celebrates the importance
of separation, “going it alone,” individual competition, and achievement.

Feminist scholars, however, have questioned the construction of norms of healthy
“human” development based on studies of men and theories propounded largely by
men (1,2). These models of human development have typically pathologized those as-
pects of development that have to do with emotional expression, acknowledgment of
vulnerability and dependence, and desire for connection with others. The achievement
of personal autonomy, independence, and strength, measured by the capacity to resist
the influence of others, has been celebrated as signifying personal health. These quali-
ties have been delegated by gender, with boys and men seen as carrying the qualities of
independence, self-sufficiency, and an instrumental orientation while girls and women
have been seen as the “carriers” (2) of the nurturing and caring, relational tendencies in
humans.
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RELATIONAL-CULTURAL MODEL

A new model of development, based on listening to women’s experience (3,4)
and on research on women’s lives (1) has arisen in response to the limitations
of the more traditional theories. This relational-cultural theory of development
and clinical practice (RCT) has been developed over the past 25 years at the
Stone Center at Wellesley College (3–5). It is rooted in the groundbreaking
work of Jean Baker Miller (2). Its core tenets postulate that women (all people)
grow through and toward connection; mutual empowerment characterizes healthy
relationships; mutual empathy is the process through which growth occurs.
Growth-fostering relationships generate what Jean Baker Miller called “the five
good things”: a sense of zest, increasing clarity, productivity/creativity, a sense of
worth, and desire for more connection. Disconnections occur in all relationships
when there is empathic failure, hurt, misunderstanding, and unresponsiveness;
they are inevitable and ubiquitous. When acute disconnections are reworked,
connections are strengthened. When a person is hurt (let’s say a person with
less power, like a child or therapy patient) and is able to represent the experi-
ence to the more powerful person, who responds in a caring way, the injured
person actually experiences a sense of “mattering” to the other person and of
being effective in relationship. This is relational competence; it produces a
sense of well-being, hope, and growing connection. If, however, the more pow-
erful person who has participated in the hurt does not acknowledge the other’s
pain and does not respond as if the other’s pain matters to him or her, the less
powerful and hurt person is left feeling alone, scared, and vulnerable. In this
case, the injured person will withdraw, disconnect, keep those aspects of her-
self out of relationship. She will use strategies of disconnection or survival to
stay safe. In the process, however, she brings less and less of herself into rela-
tionship, thus limiting the potential for mutual growth. She will become less
authentic, less fully representing her experience in that relationship. These
places of disconnection become the source of what we call chronic disconnec-
tion. Jean Baker Miller (4) has used the term “condemned isolation” to charac-
terize these places of painful disconnection; in condemned isolation, a person
feels outside the human community, unable to move into relationships to
reestablish connection, and often feels enormous shame and self-blame. The
person feels she has caused the isolation and is, in some essential way, “bad” or
unlovable. The path of human development is through movement to increasingly
differentiated and growth-fostering connection; chronic disconnections are most
destructive when they result from the unresponsiveness of or violations by impor-
tant and powerful people in our lives.

Although acute disconnections can be reworked and thereby strengthen and trans-
form connections, when disconnections are not repaired or responded to empathi-
cally they lead to significant pain. The original injury, not responded to in a caring
way and repeated many times in the course of a child’s development, becomes the
core of the protective disconnection. This injury can result from a traumatic viola-
tion of the child’s sense of safety (physical or sexual abuse, either acute or chronic),
an ongoing context of humiliation or violation, or more chronic neglect and general
unresponsiveness. All of these situations lead to chronic disconnection and the de-
velopment of relational images unfavorable to the movement into new relation-
ships. Thus, for a child who is treated abusively, an organizing and central rela-
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tional image might be: “Whenever I allow myself to be vulnerable, I am treated in a
hurtful and frightening way. There is no empathy in those who are here to care for
me.” Or another child might develop the relational expectation: “Whenever I repre-
sent my real experience of anger, I am attacked or abused.” In a less traumatic pic-
ture, the child might develop the following relational image that contributes to
chronic disconnection: “I am responded to more positively when I suppress my real
feelings and act cheerful for my parents.” These kinds of relational images take
people out of connection. To the extent that the relational images are very central,
generalized to new situations, and characterized by both pervasiveness and inflexi-
bility, they will keep people locked into certain patterns of disconnection. While
these images are importantly formed in early parent–child relationships, they are
subject to change throughout the life span.

Since isolation is viewed as the primary source of suffering for human beings,
those forces that take us out of connection become especially relevant. Shame
arises when we feel unworthy of connection, when empathic responsiveness seems
beyond our grasp (6). Shame interferes with moving into relationships where old,
maladaptive relational images can be shifted. There is a sense of loss of empathic
possibility or the belief that someone could respond empathically to us. Shame
leads to isolation and often involves an experience of immobility; in shame, one is
aware of wanting to feel connected but one feels unable to reach out or to move
into the necessary vulnerability to participate in an authentic relationship with oth-
ers. Shame is an intrinsically interpersonal affect. Experientially, it is about our
whole sense of ourselves; our very being feels unworthy of connection.

Shame drives people into isolation and silence. While it arises spontaneously
and is seen as one of the original affects in infants (7), shaming is also done to
people to exercise social and political control. If those at the center (8) shame
those at the margin or those who are outside the dominant value structure, very
often they can disempower and silence them. The dominant group tells the non-
dominant group that its way of being is insufficient, not as “good” as the domi-
nant group’s (you’re too needy, you value the wrong things, your sexuality is
sick, your hair is too kinky). Shaming becomes a major psychological and politi-
cal force in controlling people. Shaming, isolation, and silencing go hand in
hand. They are often used by the powerful to disempower those with less power.
As Karen Laing noted, “Isolation is the glue that holds oppression in place” (9).

THE ROLE OF CULTURE

The relational-cultural model is an evolving theory. Initially labeled “self-in-
relation,” then “relational development,” it is currently referred to as ‘relational-
cultural” theory, or RCT. This latest designation best captures the fact that this is a
model that fully embraces the power of context and sociocultural forces in individ-
ual development. It furthermore attempts to include an analysis of the role of
power imbalances. Rather than “the self,” connection and context are placed at the
center of this new understanding of human beings. Proponents of the Stone Center
model care about suffering incurred at the individual level, but we also care about
the effects of disconnection at a societal level, the ways that power differentials,
forces of stratification, privilege, and marginalization can disconnect and disem-
power individuals and groups of people. It is essential that we look at context and
not assume that the person (or group) presenting with pain is the problem.

A Relational-Cultural Theory of Human Development 5
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While many theories arising in the dominant culture would have us believe that
psychological theory is value-neutral and scientifically “objective,” RCT empha-
sizes instead the importance of making the biases visible rather than invisible and
looking at difference in terms of power differentials and stratifications imposed by
the culture. Thus Jordan and Walker (10) write that listening to the voices of histor-
ically marginalized women will “challenge our assumption of a powerful mythic
norm that would define ‘woman’ as a white, economically privileged, able-bodied,
and heterosexual female. Unchallenged, this norm becomes a standard against
which all women’s experience is interpreted and evaluated. Therefore, the extent to
which any individual woman conforms to this norm becomes almost by default the
measure by which she is deemed worthy of notice or fit for connection.”

Just as theories do not exist outside of culture, relationships do not exist out-
side of culture. To the extent that a culture devalues certain qualities and even dis-
avows them, those people who tend to represent these qualities will be devalued.
These discredited qualities will be used as a rationalization to demonstrate the
basic inferiority of the people who express them; ultimately this inferiority will
be invoked as a reason why “these people” should not be allowed access to power
or political equality. Ignoring the range of cultural influences on people’s devel-
opment ensues from a psychology that overemphasizes internal traits and indi-
vidual difference. It makes what is intrinsically political and cultural appear to be
a result of personal pathology. In this quest to explain all pathology as personal,
mothers are blamed (11) and individuals are “healed” back into adhering to the
dominant narratives. The power imbalances in patriarchal nuclear families are
rarely examined nor are the effects on people of racism, sexism, heterosexism,
classicism, and overemphasis on being able-bodied.

MUTUALITY 

RCT is not a stage or step model of development and certainly does not espouse a
linear picture of growth. Rather, movement toward mutuality in relationship is at the
core. Movement toward, not attainment of mutuality is to be emphasized. Mutuality
involves profound mutual respect and mutual openness to change and responsive-
ness. It does not necessarily mean equality, although an understanding of the forces
of power is very important. There is an emphasis on movement and change and mu-
tual responsiveness. Jean Baker Miller once said, “In order for one person to grow in
a relationship, both people must grow” (personal communication).

Mutual empathy is the pathway of growth. Empathy involves a movement of
understanding and “joining with” another person; it is a complex process of af-
fective and cognitive responsiveness. In the movement of empathy, people feel
connected, joined, understood. Mutual empathy suggests that in order for empa-
thy to lead to a sense of being with another, being understood and “mattering,”
each person must allow the other to see his or her influence or impact. In a ther-
apy situation, the client must be able to see that she has “moved” the therapist,
had an impact. The therapist must allow his or her responsiveness to show. I,
client, can see, feel, and know that I have touched you, therapist. This provides
the way out of the chronic disconnection and isolation that brings people into
therapy. In therapy and in life, this movement of mutual openness to influence, of
letting someone else participate in changing us as we also affect them, is at the
core of relational growth.
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DEVELOPMENTAL ASPECTS OF RCT

As a developmental theory, RCT poses questions and suggests a shift in focus. It does
not yet, and may never, present a sequential picture of growth or stages of develop-
ment. In fact, a model of linear, stepwise path of development may violate the essential
complex and contextual nature of growth that RCT espouses. RCT emphasizes the
centrality of growth toward relational mutuality and expanding capacity for connec-
tion. Just as the neurobiologists stress the plasticity of brain function, RCT points to
the ways people continue to grow in relationship throughout the life span. While early
relationships lay down certain relational schema, images, or expectations, these are
not immutable. Given a mutual and reparative relational context, people can rework
the relational expectations both psychologically and neurologically. In that sense, this
is an optimistic model of potential relational and neurobiologic flexibility.

RCT points to the development of relational competence and also to the forces
that interfere with the experience of competence both in relationships and in in-
strumental arenas.

Relational competence involves movement toward mutuality and mutual em-
pathy; the development of anticipatory empathy; noticing and caring about our
impact on others; being open to being influenced; enjoying relational curiosity;
experiencing vulnerability as inevitable and a place of potential growth rather
than danger; creating good connection rather than exercising power over others
as the path of growth (6). Relational competence evolves in the process of having
an impact on another human being and caring about that impact. When one is not
responded to, one feels ineffective; there is a drop in energy, loss of clarity and
sense of worth, and often a deadening or withdrawal.

The development of mutual empathy is crucial to this movement of relational
competence. There is abundant emphasis that we are hardwired for empathy (12).
Babies cry in response to the distress cries of other infants (13). There is likely a
neurological basis for the development of empathy. But modern Western cultures
tend to support the development of empathy in girls and discourage it in boys.
Girls are encouraged to be empathic, “tuned in,” and relational. Boys are sup-
ported for being agentic and for being engaged in instrumental competence. The
“boy code” (14) indicates that boys and men should be tough, autonomous, ab-
stract, and linear rather than emotive and intuitive in their thinking; most impor-
tant, they should not show vulnerability or a need for connection. In Western cul-
ture, little girls are encouraged to learn and elaborate empathic skills. They are
supported in their expressions of care for others and allowed a wide range of
emotional expression. They are also allowed to be aware of their vulnerability.

Girls are typically seen to put a great deal of energy into building relationships
in which sharing, self-disclosure, and mutual support constitute the main “activ-
ity.” Maccoby has shown (15) that in same-sex peer groups, boys tend to become
preoccupied with power and hierarchy and are directed toward action rather than
relationship. Boys tend to attribute success to personal effort and failure to
chance whereas girls do the opposite (16), but girls typically excel in school in
the early years and show fewer behavioral problems than boys do. 

Adolescence
Carol Gilligan (1) has traced a path of strong development and clear voices from
early childhood until early adolescence when girls begin to “lose their voice.” As
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Gilligan addresses it (17), girls begin to doubt their own knowledge, lose their
clarity, and keep aspects of themselves out of relationship in order to stay in rela-
tionship. This paradox is about the loss of authentic representation of experience
in early adolescence as girls begin to see relationships with boys as primary; they
learn to suppress their anger, their assertiveness, and their sexuality in order to
accommodate to the experiences of boys. 

As gender issues exert more force in girls’ lives and as they see themselves
more as objects than subjects, there is a loss of clarity, and the ability to represent
themselves fully in relationships is increasingly diminished. We see an increase
in “symptoms” and pathology as girls get disconnected from themselves and each
other. In adolescence, girls begin to experience an increase in depression, eating
disorders, and substance abuse; they suffer violence at the hands of partners they
have chosen. Many begin to retrieve memories of childhood sexual and physical
abuse and suffer with severe dissociative and traumatic symptoms. There is a
drop in self-esteem for many, particularly White girls. This is the time of entry
into adult status, a status importantly informed by heterosexual attachments and
patriarchal norms. Girls are increasingly disconnected from their inner experi-
ence and from each other, as they are encouraged to seek their primary affec-
tional attachments with boys. In the heterosexual pairing, girls often feel a drop
in competence. The rules that may have applied to their same-sex friendships
suddenly seem useless. There is a sense of being relationally incompetent.

Until recently, the psychology of adolescence was often written as if what
happened for boys and girls had parallel antecedents and was experienced in sim-
ilar fashion. An individualistic bias in most traditional developmental theories
suggested that the teen years were the time for separation, for becoming “one’s
own man” (18). Recently, psychologists working on the development of girls
have suggested that for girls the “crisis of adolescence” is not so much caused by
hormones, body change, and the push to separate from family as by the social
context and disempowering messages girls begin to receive as they move into the
adolescent world of heterosexual pairing, where socialization includes learning
to be an object to another’s subject. During this time of transition, the hardiness,
robustness, zest, and confidence of the prepubescent girl are often replaced by ac-
commodating to others, pretending not to know things, and keeping large aspects
of themselves out of relationship. Girls learn in adolescence that the rules of suc-
cess are made by men and that females are to play a subordinate role. They fear
being too bright, too assertive, and too strong. In adolescence the paths of gender
socialization begin to collide. Boys, socialized to be in control, instrumental, un-
emotional, rational, and independent, begin to come into more intimate relationship
with girls who have been taught to be loving, caring, and empathic. The culture
encourages girls to objectify their own bodies. It is in adolescence that girls expe-
rience a dramatic decline in self-esteem. Tracy Robinson and Janie Ward have
suggested that African American girls face particular challenges in adolescence
that threaten their belief in themselves. These authors suggest several pathways for
the “development of a belief in self far greater than anyone’s disbelief” (19). Im-
portantly, this includes the capacity for critical thinking vis-à-vis the values of the
dominant culture. In order to be resilient and maintain authenticity and a sense of
empowerment, all girls must develop the capacity for resistance that Robinson and
Ward delineated for African American girls. Girls and women from the dominant
White middle-class culture have much to learn from girls and women who are
marginalized about the development of courage, resistance, and resilience. 
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Adulthood
In adulthood, RCT suggests we continue to bring relational images into new rela-
tionships. To the extent that these images prevent our engagement in growth-
fostering relationships, they will limit our development. But with the right context,
these images can be reworked in such a way that relational possibility is created.
In a safe enough context, one can begin to relinquish the more limiting strategies
of disconnection and begin to trust that another person will be truly and safely re-
sponsive and that both people will be working toward mutual respect and mutual
empathy. As a person begins to see the real responsiveness and respect in the
other person, she will feel safer in moving into the necessary vulnerability to
build an authentic relationship. In mutual relationship both parties will use antic-
ipatory empathy to engage with awareness of the possible impact on others of
their feelings and actions. The yearning for connection is a constant in life and
will reemerge as the person begins to relinquish her conviction that relationships
cannot be responsive or growth fostering.

WORKING WITH TRAUMA: AN EXAMPLE OF
MOVEMENT FROM DISCONNECTION TO CONNECTION

Working with traumatized people provides a clear picture of the dynamics of
chronic disconnection and the healing movement of connection. Let us look at
chronic childhood sexual abuse. In chronic sexual abuse of a child, there is a pro-
found violation of the child’s well-being and a profound absence of empathy on
the part of the perpetrator. In the abusive aspects of the relationship, the adult 
fails to take into account the impact of the abuse on the child or fails to care 
about the impact. The child is psychologically, physically, and neurobiologically
injured by the adult’s preoccupation with his or her needs and failure to notice the
needs of the child. While the child may initially seek to protest or reestablish
safety, the message from the abusing adult will inevitably be one of not caring or
refuting the child’s experience. In our model, the child attempts to represent her
real experience of being hurt and is told in many different ways that her protest is
not respected. She may even be punished further. The child quickly learns both
helplessness and “not mattering.” She also learns to take large chunks of her expe-
rience out of relationship. She no longer represents her true feelings, and she at-
tempts to protect her vulnerability by withdrawing, moving into chronic discon-
nection and protective inauthenticity. She unfortunately learns the lesson:
“I do not matter, I cannot have an impact on this other person, I am relationally in-
competent, and I am to blame.” She moves into the trauma pattern of isolation, im-
mobility, helplessness, self-blame, and shame. Thus relational violation at its ex-
treme creates severe, traumatic disconnections. Her neurobiology is affected by
this pattern of learned helplessness (20), and it also makes it more difficult for her
to reenter possibly growth-fostering relationships. For the abuse survivor, connec-
tion does not equal safety. To sit in a therapist’s office is often triggering and terri-
fying: the patient with post-traumatic stress disorder (PTSD) is in a heightened
sense of vulnerability, often flooded with the fear of being in the presence of a
powerful other who is supposed to be trustworthy, and behind closed doors. This
situation alone often triggers large traumatic disconnects. As treatment begins and
the client begins to relinquish certain protective strategies of disconnection, she
may move into more terror. The healing is often characterized by big, chaotic
shifts in the movement of relationship. But it is in working with trauma that thera-
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pists often see the most touching and profound movement from isolation to recon-
nection. Connections heal. The challenge in working with trauma is to help the
survivor stay safe enough through the disconnections so that therapy is not jeop-
ardized. For the therapist, the challenge is to stay in authentic responsiveness in
such a way that the client can see that she is having an impact, is being responded
to in a caring way, and is relationally effective. As the highly reactive neurochem-
istry begins to reequilibrate and the relational images modify, the client will begin
to be able to establish more trust and engagement in growth-fostering relationship.

RESEARCH SUPPORTING THE POWER OF CONNECTION

Increasingly, research is providing the data that connection is central to human
development. A longitudinal study conducted by Resnick (21) found that a good re-
lationship with an adult (either a parent or someone in the school system) was the
single best protection against the high-risk behaviors of adolescence (suicide, vio-
lence, and substance abuse). Shelly Taylor and associates (22), reviewing the stud-
ies of stress and the “fight-or-flight” response, found that these early studies were
done on male organisms (rats, monkeys, humans, etc.). In replicating the studies
with females, these researchers found that females tend to move toward connection
when stressed. They named this the “tend-and-befriend” tendency. It is interesting
that one of the core pieces of “knowledge” in Western psychology, that animals flee
or fight when stressed, has now been seen as clearly gender skewed.

Researchers studying the pathways of pain have discovered recently that social
pain and physical pain share parts of the same underlying brain processing system
(the anterior cingulate cortex). They note that we are actually hard-wired to expe-
rience distress upon separation and comfort upon reunion, and they conclude
“social connection is a need as basic as air, water or food and that like the more
traditional needs the absence of social connection causes pain” (23).

Allan Schore (12), exploring the psychobiology of attachment in the mother–
infant dyad, notes that mutuality enhances the development of the right prefrontal
context in both mother and child. This is the part of the brain that mediates em-
pathic cognition and perception of emotional states and modulates amygdala
functions. Mutual responsiveness actually creates growth in this essential part of
the brain. Interruption of mutuality interferes with its development; repair has to
be interactive, through mutual influences. The exciting and relatively burgeoning
field of neurobiology and functional MRIs is beginning to name and trace the
centrality of mutuality and connection in brain development and functioning
(12,24,25). Thus, at a neuronal level, we are beginning to see the ways in which
we as human beings are hard-wired to connect. These data cast doubt on many of
the old “Separate Self” models of psychological growth.

Another line of research that increasingly supports the primacy of connection
and mutuality is the work being done on resilience. Although many studies of re-
silience examine factors within the individual such as temperament, hardiness,
and intelligence (26), there is also a large body of research supporting the impor-
tance of relationships in the development of psychological resilience (27). RCT
points to the importance of relational contexts and the power of mutual support
and mutual engagement in the development of resilience (27). It is not simply
receiving support that facilitates resilience; it is also providing support. Or as
RCT describes this phenomenon, participating in growth-fostering relationships
where all people are growing and changing.
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NEW DIRECTIONS IN RELATIONAL-CULTURAL THEORY

Relational-cultural theory originated in response to a perceived misunderstanding
of the psychology of women in traditional Western psychological theories. By lis-
tening to the voices of women, new visions of women’s strengths, vulnerabilities,
and patterns of growth were discovered. The crucial shift in this model was to
place connection and context or culture at the core of the work. As the model has
been elaborated over the last quarter century, it has expanded to include a revision
in understanding of the psychology of boys and men (14,28). It has also been used
to better understand group and institutional dynamics (29,30). While the applica-
tion has been largely in the world of clinical practice, Jean Baker Miller’s original
book (2) presented data regarding social dynamics and change that have been cen-
tral to this work. Increasingly, we are using the understanding of individual
dynamics to explore better societal and group dynamics. The original work of Jean
Baker Miller, revolutionary in message, continues to be used to understand social
change and social action. The model has been used to better explicate the role of
connections in business and organizations (30), therapy groups (29), the mother–son
relationship (31), couples dynamics (28), the neurobiology of trauma (20), and
racism (32). A relational practice manual has been written to guide the formation
and use of relational practice groups (33). These relational practice groups have
been used in prisons, housing projects for formerly homeless women and children,
staff groups in psychiatric facilities, groups of chronically mentally ill people,
with mothers and sons, and among supervisors in hospitals. A scale measuring
mutual psychological development (34) and a relational health indices scale have
been constructed (35); a scale to measure “organizational relational health” is
under construction (36).

RCT began with listening to women’s experience in order to more accurately
describe women’s psychological development. Increasingly, it is focused on cor-
recting the misrepresentations of human experience that are brought about by an
overemphasis on separation, individualism, and denial of vulnerability. RCT seeks
to embrace the complexity of human life and relationships. Its practitioners value
connection and the capacity for mutuality. RCT is a work in progress. As such, we
who practice RCT struggle to dwell in a place of openness and uncertainty. We
believe in the ultimate human responsibility of being responsive to one another
and believe that when mutual empathy is operating, relationships become the sus-
taining force in people’s lives.
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Chapter 1 Commentary
Psychoanalytic Perspectives
Malkah Notman, Carol Nadelson

Chapter 1 by Judith V. Jordan represents one model of conceptualizing develop-
ment, based on the work of Jean Baker Miller. This theory has served a worthwhile
purpose in emphasizing the critical role of relationships and a relational approach
for women. It is also useful in emphasizing the role of values and culture in devel-
opment and the limitations of seeing the individual as the sole focus of theoretical
understanding and treatment. 

It is important to place this work in the context of other theories and scholarship in
psychoanalysis and development that have preceded it, such as object relations theory,
psychology of the self, and relational theory and also to integrate it with current knowl-
edge about biologic factors in development. The description of "traditional" psycho-
analysis as emphasizing individual development and separation as a goal can be modi-
fied to recognize this pluralism and the "connection" with other theories. 

An interesting addition would be a discussion of harmful or problematic connec-
tions, such as aggressive, sadistic, or ambivalent ones and the affects involved, in
women as well as men, children, and parents. Self-in-relation is thus a complex sub-
ject, highlighted by the Jordan chapter. It is an excellent way to open a volume ad-
dressing the many complex issues involved in women’s mental health.

Mary Kay O’Neil

The introductory chapter to this volume on women’s mental health describes the
relational-cultural theory (RCT) of human development, a valuable addition to de-
velopmental theory and the psychotherapeutic repertoire. As Drs. Notman and
Nadelson have already noted, RCT is based on the pioneering work of Jean Baker
Miller and the Stone Center’s 25 years of study focused primarily on women’s men-
tal health and well-being. RCT underlines the intrinsic role of relationship and cul-
tural values in either fostering or impeding psychosocial development. Concomi-
tant contemporary research in the areas of social support and neurobiology
substantiates the Stone Center’s emphasis on the power of relational connection in
psychological well-being. 

The author asserts that traditional psychological theories have tended to focus on
the individual as the unit of study and have placed undue emphasis on the separate self.
Other models of development, based on studies of men, inaccurately pathologized nor-
mal emotionality, vulnerability, dependence, and relational needs and promoted per-
sonal autonomy, independence, and power. These assertions were true until 30 to 40
years ago, until the loud voice of feminism and the emergence of a biopsychosocial
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frame of reference brought about a major revolution in psychoanalytic thinking about
womanhood. It was also necessary because, prior to the emergence of psychoanalytic,
psychodynamic theories, the inner workings of the human mind and self-development
were scarcely understood. That traditional theory has changed to include the relational,
social, and biologic aspects of women’s self-development is documented, for example,
in the Journal of the American Psychoanalytic Association’s 1976 and 1996 supple-
ments on women’s psychology (1,2). Other contemporary psychoanalytic writers such
as Jessica Benjamin (3,4) and Ethel Person (5) have further contributed to the under-
standing of self-development, gender, and relationship within a sociocultural context.
The burgeoning development of attachment theory based on the work of Bowlby et al.
(6) and the more recent work of Fonagy et al. (7) lends further support to the relevance
of RCT as a theory of women’s development. Clinically, RCT emphasizes growth-fos-
tering relationships based on mutual empathy and empowerment and the deleterious ef-
fects of shame and isolation fostered by disconnection. This emphasis mirrors the shift
in the traditional psychotherapeutic approach from a one-person to a two-person psy-
chology. That is, it is now well recognized that the therapist is emotionally engaged
with the patient(s) in the therapeutic enterprise. Advances in the understanding of fail-
ures of empathy in the vicissitudes of development are ongoing (8). 

The relational-cultural model was initially "self-in-relation." The "self" was deleted
to "fully embrace the power of context and sociocultural forces in individual develop-
ment." Leaving out the self was probably necessary to emphasize and more fully under-
stand the impact of the relational-cultural context on women’s development. To make
RCT a well-rounded model of women’s development and more potent in its clinical ef-
fectiveness, the self now needs to be reinstated. Self-development occurs within rela-
tionships; growth-fostering relationships cannot be established without an intact self.
Just as RCT has made major advances in the last 25 years, so too have the traditional
psychological theories. The integration of theories of self-development and theories of
relational-cultural development can only be mutually enriching and beneficial to the
understanding of women and their mental health. 
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CHAPTER 2

Women, Culture,
and Development

Lisa Francesca Andermann

This chapter explores the relationships between the mental health of women and
their social worlds by examining the areas of culture and development. The term
“development” is used to denote the growth of an individual across the life span and
also in the sense of social and economic development. As this topic presents an unlim-
ited area of study, the chapter will be organized around several important foci, using an
anthropologic perspective: women’s roles and the social position of women in different
cultures, access to education, literacy levels, the effects of poverty, the value of
women’s work, violence, sexism, and women’s access to health services, in particular
mental health services. In short, this chapter addresses how women’s environments, geo-
graphic, economic, and social (including society, culture, community, and family), inter-
sect with women’s health and well being.

Using a developmental approach to follow these topics through the various life
stages helps to delineate the influence of society and culture on women’s mental health.
Learning from exceptions to the rule, where these occur, is also valuable. The chapter
begins with a look at socialization into gendered roles, a process that begins at birth. A
childhood lens puts the focus on education and literacy, puberty rituals, and female cir-
cumcision. An adult perspective looks at women’s work, marriage, and childbearing;
the focus in aging is menopause and senescence. At each stage, examples from differ-
ent cultural groups in both the developed and developing world are presented. 

Aging: Menopause, Widowhood, and
End-of-Life Issues 26

Future Directions 28
References 30

Cultural Competence and Women’s
Mental Health 16

Birth 16
Childhood 18
Adolescence 20
Adulthood 22
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CULTURAL COMPETENCE AND WOMEN’S MENTAL HEALTH

In this era of globalization, migration, and social complexity, the ability to work
comfortably in situations of cultural diversity has become an important part of
current practice for mental health professionals. This begins with some familiar-
ity with cultural differences, but the development of true cultural competence in-
volves four main categories: knowledge, attitudes, skills, and experience.

In terms of women’s mental health, this means that knowing general details
about a particular culture is not enough. One must take into account women’s
roles, status in society, educational and vocational opportunities, and religious
beliefs and practices. While these may vary within cultures across social class or
other divisions, the important point is that, if not approached from a gender per-
spective, this information may not always be obtained from the usual sources. In
a culturally complex clinical situation, the clearest form of communication is be-
tween clinician and client, where questions can be asked directly. When language
issues are present, working with professional interpreters avoids situations where
husbands or other family members are asked to translate, a situation which may
obscure the woman’s voice. Cultural consultants who have insider knowledge of
a particular culture can also provide useful collateral information.

The inclusion of gender and mental health issues and the promotion of
women’s mental health in books such as Where There Is No Psychiatrist, a men-
tal health-care manual for developing countries, send an important message to all
health-care workers (1). Patel states that “the promotion of gender equality, by
empowering women to make decisions that influence their lives and educating
men about the need for equal rights, is the most important way of promoting
women’s mental health” (p. 229). The book then offers practical suggestions on
asking about stress in the domestic situation, how to ensure regular follow-up for
women, asking permission to speak to husbands or family members for collateral
history, as well as larger advocacy issues such as how to begin psychoeducational
or support groups for women in the community. 

BIRTH

As universal as the origin of species, the process of childbirth and the rituals, reg-
ulations, and social influences that surround it have developed into a collection of
beliefs and behaviors as diverse as the cultures in which they are found. Describ-
ing these in detail would be far beyond the scope of this chapter; however, several
themes emerge in which commonalities can be examined.

The first theme pertains to the strong preference, in some cultures, for male
children. This is because of the importance of heredity and the maintenance of the
male line in patrilineal societies, a guarantee of the continuity of the family. This
will have a bearing on inheritance, including land ownership, and sometimes posi-
tion and rank in society. Added to this are other financial considerations: in many
places, the families of girl children bear the added burden of having to provide a
dowry at the time of marriage, which presents a heavy load for many who are at
the brink of poverty. 

While developments in medical technology have allowed for screening and
improving fetal outcomes, this has had the unintended effect of allowing parents
to screen for the sex of the fetus. This possibility of choice has resulted in situa-
tions where healthy pregnancies may be terminated if the sex is not desirable.
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In China, which instituted a one-child policy in the late 1970s to combat overpop-
ulation, pressures on couples to have a male child have greatly increased. As well
as “quantity,” China has been interested in “quality” of births, instituting a law in
1995 restricting “imperfect” births, part of a greater government scheme inti-
mately tied to interventions in reproductive health. Dikotter (2) examines these
eugenic developments in detail within the historical, political, and economic con-
text of Chinese society, describing the impact of current legislation on the per-
sonal lives of both men and women. When women in China are found to have
“unauthorized” pregnancies not in compliance with the one-child policy, involun-
tary abortions or forced sterilization may occur or they risk high fines or the
destruction of home or possessions (3). 

Around the world, demographers have documented “missing women”—
male:female sex ratios that favor men—in India 920 women for every 1,000 men,
in China 100 women for every 113.8 men (3). They also cite the Indian govern-
ment statistic that, out of 8,000 abortions at a clinic in Bombay, India, 7,999 were
of female fetuses. Whether due to female infanticide or prenatal screening, the
results are the same. This pattern has also been reported in the Middle East, with
dramatic ratios as low as 48 women to 100 men in the United Arab Emirates.
Economist Amartya Sen has calculated that there are over 100 million “missing”
women in the world (3). In an attempt to explain this phenomenon, Sen links the
interaction between economic reforms and cultural values that produce situations
of gender subordination for women. In this way, development policies such as
agricultural reforms, also known as structural adjustment policies, may actually
(inadvertently) have a negative impact on women’s health in terms of their nutri-
tional status, levels of stress, and worsening poverty, leading to decreased access
to health care.

At the other end of the reproductive spectrum, Hmong immigrants from Laos
to the United States are reported to have one of the highest birthrates in the
world, 9.5 children per couple, compared to the rate of White Americans, 1.9
children, and Black Americans, 2.2 children (4). This rate is thought to be a result
of a combination of early marriage and a suspicious attitude toward Western
medicine, including contraception, and is likely to decrease as young Hmong
became more acculturated to life in America. In her insightful study of cultural
misunderstandings between a Hmong family and the American medical estab-
lishment, Fadiman explains that 

the Hmong have many reasons for prizing fecundity. The most important is
that they love children. In addition, they traditionally value large families be-
cause many children were needed to till the fields in Laos and to perform cer-
tain religious rites, especially funerals; because the childhood mortality rate in
Laos was so high; because so many Hmong died during the war and its after-
math; and because so many Hmong still hope that their people will someday
return to Laos and defeat the communist regime. In the refugee camps,
Hmong newborns were often referred to as “soldiers” and “nurses.” (4, p. 72) 

The last sentence alludes to the concept of early socialization into gendered
roles, beginning in the cradle.

There are also numerous traditions and taboos concerning the birth process
itself. For example, the Hmong believe that it is important to bury the placenta in
the dirt floor of the house, so that after death it can be found by the soul and worn
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as a “jacket” on a journey to the land of the ancestors, where one day the soul is
reborn as a new baby (4). How this belief, along with so many others, has been
transformed in an era of migration, hospital births, and modernized accommoda-
tions that lack dirt floors has been a process of ongoing negotiation.

Beliefs about pollution and taboo as means of regulating women’s sexuality 
before, during, and after childbirth are commonly found around the world. Women
are often kept in confinement for a specific period of time, usually weeks, after
childbirth before being allowed to reintegrate into marital life and the wider soci-
ety. Lewis’s study of ritual among the Gnau people of New Guinea describes in in-
tricate detail the ways in which men and women’s lives in this traditional culture
are bound by their beliefs. This is demonstrated by their performance of rituals
that link them to others in the community, the local environment, and the supernat-
ural world (5).

Another area of study has been the effects of poverty on childbearing and
maternal and child health. In a moving and well-researched ethnography on
women’s lives in a Brazilian shantytown, anthropologist Nancy Scheper-Hughes
(6) studies the links between social class and reproduction and finds that “poverty
interacts in many different ways to produce child mortality and to shape repro-
ductive thinking and practice” (p. 326). She describes the ways that scarcity af-
fects maternal thinking, particularly difficulties in coping with extremely high
rates of infant mortality, to the extent of bringing about a situation she describes
as “the social production of indifference to child death.” This does not imply that
women do not experience the loss of their infants, but rather that they have come
to differentiate the greater grief associated with the loss of an older child, who is
already formed and with whom there is greater attachment, from the infant, in
whom little has thus far been invested. Women in this environment have been de-
moralized to the point of seeing their breast milk as no good, spoiled, or sour and
feeling that they have nothing left to give to their children. However, in order to
reach their preferred family size, they must often bear two or three times that
number of pregnancies, with the physical and psychological burdens this entails,
in order to ensure a few surviving offspring. All of this is occurring in an environ-
ment of oppression with minimal government support for the very poor and with
strong Catholic beliefs, which, among other things, forbid the use of contracep-
tion. Despite all the hardships, Scheper-Hughes is able to document survival
skills and resilience among these women that provide hope for the future.

CHILDHOOD

Childhood is a time of rapid growth and learning in many spheres: physical, psy-
chological, and cognitive, including mastery of language and a wide variety of
interactions with the wider world. Culture is woven into the consciousness of a
child during family activities—including daily chores, play, games, food, social
occasions, religion and festivals, and contact with siblings, parents, grandparents,
and the extended family and beyond. While the psychiatric and psychological lit-
erature offers many theories of child development, less has been written about the
impact of culture on this critical period or how culture is learned. 

In a chapter on gender, development, and psychopathology, Notman and
Nadelson (7) write that “the role of particular cultural practices, including gender
differences in child rearing, are manifest from infancy. Differences in parental
behavior, especially those related to concepts of male and female roles, are
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powerful forces contributing to differences in male and female development”
(p. 2). Examples of these differences—the ways that culturally constructed gen-
der roles are passed from one generation to the next—taken from a variety of
ethnographic studies and other sources are presented below.

In the memoir Wild Swans (8), which describes the lives of four generations of
Chinese women during decades of massive political upheaval and social change
during the nineteenth and twentieth centuries, Jung Chang describes how her
great-grandmother, typical of millions of her era, was born to a working-class
family without intellectual background or official post, and because she was a
girl, was not given a proper name. She was simply called “Number Two Girl”
(er-ya-tou). She had been promised by her family, at age 6, to the newborn son
of a friend when he became of age, and the wedding took place when he turned
14 years old. Chang explains that, in this time of arranged marriages, it was con-
sidered one of the duties of a wife “to help bring up her husband.” Girls were
taught that “a virtuous woman should suppress her emotions and not desire any-
thing beyond her duty to her husband” (p. 34). Notably, when Number Two Girl
had a daughter of her own, the baby was given a real name. However, despite this
nod to encouragement of her own identity, the baby girl (Chang’s grandmother)
was not able to escape the practice of binding feet. At age 2, her feet were tightly
bound with cloth, breaking the bones in her arches and causing lifelong excruci-
ating pain, all done to satisfy men’s idea of feminine beauty.

Psychological anthropologist Jean Briggs’s description of the emotional edu-
cation of a 3-year-old Inuit girl in Canada’s Arctic brings us to how culture is
learned, the process of creating children “who think and feel like Inuit” (9).
Through detailed ethnographic analysis of family “dramas” or social interactions,
she outlines the process of Inuit education, whose goal of “increasing thought” in
children is hidden in playful questions asked by adults. These repeated interac-
tions, as encapsulated in the case study of one child’s development, make visible
the wider processes of socialization. However, because each of these interactions
and new understandings is negotiated and renegotiated on an individual level,
Briggs concludes that children cannot acquire a “fixed set of understandings” or a
“total culture” through this very active learning process.

In another Inuit example, the ethnography of the Netsilik Eskimo of the cen-
tral Canadian Arctic describes another important feature of the socialization of
children, the learning of male and female roles (10). This traditional hunting
society had a clear division of labor between the sexes, with a focus on husband
and wife as collaborative partners in the subsistence of the nuclear family, al-
though the husband held a superior position as head of the household. While
the men hunted and fished, the women worked at home preparing food and ani-
mal skin clothing, which were equally essential to the survival of the family.
Learning occurred through observation and imitation, with boys and girls each
following their same-sex parents from a very young age. Balikci describes how
spending almost all their time in the company of their parents within the con-
fines of the igloo and its surroundings, and growing up in close association
with the adult world, children quickly adopted the roles of the same-sex parent.
This closeness is true of many traditional societies, where families live at much
closer quarters, both spatially and psychologically, than in more modernized
societies.

In the mainstream North American setting, In a Different Voice, Gilligan’s in-
fluential psychological study of women’s development begins in childhood and
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goes on through various stages of development through interviews with different
age groups (11). Written in the early 1970s, this study was one of the first to ex-
plore differences between the sexes in terms of conceptions of self and morality
and tries to understand the roots of women’s position in society, what Gilligan
terms “woman’s place in man’s life cycle.” One of the well-known findings from
this study is that even from a very young age, female children value interpersonal
relationships and begin to order their worldview according to this principle of
human connectedness. In contrast, boys often take a more logical and hierarchi-
cal approach to solving dilemmas. This leads to a tension between women and
men, based on their use of different models of human relations: connectedness
versus hierarchy. Both connectedness and hierarchy co-exist in the parent–child
relationship and continue to be negotiated from that point onward as the child
makes his or her way out into the world.

Formal learning—school-based education and literacy—is another of the
tasks of childhood. Much has been written about the link between lack of educa-
tion and the disparities in the economic, political, and health status of women
around the world (3). When resources are scarce, girls in many countries often
stay home while school fees are dedicated for their brothers. Families may not be
aware of the importance of this decision to their daughters’ futures. 

ADOLESCENCE

Sexual maturation occurs in several steps, beginning as a girl approaches the age
of puberty. Hormonal and physical changes, the development of secondary sexual
characteristics, and finally, the onset of menarche, signal a shift in psychological
identity that may take several years to fully integrate. The understanding that
menarche has a potential for pregnancy and thus leads to the next stage in the life
cycle of an adult woman is often viewed as a source of anxiety and risk (7). Peer
groups generally become more important at this time, as girls begin to move be-
yond the immediate family as a source of role modeling and support, and issues
of self-esteem, self-confidence, and physical attractiveness come to the forefront.

Puberty rites are common in many cultures to mark this time of change. These
may be in the form of public rites, religious ceremonies, or social gatherings.
Lewis (5) presents a detailed analysis of the intricate puberty rituals performed
among the Gnau of New Guinea. For both female and male initiates, this is a
major event of public recognition, involving elaborate decoration, feasting on rit-
ual foods, and the reinforcement of social linkages within the family. For boys,
the ritual includes a form of “symbolic menstruation” as they are made to bleed
from their penises. Although, when asked by Lewis whether this male bloodlet-
ting was meant to resemble menstruation, the Gnau denied this idea, the behavior
also occurs among other groups in New Guinea, and is described in this way in
other anthropologic literature.

Female circumcision, also known as female genital mutilation (FGM), is an-
other cultural tradition that occurs in many parts of the world, particularly in
Africa and the Middle East, at the time of puberty or before, often in girls as
young as 6–10 years of age. This procedure, the aim of which is to guarantee
women’s virginity and diminish their sexual pleasure, has an enormous impact on
the development of female and sexual identity in the countries where it is prac-
ticed. In addition to these psychological effects, medical morbidity, infection, and
chronic pain, occurring both at the time of the circumcision and possibly for
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years after, at the time of first sexual contact or childbirth, may have long-
standing, even life-threatening, repercussions. The women are at greater risk of
HIV transmission because damage to the urinary tract and vagina may lead to fis-
tulas and other possibilities of infection (3). 

A firsthand account of this difficult and painful experience is provided by
Aman, a Somali woman, in her memoirs (12). To place this experience in perspec-
tive, anthropologist Janice Boddy describes female circumcision in the social con-
text of Somali culture, a Muslim, male-dominated, pastoralist society. Although
Islam does not specifically sanction this practice, or gender inequality in general,
it is customary in Somalia to view women’s status as inferior to that of men and
for women to be bound by male authority. Concepts of honor, reputation, and in-
dependence are the foundations of Somali social organization. However, it is pre-
cisely these values, which are seen by Somalis to be unachievable by women be-
cause of their sexuality, that keep them in a morally inferior position. Boddy
writes:

Female fertility is highly prized; it is associated with plenty, prosperity,
and life, with the continuation of the lineage through the birth of sons, and
with the virtues of pity, mercy and compassion. Nevertheless, women are
considered socially less developed than men. They regularly and involuntarily
menstruate; they give birth and lactate; when pregnant they publicly 
display their sexuality, their ties, that is, to other humans. All these natural
conditions that women cannot control are seen to represent weakness 
and a lack of independence, the antithesis of the social ideal. (12, p. 318)

Boddy cautions for the need to understand this practice in context, as it is gen-
erally older women and mothers who ensure its continuation. Peer pressure and a
fear that, without it, marriage might be difficult or impossible keep it going.
There are some changes currently being made among more educated women,
with less radical operations being performed; some have been reduced to a sym-
bolic pinprick.

Immigration has led to greater awareness of this issue because FGM proce-
dures are being performed or requested in Europe and North America. Groups
such as Amnesty International have brought this issue to world attention in call-
ing for an annual “International Zero Tolerance to FGM Day” and lobbying
African governments to sign a declaration “to protect African women from cul-
tural and traditional belief systems that are inimical to the sexual and reproduc-
tive rights of women in the continent” (13). However, many women still see this
practice as central to their social identity. Aman herself describes her infibulated
body as “clean, closed and smooth” with its own aesthetic value (12). Desjarlais
et al. (3, p. 139) present the case example of West African immigrant women in
France, who face a difficult bind between risking legal charges and public trials
(to have their daughters circumcised) and risking ostracism from the West
African community. Without more local support to negotiate these cultural con-
flicts, it will be difficult to find meaningful solutions that will allow for a fuller
inclusion of these young women in a changing society.

Body image and reproduction are intimately linked as attention to physical at-
tractiveness grows more important during adolescent years (7). Eating disorders
have been particularly studied in this regard, and comparisons made across
cultures where physical preferences vary considerably. Anorexia is generally
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thought to be a particularly Western disorder, perhaps even considered as a
culture-bound syndrome of Western Europe and North America (14). Much has
been written about the impact and immediacy of Western media favoring thinner
and thinner models and actresses, who predominate as role models for genera-
tions of impressionable young women. But how is this related to the development
of an eating disorder? Eating disorders, including anorexia and bulimia, have
been described in many places around the world. However, prevalence rates vary
considerably, and they may be quite rare outside of a Westernized context. A
careful analysis of questionnaires is needed to avoid misinterpreting culturally
consistent responses. For example, in India answering positively about “engaging
in dieting behavior” could mean observing religious Hindu fasts, or in China
“cutting food into small pieces” is appropriate for eating with chopsticks (14). In
these countries, eating disorders are rarely found. In other parts of Asia, some atyp-
ical eating disorders are described that do not include the phobia of fatness, central
to the definition of the disorder given in the American Psychiatric Association’s
Diagnostic and Statistical Manual of Mental Disorders. 

Anne Becker (15) was in the fortunate position of being able to conduct a
study of eating disorders among adolescent girls in Fiji, a remote group of islands
in the South Pacific, just as television was making its first appearance. There had
been no previously published studies on the effects of the introduction of televi-
sion on the eating habits of a media-naive population. The study began in 1995,
just as television went on the air in Fiji, and a follow-up was done three years
later. Becker’s group found a significant increase in scores, indicating disordered
eating, following television exposure. Although no subjects met criteria for
anorexia, self-induced vomiting to control weight had gone from 0% in 1995 be-
fore television to 11.3% only three years later (15). There was an increase in
body dissatisfaction during this time as girls expressed wanting to emulate char-
acters they saw on television. Most interestingly, this rapid change took place in a
setting where traditional Fijian culture saw a more robust physique as the ideal
body shape and encouraged large appetites at feasts and family gatherings. Thus,
the introduction of Western media imagery can be directly linked to the internal-
ization of a new cultural ideal of thinness and the development of body dissatis-
faction, leading in some cases to disordered eating.

Regardless of cultural differences, there is a major difference in ratios between
males and females with eating disorders ranging from 1:10 to 1:20 (16). Dysfunc-
tional eating behaviors are a complex combination of sociocultural, psychological,
and biologic factors. The illness and its related behaviors often gives individuals a
way to focus their attention away from stressful life problems and can result in de-
lays in their dealing with developmental issues, including sexual function, because
they maintain a prepubertal physique long into adolescence and beyond.

ADULTHOOD

Women’s work and motherhood are the major roles in the adult lives of many
women around the world. It is well known that work is related to mental health in
that it increases self-esteem and financial independence. However, the reverse is
also true, and the burden of overwork, both inside and outside the home, and often
both simultaneously, can contribute to a situation of fatigue, anxiety, and worry.
Women’s work is often undervalued and underpaid. They may also spend more
hours working than men from the same social class. In studies tracking time
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allocation of housework and child care, women in Africa worked on average
67 hours per week compared to 54 hours for men (3). This level of productivity
may be affected by several other factors, including nutritional deficits and
hunger. A study by the World Health Organization (WHO) estimated that 60% of
women in developing countries were undernourished and nearly two thirds of
women clinically anemic (3). 

To get an idea of these difficulties firsthand, the narrative of a Dalit woman
named Viramma, marginalized in her village as an untouchable, is instructive
(17). The narrative, told to two French researchers over a period of 10 years,
traces Viramma’s life story from her childhood, beginning with marriage at age
11, soon followed by childbirth and the rituals around the births of her 12 chil-
dren, through years of heavy agricultural work, punctuated by the annual cycle of
festivals and religious life. Viramma says, “. . . we mothers always have a fire in
our belly for our children: we must feed them, keep them from all sickness, raise
them to become men or women who are going to work” (17, p. 96). This is espe-
cially important as an insurance policy for aging parents in her culture as in many
places where there is no social assistance or old age pension. Viramma continues
to describe her role as a mother: “what’s more important for us women than
children? If we don’t draw anything out of our womb, what’s the use of being a
woman?” (p. 104). However, it is more often men that determine a woman’s role
in the family. Tseng writes that “in many societies women are considered signifi-
cant only for bearing children, particularly sons” (14, p. 383). If this expectation
is not fulfilled, then the husband can cast the woman out of the home, or have her
replaced by another wife. 

Level of education has a direct correlation with women’s status in the family,
ability to gain financial independence, access to better health care, and achieve-
ment of better mental health. When this opportunity is not available, because of
scarce resources, or is lost because of political changes, the mental health of
women suffers. In some parts of rural India, the literacy rate for village women
may be as low as 12.3%, one of the lowest in the world (18). Even where oppor-
tunities for schooling do exist, many more boys attend than girls, and fathers are
said to keep their daughters out of classes “because they fear she will start saying
‘No’ . . . and start having her own opinions” (p. 28). 

Under the Taliban rule in Afghanistan, education for women was one of the
first things to be outlawed. A study comparing the mental health of women in
Afghanistan living in areas under Taliban control and other areas with that of
women in a refugee camp in Pakistan found that major depression was much
more prevalent under the Taliban (73%–78% versus 28%) and suicidal ideation
in Taliban-controlled areas was much higher (73%) than in non-Taliban areas
(18%) (19). In contrast to the minority party in power, a majority of the popula-
tion, both men and women, believed that the protection of women’s rights and
equal opportunities for women in education and the workplace would be needed
as a basic step to rebuild the community. 

Deprivation of educational opportunities occurs in subtler ways as well. In the
novel Brick Lane (20), which tells the story of a Bangladeshi immigrant woman
who joins her husband in London, Nazneen, the main character, asks her husband
if she can attend English classes at a local college. His answer is “What for? . . .
You’re going to be a mother. Will that not keep you busy enough?” (p. 62). This
brings up the issue of acculturation and the difficulties that women may experi-
ence when forced to adjust to a new environment without language skills or
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family support. Immigration can bring a sudden loss of role for women, as what-
ever authority they may have had within their households is eroded by their new
situation, and their children, who learn new languages more quickly, may step in
to act as their intermediaries at doctors’ appointments and at the bank. In her de-
scription of South East Asian immigrants in California, Fadiman writes that “of
all the stresses in the Hmong community, role loss—the constellation of apparent
incompetencies that convinced Lia’s mother she was stupid—may be the most
corrosive to the ego” (4, p. 206). While the psychological implications of this are
not known, it can be imagined that this would have far-reaching effects on self-
confidence and a woman’s sense of agency.

The experience of succumbing to a medical illness can also have an impact on
a woman’s marital and family life. Jilek-Aall (21) presents the narrative of a
young woman with epilepsy in Tanzania who relates that she had a seizure, upon
which her “husband was furious. He gave my baby to his brother’s wife, returned
me to my parents, and demanded back the bridal price he had paid them to marry
me. My parents had to comply for it is our custom that a man can do this if he is
not satisfied with his wife” (p. 49). It was only after months of shame and stigma-
tization, given that epilepsy is feared as being a contagious disease in many parts
of Africa, that this woman found treatment in a local clinic and, once stabilized
on medication, was finally accepted back by her husband and reunited with her
children. 

Violence also adds to the difficulty of women’s lives and their burden of men-
tal distress. Domestic violence has a range of intensities. Female infanticide is
described as an extreme form of domestic violence (14). More organized forms
of violence, such as involuntary prostitution or female sexual slavery, also carry
mental health risks, as well as risks for physical health and HIV infection in par-
ticular (3). During times of a breakdown of social order such as war or rebellion,
rape is all too common, and may lead to long-term psychological sequelae, par-
ticularly if children are born from these unions.

Violence is not always interpersonal but can occur on a larger scale. In
Women, Poverty and AIDS, Farmer (22) defines “structural violence” as a set of
historically and economically driven processes and forces that conspire to con-
strain individual agency, where neither nature nor individual will is at fault. He
examines the interrelationships between women, poverty, and AIDS in an attempt
to make explicit that, as a group, poor women, precisely because of the economic
injustices they face, deal with higher rates of HIV infection than if they were
grouped according to any other cultural, national, or occupational classification.
The three case studies of women that he presents from Haiti, Harlem, and rural
India illustrate this point; the women are each HIV positive and linked by
poverty. He broadens his analysis in Infections and Inequalities (23) to include
the global plague of tuberculosis, again making the argument that social
inequality—poverty and lack of health resources—and disease are intimately
linked: “In South Africa, say, these forces include poverty and racism; in other
settings, gender inequality conspires with poverty to lead to higher incidence of
tuberculosis in poor women” (p. 259). 

Situations of extreme stress may lead to changes in the usual patterns of distri-
bution of mental illness and related behaviors. It is generally known that, while
women might attempt suicide more frequently, men more often complete suicide
(16). However, in certain environments such as rural China, the suicide rate is
higher for women, particularly young women. Tseng (14) postulates that the role
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of young females “as unmarried women, young wives, or daughters-in-law” con-
tains more distress and is less favorable relative to the role of men, leaving them
with fewer options with which to cope and foresee a future for themselves. (See
the Section VI summary on Aging by Chiu, pp. 321–322, where the issue of suicide
rates in Chinese women is developed as an example of the way culture impacts
mental health in the aging women.)

An interesting epidemiologic finding in Ethiopia, which has not been shown
elsewhere, pertains to age of onset of schizophrenia. Positive symptoms generally
occur at younger ages in men (17–27 years) than in women (17–37 years) (16).
Despite this difference, rates of schizophrenia are similar in women and men.
The best-known cross-cultural studies of schizophrenia are a series conducted by
the World Health Organization in the 1970s and 1980s that demonstrate better
outcome of schizophrenia in developing countries than in the developed world
(14). A more recent WHO report (24) comments on three types of biases that may
influence age of onset of schizophrenia. First, male patients may require earlier
hospitalization because of maladaptive or antisocial behavior. Second, traditional
societies may “protect” young women from hospitalization for a stigmatizing ill-
ness, and, third, the availability of psychiatric services (leading to diagnosis and
case identification) varies considerably in many parts of the world. They believe
that higher expectations for young men to succeed at work and support a family
may lead to earlier age of onset of schizophrenia in vulnerable males because of
increased stress and that “differences in social roles and cultural norms . . . influ-
ence, at least partially, gender differences in risk, onset, course and outcome in
schizophrenia” (24). 

A recent community-based study from Ethiopia showed a reversal in age of
onset between males and females, with younger age of onset of psychotic symp-
toms in females, 21 years versus 23.8 years in males (25). There was also a
male:female ratio of almost 5:1. The authors suggest two possibilities for earlier
age of onset in females. The first is that is it not uncommon in Ethiopia to report
women as being younger than they actually are. They give more weight to the
second possibility, which is that in rural Ethiopia, females have significantly
higher scores for stressful life events, such as arranged marriages at a young age,
abductions, and gynecologic difficulties, including multiple pregnancies, abor-
tions, and childbirth, in areas without adequate medical services. Also, females
in this study population experienced many of these adverse life events earlier
than males. In a review article, Leung and Chue (26) discuss issues of sex differ-
ences in schizophrenia, giving details about age of onset in different settings.
They report that marriage is sometimes found to delay onset, especially for
males, while a positive family history tends to equalize age of onset in both
sexes.

A WHO report entitled Mental Health of Indigenous Peoples (27) refers to
Goldschmidt’s concept of the “human career” as a means for individuals to achieve
a sense of accomplishment in their lives, whether physical, social, or reproductive,
ensuring the continuation of the society. Cohen writes:

Whatever its size, complexity or environment, a central task of any culture 
is to provide its members with a sense of meaning and purpose in the 
world. What happens then, when a people’s way of life is destroyed 
through disease, genocide, loss of territory, and repression of language 
and culture, when pathways to meaning are no longer available? (p. 12).
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When a breakdown of the social fabric occurs, psychopathology, demoraliza-
tion, and mortality may result. What role does gender play in this? In a study by the
Baffin Psychiatric Consultation Service of the University of Toronto among the
Inuit of the Canadian Arctic, women outnumbered men 3:2 for psychiatric consul-
tations. However, reasons for consultation differed greatly between women and
men, with more than twice as many women referred for depression (37.8% versus
16.4%), while more men were referred for suicidal attempts or ideation (32.8%
versus 20.6%) and conflicts with the law (29.9% versus 4.4%) (28). In order to
treat these populations, one must go beyond a simple biomedical approach, taking
a broad historical, cultural, and community view, because “efforts to rebuild sup-
portive environments for children, youth and their families must be an integral
component of any mental health program for indigenous peoples” (27, p. 27).

Another important determinant of family structure is the system of kinship or
descent, which determines how individuals are connected through family ties and
obligations. In patrilineal societies, which are most common, the family name is
passed down from the father to male children and grandchildren, and children are
seen to belong to the kinship group of the father. In matrilineal societies, which
comprise about 14% of family systems, such as those found in Micronesia, titles
are passed down from mother to daughter and granddaughter (14). However,
although descent follows the female line, authority is held by the woman’s hus-
band and brothers, so that authority and descent do not converge as they do in pa-
trilineal societies.

AGING: MENOPAUSE, WIDOWHOOD,
AND END-OF-LIFE ISSUES

Menopause marks the transition to postreproductive life for women. Although a
universal biologic event, it brings with it a variety of cultural factors that influ-
ence reactions to this change (14). Much has been written about the symptoms
attributed to menopause in various cultures, as reviewed by Charney (29), who
explores the psychiatric, gynecologic, and transcultural literature on this topic.
Lock (30) has written at length about this area and has studied menopause in
Japan and North America to see whether the differences in its presentation were
due to culture, biology, or a combination. In her overview, Charney, citing Lock,
concludes that “not only can cultural beliefs influence the construction, nature
and interpretation of menopause, but subtle biologic differences can also shape
the subjective experience of individuals, and may ultimately mold cultural inter-
pretations of this stage of the reproductive life cycle” (29, p. 429). Differences in
diet, lifestyle, health status, childbearing, and social roles are some of the factors
that must be taken into account in studies of this kind.

Retirement is described by Tseng (14) as a “product of industrialized society.”
In many parts of the world and most of history until recently, people continued to
work and contribute as long as they were physically able. However, when people
are made to retire involuntarily or are financially unprepared, retirement can be-
come a very stressful time rather than one of leisure. Because of women’s status in
many societies, with lower incomes and perhaps dependence on a husband or male
relatives, a woman can suddenly be placed in a precarious position late in life. 

Ramphele (31) examines political widowhood in South Africa, exploring the
position of woman as shifting from a representation of personal to public loss.
She describes widowhood as a liminal state where local customs, from black
clothing to certain eating rituals, are followed, as in many cultures, to indicate
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the particular social position of being a wife without a husband. She writes that
“a woman’s body, as the embodiment of the generative and reproductive power
that knits generations together, holds the secret of her ability to concomitantly
embody ritual danger and ritual power” (31, p. 115). Despite this power, the fe-
male body “usually requires a male body to render it whole and acceptable.” The
example of sati in India, a Hindu practice where widows join their husbands in
death on the funeral pyre, is given as the ultimate joining of women and men’s
bodies. However, a lot of controversy exists concerning this rare illegal practice,
which can be seen as a cultural form of suicide. On the one hand, it is the embod-
iment of a religious ideal, showing the devotion of a spouse honoring her hus-
band’s lineage. But it may be the result of social pressures to express grief in a
particular way, a result of coercion on the part of the husband’s family, and not all
the woman’s free choice (3). In cultures with a patrilineal system where women
have no property rights, widows are dependent on their male relatives to support
them and may choose sati as a way out, not to remain at their mercy (32).
Whereas widowed men are encouraged to do so, widows in India are not allowed
to remarry and so are excluded from most ceremonies and the chance to partici-
pate fully in life (14). 

With changing times, the status of being a grandmother may no longer mean
that childrearing days are over. When parents divorce, migrate to seek employ-
ment, or become ill and die of diseases such as AIDS, grandparents are often
called out of “retirement” to help raise their grandchildren (32). In societies like
India where the extended family is of primary importance, grandparents have
close contact with the younger generations when the joint family structure is
maintained, although this is changing rapidly as more nuclear family households
move out on their own. 

As women of a certain age are freed from their traditional roles, they may gain
a certain authority. Elders are often accorded great respect and direct the
activities of the kinship group. This is especially important in the case of hunter-
gatherer cultures or groups with an oral tradition, where knowledge of the envi-
ronment has been critical for survival. Among the Netsilik of northern Canada,
elderly women often adopted a grandson or granddaughter, whom they referred
to as their “walking stick,” implying that they would provide for them through
hunting and family support as they got older (10).

In his overview of mental health and well-being, which explores the factors
contributing to fulfillment in life and longevity, Vaillant (33) makes reference to a
longitudinal study of nuns by Snowdon (2001), who asked 180 nuns to write a
brief autobiography of a few pages and then classified these according to the ex-
pression of positive emotion. Vaillant reports that only 24% of the nuns with the
most positive emotion in their statements died by age 80 years, while 54% of
those with the least positive emotion died by the same age. With this evidence,
Vaillant proposes that subjective well-being can be linked to good health and
longevity, that “subjective well-being makes available personal resources that can
be directed toward innovation and creativity in thought and action . . . [and]
becomes an antidote to learned helplessness” (p. 1380), the latter term being one
of the factors associated with depression and unhappiness. 

There is an enormous amount of variation in rituals of death and mourning,
with a wide variety of meanings, beliefs, and expectations. In many parts of
Africa, elders take on important new status through death, as they are believed to
join the ancestors whose role it is to watch over the generations and protect the
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village (14). Funerals are therefore an opportunity for people to link the past and
present and celebrate their collectivity. Sometimes mourning customs are used to
reinforce social systems. In matrilineal Micronesian society, Ifaluk women do
not openly grieve for their husbands but are culturally expected to grieve for their
fathers and brothers, their blood relatives (14). Given these gender differences,
one can only say that the representations of women in society continue even after
death and form part of the larger cosmology, which in turn guides the beliefs and
influences the status of women in future generations. 

FUTURE DIRECTIONS

The World Mental Health Report (3), which has been cited several times in this
chapter, devotes a chapter to issues of women’s mental health and presents a re-
view of the literature analyzing the social origins of distress. The authors com-
pare ethnographic, epidemiologic, and clinical studies from around the world,
examining the multiple social forces that contribute to increased rates of psycho-
logical and psychiatric distress in women. Their conclusions are that “poverty,
domestic isolation, powerlessness (resulting, for example, from low levels of
education and economic dependence), and patriarchal oppression, are all associ-
ated with higher prevalence of psychiatric morbidity (exclusive of substance dis-
order) in women” (3, p. 183). Other issues of importance include hunger, work,
and violence in various forms—sexual, reproductive, and domestic violence.
Examples include findings of higher rates of depression, anxiety disorders, and
unspecified nonpsychotic disorders in women in India, Brazil, and several
African countries. WHO takes the analysis further and reviews hypothesized ex-
planations for these gender differences. For example, WHO cites the well-known
early study of depression in a London suburb by Brown and Harris (1978), who
found that four vulnerability factors explained class differences in depression
among working-class and middle-class women: loss of parent, three or more
children at home, lack of a confiding intimate relationship, and unemployment.
Similar findings around gender differences have been noted since in many other
settings, in both the developed and the developing world (Table 2.1). Many re-
searchers have also reported on hypothesized social origins of gender differences
in psychiatric disorders (Table 2.2). 

New research is also looking at the evolutionary roles of women of different
generations; an example is a recent study of the fitness benefits of prolonged
postreproductive lifespan in women (42). The “grandmother hypothesis” poses
the question: Unlike other animal species, why do women survive so long after
their reproductive capacity has ceased? A comparative multigenerational study
of Finland and Canada using premodern demographic records has now shown
that postreproductive mothers enhance the success of their offspring to produce
children of their own, contributing to earlier and more numerous grandchildren.
In other words, the presence of a grandmother leads to more grandchildren, and
more “genetic success” in evolutionary terms. How this will apply to modern
times, and to different family structures, remains to be seen but will lead to inter-
esting research questions. 

Further studies looking for correlations between improvements in women’s
lives, such as reduction in poverty or more secure social positions, and improve-
ments in mental health outcomes, would provide more hopeful evidence, since,
unfortunately, most of the research in this area has done the important initial
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T A B L E  2 . 1

International Research Findings Showing Higher Prevalence of 
Psychiatric Disorder and Psychological Distress in Women

Psychiatric
Research Study Location Disorder Methods Results

Chakraborty (34) India Psychological Community Higher frequency in women
distress survey

(n � 13,335)
Gureje et al. (35) Nigeria Major depression CIDI interview

(n � 187) 1. Major depression is three times
higher in women than men

2. Dysthymia is more than twice
as high

Jablensky (36) China, India, Schizophrenia Literature Higher prevalence for women in
Sri Lanka review three of four studies

Almeida-Filho (37) Brazil Psychiatric Community Higher prevalence of nonpsychotic
disorders survey disorders in women

(n � 6,741)
Mari et al. (38) Brazil Psychotropic drug — Women use more

use tranquilizers than men
Amowitz et al. (19) Afghanistan Major depression — Depression and suicidal ideation

more prevalent in Taliban-controlled
areas

Modified from Desjarlais et al., World Mental Health Report (3, p. 182).

T A B L E  2 . 2

Hypothesized Social Origins of Gender Differences in Psychiatric 
Disorders

Research Study Location Psychiatric Disorder Hypothesized Social Origins

Mari (39) Brazil Minor psychiatric Housing issues and sharing living with
morbidity nonfamily is associated with distress

WHO (40) International Substance abuse Unequal social distress,
survey marital stress, isolation of domesticity

Naeem (41) Pakistan Major depression Lack of intimate, confiding relationship
with husband

Almeida-Filho (37) Brazil Nonpsychotic disorders Housewife role as risk
factor for psychiatric morbidity linked to
marital status, education, occupation

Becker et al. (15) Fiji Eating disorders Introduction of Western
media and television

Modified from Desjarlais et al., World Mental Health Report (3, p. 184).
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work of linking negative impacts of social factors with mental health, and has
shown that there is much room for improvement.

It is only by taking a view that includes a combination of local knowledge and
global relevance that more progress will be made in understanding the social de-
terminants of women’s mental health.
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Chapter 2 Commentary
A Feminist Perspective
Charmaine C. Williams

Lisa Andermann’s anthropologic perspective reminds us that in many contexts the
social determinants of mental health are not under the control of women.
Whether living in conditions of national prosperity or national deprivation,
women and girls are constrained in their efforts to achieve health and gain access
to safe, effective health care. Too commonly, women and female children are the
most deprived members of any nation-state. 

Dr. Andermann deftly directs us to a critical view of the female development
process. She challenges decontextualized biologic narratives of birth, maturation, and
death by presenting the sociopolitical, cultural, and economic context of women’s ex-
periences of mental health. The prenatal and childbirth periods are revealed as stages
for establishing the value of mothers and their daughters. Childhood is represented as a
period for intense socialization into approved adult female roles. Adolescence becomes
a time for regulating women’s sexual behavior and disciplining their sexual attractions.
Adulthood brings years devoted to productivity but in a context that devalues and di-
minishes female productivity. Finally, women’s elder years are identified as a time
when they are no longer defined by the presence of men in their lives, but in the ab-
sence of men, they are both socially and materially impoverished. Dr. Andermann
makes it clear that each stage of individual development brings new threats to the men-
tal health of women throughout the world. Yet, I appreciate that her chapter does not
dwell exclusively on the negative. She also presents indicators of hope and alternate
possibilities. Both theory and practice point the way toward restructuring of social and
material arrangements to reduce female disadvantage.

Still, I believe that the chapter reveals a deficiency of the anthropologic gaze. Too
often, this gaze is revealed as not only Western, but also racist, sexist, heterosexist, and
otherwise oppressive. The Western gaze is present in the exotification of practices in
the so-called developing world, presenting them as failures to attain our own idealized
cultural arrangements. The racism of the gaze is revealed in presenting post-partum
"confinement" in "other" cultures as punitive, omitting other information that would
clarify its role in assuring sufficient tranquility for mother–child bonding and rest. The
sexism of the gaze is revealed in the focus on women as prereproductive, reproductive,
or postreproductive, implying they have few functions beyond the production of subse-
quent generations. Finally, the heterosexism of the gaze is revealed in the emphasis on
sexuality as expressed exclusively through male–female pairings, rendering invisible
the other possibilities for love and intimacy. The narrowing of our view to this particu-
lar gaze suggests the world should be judged against Western, white, reproductive, het-
erosexual functioning in order to gauge the desirability of patterns of individual and
social development. I do not, however, hold Dr. Andermann responsible for fashioning
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this gaze; by drawing on the literature that exists, she inevitably reproduces its oppres-
sive undertones.

One possibility for moving beyond the problematic gaze that has influenced work
conducted under the rubric of anthropologic cross-cultural or transcultural study is to
focus less on what "other" cultures practice in female development. We can shift the
gaze to a broader focus on the elements that seem to persist as threats to women’s men-
tal health and well-being in all contexts. Violence is a universal threat to women’s men-
tal health. Whether that violence emerges in war, family violence, sexual exploitation,
or some other form, we recognize its damage and its relevance across contexts. Hege-
monic ideals of femininity are a universal threat to women’s mental health. Rigid ex-
pectations for female presentation contribute to eating disorders, the self-destructive
pursuit of cosmetic surgeries, genital mutilations, and other practices that we recognize
as damaging and relevant across contexts. Patriarchal capitalism is a universal threat to
women’s mental health. Lack of control over resources, the commodification of
women’s bodies, devaluing women’s work inside and outside of the home, and other
economic abuses are practices that we recognize as damaging to women’s capacities to
maintain mental health across contexts. We should be working with researchers in other
contexts to reframe a gaze that includes scrutiny of our own practices and their continu-
ity with other methods of gender-based mental abuse that have local and international
implications. The benefits and challenges of such collaborations are being explored in a
growing literature on international research collaborations (1–4). The task is demand-
ing, but the potential reward is compelling. With all of us sharing a reframed gaze, we
can work toward the improved mental health of women all over the world. 
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CHAPTER 3

Women and Stress
Elaine Walker, Zainab Sabuwalla,

Annie M. Bollini, Deborah J. Walder 

The issue of sex differences in the response to stress has both health and social im-
plications. Conventional wisdom has been of two minds on the issue. One perspective,
shared by some in the scientific community, views women as being more reactive to
stressful events than men (1), but another, more recent popular conception is that
women cope better with stress (2). Empirical research findings indicate that the situa-
tion is more complex than either of these perspectives. 

Research on the biobehavioral impact of psychosocial stress has burgeoned in the past
two decades. We know that stress can adversely affect both physical and mental health and
that these effects are mediated by changes in biologic systems that govern the stress re-
sponse (3). There is no doubt that, among mammals, both sexes manifest biologic and be-
havioral reactions when exposed to stress. However, recent evidence indicates that the na-
ture of these responses varies for men and women. Thus, it is not simply a matter of greater
or lesser stress reactivity in females. Instead, it appears that the sexes differ in a constella-
tion of factors that determines the nature of their measured responses to stressful events.

In this chapter, we discuss the empirical research findings on the nature of the stress
response in males and females. The objective is to answer three questions: (1) Do the
sexes differ in their psychological and behavioral responses to stress? (2) Do the sexes
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differ in their biologic responses to stress? and (3) What are the mental health implica-
tions of these differences for men and women?

HISTORICAL BACKGROUND

Past theoretical models of the human stress response were dominated by theories
that did not distinguish between the responses manifested by males and females.
Further, until the mid-1990s, laboratory studies examining physiologic stress re-
sponses in human beings were predominantly focused on men; women com-
prised a minority of research participants (4). The reason for excluding women
from such studies was partly that scientists believed the greater neuroendocrine
variability in women, attributable to the menstrual cycle, had the potential to ob-
scure the findings. The past decade has witnessed greater inclusion of women in
scientific investigations, and there is now a more substantive body of theory and
empirical findings addressing gender differences.

In reviewing the historical antecedents to contemporary research on stress, it
is apparent that one of the most influential theoretical frameworks in the field has
been the notion of the “fight-or-flight” response to stress (5). Stress-induced acti-
vation of the sympathetic nervous system is assumed to mediate this response via
its innervation of the adrenal medulla, which triggers a hormonal cascade and the
secretion of catecholamines (e.g., norepinephrine and epinephrine), both of
which affect the brain and other organs. The nature of the stressor determines
whether the organism fights or flees in response to sympathetic activation. When
the stressor is appraised as one that can be overcome, then “fight,” or aggressive
behavior, is the response, but when the stress is produced by a more formidable
threat, “flight” is more likely. Thus the response to stress is presumably aimed at
enhancing survival. 

Other researchers elaborated on this approach and hypothesized biobehavioral
interactions in the stress response. In 1936 Helen Flanders Dunbar, a medical
doctor, suggested a relationship between psychosomatic diseases and certain
types of personality. Around the same time, Hans Selye proposed a model of the
“stages” of the stress response, which he subsequently revised (6). The model
posits that the mammalian response to stress or threat entails a “General Adapta-
tion Syndrome” (GAS) and is characterized by a set of resistance and adjustment
reactions. The first of the three stages is the alert or alarm phase, in which the or-
ganism experiences homeostatic disruption. The second phase is resistance, in
which the organism attempts, both biologically and behaviorally, to adapt to or
eliminate the stressor. The third phase, which occurs if the organism is unsuc-
cessful in coping with the stressor, involves exhaustion or decompensation. The
issue of gender has rarely been raised as a relevant factor in determining the qual-
itative or quantitative aspects of these stages. But subsequent research findings
provide reason to believe that gender may indeed moderate the stress response,
especially the nature of the individual’s reaction in the alarm and resistance
stages. 

In a recent paper, Shelley Taylor and her colleagues (4) proposed a new model
of the stress response that posits an important gender difference. Based on their
review of the empirical literature as well as evolutionary theories about biobehav-
ioral sex differences, Taylor et al. proposed that the notion of “fight or flight”
does not aptly describe the response to stress in females. Instead, the female
stress response is better described as a pattern of “tend-and-befriend.” They pro-

36 SECTION I ● Introduction 

4700_LWW/Romans_ch03pp035-050  02/22/05  11:04 AM  Page 36



pose that “Tending involves nurturant activities designed to protect the self
and offspring that promote safety and reduce distress; befriending is the
creation and maintenance of social networks that may aid in this process” (p.
411). Further, they suggest that the mechanisms that subserve the tend-and-be-
friend pattern emanate from the neural systems that subserve the “attachment-
caregiving” system. We will examine some evidence for this in our discussion of
biologic sex differences in stress. 

Of course, as Taylor et al. (4) point out: “Biology is not so much destiny as it is a
central tendency, but a central tendency that influences and interacts with social,
cultural, cognitive, and emotional factors.” Indeed, empirical research on gender
and stress indicates that gender moderates the biobehavioral response to stress ex-
posure. Human males and females conceptualize and respond to stress in different
ways.

GENDER DIFFERENCES IN MENTAL DISORDERS

There are sexually differentiated rates of many medical conditions. For example,
women are more likely to acquire an autoimmune disease and are more suscepti-
ble to Alzheimer’s and epilepsy, whereas men are more susceptible to
cardiovascular disorders (7–9). Cardiac arrest is much more common in men;
however, women have lower recovery and survival rates from heart attack, which
is the leading cause of death among American women. Given these differences in
susceptibility to physical health problems, it is not surprising that there are sex
differences in patterns of mental disorders. 

In a seminal paper, Carolyn Zahn-Waxler reviewed sex differences in psy-
chopathology and proposed that they have their basis in biologically determined sex
differences in temperament (10). The other chapters in this volume discuss research
findings that are consistent with this assumption. Across cultures, there is a prepon-
derance of men with antisocial and other externalizing disorders, and significantly
more women with internalizing disorders, especially those that are presumed to be
linked with stress. Thus, more women than men meet diagnostic criteria for depres-
sion and post-traumatic stress disorder (PTSD), especially following exposure to
stress (4,10,11). The predominance of females with depression and PTSD also holds
for children. It is of interest to note, however, that among subgroups expected to en-
counter high levels of stress, such as police officers, there are no gender differences
in rates of PTSD or its symptoms, a finding that suggests that women may self-select
for such occupations (11). These and related findings have raised pivotal questions
about possible sex differences in exposure or response to stress.

THE BEHAVIORAL RESPONSE TO STRESS

SELF-REPORTED STRESS

When males and females are asked to report on the stresses they experience in
everyday life, females tend to report more stressors (12). In fact, a recent meta-
analysis revealed developmental continuity in this trend; compared to males, fe-
males of all ages report more stressful events than males (13).

The gender difference in self-reported stress escalates following puberty. Com-
pared to younger and older individuals, adolescents generally report a greater
number of stressful events (13). But the postpubertal rise in self-reported stress is
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greater for girls than boys, although there is little developmental change during
adolescence in the number of stress events reported by females (14). With ad-
vanced age, there is a decline in self-reported stress for both sexes, but elderly
women continue to report more stress than elderly men. 

The nature of the stressful events also differs by gender. Males report more
physical conflicts, accidents, and negative work and school events. In contrast,
females report more stressful interpersonal events, especially stressful experi-
ences that involve significant others. For example, Hagedoorn et al. (15) exam-
ined levels of psychological stress in geriatric couples and found that women’s
stress was determined by both their own and their spouse’s health status. For
males, in contrast, only their own health status was related to their psychological
stress. Thus women seem to be more emotionally distressed by health problems
in significant others. Consistent with this, female elderly caregivers reported ex-
periencing more stressors than their male counterparts despite apparent uniform
caregiving experiences across the sexes (16).

There are also differences in the emotional responses to stressors described by
men and women (17). Women are more likely to endorse feelings of emotional
vulnerability and sensitivity, whereas men are more likely to endorse items de-
scribing tension, irritability, and being easily upset.

There is a dearth of literature examining gender differences in self-reported
stress across cultures, although the data available indicate that females report
more stress than males across cultures (18). This conclusion is tentative, given
the limited research available. Yet consistency across cultures, despite differences
in social customs, suggests that gender differences in self-reported stress have bi-
ologic underpinnings.

When considering the sex difference in self-reported stress, it is important to
keep in mind that there are also sex differences in the likelihood of recalling and
reporting stressful events. One likely reason for this is that females engage in
more cognitive rumination about adverse events (19). In other words, they direct
attention inwardly, on negative feelings and thoughts. Similarly, there is evidence
that compared to males, females recall more details of negative life events (20).
Thus the higher rate of self-reported everyday stressors among females may re-
flect a cognitive style that makes it easier for them to recall past adverse events. 

Another important consideration is the evidence that the gender difference is re-
versed for more serious stressors, or traumatic events, and this also appears to hold
across cultures (21). The preponderance of self-reported traumatic events for males
is most pronounced in the categories of physical attacks and accidents. In striking
contrast, females are much more likely than males to experience one of the chief
traumas linked with distress and PTSD, namely, sexual abuse and assault (20,22).
Females are about three times more likely than males to be victims of sexual abuse
or assault, and this may contribute to the higher rate of PTSD observed in women.

CYCLIC CHANGES IN FEMALES’ SUBJECTIVE STRESS

Temporal variations in subjective stress parallel hormonal variations during the
menstrual cycle. In the premenstrual phase, when estrogen is low, women report
feeling more stress than during the postmenstrual phase (i.e., 4 to 5 days after
menstruation) (23). Further, women with more severe premenstrual symptoms re-
port more stress overall (23). They also rate events as more stressful than do women
without premenstrual symptoms, women using oral contraceptives, and males,
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despite equal ratings among the groups on the frequency of stressful events (24).
Thus premenstrual symptoms appear to heighten sensitivity to stress, perhaps be-
cause monthly hormonal variations affect mood, which in turn influences how
events are perceived.

REACTIONS TO THE STRESS OF TRAUMA AND LOSS

Given that females report more stress than males, we turn to the question of
whether this indicates that females are exhibiting a stronger response to stressors
when they occur, rather than simply being exposed to more frequent or severe
stressors. The limited available research findings indicate that when confronted
with the same stressor, females have a greater subjective response and more be-
havioral sequelae than males. As noted previously, females of all ages are more
likely to exhibit PTSD following exposure to significant stressors. Further, this
differential susceptibility has its origins in childhood. For example, Ronen,
Rahav, and Rosenbaum (25) assessed Middle Eastern children’s reactions to the
1991 Gulf War. Although boys and girls reported comparable levels of anxiety
and behavioral problems before the war, girls felt more anxious during the war
and manifested greater increases in the frequency of certain behavior problems,
such as stuttering, sleep disturbances, and fear of sleeping alone. Yet, it is note-
worthy that sex differences in behavioral reaction to the war were only observed
for the adolescent cohort, and younger children did not differ in war-related
symptoms based on gender. This mirrors the findings on developmental changes
in gender differences in self-reported stress in community samples and suggests
that pubertal changes can amplify sensitivity to stress in females.

There is some evidence that there are cultural differences in the consequences
of stress for males and females. In a study of work-related stress in the United
States, United Kingdom, Taiwan, and South Africa, there were few gender differ-
ences for the type of stressors experienced; however, gender groups differed in
how job stress was related to their overall mental health (26). Based on self-
report of mental well-being, American males showed the strongest relation be-
tween stress and health, but the association was weakest for British and South
African females. These findings suggest that the way occupational stressors in-
fluence mental health may vary by sex and culture. 

Despite the evidence that females show a more pronounced psychological re-
sponse to stress, their physical health reactions may not be as strong as those
shown by males. The most informative research on this issue comes from studies
of partner loss. After loss of a spouse, both men and women suffer higher rates of
physical illnesses than their married counterparts (2). However, compared to
women, men who lose a spouse are significantly more vulnerable to health prob-
lems and have higher rates of mortality. Males who experience loss show higher
rates of suicide, heart disease, liver disease, and accidents. Recent studies have
shown that the increased mortality risks of widowhood among men extend for
years after partner loss, suggesting that loss of a spouse constitutes a chronic
stress for men. As discussed below, it is likely that these sex differences are par-
tially mediated by differences in the neurohormonal and cardiovascular responses
to stress. But they may also be a result of gender differences in coping strategies.

There is a substantial body of research on gender differences in behavioral cop-
ing reactions to loss and separation, particularly partner loss (2). Although feelings
of distress are normative after partner loss, males and females exhibit very different
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coping strategies. The differences parallel those described by Taylor and colleagues
(4), with women seeking more social contact and men being more likely to engage
in avoidance coping, which sometimes involves dysfunctional distracting behaviors
like heavy drinking. For example, in a study of partner loss, widowed men who re-
fused to participate in interviews but completed questionnaires by mail were more
depressed than those who agreed to the interview (2). The opposite pattern was ob-
served among widows, with the more depressed agreeing to the interview. 

Men employ avoidant or withdrawal strategies when dealing with other types
of major life stressors as well. For example, most men with prostate cancer avoid
disclosure about the illness when possible, but the majority of women with breast
cancer seek opportunities to discuss their illness with others (27). Women are also
more likely to attend support groups and share their emotional reactions (28).
Again, gender differences in cognitive and coping styles may contribute to the ob-
served gender differences in the diagnosis of stress-related psychiatric disorders.

Other empirical research shows that women generally tend to cope with stress
by focusing on and sharing their emotional reactions. Garnefski and colleagues
measured individuals’ strategies for regulating their emotions following stressful
life events and found that women were much more likely than men to engage in
cognitive strategies involving rumination and elaborating on the emotional aspects
of the event (29). Women also used more active social coping, like seeking social
support and engaging in positive reappraisal, and positive self-talk. In fact, women
report greater use of the majority of coping behaviors when compared to men (27). 

Similar gender differences are observed in the behavior of parents who have
been exposed to stressful, conflictual interactions in the course of the workday
(30). Repetti found that fathers who had experienced a stressful workday were
more likely to be interpersonally conflictual or to withdraw from their families at
home that evening. Women, on the other hand, were more nurturant and caring
toward their children on their stressful workdays.

THE BIOLOGIC RESPONSE TO STRESS

Given the evidence that women express more subjective distress in response to
stress, we now turn to the biologic level of analysis. As mentioned earlier, expo-
sure to stress activates the body to respond. This is reflected in multiple neural
systems, including the hypothalamic-pituitary-adrenal (HPA) axis, the cardiovas-
cular system, the immunologic system, and various neurotransmitter systems, es-
pecially the catecholamines. Published reports on gender differences in the bio-
logic indicators of the stress response have primarily focused on the steroid
hormones governed by the HPA axis. 

GENDER DIFFERENCES IN THE HPA RESPONSE TO STRESS

The hypothalamic-pituitary-adrenal (HPA) axis is one of the key neural systems
mediating the effects of stress on behavioral maladjustment and psychiatric ill-
nesses (3,31). The HPA axis involves three chemical messengers: corticotropin-
releasing hormone (CRH), adrenocorticotropic hormone (ACTH), and gluco-
corticoids. In response to stress, cells in the periventricular nucleus of the
hypothalamus release CRH. The pituitary contains receptors for CRH, and
when these are stimulated, the pituitary releases ACTH. ACTH then signals the
adrenal cortex to release glucocorticoids, including cortisol in primates and
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corticosterone in rats. Glucocorticoids have effects throughout the body, and they
are critical to the physiologic changes that constitute the adaptation to stress.
Glucocorticoid receptors, located in various regions throughout the brain, serve
to regulate the activity of the HPA axis through neural feedback systems.

Research on rodents has been consistent in revealing sex differences in HPA
activity, with female rats showing greater basal corticosterone levels than males
(32). Similarly, female rats manifest greater increases in ACTH and cortico-
sterone in response to both acute and chronic stressors (32). In rodents, sex is
also linked with the expression of corticosteroid receptors and the morphology of
the hippocampal pyramidal neurons. But research on human subjects does not
parallel the results observed in rodents. This points to important limitations on
generalization across species.

In humans, the research on baseline cortisol and ACTH generally reveals min-
imal or no sex differences. Some tests of adults’ basal levels of HPA functioning
show that men have greater ACTH secretion than women, but there appear to be
no sex differences in basal cortisol secretion (33). Several studies of adolescents
have also shown no gender difference in levels of cortisol (34), although a few in-
dicate that boys have higher levels of ACTH than girls (35). 

Data from a recent study of adolescents conducted in our laboratory are con-
sistent with previous reports in showing no significant sex difference in baseline
cortisol. Participants range in age from 12 to 17 years, and include both normal
adolescents (n � 26) and a group (n � 54) of adolescents who met diagnostic cri-
teria of the Diagnostic and Statistical Manual of Mental Disorders (DSM-IV) for
an Axis II personality disorder. During the laboratory assessment of this sample,
saliva cortisol was measured five times. Figure 3.1 shows cortisol values, by

FIGURE 3.1 ● Cortisol levels for male and female adolescents.
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time, for males and females. As can be seen, the temporal trends are similar.
Thus, during this critical developmental period, when females report significantly
more stress than males, baseline stress hormone secretion shows no sex difference.

More consistent evidence of gender differences does emerge, however, from
studies of stress-induced cortisol secretion. In response to laboratory challenges,
including psychosocial stress and “real-world” examination stress, adult male
subjects generally show greater cortisol and ACTH responses than female sub-
jects. In a series of studies by Kirschbaum and colleagues (33,36), participants
engaged in a brief public speaking task combined with a mental arithmetic task in
front of an audience. There was a twofold to fourfold increase in cortisol above
baseline for both sexes when exposed to this stressor, but males had a larger mean
cortisol increase. Similar results have been reported for sex differences in response
to a laboratory stress that involved social aggression (7). Males had the largest re-
activity on cortisol, although women showed a more self-reported hostility. No sex
differences have been reported in the cortisol response to a physical challenge (bi-
cycle ergometry test) or a CRH challenge (injection of corticotropin-releasing
hormone) (36). 

It is relevant to note that Kirschbaum et al. (33) have proposed that gender dif-
ferences may be obscured in total plasma cortisol stress responses, while gender
differences emerge for ACTH and free salivary cortisol. These researchers
showed that ACTH responses to stress were elevated in men compared to women,
independent of menstrual cycle phase or contraceptives use (33). For saliva corti-
sol, women in the luteal phase had a stress response comparable to that of men,
whereas women in the follicular phase and those on oral contraceptives showed
lower cortisol responses. These observations highlight the need to distinguish be-
tween the total cortisol secretion and the bioavailable cortisol levels. 

While research on young and middle-aged adults suggests that stress-induced
activation of the HPA axis is more pronounced for males, studies of elderly sub-
jects do not yield this pattern. Instead, it appears that the sex difference in the cor-
tisol response to stress may be reversed with advanced age. Seeman et al. (37)
found higher cortisol reactivity in elderly women compared to elderly men in re-
sponse to a driving simulation challenge. These observations were corroborated
using a 30-minute cognitive challenge paradigm; among older subjects, females
exhibited a greater response than males, but among younger subjects, males ex-
hibited a greater salivary cortisol response (37). Similar results were reported by
Laughlin and Barret-Connor (38). This developmental shift in gender differences
suggests that gonadal hormones may play a role in the cortisol response to stress. 

Given the evidence that males and females differ in the intensity of their con-
cern with socioemotional issues, we might also expect them to differ in their
biologic response to stressors that vary in social salience. Consistent with this
notion, there are gender differences in the nature of the stressors that elicit more
pronounced cortisol responses. Stroud, Salovey, and Epel (39) randomly assigned
adult subjects to achievement or rejection stress conditions. The achievement
condition involved challenging cognitive tasks, and the social rejection condition
involved challenging social interactions. There were no sex differences in mood
ratings following the stressors; however, men showed significantly greater corti-
sol responses to the cognitive challenges, whereas women showed greater re-
sponses to the social rejection. These findings are consistent with the notion that
women are more invested in social relations, whereas men are more concerned
with achievement.
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In biologic challenges to the HPA axis, the findings on gender differences are
mixed. Gallucci et al. (40) found that women exhibited a greater and more pro-
longed ACTH response to a CRH challenge than men, but there was no signifi-
cant sex difference in cortisol secretion. In contrast, Dorn et al. (35) found greater
secretion of ACTH in male than female adolescents following a CRH challenge.
Again, these findings may indicate a reversal in sex differences with age, al-
though further studies are needed before such conclusions are drawn. 

OTHER ASPECTS OF THE NEUROCHEMICAL RESPONSE TO STRESS

Sex differences in other neurochemical indices of stress have received relatively lit-
tle attention compared to hormones secreted by the HPA axis. Some studies have
shown that epinephrine increases in response to cognitive challenges (mirror trac-
ing and mental arithmetic) are greater in males than females (41). Similarly, adoles-
cent boys, compared with girls, show significantly higher levels of norepinephrine.

Oxytocin is a pituitary hormone secreted in response to a variety of events,
including stressors, in both males and females. It appears to serve as a counter-
regulator of other neural systems that are activated by stress, including the HPA
axis, and its release is linked with enhanced sedation, relaxation, and maternal
and other affiliative behavior. A review by Taylor et al. (4) of research on both
animals and humans indicates that oxytocin release in response to stress is sig-
nificantly greater in females. As described below, this is consistent with evi-
dence that androgens inhibit oxytocin release, while estrogen enhances it. In ad-
dition, endogenous opioid peptides serve to augment affiliative behaviors,
especially in females. Taylor et al. (4) discuss findings from a variety of sources
to show female responses of the sympathetic nervous system and HPA axis are
down regulated by oxytocin, which in combination with endogenous opioid
mechanisms and estrogen, fosters maternal and affiliative behavior in response
to stress. In contrast, stress appears to enhance the “fight-or-flight” stress re-
sponse in males. 

PHYSIOLOGIC MANIFESTATIONS OF THE RESPONSE TO STRESS

There are documented sex differences in the cardiovascular response to stress,
with males typically showing more pronounced responses. Reviews of the litera-
ture have revealed that males have higher heart rate and blood pressure at rest and
greater challenge-induced increases in heart rate and especially blood pressure
(38). Among the stressors that have been found to induce a greater cardiovascular
response in males are thermal stress (cold air/water), physical exertion stress, so-
cial hassles, and orthostatic stress. Further, males show more protracted cardio-
vascular responses to acute stress than women (7,8). Taken together, these find-
ings are generally consistent with the higher rate of cardiovascular disease in
men. Of note, however, some studies show no sex differences in cardiac and/or
blood pressure responses following psychosocial or physical challenges (7,42).

As with self-reported stress, studies of women at different phases of the men-
strual cycle reveal temporal variations in women’s vascular response to stress.
For example, Hastrup and Light (43) found sex differences in blood pressure dur-
ing the follicular (but not the luteal) phase of the menstrual cycle. Jern et al. (44)
found more pronounced hemostatic response to mental stress during the luteal
phase than during the follicular phase.
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There has been a paucity of research on sex differences on skin conductance
indicators of the stress response. The limited data that are available indicate no
sex difference in baseline skin conductance; however, males show greater skin
conductance than do females in response to video clips depicting fearful and
angry interactions, whereas females were more physiologically reactive to sad
themes (45). 

GONADAL HORMONES AND THE BIOLOGIC STRESS RESPONSE

Sex hormones are one likely source of sex differences in the response to stress.
Gonadal hormones influence the neural systems involved in the stress response
beginning in the fetal period via organizational effects on the brain (4). During
the postnatal period, gonadal hormones have both activational and organizational
effects on the function of the nervous system. Yet the mechanisms through which
these hormones alter the stress response in humans are not fully understood.

There is an abundance of research suggesting a complex bidirectional relation-
ship between the HPA axis and hypothalamic-pituitary-gonadal (HPG) axis (46,47).
One complicating factor in extrapolating from this body of literature is the fact
that it is primarily based on animal research. As noted, it now appears that sex
differences in the stress response vary across species. 

The limited data available indicate that, in postmenopausal women, there are
significant inhibitory effects of estrogen treatment on both the HPA axis and cat-
echolamine response to stress. Further, data from human studies suggest that
progesterone influences the HPA axis response to stress by modulating sensitiv-
ity to negative feedback (32). The research findings we have reviewed here indi-
cate that there are changes in the pattern of sex differences in the stress response
across the life span. This suggests that hormonal changes associated with matura-
tional processes can differentially alter the nature of stress responses in males and
females. 

Despite our increasing knowledge of the stress response at the behavioral and
biologic level, the precise nature of the interaction between the HPA and HPG
axes, and the underlying mechanisms at various points throughout development,
remain unclear. Increasing evidence that 1) abnormalities in both of these sys-
tems may play a critical role in the development of psychiatric and medical disor-
ders and 2) that the systems are sexually differentiated, highlight the need for fu-
ture studies aimed at clarifying the potential role of this hormonal milieu in
mediating (or moderating) the biologic response to stress.

CONCLUSIONS

The research literature on sex differences in stress indicates that males and fe-
males differ in their responses to stress at multiple levels of analysis: subjective
psychological reactions, biologic responses, behavioral responses, and mental
and physical health consequences. Yet, the direction of the sex difference is not
consistent across these levels of analyses. On some levels women appear to be
more vulnerable than men, but on others they are more resilient.

The empirical findings are consistent in showing that women are more likely
than men to identify events as stressors and to describe a stronger subjective
emotional response to them. In large part, this seems to be one facet of a more
generalized tendency for females to recall and share information about negative
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experiences and emotions. This gender difference in “social-cognitive style” is
also reflected more broadly in the tendency for females to express both positive
and negative emotion with greater frequency and intensity than males (45). 

Yet, the data on various facets of the biologic response to stressors indicate
that males often show a more pronounced reaction. Studies of ACTH and cortisol
secretion generally suggest that there are no gender differences in baseline levels.
But there is support for a sex difference in activation of the HPA axis in response
to stress in adults; when a difference is detected, it is more likely to involve
greater cortisol or ACTH responses in males. Similarly, with respect to the car-
diovascular response to stress, the data tend to indicate that males manifest a
stronger response than females. The greater biologic response to stress in males,
especially stress-induced by performance demands, may contribute to the higher
risk for cardiovascular disorder in men as well as the higher rate of morbidity and
mortality following loss. However, there is also some evidence that the gender
difference in the magnitude of the neurohormonal stress response reverses with
advanced age. These maturational changes should be examined further because
they may hold clues to underlying hormonal mechanisms. 

Another salient gender difference in the response to stress is observed at the
level of behavioral coping. In response to stressful events, females of all primate
species, including humans, are more inclined than males to seek social proximity
to others (4). Most often females seek social contact with other females with
whom they have established relationships. It may be this propensity that provides
women with an advantage over men in coping with significant personal losses. In
contrast, the “fight-or-flight” pattern is more characteristic of males, who are
more likely to act aggressively in response to stress. This behavioral tendency
may account for the higher rate of self-reported traumatic experiences among
males, especially those involving injury or interpersonal aggression.

Finally, at the level of psychiatric symptoms, we see a more pronounced link
with stress among women. Women are more likely to manifest psychiatric symp-
toms and to meet criteria for psychiatric syndromes, especially PTSD, following
exposure to stress. It is important to keep in mind, however, that the diagnosis of
such symptoms and syndromes is based on self-report. Thus the higher preva-
lence in women may simply reflect the tendency for females to more readily re-
call and verbalize negative experiences and emotions. This should be taken into
consideration when formulating and applying diagnostic criteria. At the biologic
level, the stress response may be as strong or stronger in males, yet females will
more often meet clinical criteria for stress-related disorders. 

Conclusions about gender differences in the stress response should also take de-
velopmental level into consideration. As noted, the stress sensitivity of females may
change across the life span and with the menstrual cycle. The developmental trend
entails changes during adolescence and with advanced age. This pattern could be in-
terpreted as a reflection of hormonal influences. To date, however, our understand-
ing of the relation between sex hormones and the stress response is limited (32). 

As mentioned previously, most of the published research on the relation be-
tween gonadal hormones and the stress response is based on animal models, typ-
ically rodents. It appears that there are species differences in the biologic mecha-
nisms subserving the stress response that limit the generalizability of the animal
findings to human gender differences. As a consequence, there is a need for more
systematic, empirical research aimed at elucidating the effects of sex hormones
on the stress response in males and females. The field of stress research has

Women and Stress 45

4700_LWW/Romans_ch03pp035-050  02/22/05  11:04 AM  Page 45

www.ebook3000.com

http://www.ebook3000.org


evolved over the past few decades, and we now have excellent paradigms and re-
liable biologic assays for exploring multiple aspects of the human response to
stress. Thus the stage is set for conducting informative research about the psy-
chobiologic underpinning of sex differences. 

Finally, the links between psychological and biologic manifestations of stress
should be subjected to further exploration. At the present time, the diagnostic ap-
proach to stress-related disorders is based almost exclusively on patient self-
report. Yet, we know that the adverse physical consequences of stress exposure
are mediated by the biologic factors. In the future, the accuracy of diagnosis of
stress-related disorders might be enhanced by incorporating biologic measures
that index the neurohormonal and physiologic indicators. The combination of
psychological and biologic measures might also lead to a better understanding
of the nature of sex differences in the clinical manifestations of stress-related
disorders. 
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Chapter 3 Commentary
A Perspective from South Africa
Soraya Seedat, Debra Kaminer

Findings of a female predominance of stress-related disorders (such as post-trau-
matic stress disorder and major depression) have been robustly documented over
time and across cultural settings. Yet the critical issue in stress research is trying to
establish why women are more likely than men to develop these disorders. From
an evolutionary perspective, it has been suggested that differences in the stress re-
sponse can be explained not only in terms of personality and cultural differences
within a population but also in terms of gender differences in the pursuit of life
goals. For example, it has been suggested that women’s greater investment in de-
veloping social support networks and nurturing relationships as compared with
men may, in fact, translate to greater vulnerability when faced with stressors that
have negative interpersonal consequences (1). 

In conceptualizing and responding to stress, men and women arguably utilize differ-
ent cognitive and emotional strategies. In contrast to men, who are more likely to employ
avoidance strategies (characteristic "fight–flight" pattern) and to focus on personal auton-
omy, women are more likely to display coping strategies that are characteristically affil-
iative or prosocial. But it can also be argued that these gender-differential responses can-
not be considered outside of a biobehavioral framework. In Chapter 3, Walker,
Sabuwalla, Bollini, and Walder provide an insightful review of gender differences in bio-
logic responses to stress, with reference to the hypothalamic-pituitary-adrenal-gonadal,
catecholamine, and autonomic nervous systems. Two points are worth noting: First, gen-
der differences are neither universal nor fixed across the age spectrum. Second, across
neuroendocrine, physiologic, and behavioral parameters of measurement, male-female
differences have shown wide variation. 

At a biologic level, men show stronger neuroendocrine and cardiovascular responses
when exposed to stress. Women, on the other hand, manifest more pronounced emotional
responses. This is an interesting paradox. On one level women appear to be more vulner-
able than men to stress; at another level they appear to be more resilient. Other trends are
worth noting. When exposed to a psychological stress, men have a larger mean cortisol
and ACTH response than women, but in response to a biologic stress, gender findings are
mixed and some studies demonstrate no significant differences in cortisol levels. Even
within the same sex, there is some indication that certain personality traits may buffer the
glucocorticoid response to stress. For example, one study has demonstrated that healthy
males who characterized themselves as less attractive, somewhat introverted, socially
inept, slightly distrusting of others, and with lower self-esteem had greater cortisol re-
sponses than males without these characteristics (2). In addition, "high-stressed" females
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(those who scored high on a chronic workload scale) had higher cortisol levels than high-
stressed males or low-stressed males and females. Clearly, the link between biologic indi-
cators of stress and psychological manifestations warrants further exploration.

To inform the developmental underpinnings of gender differences in the stress re-
sponse, Lanius, Bluhm, and Pain explore the impact of early traumatic experience on
brain development and emotional regulation (see Chapter 11 of this book). To support
their hypothesis that abnormal neural functioning is at the core of emotional dysregula-
tion seen in trauma-related disorders [namely, PTSD and borderline personality disorder
(BPD)], they draw on the neuroimaging literature of emotional states in healthy subjects,
patients with PTSD, and patients with BPD. 

While gender, in itself, can influence the nature of early adverse experience, studies
have also shown that at the level of neurodevelopment, significant gender differences
exist in brain laterality and hormonal milieu. For example, one theory posits that exposure
to significant stressors during a sensitive developmental period in an infant can cause the
brain to develop along a stress-responsive pathway through a cascade of neurobiologic ef-
fects (3). Teicher et al. (3) have also hypothesized that exposure to corticosteroids in in-
fancy may be a crucial factor in organizing the brain to develop in this manner. When
stress comes along (for example in the form of postnatal neglect or other maltreatment), it
elicits a host of responses to organize the brain to develop along a specific pathway that
can be either adaptive or maladaptive (3).

Both of these chapters, in their own right, cover fascinating aspects of stress-trauma
research. As clinicians, we can only really fully appreciate the diverse spectrum of clini-
cal symptomatology in men and women with stress-related disorders if we understand it
in the broader context of developmental and neurobiologic influences that intervene
across the lifespan. 
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SECTION II

Childhood
Section II Summary
Commentary from the United States
Mani N. Pavuluri
The four chapters in this section share common themes and
raise pertinent questions: What does epidemiology teach?
How can it be urgently translated ino service? And where
should future research be headed? 

Manassis highlights the critical point that anxiety symp-
toms may not be pathological at subclinical level while de-
pression, even at a  subsyndromal level, raises the risk for
depression by threefold. It is important to translate these
findings to real-life practice. The Virginia twin study, for in-
stance, highlights the need to intervene early with depressed
girls. Cross-cultural studies show a consistency of gender
difference in depression/anxiety in Asia but not in Africa.
Understanding of these differences needs to be linked with
gender role orientation and cultural context. The results of
biologic research in depression/anxiety should be taken as
spring boards for future effortsóthe final word on effective-
ness and safety of SSRIs in children and adolescents, for in-
stance, is not yet in (1). With respect to interpersonal psy-
chotherapy, it is particularly effective in girls, who tend
more than boys to internalize conflicts (2). 

Bradley and Zucker have reviewed gender identity disor-
der (GID) from a clinical and research standpoint, highlight-
ing Canadian and Dutch studies. Both these cultures being
western, where unisex style of dressing and “tomboyish” be-
havior is accepted, it is plausible that girls get referred later
than boys while this may not be so in other cultures. Most of
the conclusions are based on maternal information and show
a need for stronger support for mothers and daughters alike.
Studies on rhesus monkeys give new insights into the timing
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of hormonal manipulation in utero that results in  masculinization (3). Similarly, prelim-
inary results indicate 5 alpha reductase deficiency leading to GID in girls (4). No sys-
tematic data exist in developing countries where GID may be hidden. Levy  introduces
the multiple obstacles in identifying behavior disorder such as referral bias, rater bias
and fundamental differences in subtypes of attention deficit hyperactivity disorder
(ADHD). It would be safe to say that a cross culturally uniform over-representation of
the inattentive subtype of ADHD is noted in girls. Data from available studies do not
resolve the question of whether neurocognitive profiles are gender specific or linked to
the inattention subtype of ADHD. An important point to highlight is that boys outnum-
ber girls even among those with the inattention subtype Higher heritability and a possi-
ble polygenic multiple threshold model has been proposed in females but replication is
needed. New data point to gender based differences in neuroanatomy of the brain with
smaller amygdalae in female brains compared to male (5). Future studies will deter-
mine the relevance of this finding. 

Lipman and Offord’s chapter on conduct disorder (CD) reports an intriguing epi-
demiological profile where girls equal boys in the clinic population. This is good news
and bad news. Are there more boys in the community with CD not being referred to
clinics? Are boys accepted as being somewhat aggressive and boisterous? Is society’s
threshold for tolerance of externalizing behavior in girls too low? But the good news
for girls is that they appear to obtain services readily. Social aggression in girls is criti-
cal to address in future treatment studies as it comes in the way of opportunities to suc-
ceed and pursue leadership roles. Gender-specific treatment strategies will greatly im-
prove the quality of life for young women. Several epidemiological studies tend to
focus on maternal risk factors for child disorders probably because mothers are readily
accessible for interviewing. Paternal factors need to be pursued as well. 

In conclusion, a few critical issues can be highlighted in interpreting the data pre-
sented here. First, epidemiological findings are derived from only a few selected coun-
tries and cultures. Second, findings suggest the usefulness of gender-specific treatment.
Third, more biological studies need to be carried out to validate external phenocopies
and to better understand etiopathology. 
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CHAPTER 4

Depression and Anxiety
in Girls

Katharina Manassis

This chapter focuses on epidemiology, proposed etiologic factors, and developmen-
tal changes evident in anxiety and depression in children and adolescents. Emerging
concepts that may enhance understanding and treatment of these disorders will also be
described. In all sections, differences between the sexes will be highlighted when
present.
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EPIDEMIOLOGY

PREVALENCE

Anxiety and depression are among the most prevalent psychiatric disorders in
childhood [10.5% of school-aged children are affected in Ontario (1)]. Many
studies emphasize that the long-term morbidity and disability associated with
these disorders is severe [reviewed in (2)]. In adolescents, depression is also asso-
ciated with increased mortality due to suicide (1). 

Until recently, childhood anxiety and depression were underreported. There is
some debate as to whether the apparent increase in these conditions in recent
years is due to stresses in children’s lives or is an artifact of better reporting.
Whichever is the case, many affected children still experience lengthy delays in
seeking and obtaining treatment. The large Ontario epidemiologic study con-
cluded that up to 80% of children with these disorders are never treated (1).
Moreover, a substantial number of anxious children experience comorbid depres-
sion, and the risk of this comorbidity increases with age and lack of intervention
(3). In contrast to children with either disorder alone, children with comorbid
anxiety and depression often suffer sequelae well into adulthood and are rela-
tively less responsive to treatment (4). These findings underscore the need to
identify anxious and depressed children at an early age, to improve their func-
tioning, and to reduce the risk of comorbidity and long-term impairment. 

Sex differences in rates of anxiety and depression are not consistently found in
childhood, but there is a clear female preponderance (about 2:1 for depression) in
both conditions by adolescence [see (5)]. Possible reasons for this shift in sex dis-
tribution are discussed below (see also Chapter 12, on depression and anxiety in
adulthood).

MEASUREMENT

Measurement difficulties may contribute to underidentification and treatment
delay in these conditions. Several well-validated self-report inventories exist for
anxiety and depression [for example, the Multidimensional Anxiety Scale for
Children (6); Children’s Depression Inventory (7)]. However, correspondence
among informants is consistently fair to poor [reviewed in (8)], with parents tend-
ing to report more overt, behavioral symptoms and children reporting more dis-
tressed feeling states. In some cases, a child may fail to report symptoms despite
evidence of disorder. Alternatively, the child may recognize symptoms although
adults in his or her environment do not and hence referral for assessment and
treatment is unlikely to occur. Therefore, in clinical practice, symptoms that ei-
ther the parent or the child endorse merit investigation. 

Symptom inventories are also limited by low specificity because many chil-
dren with noninternalizing types of psychopathology have elevated scores. Such
inventories are best used as part of a more thorough diagnostic assessment that
provides an estimate of severity and (when repeated) a means of evaluating
progress objectively. 

Anxiety and depression require somewhat different thresholds for concern.
Certain fears are developmentally normative [reviewed in (9)], and mild anxiety
enhances academic performance on some tasks. Avoidance of risk can also be
adaptive in certain circumstances (for example, reducing risk of accident-related
injuries). Therefore, anxiety is considered pathologic only if it is very distressing
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or results in substantial impairment. By contrast, the presence of depressive symp-
toms, even at subclinical levels, always merits concern. Large-scale longitudinal
studies of children with elevated depression scores on self-report found a threefold
increased risk for subsequent depression compared to other children (10,11). 

ETIOLOGY: BIOLOGIC FACTORS

In many cases, biologic factors contribute to the emergence of anxiety and de-
pression. It is recognized, however, that the outcome is usually determined by the
interaction between biologic vulnerability and psychosocial factors that increase
or ameliorate that vulnerability. The next two sections describe key vulnerabili-
ties and factors studied as well as proposed interactions.

HERITABILITY OF CHILDHOOD ANXIETY AND DEPRESSION

Twin and adoption studies have shown that genetic factors account for at least
50% of the variance in the transmission of mood disorders, although specific
genes are only now being identified (12). Children of depressed parents have a
threefold lifetime risk of major depression and are also more vulnerable to anxi-
ety disorders. Therefore, some authors have suggested that what is inherited is a
general tendency to internalize problems and that environmental factors influence
which symptoms are manifested. 

The Virginia Twin Study has yielded some interesting findings with respect to
the relationship between anxiety and depression in girls (13). Using over 600
female twin pairs (about two thirds monozygotic and one third dizygotic), the
authors found three distinct patterns. Early overanxious disorder (OAD) and simple
phobias were linked to specific genetic vulnerability to depression after age 14;
shared environmental factors influenced symptoms of depression before age 14
and later separation anxiety and simple phobias; and shared environmental influ-
ences on depression after age 14 also increased vulnerability to concurrent OAD
and separation anxiety. The association between early OAD and later depression
is consistent with models suggesting a temporal progression from anxiety to
depression. Interestingly, these findings suggest that the progression may be
based, at least in part, on a common genetic risk rather than a depressive re-
sponse to untreated anxiety symptoms. Other studies have since confirmed
shared environmental influences as more salient in prepubertal depression, with
greater heritability in adolescent depression (14). Genetic susceptibility to adoles-
cent depression in response to environmental adverse events was also demon-
strated in this sample. 

Family and twin studies have both found a definite familial contribution to
childhood anxiety disorders [reviewed in (2)]. Anxiety disorder rates were ele-
vated in children of parents with anxiety disorders or mixed anxiety-depression.
Conversely, parents of children with school refusal were found to have elevated
rates of anxiety and depressive disorders. While several twin studies have estab-
lished a genetic contribution to childhood anxiety, further studies will clarify the
degree of genetic versus environmental contribution to specific anxiety disorders.
In a recent twin study, for example, Topolski and others (15) found that shared
environmental effects played a moderate role in separation anxiety disorder but
not in OAD. In contrast, genetic influences appeared to predominate in OAD.
Specific genetic loci are now being researched.

Depression and Anxiety in Girls 55

4700_LWW/Romans_ch04pp051-070  02/22/05  11:04 AM  Page 55

www.ebook3000.com

http://www.ebook3000.org


56 SECTION II ● Childhood 

TEMPERAMENTAL SUBSTRATES

The constitutional factor examined most extensively in relation to childhood
anxiety is a trait termed “behavioral inhibition” [reviewed in (16)]. Behavioral in-
hibition is an aspect of temperament measurable in the laboratory, characterized
by a tendency to restrict exploration and avoid novelty. Human and primate stud-
ies have confirmed the heritability of this trait, and its physiologic basis. Inhib-
ited children show evidence of chronically high sympathetic arousal, leading to
the hypothesis that inhibition occurs when there is a reduced threshold to arousal
in the amygdala, a part of the limbic system. 

Many children “outgrow” behavioral inhibition, probably because of their parents’
encouraging them to enter new situations, which results in desensitization. There
may be sex differences, however, in the degree of encouragement of exploratory
behavior parents offer. In many cultures, girls are expected to be more reticent
than boys, resulting in inhibited behavior being socially sanctioned and thus
likely to persist. Persistent inhibition, in turn, has been linked prospectively to an
increased risk of subsequent anxiety disorders in middle childhood and specifi-
cally to social phobia in adolescence.

Perhaps because they typically have a later onset, less study has been devoted
to temperamental antecedents of mood disorders.

COGNITIVE BIASES

Cognitive biases have been implicated in childhood depression [reviewed in
(17)]. For example, longitudinal studies have shown that children with a negative
cognitive style experience prolonged dysphoric mood when exposed to stresses
such as poor grades or peer rejection. Such dysphoric mood may predispose to
depression. Negative cognitive style and self-perceptions are also found during
depressive episodes, but it is unclear whether these are part of the depressed state
or represent long-term traits. Modeling, critical or rejecting familial relation-
ships, and stressful life events all have been proposed as contributing to negative
cognitions in depressed children. 

Cognitive biases, in particular attentional and interpretational biases, are also
thought to play a role in many anxiety disorders, with relative specificity depend-
ing on the type of bias [reviewed in (18)]. For example, when doing a timed
color-naming task of both neutral and threatening words, spider-phobic children
had slowed color-naming times when shown spider-related words (e.g., web) but
not neutral words (e.g., fly). Anxious children were also faster to react to a probe
preceded by a threatening rather than a neutral word on dot-probe tasks, showing
selective attention to threat cues. 

Interpretation bias has been evidenced in studies comparing anxious versus
nonanxious children’s interpretation of homophones (e.g., dye or die) and ambigu-
ous stories. Results indicated that anxious children were more likely to interpret
ambiguous situations in a threatening way. Parent–child interactions can, however,
influence children’s tendency to interpret ambiguous material as threatening.

Dichotic listening tasks that examined cerebral laterality have also found dif-
ferences between anxious and depressed children relative to normal controls. My
colleagues and I (19) found enhanced perception of emotional tone of voice in
anxious children compared to normal children, regardless of ear or hemisphere of
presentation. Pine and colleagues (20) found that depressed adolescents showed
an increased right ear/left hemisphere advantage for fused words. 
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In summary, there is emerging evidence that cognitive biases in attention and
perception likely have some physiologic basis, but interpretation biases may also
be subject to the influence of parental modeling and other parent–child interac-
tions. None of the cognitive bias studies found gender differences, but parental
expectations of girls might still play a role in interpretation bias. 

SPECIFIC BIOLOGIC VULNERABILITIES 

Following upon work in adults, several hormones have been studied in relation to
childhood depression. [reviewed in (12)]. Because most studies are cross-
sectional, it is often unclear whether these constitute vulnerability factors or
markers of the depressed state. Blunted response of growth hormones to insulin-
induced hypoglycemia has been found to persist upon remission, suggesting that
this may be more of a trait marker. Findings regarding growth hormone without
stimulation are equivocal, though. Findings in children are also inconsistent for
the dexamethasone-suppression test, a common marker for depression in adults.
Lower cortisol levels after infusion of L-5-hydroxytryptophan have been found in
children with early-onset major depression. Depressed girls have been found to
have elevated prolactin levels compared to girls who are not depressed. None of
these findings is specific enough to constitute a “test” for depression (often re-
quested by families), but they continue to be of research interest to better under-
stand the disorder and obtain potential markers for treatment response.

Panic disorder has been linked to an exaggerated fear of suffocation due to a
biologic and possibly heritable hypersensitivity in the brain’s receptors for carbon
dioxide [reviewed in (21)]. Differential sensitivity in the receptors of anxious ver-
sus control children is shown by carbon dioxide panic provocation challenge
studies; evidence of higher than average incidences of anxiety disorders in asth-
matic children; and lower incidences of anxiety symptoms in children with faulty
carbon dioxide receptors. It is possible that these overly sensitive receptors trig-
ger isolated panic attacks, which are thought to cue conditioning experiences and
in turn phobic avoidance.

“Anxiety sensitivity” has been found to be a specific predictor of onset of
adolescent panic [reviewed in (22)]. This construct, measurable by self-report
inventories, consists of the tendency to respond with anxiety to sensations of
autonomic arousal. To address this response in the cognitive-behavioral treatment
of panic, patients are helped to reinterpret sensations of autonomic arousal as
benign rather than threatening. 

MEDICAL AND CHROMOSOMAL CONDITIONS ASSOCIATED
WITH ANXIETY OR DEPRESSION 

Several medical conditions have been linked to childhood anxiety or depression
[see (23)]. The sudden onset of anxiety or depression in a previously outgoing child
should alert the clinician to explore a medical or traumatic etiology. Hyperthy-
roidism commonly produces anxiety states, and hypothyroidism can contribute to
depression. Medications that are sympathomimetic (for example, Ventolin inhalers
for controlling asthma) can contribute to anxiety. Endocrine conditions affecting
adrenal steroids have been linked to mood disorders. In girls, consumption of caf-
feinated beverages, particularly diet colas, often contributes to anxiety. Many over-
the-counter diet aids also contain stimulants that can exacerbate anxiety. Pediatric
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chronic illnesses have also been linked to depression, with both child and illness
characteristics contributing to the vulnerability [reviewed in (24)].

Turner syndrome is a condition found in phenotypic girls who have mono-
somy of the X chromosome. It is characterized by gonadal failure, short stature,
and some associated medical abnormalities. Many girls with Turner’s syndrome
suffer symptoms of anxiety and depression [reviewed in (25)]. In the past, these
symptoms were thought to reflect low self-esteem secondary to the condition.
Recent studies, however, suggest that these symptoms persist even when affected
girls are treated with growth hormone to address short stature. Differences in ex-
ecutive cognitive functions and brain anatomy distinguished monozygotic twins
discordant for Turner syndrome (26), and may account for difficulty modulating
negative affect in this population. 

ETIOLOGY: PSYCHOSOCIAL FACTORS

EARLY ATTACHMENT

Attachment theory proposes that infants are predisposed to behave in ways that
enhance proximity to their caregivers, and caregivers are prone to behave recipro-
cally (27). When parent–infant attachment is secure (as demonstrated in the labo-
ratory), the primary caregiver eventually serves as a “secure base” from which
the infant can explore the world, returning at times of distress. Insecure attach-
ment, however, has been linked with childhood anxiety symptoms concurrently
and with anxiety disorders prospectively (28). Security or insecurity of attach-
ment has been found to be relatively independent of child temperament. Interven-
tions that promote secure attachment relationships therefore have the potential to
prevent some anxiety problems in temperamentally vulnerable children. 

The influence of early attachment on brain development has been the subject
of increased study recently [reviewed in (29)]. Studies of animals and human be-
ings have both confirmed that adverse early relational experiences can result in
activation and eventually alteration of the functioning of the hypothalamic-
pituitary-adrenal (HPA) axis. Physiologic responses to stress are thus changed.
Furthermore, the altered HPA functioning influences the development of brain
pathways linked to anxiety and depression, increasing vulnerability to these dis-
orders. Maternal depression is known to be associated with high rates of insecure
attachment and risk of adolescent depression. While modeling of depressive cog-
nitions and impaired parenting likely contribute to this association, the findings
suggest that alterations of the HPA axis may also play a role. 

PARENTING AND FAMILY INTERACTIONS ASSOCIATED WITH ANXIETY
OR DEPRESSION

Depressed adults regularly report more conflict than do normal adults as well as
more rejection, more communication problems, and less support in their childhood
families of origin [reviewed in (12)]. Given that these reports are retrospective,
however, it is unclear to what extent they are biased by the cognitive distortions
associated with depression. In depressed children, the possibility of bidirec-
tional effects must also be considered. For example, a sullen, irritable child with
depression may elicit rejecting or conflicted interactions with parents, but these
interactions may, in turn, worsen the child depression. Children of depressed
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mothers may be at particular risk, however, both because of modeling of depres-
sive behaviors and cognitions and because of high rates of insecure attachment
(see above). 

In children with anxiety disorders, observational studies of parent–child inter-
actions have supported a link between anxiety and overprotective parenting. For
example, Hudson and Rapee (30) found that mothers of anxiety-disordered chil-
dren were more controlling and intrusive during a puzzle task than mothers of
nonanxious children. They proposed a bidirectional relationship such that the
parent of an anxious child may be more likely to become overinvolved with the
child in an effort to reduce and prevent the child’s distress. In turn, this behavior
would reinforce the child’s anxiety by promoting beliefs that the world is a dan-
gerous place from which the child needs protection and over which he or she has
no control. The parent’s own anxiety is also likely to compound this maladaptive
pattern of behavior. 

Parental modeling has also been implicated in the development of anxiety dis-
orders in children. For example, adult social phobics have retrospectively reported
their families as encouraging isolation and constraining contacts with neighbors,
relatives, and acquaintances [see (31)]. In addition to minimizing or discouraging
social networking, parents may also provide children with information that height-
ens anxiety about certain situations. 

Sex differences in parental overprotection and anxious modeling have not been
studied, but the tendency to perceive girls as more frail and vulnerable than boys
may exaggerate these behaviors by anxious parents in relation to their daughters. 

PEER INFLUENCES

Peer relationships have been studied most in relation to social anxiety. Ginsburg
and colleagues (32) found that peer acceptance is predictive of lower levels of so-
cial anxiety in youth. Similarly, the highest levels of social anxiety were found
among peer-neglected and peer-rejected middle-school students. Withdrawal
from peers may interfere with the attainment of social skills and relationships,
which may lead to further increases in social anxiety. Peer relationship problems
are also increased in depressed children compared to controls (33), and victims of
bullying have been shown by teacher and parent report to be vulnerable to both
anxiety and depressive symptoms (34). 

CULTURAL INFLUENCES

Cultural factors have been examined more in relation to childhood anxiety than
depression. These factors likely influence definitions of the degree and type of
fearfulness that are considered “abnormal,” parenting practices that may increase
or decrease fearfulness, and differences in expected levels of fearfulness.

Research using the Fear Survey Schedule for Children–Revised (9) has pro-
vided useful information about differences in fearfulness (severity, prevalence,
and content) across cultures. This research has shown that children and adoles-
cents from Nigeria, Kenya, and China report a greater number of fears than chil-
dren from Western cultures such as Australia, the United States, and the United
Kingdom. Ollendick proposed that the higher rates of fearfulness may be associ-
ated with increased fostering of inhibition and compliance in African and Asian
cultures in comparison to Western cultures. 
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The greater prevalence of anxiety disorders and fearfulness in female samples
is explained in part by cultural factors. [reviewed in (35)]. Although Western and
Asian cultures have shown clear sex differences between girls and boys, with
girls reporting higher levels of fear than boys, there is a lack of sex differences in
reported fearfulness among African children. In many cultures, anxiety or fear is
generally considered less socially acceptable in men than in women. Generally,
men experience more pressure from the environment to behave bravely in situa-
tions of both ambiguous and certain threat. In contrast, avoidance behavior in
women is considered far more acceptable and is perhaps even encouraged. In
adult and child studies, gender role orientation has been associated with fearful-
ness: individuals who score high on measures of femininity also score high on
measures of fearfulness, while individuals scoring high in masculinity report low
levels of fearfulness. 

STRESSFUL LIFE EVENTS

Stressful life events have been linked to the onset of depression in both child and
adult studies [see (12)]. Both severe events such as exposure to the suicide of
someone close and nonsevere events such as poor grades or relationship problems
have been cited. Adolescents may also perceive some events as more severe than
an adult would. In the year prior to onset of depression, significantly larger num-
bers of stressful events are reported by depressed youth than by normal controls. 

Several studies have found higher rates of aversive life events in clinically
anxious children [reviewed in (33)]. Specific events include the occurrence of
parental separations and divorce, death of a family member, family conflict, and
repeated changes of school. Many anxious children, however, do not experience
elevated rates of stressors, and many youth survive trauma without clinically sig-
nificant psychological problems. The negative impact of these stressful events is
thought to depend on factors that amplify or buffer their effects. Factors that ap-
pear to reduce the negative impact of aversive events upon children include avail-
ability of social support and problem-focused coping strategies (36).

CHANGES WITH DEVELOPMENT

CHANGES IN MANIFESTATION OF DEPRESSION AND ANXIETY

Differences in manifestation of disorder in prepubertal versus adolescent individ-
uals have been a major focus of study in depression. There is an ongoing debate
as to how similar or dissimilar depression in young children is relative to adoles-
cent and adult forms of the disease. Birmaher and colleagues (37) found that de-
pressive symptomatology, duration, severity, rates of recovery and recurrence, and
family psychiatric history were similar for prepubertal and postpubertal probands.
High family loading and protracted clinical course were evident in both groups.
Other authors have emphasized neuroendocrine differences between these
groups, with prepubertal depressed children often lacking the HPA axis abnor-
malities common in depressed adults [reviewed in (37)]. Perinatal insults and
motor delays have also been linked to juvenile-onset depression (38). Still others
have tried to identify particularly vulnerable subgroups of depressed children.
For example, Wickramaratne and colleagues (39) found that prepubertal depres-
sives with familial loading had a higher risk of recurrence and continuity of
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depression into adulthood, but this was not true of those with onset after puberty.
While there appear to be developmental differences in some aspects of depres-
sion, there is some clinical consensus that children with early onset and a positive
family history for depression merit ongoing follow-up for the emergence of fur-
ther psychopathology. 

Both fears and anxiety disorders show changes with development [see (40)].
In young children, fears tend to be more concrete, such as fear of loud noises,
strangers, separation, and physical injury, while in adolescence, social evaluative
concerns and more abstract worries are prominent. Separation anxiety disorder is
clearly more prevalent in early childhood when there is high dependency on par-
ents, while generalized anxiety disorder, panic disorder, and social phobia show
an increase from childhood to adolescence. These findings suggest that age influ-
ences the presentation of specific anxiety disorders.

One factor potentially underlying these age differences is the child’s cognitive
development. For example, concerns of negative evaluation by an audience are
considered central to the disorder of social phobia (41). Such concerns are only
possible when a child can, to a degree, consciously evaluate his or her own per-
formance. That ability has been found to be present in most 8-year-olds but not in
most 5-year-olds. Similarly, certain cognitive developments may also be required
before the onset of panic disorder is possible. One of the core features of panic
disorder is a fear of losing control, going crazy, or dying during the panic attack.
Nelles and Barlow (42) suggested that these symptoms do not occur in children
because their ability to predict catastrophic consequences from physical symp-
toms is limited. That is, children are less able to make the cognitive leap from a
certain physical symptom to loss of control or death and thus are less likely to de-
velop panic disorder.

Children with anxious and depressive comorbidity also appear to be a highly
vulnerable group [reviewed in (4)], and this comorbidity increases with increas-
ing age. Comorbid children are more impaired than children with either disorder
alone, and when followed longitudinally, are more poorly adjusted in early adult-
hood. Brady and Kendall (3) have proposed a temporal relationship between anx-
iety and depression, with older, more impaired anxious children having a high
risk of developing comorbid depression. This idea is appealing because it sug-
gests that early intervention with anxious children may prevent subsequent de-
pression. Other authors, however, have examined familial factors in explaining
anxious/depressive comorbidity. Certain parenting styles (for example, so-called
“affectionless control”) have been linked to both disorders in children (43). A ge-
netic basis for the comorbidity has also been proposed [reviewed in (44)]. Parents
of comorbid children have higher rates of mood disorders than parents of anxious
children, and twin studies suggest that separate genes may account for anxiety/de-
pression rather than depression alone. 

PUBERTY AND SEX DIFFERENCES

The emergence of differences between the sexes in the rates of anxiety and de-
pression at puberty has been a remarkably consistent finding [reviewed in (5)].
Girls begin to show much higher rates of these disorders than boys, and this dif-
ference persists into adulthood. Psychosocial and biologic (predominantly hor-
monal) mechanisms for this change have been proposed. Correlations between
pubertal development and low mood have been cited repeatedly and can be
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accounted for by either mechanism (hormones or negative social consequences of
pubertal development). Findings from epidemiologic surveys and from twin stud-
ies suggest that differences between the sexes in anxiety may precede puberty
(45). It is unclear, though, whether this prepubertal difference represents non-
pathologic fearfulness in girls, or true anxiety disorders (35). 

Psychosocial factors proposed to contribute to internalizing disorders in post-
pubertal girls include: self-consciousness about body image, history of sexual
trauma, stressful life events, peer problems, a poor sense of self-competence
(compared to boys), women being more likely to acknowledge negative feeling
states (i.e., artifactual), and depressing aspects of the female gender role in soci-
ety [reviewed in (5)]. Findings for many of these factors are inconsistent, and
some appear contributory but cannot entirely account for gender differences. For
example, controlling for differential rates of sexual trauma reduced but did not
eliminate the associations between gender and anxiety and depression (46). The
association between self-competence and internalizing disorders initially appears
more robust. Gender differences in trait anxiety are markedly attenuated, and
gender differences for depression become insignificant when this factor is con-
trolled (47). It is unclear, however, whether low self-competence is an antecedent
or a result of anxiety and depression in girls. 

Cyclic withdrawal of gonadal steroid hormones with the menstrual cycle, par-
ticularly estrogen, has been linked to postpubertal girls’ and women’s vulnerabil-
ity to anxiety and depression (48). Gonadal steroids modulate GABA-A recep-
tors, linked to anxiety and may protect the brain from the neurotoxic effects of
stress hormones. Changes in gonadal steroids with pregnancy, however, have
been linked to increased risk for certain types of anxiety (particularly obsessive
compulsive disorder, OCD) (49). Other authors have linked changes in adrenal
hormones occurring earlier in development to a risk for anxiety disorders. Dorn
and colleagues (50) found that, among children aged 6 to 9, those with premature
adrenarche had a 44% rate of anxiety disorders and higher self-reported depres-
sion. Parker and Brotchie (5) have recently proposed an elegant stress-diathesis
model to account for postpubertal differences in both anxiety and depression.
They argue that children of both sexes with a temperamental tendency toward
“neuroticism” (defined as high limbic activation in response to stress, similar to
Kagan’s “behavioral inhibition” construct) are vulnerable to anxiety or depres-
sion. At puberty, however, hormonal influences on the brain may render females
with this trait more vulnerable to social stress, increasing their risk for anxiety
and depression. 

CHANGES IN COPING STYLES

Much as children’s expression of anxiety and depression may change with devel-
opment, their ability to manage negative emotion evolves over time as well.
There are a limited number of ways of managing unpleasant emotions, and those
one uses habitually have been termed “coping styles.” Use of avoidant coping
strategies (for example, trying to avoid thinking about a problem or actually
avoiding the problematic situation) rather than active ones (for example, seeking
guidance or trying to solve the problem) has been linked to anxiety in numerous
studies [see (51)]. Depressive coping, on the other hand, is characterized by
“learned helplessness,” a tendency to give up on solving a problem without even
trying. 
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When coping strategies are used repeatedly, they can become entrenched over
time. This entrenchment may explain the phenomenologic shift from apparently
fluid, highly comorbid anxiety disorders in early childhood to clearer, more per-
sistent disorders in adolescence and early adulthood. Gender differences in the
rate of anxiety disorders that emerge in adolescence have been recently linked to
coping style. Byrne (52) found similar coping strategies in boys and girls at age
7, but dramatic differences at age 12, with boys using strategies that more effec-
tively reduced anxiety and girls using less effective strategies. Both early attach-
ment relationships and social sanctioning or discouragement of different coping
behaviors have been implicated in the type of coping style an individual develops
(53). Many cognitive-behavioral interventions with anxious or depressed youth
focus on providing a repertoire of alternative, more effective coping responses.

EMERGING CHALLENGES IN CLINICAL PRACTICE

Treatments for childhood anxiety and depression have generally been adaptations
of adult treatment models. They are, unfortunately, not always based on knowl-
edge of developmental processes in children. Recent controversy surrounding the
use of certain antidepressants in children has focused attention on this problem,
but it is relevant to other clinical treatments as well.

SELECTIVE SEROTONIN REUPTAKE INHIBITORS IN CHILDREN

There has been extensive media coverage of the finding of increased suicidal
ideation in some depressed adolescents taking selective serotonin reuptake in-
hibitors (SSRIs) compared to those taking placebos. Major regulatory bodies (for
example, the Food and Drug Administration in the United States; Health Canada)
have issued warnings pertaining to these medications. A further concern is the
discrepancy between published data on these medications (suggesting a favorable
risk/benefit profile) and unpublished data that contradict these findings (54).
Families have been understandably concerned by this controversy, and many
have either discontinued administration of a child’s SSRI or expressed reluctance
about pursuing SSRI treatment. While more study is clearly needed, clinicians
must continue to practice and advise their patients using the best available infor-
mation. In this regard, the points in the following paragraphs are worth noting:

Rates of suicidal ideation in the adolescents treated with SSRIs, while higher
than placebo, were still relatively low [3% to 5%; (54)]. Thus, the vast majority
of adolescents taking these medications do not experience suicidal ideation. 

It is unclear whether or not the relationship between SSRIs and suicidal
thoughts is causal; other factors may account for the association. 

There is a paucity of rigorous, controlled studies demonstrating efficacy for
SSRIs in children and adolescents, but some clearly show benefit. 

All studies reporting increased suicidality with SSRIs have examined adoles-
cents suffering from primarily mood disorders. They have not examined children
or adolescents with obsessive compulsive disorder or other debilitating anxiety
disorders. It is unclear whether or not suicidal ideation occurs in these conditions,
which are also regularly treated with SSRIs. 

There are risks associated with failing to treat severe mood and anxiety disor-
ders that may be as great or greater than the potential risk of suicidal ideation
with SSRIs. 
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There are risks associated with sudden discontinuation of treatment with
SSRIs (relapse of symptoms; a flulike “discontinuation syndrome” with many
SSRIs). 

Medical alternatives to SSRIs in childhood anxiety and depression (for exam-
ple, tricyclics or benzodiazepines) have not been shown consistently efficacious
relative to placebos [reviewed in (12)], and also have potentially serious side ef-
fects (cardiac arrhythmias in the former; addictive potential in the latter). 

Evidence-based psychological treatments (for example, cognitive-behavioral
therapy) may not be sufficient to alleviate symptoms in severely affected chil-
dren and are not always readily available. 

In the absence of definitive information, Health Canada (55) has provided
what appears to be prudent advice: clinicians must weigh the risks and benefits
of SSRIs in each case, discuss them with the child and family, and monitor all
children and teens taking these medications on a regular basis. Sudden discontin-
uation of SSRIs is not advised.

PSYCHOLOGICAL TREATMENTS

Cognitive-behavioral treatment (CBT) that combines anxiety management train-
ing with enactive exposure has been extensively studied in relation to anxious
children. Its brevity and reproducibility (through the use of standardized manu-
als) facilitate outcome studies. Several groups of investigators have done ran-
domized controlled trials in mixed anxious samples, based on adaptations of
Philip Kendall’s “Coping Cat” treatment model (56), for both group and individ-
ual interventions. Efficacy has been demonstrated repeatedly, with added bene-
fits demonstrated in some studies when parents were involved in treatment. 

The long-term effects of CBT on developmental outcomes in anxious chil-
dren remain to be elucidated, most studies having followed children for only a
year or less. Furthermore, the treatment’s high reliance on verbal ability limits its
utility in less verbal children, and the transportability of CBT from academic
centers to the community has not yet been demonstrated. Lack of availability of
CBT in the community is a further clinical challenge. 

Cognitive-behavioral therapy has also been found efficacious in child and
adolescent depression in randomized comparisons with control treatments [re-
viewed in (57)]. Unfortunately, results at longer-term follow-up have been
variable. Relapse rates are reported to be high (up to 40%), and a substantial pro-
portion of children (about 30%) do not respond to treatment. Studies have also
been criticized for selecting only mildly depressed children for participation, and
for other methodologic flaws. Predictors of poor treatment response have in-
cluded parent–child conflict, older age, social impairment, lower self-esteem, se-
vere depression, and the presence of one or more comorbid conditions. There are
few existing trials of family intervention with depressed children and adoles-
cents. To date, these suggest that family intervention is likely superior to wait-list
control, but not clearly superior to CBT. Studies of treatments that combine CBT
with the most successful family interventions appear worthwhile. Given the high
rates of relapse in adolescent depression, the role of family intervention in re-
lapse prevention merits further study as well. 

Interpersonal therapy (IPT) is another brief, manual-based therapy for adoles-
cent depression. Its focus is on accepting and managing interpersonal roles and
conflicts and changes in this domain. Although a recent randomized controlled
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trial showed promising results (58), the sample size was small and not ethnically
diverse, limiting the generalizability of the findings. Given the interpersonal chal-
lenges of adolescence, further study of IPT is definitely warranted. Moreover,
several interpersonal factors have been found to predict symptoms of depression
in female adolescents (59). Also, CBT’s greater emphasis on examining one’s per-
sonal thoughts, with less emphasis on solving interpersonal problems, may not be
appealing to all adolescents. If efficacy is replicated in more diverse populations,
IPT may be a valuable treatment option for adolescents who are experiencing in-
terpersonal stresses or who are more amenable to discussing relationships than
cognitions.

COMORBIDITY AND TREATMENT

Comorbidity among childhood internalizing disorders and between internalizing
disorders and other psychopathology is highly prevalent. In children with multi-
ple comorbidities, the most disabling symptoms must be prioritized, and families
require encouragement to persevere with treatment until the child is returned to
age-appropriate functioning in most areas [reviewed in (60)]. Studies of comor-
bid samples are rare, as most treatment protocols target “pure” disorders. 

Combined medical and psychological treatments are often used for children
with comorbid disorders, but it is unclear whether these provide additive benefits
or may, potentially, be less effective as one treatment interferes with the other. In
childhood anxiety disorders, one review (61) suggested a somewhat higher re-
sponse rate in studies where pharmacotherapy and behavior therapy were com-
bined than in studies where either was examined alone. Randomized comparisons
of single and combined treatments, however, have not been published. Optimum
treatment combinations may also vary by disorder and degree of severity.

PREVENTING DISORDERS

Dadds and colleagues (62), in large randomized controlled trials in Australia,
were able to demonstrate reduced anxiety symptoms and reduced onset of new
anxiety disorders in symptomatic children using school-based cognitive-
behavioral interventions with some parental involvement. Barrett and Turner (63)
have demonstrated the feasibility of teaching this type of intervention to school
personnel. Caution is warranted in interpreting these results, however, because
the children were not clinically identified. While subclinical levels of anxiety
may be amenable to school-based interventions, it is unrealistic to expect school
personnel to address the needs of children with severe anxiety disorders. Primary
prevention of depression has not been consistently found effective but promising
studies are reported below. Targeted interventions have focused on two groups:
children at risk due to familial depression and children with elevated scores on
self-report inventories for depression. 

Beardslee and colleagues (64) did a randomized trial of a manualized psy-
choeducational intervention with children of depressed parents. They intervened
with families as children were entering adolescence, providing education about
depression to all family members and attempting to increase positive interac-
tions between parents and children. While benefits were demonstrated for both
lecture-based and clinician-facilitated programs, parents reported more changes
in child behaviors and attitudes in the clinician-facilitated version.
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In children reporting depressive symptoms, Jaycox and colleagues (65) did a
controlled study of a school-based group intervention using cognitive and social
problem-solving techniques. They found reduced depressive symptoms in the
treatment condition up to two years after treatment. Clarke and colleagues (66)
did a large controlled trial of a school-based cognitive-behavioral group inter-
vention for children self-reporting elevated depressive symptoms. They demon-
strated a reduced incidence of affective disorders in the treatment condition
during the 12 months following the study (notably, 26% of the children in the
control condition developed affective disorders).

Preventing recurrence of depression is a particular challenge. From 40% to
70% of depressed adolescents experience recurrent episodes, and long-term im-
pairment in functioning is worse in those with recurrent disorder [see (12)]. Con-
flict in the family environment has been identified as a significant predictor of
recurrence (57), suggesting that family-based interventions could potentially
have a long-term benefit even if they add little to acute treatment efficacy. 

SUMMARY OF GENDER-SPECIFIC ISSUES
AND DIRECTIONS FOR FURTHER RESEARCH

Anxiety and depression in girls and boys can be understood as resulting from the
interaction of biologic and environmental vulnerabilities. Nevertheless, girls face
some unique challenges in both of these areas of vulnerability. Certain disorders
associated with anxiety and depression (for example, Turner syndrome) are
unique to girls. The dramatic change in gender distribution for internalizing dis-
orders at puberty likely bears some relationship to hormonal changes. Social
pressures faced by girls at this time, particularly those related to body image
and personal competence, may also play a role. Some families’ greater toler-
ance for fearful behavior and greater protectiveness toward girls than boys may
perpetuate the girls’ anxiety and reduce the families’ seeking help for their anx-
ious daughters. Avoidant coping styles that support anxiety can also develop on
this basis. Given the evidence for a temporal relationship between anxiety and
depression, anxious girls may also be predisposed to later depression. Other de-
velopmental issues meriting further study include identifying specific genes or
interactions between genes and the environment that might predispose individu-
als to anxiety or depression; identifying protective/resiliency factors for anxiety
and depression; and identifying developmental trajectories of risk, which may
differ by gender. 

When treatment is sought for girls with internalizing disorders, their less dis-
ruptive presentation compared to that of boys may result in less aggressive man-
agement. Given the limited study of pharmacotherapy in anxious and depressed
children, it is not clear whether there are gender differences in response. Psycho-
logical intervention for these disorders has focused on cognitive-behavioral ther-
apy, with good results for treatment completers of both genders. However, girls
may have a greater focus on interpersonal relationships than boys, suggesting
they may also benefit (or be more motivated to complete) therapy with this
focus. To date, such interpersonal therapy has received limited study. Finally, it
will be important to determine how to best prevent relapse of childhood internal-
izing disorders in order to reduce their persistence into adulthood and associated
long-term morbidity.
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71

Gender Identity Disorder
in Girls

Susan J. Bradley, Kenneth J. Zucker

This book is about women’s mental health, but the distinction between one sex and
the other is not always clear, an observation that is best illustrated by a discussion of
gender identity disorder (GID) (1,2). This chapter begins with the current diagnostic
criteria in use for GID and explains what is known about the prevalence of the disorder
in boys and girls. The chapter provides an overview of the clinical picture in girls
specifically and then discusses the course of the disorder and its possible outcomes. We
touch briefly on intervention, but there is little empirical evidence bearing on its effec-
tiveness. We then address the overlap between gender identity disorder and sexual ori-
entation and discuss the literature that attempts to understand GID and homosexuality.
Finally, we relate the development of GID to other disorders involving difficulties with
affect regulation and we suggest possibilities for further research. The focus in this
chapter is on GID in girls. However, in examining the literature on girls, we also ex-
plore the literature generally and then point out differences between boys and girls.

DEFINITIONS

The term “gender identity disorder” refers to that class of disorders in which an
individual exhibits “a strong and persistent identification” with the opposite sex
and “persistent discomfort” (dysphoria) with his or her own sex or “sense of
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inappropriateness in the gender role of that sex”. In children, such an iden-
tification is revealed in statements about either being or wishing to be the other
sex, in dressing as and taking on the roles of the other sex, and in a preference for
the playthings and play activities typically enjoyed by the other sex. Young chil-
dren’s discomfort with their own sex is seen in avoidance or dislike of the activi-
ties and dress of their own sex. By contrast, in adolescents and adults, gender
identification and dysphoria are manifested by a desire to be the other sex and the
concomitant involvement in “passing” as the other sex. This includes attempts at
disguising same-sex features and showing sexual interest in same-sex individu-
als. The same-sex attraction is experienced as “heterosexuality” because of these
individuals’ cross-gender identification. To separate the gender identity disorders
from more minor or fleeting cross-gender interests or role-taking, cross-gender
behaviors must be persistent, affect several aspects of behavior, and result in dis-
tress or functional impairment (1,2).

PREVALENCE

The gender identity disorders are considered relatively rare, but there are no epi-
demiologic studies to provide accurate estimates of prevalence. Recent studies,
based on referrals to GID clinics in Holland, estimate the prevalence in adults to
be 1:10,000 to 1:30,000 (3,4). Sex ratios among adults are roughly equal, while
among children the prevalence, determined by referrals to GID clinics, is sub-
stantially higher in boys than in girls, between 3 to 1 and 6 to 1 (5). Given the
lack of epidemiologic data and subsequent reliance on rates of referral to GID
clinics, it is quite possible that these figures are distorted by factors such as
greater social sanction with respect to cross-gender behavior in boys than in girls.
For a discussion of this issue, see Zucker and Bradley (6). In studies from our
clinic, the Gender Identity Clinic for Children and Adolescents in Toronto, and
from the Gender Clinic of the University Medical Centre of Utrecht in Holland,
mothers of girls with GID report more cross-gender symptoms than do mothers
of boys. Girls are older at age of referral, suggesting that the sex ratio is skewed
by a greater tolerance for cross-gender behavior in girls (4,6). 

Examining data from the standardization sample of the Child Behavior Check-
list (CBCL) (7), a widely used parent-report instrument, 6% of nonreferred boys
are reported by their mothers as “behaving like the opposite sex” at age 4 to 5, but
such reports diminish to only 0.7%  for boys 12 to 13 years old. In contrast, almost
12% of nonreferred girls “behave like the opposite sex,” and this percentage re-
mains reasonably stable into early adolescence. Examining the other gender-related
item, “wishes to be the opposite sex,” mothers of nonreferred boys report low lev-
els of this behavior (0 to 2%) throughout childhood, while mothers of girls report
it for 5% aged 4 to 5, a prevalence that declines to about 2% to 3% when girls
reach early adolescence. Children referred to mental health clinics for other prob-
lems are generally reported as displaying relatively higher levels of both “cross-
gender behavior” and “the wish to be the opposite sex.” For referred girls “behav-
ing like the opposite sex,” there is only a modest decline, from 18.6% at ages 4–5
to 16.5% at ages 12–13. The item “wishes to be the opposite sex” is reported for
6.5% of girls referred at ages 4–5, 8.3% at ages 8–9, and 4.2% at ages 12–13.

What these data tell us is that cross-gender behaviors and wishes are not
uncommon and, among children referred for clinical problems, appear to be
more prevalent in girls than in boys. It is, however, impossible to estimate how
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common the full syndrome of GID may be. What is interesting is that, in mid-
dle childhood, a significant number of girls wish to be boys, and that this wish
is more common among girls already manifesting other clinical problems. Be-
cause these data were collected in the 1970s and we do not have current data,
we cannot determine whether this is a cohort effect.

Although GID has been studied most systematically in Western countries,
there is evidence that cross-gender behavior occurs in many, if not most, cultures.
In some cultures, individuals who assume a cross-gender role are given special
status. In other cultures, however, especially where there are religious proscrip-
tions against such behavior, cross-gender behavior is highly stigmatized (8).

CLINICAL PRESENTATION

CHILDHOOD

Characteristically, girls with GID begin to exhibit interest in cross-gender activi-
ties when they are preschoolers, at a time when most children display awareness
of sex and gender differences and begin to label themselves accordingly (10).
Children are not usually referred for consultation, however, until those behaviors
impress a parent or teacher with their pervasiveness and when they are accompa-
nied by statements about wishing to be the opposite sex or statements that sug-
gest the child believes she is a boy. Despite parents’ attempts to dissuade their
daughter from either wishing she were a boy or believing she is a boy, in many
cases the girl adheres tenaciously to her wish or belief. Not infrequently, one of
the greatest points of conflict occurs when parents attempt to persuade their
daughter to wear a dress for a special occasion. The intensity of the child’s re-
fusal may begin to convince the parents that her belief about being a boy is not
“just a passing phase.” Requests by girls to have their hair cut short are character-
istic. Occasionally, younger girls’ play behavior may include simulation of being
male by using brooms and other objects as a pretend penis. For more complete
case information, see Zucker and Bradley (5). 

Associated behaviors include traditional “tomboyish” interests, such as
playing with guns or balls, and a variety of outdoor activities. Playmates are
typically boys or occasionally other “tomboyish” girls. The activity level of these
girls, according to parental report, is higher than that for sisters without GID,
girls who are controls in clinical studies, and normal girls. Furthermore, activity
is higher than that of GID boys and approaches the level of the general popula-
tion of boys (5).

The majority of GID girls develop resistant or avoidant behavior that makes
parenting a challenge. Clinically, some of these behaviors appear to arise from a
mother’s being depressed, having difficulty being emotionally available to her
daughter, and being unable to set limits. In other situations, GID girls meet criteria
for attention deficit hyperactivity disorder (ADHD) and present behavioral chal-
lenges because of their hyperactivity and impulsivity. Quite regularly, there is con-
flict between parents and child and evidence of oppositional defiant behaviors. The
parents of such a girl are often in conflict over the management of their daughter
with respect to both the cross-gender behavior and other unwanted behavior. The
extent of both internalizing and externalizing behavior increases in the period be-
tween preschool age and school age (5). Although this increase in symptoms
partially correlates with increases in peer difficulties (10), it is also possible that
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it reflects the increased conflict that ensues once a child’s oppositional behavior
is left uncontrolled by parents. For a more complete analysis of associated be-
havior problems, see Zucker (10).

Most girls with GID express the fantasy of “protecting other females.” This
appears to be related to their wish to be male and often occurs in the context of a
perceived marital conflict in which the child perceives the male parent as the
powerful one and the female parent as the vulnerable one. Many of these girls
are anxious but may mask their overt anxiety by “macho” type behavior. 

ADOLESCENCE

Girls with GID who present for help in adolescence have sometimes displayed
the same pattern of behavior from early childhood. Generally in those situations
parents have been overwhelmed or distracted by other issues and have not seen
their daughter’s cross-gender behaviors as a high priority. In some instances,
however, the extent of earlier cross-gender behavior has been modest and the
full-blown GID syndrome appears to have either intensified with puberty or in
the context of a trauma. Many of these girls appear depressed at the time of as-
sessment, and it may be difficult to understand the factors that have been most
salient in the onset of their cross-gender wishes. Several referrals have occurred
following a sexual assault in which the trauma of the assault has reinforced the
sense of female vulnerability.

Many girls with GID come to clinical attention when they make efforts to
pass as males; some even convince girlfriends that they are male. Concern about
the risks they face with such behavior may lead school authorities or parents to
seek help. Adolescent GID girls continue to relate more comfortably to male
peers with whom they share interests in sports and video games. Their clothing is
typically very casual, often emulating “rap” characters. Short hair and baseball
caps are characteristic.

Associated behavior problems in adolescent girls are more prevalent than in
childhood, as are poor peer relations (10).

FAMILY PSYCHOPATHOLOGY

Generally, there is a high prevalence of anxiety, mood, and substance abuse dis-
orders in the families of children with GID (5). Such families appear very similar
to families of other children referred to mental health clinics.

CHILD CASE EXAMPLE

Sara was 5 when first seen in the Child and Adolescent Gender Identity Clinic in
Toronto. She was the younger of two girls living with their mother. The father
had committed suicide when Sara was 3 years 9 months old. It was thought that
he suffered from an undiagnosed bipolar disorder, as had his father.

Sara’s mother indicated that the child had always been “boyish” and inter-
ested in boy’s activities. However, she dates the intensification of Sara’s preoccu-
pation with boy’s roles and dress to around age 31/2. This appears to have
followed a dramatic fight between the parents in which the father “lost it” and
physically attacked the mother. The children witnessed the attack and were very
frightened by it. When the father committed suicide, Sara, for a time, believed
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that her mother had killed him in retaliation for his attack on her. She had been
close to her father, who was her main caregiver, the mother working outside of
the home. Sara expressed much anger at her mother following the father’s death.
The mother experienced a serious bout of depression following the father’s sui-
cide and was hospitalized for three weeks.

The mother reported that Sara was unplanned and difficult as an infant. She
cried a lot and slept poorly. When she became mobile, she was hyperactive and
constantly into things. She frequently wandered off and she got lost several times,
apparently with little overt fear. Both parents found her difficult and were regu-
larly in battles with her over control and limits.

At the time of assessment, the mother was concerned that Sara might have
bipolar disorder or ADHD in addition to GID.

Sara was adamant about being a boy and insisted that others address her with
her chosen boy’s name. She refused to wear girls’ clothes but eventually agreed to
wearing a girls’ bathing suit since her mother would not allow her to swim in boys’
bathing trunks. She often pretended she had a penis and tried urinating standing up,
like a boy. She insisted on having her hair cut very short. In a laboratory free play
situation, she gravitated to boys’ toys, particularly a dart gun, and dressed up as a
soldier. Although she was apparently doing well at school, she appeared to show
some difficulty understanding and processing academic material, often responding
in unusual ways that seemed to reflect her preoccupation with being a boy. How-
ever, it was also not clear if she had fully understood what was being asked.

Sara was referred back to the referring agency with recommendations for
stimulant medication to treat her hyperactivity and consideration of an atypical
antipsychotic for her aggression and overly intense reactions to stimuli. Individ-
ual therapy was recommended to help Sara deal with her anger and her belief that
she needs to be male to feel secure. Support for her mother concerning manage-
ment of the daughter’s difficult behavior was also recommended.

ADOLESCENT CASE EXAMPLE

Ali presented to our clinic at age 15 having emigrated with her family (parents
and three older siblings) from a Middle Eastern country three years previously.
She was requesting sex reassignment surgery.

She indicated being first aware of cross-gender feelings between ages 8 and 9.
In her country of origin, gender sex-typed rules and dress codes were quite strict.
She reported no cross-dressing until she arrived in Canada, where she perceived
the dress codes and expectations for sex-typed behavior as more free. At that
time, she began to cross dress and preferred playing with boys. She described
role playing male roles when younger and having tomboyish interests. She was
also described as “always getting her own way.”

On entering high school, she presented herself as a boy. She was not discov-
ered until one day her name was called out on the public address system and
“she” was asked to report to the office. This “deception” caused enough fuss that
she transferred to an alternate school in which her cross-gender behavior was un-
derstood from the start and accepted by the administration. 

At the time of assessment, she had been dating two girls, both of whom (it was
assumed) regarded her as a male. She was sexually attracted to females but re-
garded lesbianism as “gross.” Her cultural community regarded homosexuality
negatively.
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Ali displayed a depressed mood at the time of assessment but was not suicidal
and had no evidence of anxiety or conduct problems, no psychotic features, and
denied having experienced sexual abuse. On the gender interview, there was evi-
dence of significant confusion between a masculine and feminine identification.
Projective testing showed preoccupations with powerful male figures, themes of
being trapped and pleading for help. She scored in the below average to mildly
retarded range on standard intellectual testing. Her sister, who filled out the
CBCL on Ali, reported elevations in the clinical range on scores in anxious-
obsessive, somatic complaints, depressed-withdrawn, immature-hyperactive, delin-
quent, and cruel domains.

Ali’s family was split and angry about her cross-gender behavior. Her father
accepted it, while her mother and the eldest sister, who had raised Ali, were very
upset by her behavior. The inquiry about Ali’s growing up revealed a family with
high levels of conflict. The father was very negative about his wife, referring to
her as uneducated, harsh, unable to discipline the children, and constantly
yelling. The patient described her father as scary when violent. She reported
many efforts to protect her mother and older sister from his violence.

Ali had little insight into her condition and was not very amenable to support-
ive therapy. She was considered at high risk for continuing to want sex reassign-
ment surgery. This was problematic because several of her associated difficulties
were likely to prevent her from stabilizing her life adequately to meet the criteria
for sex reassignment.

COURSE AND OUTCOMES 

There have been limited follow-up studies of girls with GID. Based on our expe-
rience in our Toronto clinic and on experience in the clinic in Utrecht, the course
is variable (10). Some of these girls appear to relinquish their desire to be the op-
posite sex and assume a more typically female identification. Others continue
with some cross-gender identification into adolescence. Based on follow-up
studies of boys with GID and our own limited follow-up, we speculate that many
of these girls will adopt a lesbian orientation, but, again, there are few data to
confirm or refute this assumption.

Adolescents with GID appear more fixed in their cross-gender identity than
younger girls (5,12). Although we do not have systematic follow-up data, more
of the adolescents appear to move toward sex reassignment surgery despite psy-
chotherapeutic efforts to help them explore their need for a cross-gender identity.
In contrast to males with GID, females seem better able to adapt to masculine
roles and jobs following sex reassignment surgery (13).

As with offspring of families with anxiety, mood, and substance abuse disor-
ders, there are high levels of these disorders in the GID population in adoles-
cence and adulthood and these disorders, as much as the presence of GID, may
interfere with adaptive functioning (5).  

INTERVENTION

Given the few researchers working in this area and the relatively small number of
children in any one clinic, there has been little empirical study of intervention
strategies. Generally, efforts are directed at helping families support girls with
GID to feel better about being female and less in need psychologically of a
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cross-gender identity. In addition, because of the associated behavioral difficul-
ties, work is usually directed at diminishing the conflict between parents and
child as well as between the child’s parents. For some children, individual ther-
apy is believed to be helpful in order to examine the fantasy about protecting fe-
males from male aggression. Clearly, in situations where there has been trauma,
dealing with the effects of trauma is clinically indicated.

In adolescence, supportive therapy is important. This is intended to assist the
girl in deciding whether sex reassignment surgery is her best option and whether
treatment of her depression or reaction to trauma may, in time, diminish her de-
sire for SRS. For those adolescents in whom the cross-gender identification
seems quite fixed, use of puberty-delaying hormones may be indicated (12). This
may allow some reduction in pressure to move toward SRS and permit the ado-
lescent to shift gradually and more safely to passing as the other sex. In Holland,
in contrast to North America, there is more support for cross-gender living and an
earlier move to hormone replacement and surgery in adolescence is advocated
(12,14).

ETIOLOGY

There are few systematic studies of etiology of female GID. As indicated above
under “Course and Outcomes,” many children with GID ultimately develop a ho-
mosexual sexual orientation. Retrospective studies of homosexual adults suggest
that many displayed cross-gender interests and behavior as children (15). How-
ever, not all did, and there are no studies that clearly document what proportion
of individuals with a homosexual orientation would have met criteria for GID in
childhood. Thus, homosexuality and GID are not synonymous, as has sometimes
been suggested. However, because of the clear connection between GID and homo-
sexuality, there has been interest among GID researchers in examining those fac-
tors that are thought to play a role in the development of homosexuality. In this
section, we will briefly review some of the literature related to homosexuality,
specifically where it may provide etiologic links relevant to GID.

BIOLOGIC FACTORS

There is evidence from animal studies that levels of cross-gender behavior in
young offspring can be manipulated through altering exposure to androgens in
utero. This work led to the prenatal hormone theory, which posits that sex-
dimorphic patterns of behavior result from brain patterning that occurs with ex-
posure to androgens at various critical periods of brain development (16). A
confounding factor in transferring this theory to human development has been the
presence of genital masculinization in intersex conditions. Ambiguous genitalia
were seen as eliciting ambivalence from caregivers and contributing to the child’s
reactions. However, work in rhesus macaques has shown that hormonal manipu-
lation can affect aspects of behavior, such as mounting and rough play, without
inducing genital masculinization and that these effects are dependent on the tim-
ing of hormonal manipulation (17). However, despite years of research, largely
on male homosexuality, evidence that “brain patterning” plays a significant role
in human sexuality or GID is modest. There is some evidence from studies of in-
tersex conditions suggesting that exposure to androgens in utero may play a con-
tributory role in gender role behavior in girls.
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Congenital adrenal hyperplasia (CAH) is an intersex disorder in which af-
fected females are exposed to abnormally high levels of androgens in utero be-
cause their adrenals lack the hormone that converts cortisone precursors to corti-
sone. This cortisone deficiency results in lack of the normal feedback at the level
of the hypothalamus and an increase in levels of adrenocorticotrophic hormone
(ACTH), which in turn increases the adrenal production of androgen. There are
two variants, simple virilizing and salt-wasting CAH, the latter being generally
more severe and tending to produce more masculinization in utero. Girls with
CAH, particularly of the salt-wasting type, show higher levels of activity and
more tomboyish interests and behavior than do their nonaffected sisters. As
adults, they are somewhat slower in their overall psychosexual development and
have higher levels of homoerotic fantasy but not homosexual behavior. Their
gender identity is typically female although there may be a somewhat higher
level of referral for GID than would be expected from the number of these disor-
ders in the population. (For reviews see 16,18,19.)

There is also some evidence supporting a correlation between maternal testos-
terone in utero and masculine role behavior in girls. In a normative sample,
following 679 children (50.3% males) from early in the pregnancy through
childhood, Hines and coauthors (20) found a linear relationship between prenatal
maternal testosterone (T) levels and masculine gender role behavior in girls but
not boys. Although the girls classified behaviorally as “masculine” had higher
maternal testosterone levels, the amount of the variance explained by the hor-
monal difference was small.

As noted above, conjecturing about the role that exposure to elevated levels of
testosterone in utero may play is confounded in intersex cases by the presence of
genital ambiguity at birth. What is interesting, however, is that girls with intersex
conditions who had virilized genitals at birth and who, it is presumed, were ex-
posed to elevated levels of testosterone in utero, displayed sex role behavior that
was less masculine overall than that of our sample of girls with GID, who were
physically normal (21). This suggests that, whatever role the exposure to testos-
terone in utero plays, it is less powerful than other factors in the development of
GID in girls.

As reported above, girls with GID do display a higher activity level than their
sisters without GID, similar to that of boys who are controls in the studies (5).
Whether this reflects a hormonal effect or is simply a temperamental variable is
difficult to ascertain. It does seem to permit these girls to relate comfortably to
boys and to share their interests.

The only other area that tends to support a testosterone effect in utero involves
the length of the second and fourth digits in the hand, known as the 2D:4D ratio.
Typically males have a low (less than 1) 2D:4D ratio and females have a high
(greater than 1) ratio (22). In at least three studies (23,24,25), lesbians as well as
males and females with CAH (26) have been found to have a low ratio (27). Al-
though a recent large study failed to confirm this finding in lesbian women (27),
the Hall and Love (23) study examining twins concordant and discordant for sex-
ual orientation did find a lower 2D:4D ratio in the lesbian as opposed to the het-
erosexual twin, suggesting higher in utero androgen exposure in the lesbian
cotwins. This has not been studied systematically in GID, although masculine
lesbian women have a lower ratio than feminine lesbian women (28). Although
some might argue that the exposure to testosterone in utero at higher than normal
levels makes a female more likely to be masculine or sexually attracted to
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females, this is most likely a relatively small effect. It may, however, contribute to
the higher activity level seen in CAH girls and possibly in girls with GID.

Other putative biologic factors include the effects of maternal stress in utero. In
animals, stress in utero tends to lead to reversals of sex typical characteristics in
males. This is less marked in females (29). In the Avon Longitudinal Study of Par-
ents and Children, subjects in a large sample of children were followed from 18 or
32 weeks of gestation to 42 months after birth. The authors could find no influence
of stress on gender role behavior in boys and only a very modest effect in girls (30).
However, from this same study, there is evidence that maternal stress during preg-
nancy does appear to increase stress reactivity in offspring. This may play a role in
the development of psychopathology more generally, and contribute to the develop-
ment of GID. See below and Bradley (31) for a more thorough discussion.

Following findings of a later birth order for males with GID (32), there has
been interest in examining this effect in females with GID. There has been only
one small study (n = 22) conducted in females with GID in comparison with
clinical controls. Girls with GID were earlier in their birth order than the con-
trols (33). This is the mirror opposite of the findings in boys with GID and homo-
sexual men, who are born later in their birth order with an excess of brothers (32).
If an early birth order effect exists in girls with GID, it is hard to find an adequate
biologic explanation for such an effect. In males the late birth order effect has
been posited to represent an autoimmune reaction that increases with prior male
births. Equally possible is that both the male and female findings may represent
psychosocial effects related to the child’s position in the family.

Studies of handedness in homosexual men do suggest a higher rate of non–right
handedness. A similar finding has been reported in GID boys. Although not as
strong as the findings in males, there is some evidence for a higher rate of
non–right-handedness in lesbian women (34,35). When taken together, it is hard to
frame a gender-related theory that accounts for non–right-handedness in homosex-
ual males and females except that such atypicality may simply reflect developmen-
tal anomalies resulting from in utero effects. The finding of a higher rate of
non–right-handedness also occurs in individuals with other forms of psychopathol-
ogy and suggests a more general developmental interference effect (36). 

Lastly, girls with GID are perceived to be more “rugged” or “handsome” than
are control girls. This is in contrast to boys with GID, who are rated as cute or
beautiful (37). These data are difficult to interpret, likely representing the child’s
efforts to create an identity, as much as they measure something more intrinsic to
the child’s physiognomy.

PSYCHOSOCIAL FACTORS

Because there have been no systematic comparative studies examining psychoso-
cial variables, this section must draw on systematic clinical observation and psy-
chometric test results from our clinic and the Utrecht group.

Although dated, the work of Money and the Hampsons from the 1950s contin-
ues to provide the best extant information concerning the capacity of the
parenting system to override biologic variables (38). These early investigators ex-
amined the gender identity outcomes for intersex infants and generally concluded
that sex of assignment and rearing, particularly if decided before the child is 18
months old, predicts eventual gender identity in later childhood and adulthood.
Despite controversy and some discrepant findings, particularly with respect to
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individuals with 5-alpha-reductase deficiency who, raised as girls, convert to a
male gender identity with appearance of male secondary sex characteristics at pu-
berty (39), these findings continue to be accepted as generally valid. With respect
to children with GID, all of the physically normal children were assigned appro-
priately at birth. What has been much more difficult to assess is whether the par-
ents might have been ambivalent about the child’s sex. In a study by Green exam-
ining variables related to outcome in GID boys, the finding was that parents
failed to discourage the cross-gender behavior (40). This has been typical of our
experience in our clinic in families of boys and girls with GID. Another factor
that appeared salient in Green’s work on GID in boys was that parents of boys
with GID spent less time with them than did parents of controls with their sons.
This is consistent with our observations in both boys and girls. We believe that
these relationship difficulties reflect parental psychopathology or difficulties par-
ents experience in rearing a particular child. Regardless of their origins,
parent–child relationship difficulties likely play a role in the ambivalent rearing
received by the child with GID.

As with other groups of children referred to mental health clinics, we have
found relatively high levels of attachment insecurity in boys with GID (41). Our
sample of girls has not been examined systematically using empirically based
measurements of attachment. However, we have reported high levels of depres-
sion in mothers of girls with GID, particularly at the time when these girls were
infants or toddlers, the putative time when the child’s attachment and identifica-
tion with the mother would be expected to be most affected by the mother’s men-
tal state (5). Mothers of girls with GID appear to have experienced higher than
expected levels of sexual and physical abuse and it is our perception that this ex-
perience has affected the way these women feel about being safe as females, a
fear that we believe is somehow transmitted to their daughters. This perception
of being vulnerable as a female is reinforced when these girls witness their fa-
thers or older male siblings acting out their anger in explosive and threatening
behaviors. We believe that these girls are traumatized by these experiences and
“identify with the aggressor” as a way of recapturing a sense of safety.

We have presented a formulation that attempts to capture this array of biologic
and psychosocial factors (5). GID is a rare phenomenon and requires the presence
of a number of factors, some of which are common to other forms of psy-
chopathology and others that are unique to GID. Children with GID can be pre-
sumed to carry a vulnerability for affective instability or stress reactivity. This is
reflected in the family histories of anxiety, mood, and substance abuse disorders.
Furthermore, these children are recognized as sensitive, a trait that is part of the
picture of stress reactivity seen in animal studies and studies of inhibited children.
For a more complete discussion, see Bradley (31). This trait predisposes individu-
als to later anxiety and depression. The early rearing experience of these children
is often one of insecure attachments related to maternal depression, parental con-
flict, and parent–child conflict. These factors are relatively common in the devel-
opment of childhood psychopathology. What may be unique in the experience of
girls who develop GID is their perception of their mother as relatively vulnerable,
especially in the face of male aggression. This dynamic combined with the high
level of activity of girls with GID may enable the fantasy solution of being strong,
powerful, invulnerable, and able to protect other females as a male. The parents’
lack of overt discouragement of the fantasy, acted out in her cross-gender behav-
ior and role taking, permits this fantasy to become a part of her identity. When the

80 SECTION II ● Childhood 

4700_LWW/Romans_ch05pp071-084  02/22/05  11:04 AM  Page 80



girl with GID is permitted to continue using this fantasy into adolescence, she may
gradually consolidate an identity that is relatively stable, the more so as it serves to
control anxiety. This makes it difficult to give up, because doing so would leave
the girl feeling very insecure. This viewpoint helps to explain the relative im-
mutability of GID in adolescent and adult individuals.

FUTURE DIRECTIONS

Research on GID in girls is relatively complex, given the small sample sizes in
any one clinic. However, as psychophysiologic measures of stress reactivity be-
come more available, it is possible to think of ways of testing some of our pre-
sumptions. Recent work on individuals who have been traumatized or maltreated
suggests hypoactivity and hyperactivity of the hypothalamic pituitary adrenal
axis (HPA) (42,43). Moreover, there is now evidence that some individuals who
are inhibited show increases in excitability of the amygdala related to genetic
polymorphisms of the serotonin transporter (SERT), and that this same polymor-
phism also predisposes to vulnerability to depression (44,46). These findings
suggest that examination of children with GID with respect to functioning of the
HPA axis and arousability of the amygdala or genetic testing for SERT polymor-
phisms could prove relevant.

The other important research direction involves comparison of girls with GID
and girls with other anxiety disorders but without GID on family dynamic vari-
ables, such as maternal experience of male aggression both historically and
currently. Lastly, in light of the fact that adolescents with GID present with high
levels of depression and trauma, it would also be useful to compare them with
populations of depressed adolescents without GID as well as with traumatized
adolescents without GID.

Use of a concrete fantasy solution, such as we propose occurs in GID, is rela-
tively uncommon in the development of psychopathology generally. There are
some parallels in women with eating disorders (see Chapter 8, “Eating Disorders
and Body Image in Adolescence,” by Bulik and Reba in this book). What causes an
individual to resort to such dramatic and concrete solutions to inner distress is not
well understood. Are there cognitive predispositions that facilitate the use of such
strategies? In the past, questions have been raised about GID being a delusional
disorder. Generally individuals with GID do not manifest the other phenomena
typically associated with psychotic disorders. Is it possible that their solution
binds their anxiety in a way that protects them from displaying more psychotic
symptoms? Although these questions remain difficult to answer, in order to ade-
quately understand the disorder, it may be necessary to explore more fully the
cognitive strategies employed by individuals who develop GID. 

Clearly, further testing of variables such as the 2D:4D finger ratio, birth order,
and handedness in GID females deserves attention and may contribute to under-
standing how vulnerability in utero may interact with rearing effects.

Intervention in adolescents, as noted above, has been largely supportive, di-
rected at helping the adolescent clarify whether the wish for sex reassignment
surgery (SRS) is fixed or malleable. It is possible to consider using medications
to reduce stress reactivity, such as the selective serotonergic reuptake inhibitors
(SSRIs), or even atypical antipsychotics early on in the course of treatment, to
examine whether reducing anxiety might make it more possible for adolescents
with GID to relinquish their need for such a dramatic solution to distress.
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Lastly, prediction of which individuals who present with a request for SRS
are most likely to persist in their wish has been hampered by the lack of follow-
up studies of this population, whether first presenting in childhood or in adoles-
cence. Systematic recruitment of girls presenting with GID into longitudinal
studies would provide answers that could assist in treatment (47).

CONCLUSIONS

Gender identity disorder in girls is a relatively rare, and somewhat understudied
area. Although efforts have been made to find a simple biologic explanation to
the puzzle of this firmly held conviction (that is not quite a delusion), this work
has not proven fruitful. It appears that this syndrome arises from a complex inter-
play of biologic and psychosocial variables. The conviction is relatively more
mutable in early childhood but assumes increasing rigidity with time. Factors
that offer hope for intervention include locating the vulnerability to anxiety in
this population (as in the study of the SERT polymorphism) and further study
of the biologic reactions to trauma assuming early intervention in trauma can
reduce the likelihood of later symptomatology.
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CHAPTER 6

Developmental
Pathways of ADHD 

Florence Levy 

PREVALENCE OF ATTENTION DEFICIT HYPERACTIVITY DISORDER

Of interest to women’s mental health, most prevalence studies of attention deficit
hyperactivity disorder (ADHD) have reported a significant excess of boys over
girls, with ratios varying from 18:1 to 4:1 (1). The actual prevalence depends on
whether the classification system used is categorical or dimensional. It also de-
pends on the choice of informant, the age and gender composition of the population
studied, and the instrument used to measure impairment. Widely divergent esti-
mates of prevalence, from 4% to 17% of the population, have been reported (esti-
mates are lower, 0.8% to 1.7%, for hyperkinetic disorder, the term used by the In-
ternational Classification of Diseases, 10th edition, ICD-10) (1). All questionnaire
estimates show an excess of ADHD in boys. There is less consistency with respect
to the influence of age and comorbidity. In general, interview studies suggest a de-
cline in prevalence with age. The Buitelaar review found high rates of comorbidity
of ADHD and oppositional defiant disorder (25%), conduct disorder (15%), anxi-
ety (25%), and depression (25%) (1). Studies of externalizing and internalizing co-
morbidity patterns in children aged 6 to 12 years old (with ADHD combined and
ADHD inattentive subtypes) indicate significant comorbidity between ADHD
combined subtype and oppositional defiant disorder or conduct disorder (2).
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Possible explanations for the male excess are rater bias, referral bias, thresh-
old differences, and behavioral or learning differences between the sexes.
Faraone and colleagues (3) have found that boys have an increased risk over girls
for ADHD diagnosed according to criteria of the Diagnostic and Statistical Man-
ual of Mental Disorders, 3rd edition (DSM-III) only in families that exhibit anti-
social disorders. These investigators postulate that gender differences might be
important in that they provide clues to the genetic heterogeneity of ADHD. 

In terms of etiology, Rhee and colleagues (4,5) have compared the constitu-
tional variability model with the polygenic multiple threshold model. The latter
assumes a continuum of liability with a higher threshold for girls, while the con-
stitutional variability model implies unique male susceptibility. Evidence for
male susceptibility is buttressed by the fact that the birth of boys is associated
with relatively more labor and delivery problems and boys show greater immatu-
rity at birth. Boys exhibit greater degrees of overactivity and inattention. In this
way of thinking, girls with ADHD represent a brain-damaged group. The poly-
genic model postulates that those of the sex that is less frequently affected (fe-
males in the case of ADHD) should have more affected relatives than those of the
more frequently affected sex. Indeed, Rhee and colleagues have shown that
cotwins and cosiblings of girls with ADHD have a higher number of ADHD
symptoms on average (mean � 5.54, sd � 4.35) than the cotwins and cosiblings
of boys with ADHD (mean � 4.24, SD � 4.0), a finding supportive of the poly-
genic multiple threshold model (4). 

In their review of gender differences in prevalence and in the association of
ADHD and hyperkinetic disorder (HKD), Heptinstall and Taylor (6) point to a
number of inconsistencies and contradictions in the literature, namely that popu-
lation samples and clinic-referred samples differ in their characteristics. A study
on the discriminant validity (e.g., relationship to criteria external to the defining
symptoms) of DSM-IV ADHD in a nationally representative Australian sample
of 3,597 children, aged 6 to 17 years, found a prevalence of 7.5% (6.9% if only
those with impairment are included) for ADHD (7). The inattentive subtype was
found to be more common than the combined and hyperactive-impulsive sub-
types. This study, which included parent-rated impairment measures, concluded
that ADHD was more prevalent among males in all three subtypes, with the male
to female ratio for combined type being approximately twice that of hyperactive-
impulsive and inattentive type (7). 

In their meta-analysis of gender differences in ADHD (8), Gaub and Carlson
found that among population samples not referred to clinics girls with ADHD
displayed lower levels of inattention, internalizing behavior, and peer aggression
than boys with ADHD, but clinic-referred samples showed similar gender levels
of both impairment and comorbidity. According to observations of classroom be-
havior of 403 boys and 99 girls with ADHD, boys engaged in more rule-breaking
and externalizing impulsive behaviors (disruptive behavior disorders, or DBD)
than did girls (9). It was also found that children with ADHD and DBD mani-
fested more interference with classroom routine behaviors than did children with
ADHD and anxiety, although comorbid anxiety did not always inhibit the rate of
disruptive behavior.

A recent meta-analysis by Gershon has pointed out that identification of
ADHD in females is difficult, as fewer females than males are evaluated in spe-
cialized clinics (10). While epidemiologic samples estimate gender differences
at 3:1, clinical samples range closer to 9:1. This supports the Australian
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epidemiologic findings: male:female ratio of 1.7:1 for hyperactive-impulsive
types and 4.6:1 for combined types, respectively, somewhat lower and somewhat
higher than in previous community-based studies. Combined subtypes had higher
scores on the anxious/depressed scale of the Achenbach Child Behavior Check-
list (CBCL), and on all three externalizing scales of the CBCL. Combined type
symptoms were rated as causing greater disruption to family activities than inat-
tentive and hyperactive-impulsive symptoms. All children with combined type
symptoms met criteria for impairment, compared with 93% of the inattentive and
86% of the hyperactive-impulsive types (7). 

Comparing results with those of Gaub and Carlson, Gershon (10) examined
potential moderators of effect size estimates of the male:female ratio. These in-
clude publication status, referral source, rater effects, assessment of IQ, age of
subjects, and diagnostic system used. He found that ADHD females manifested
significantly fewer externalizing problems, but significantly more internalizing
problems than ADHD males. Girls performed worse on full scale and verbal IQ.
Teachers rated girls as less inattentive and having fewer externalizing problems
than boys. Clinically referred samples, as was expected, tended to manifest more
severe symptoms than community samples. This study also found a possible gen-
der bias in rating scales, all tending to score boys higher than girls. Large gender
differences persist, however, even when this is taken into account. 

HERITABILITY DIFFERENCES

Sex differences in prevalence are not explained by heritability differences be-
tween girls and boys. Rietveld and colleagues (11) studied a large community
sample of twins 3 to 12 years old for overactive behavior and attention problems.
They used a cross-sectional twin design controlling for developmental, gender,
and rater contrast contributions. They found that heritability ranged from 68% to
76% across age groups. In general, patterns of additive genetic, dominance, and
unique environmental effects were similar in boys and girls, with a rater contrast
effect found at 3 years of age.

DEVELOPMENTAL RISKS

Boys may be more vulnerable than girls to many developmental and social prob-
lems (12). For instance, girls in general have superior literary skills and are more
aware of and more explicit about their feelings, while boys are said to lack an
emotional vocabulary. 

An interesting animal study reported by Andersen and Teicher found sex dif-
ferences in dopamine receptor density. They found greater lateralized D2
dopamine receptor density in young male rats, which was thought to parallel the
appearance of motor symptoms (13). The presence of ADHD has significant de-
velopmental implications, which may differ in girls compared to boys, with boys
manifesting more comorbid externalizing problems. This can give rise to difficul-
ties with socialization throughout preschool and the primary school years. On the
other hand, the tendency for girls with inattention to experience anxiety is also
likely to interfere with school adjustment. The transition through adolescence
into adulthood is a particularly vulnerable phase for children with ADHD. This
may have particularly significant implications for girls; vulnerability to adoles-
cent pregnancy is an example.
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Rucklidge and Tannock found that females with ADHD (aged 13 to 16) were
more significantly impaired than female controls on most measures of psy-
chosocial functioning, including self-reported depression (14). When compared
to males, there were no significant differences in major Axis I clinical disor-
ders, but females reported more overall distress, anxiety, and depression and a
more external locus of control than males. On the WISC-III, males had lower
scores on processing speed, while females had lower vocabulary scores. The
authors concluded that having ADHD may be more psychologically impairing
for females.

Dalsgaard and colleagues (15) report on a 20-year (1969–1989) follow-up of
218 children, initially aged 4–15 years, who received pharmacologic treatment
with methylphenidate or dexamphetamine because of inattention and hyperac-
tivity. Interestingly, gender was the most important predictor of psychiatric ad-
mission in adulthood, with women most at risk; 32% of the female sample had
an adult admission. Girls with ADHD plus conduct problems had a much
higher risk of adult psychiatric admission than those without conduct disorder
(60% of those with an initial diagnosis of ADHD with conduct disorder, com-
pared with 22.6% of those with an ADHD diagnosis). However, antisocial per-
sonality development was not predicted by gender, IQ, duration of stimulant
treatment, or degree of childhood ADHD symptomatology. The study suggests
a relatively poorer outcome for girls with ADHD, particularly those with co-
morbid conduct disorder.

ETIOLOGIC RISKS

Etiologic risks were investigated by Biederman and colleagues (16) in two
clinical samples of children who met full DSM-III criteria for ADHD at the
time of referral. The study used a three-stage ascertainment procedure and
contrasted subjects to healthy controls. The investigators found Rutter’s indi-
cators of adversity to be significantly associated with the risk for ADHD, but
the cumulative adversity risk did not differ by gender. For substance use disor-
ders, there was a significant gender-by-diagnosis interaction, indicating that
ADHD was a significantly weaker risk factor for substance use in boys than it
was in girls. However, girls did seem relatively protected with respect to
global functioning and learning disability, whereas boys seemed more vulner-
able to adverse outcomes. The authors suggested that twin and adoption
studies of adversity effects would be a useful way to separate genetic and envi-
ronmental effects.

Biederman et al. (17) also investigated the discrepancy in the male:female
ratio between clinic-referred (10 to 1) and community-referred (3 to 1) samples
of children with ADHD. They studied 140 boys and 140 girls with ADHD and
120 boys and 120 girls without ADHD for indicators of social adversity, IQ, read-
ing, and arithmetic achievement. They found that ADHD in girls was more likely
to be predominantly of the inattentive subtype and less likely to be associated
with a learning disability in either reading or mathematics. The risks for ADHD-
associated impairment were similarly elevated in boys and girls, but gender-
specific baseline risks may have resulted in different rates of psychiatric morbid-
ity. Despite this, they again found that there was a significantly increased risk for
substance use disorders in girls compared with boys among children referred to
ADHD clinics.
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ADOPTEE AND TWIN STUDIES

Attention deficit hyperactivity disorder (ADHD) has been shown to be a
highly heritable disorder, with increasing numbers of studies investigating ge-
netic factors (18). A study was conducted of adoptees between 18 and 47 years
of age who were separated from their biologic families within a few days of
birth. At least one biologic parent was diagnosed with antisocial personality or
substance abuse or both. With the use of structural equation modeling, it was
found that, in the males, oppositional defiant disorder (ODD) was predicted by
an antisocial biological background but not by an adverse adoptive environ-
ment. Conduct disorder (CD), on the other hand, was predicted by adoptive
environment alone. For females, the results were somewhat different. A bio-
logic background or biologic-environmental interactions predicted both ODD
and CD (19).

A study of 2,082 twin pairs found that the overlap of conduct problems and
ADHD was explained by common genetic and nonshared environmental factors
(20). Together with our finding of very low, shared environmental influences on
ADHD (18), this study suggests different etiologic factors for different behavior
syndromes. Waldman and colleagues (21) sampled the first wave of the
Australian Twin Study on 2,600 3-year-old to 15-year-old male and female
same-sex and opposite-sex twins, and similar age nontwin siblings. A multivari-
ate genetic analysis, using Cholesky decomposition, indicated that, while there
was considerable overlap in the genetic and environmental influences on ADHD,
CD, and ODD, the influences of shared environment on CD was much greater
than on ODD. Thus, twin studies suggest separate etiologic subgroupings of
ADD/ADHD and ODD/CD symptom profiles.

MOLECULAR GENETICS

The candidate gene approach to searching for putative genes responsible for
these disorders is based on postulated neurotransmitter mechanisms. Molecular
genetic approaches have been tried in relation to dopaminergic [dopamine trans-
porter (DAT), dopamine D4 receptor (DRD4), and dopamine D5 receptor
(DRD5)] genes as well as adrenergic, serotonergic, and nicotinic receptor genes
(22). Comorbidity with learning disability has given rise to renewed interest in
“reading” genes. For example, Grigorenko et al. described an association of pho-
netic awareness with a site on chromosome 6 and an association of whole word
reading with a site on chromosome 15 (23). Reviewing twin and genetic studies
of dyslexia, these researchers point out the complexities resulting from varied
definitions and cognitive models of dyslexia (24). However, despite the develop-
mental variability of the phenotype, there is emerging evidence suggesting that
phonologic abilities constitute a core set of reading-related processes predictive
of accuracy and speed of reading. Twin studies found reading performance to be
highly heritable in both proband (0.82) and control (0.66) twins (25). Molecular
genetic investigations have pursued an association between autoimmune distur-
bances and dyslexia (26). Findings from an affected sib-pair study have provided
evidence for linkage between reading disability and DNA markers localized to
6p21.3 (the HLA region or “neighborhood”). Reproducible genetic findings
should enable treatments in the future to be more individually tailored in terms of
gene–phenotype relationships. 
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GENDER DIFFERENCES IN COMORBIDITY

Sharp and colleagues, studying a clinical sample of 42 girls and 56 boys with
ADHD combined type, found few gender differences in ADHD ratings, comorbid-
ity, and treatment response (27). An earlier study by Berry et al. had found that,
within an ADD with hyperactivity group, girls demonstrated more severe cogni-
tive impairments than boys, particularly in language function (28). Girls were
also comparatively younger at the time of referral. Boys manifested more disrup-
tive behaviors. In contrast, within the ADD without hyperactivity group, the girls
were significantly older than the boys and demonstrated lower self-esteem. The
sample came from children being evaluated at a learning disorders unit and a pedi-
atric neurology clinic. An inventory paralleling DSM-III criteria was used. While
the sample may have been biased by its referral source, the study results suggest
subtype differences between genders in behavior, cognition, and comorbidity. 

My colleagues and I obtained data from a large sample of twins and siblings
consisting of 2,173 males (mean age 10.69 years) and 2,197 females (mean age
10.75) years, from the Australian Twin Study of ADHD (29). Through mailed
DSM-I–based questionnaires, we investigated patterns of comorbidity in the
three DSM-IV subtypes of ADHD: 1) predominantly inattentive, 2) predomi-
nantly hyperactive-impulsive, and 3) combined, with oppositional defiant disor-
der, conduct disorder, separation disorder, speech, and reading problems. The
findings indicated there were no significant gender differences in comorbidity for
externalizing disorders but separation anxiety was greater in females than males
in the inattentive subtype. The greater separation anxiety in inattentive girls could
be a manifestation of developmental immaturity, possibly suggesting a different
etiology or developmental path for this subtype in girls. These results may reflect
the community source of the sample given that boys manifest more externalizing
disorder in clinical samples. 

LEARNING SUBTYPES

Willcutt and colleagues utilized a community sample of 373 twin pairs ranging
from 8 to 18 years old in which at least one twin exhibited a history of learning
disability, to examine the etiology of inattention and hyperactivity-impulsity
(Hyp/Imp). Their results showed that extreme inattention scores were highly her-
itable whether or not the proband exhibited extreme Hyp/Imp. In contrast, the
heritability of extreme Hyp/Imp increased as a linear function of the number of
inattention symptoms exhibited. The conclusion was that extreme Hyp/Imp
might be attributable to different etiologic influences depending on the presence
or absence of extreme inattention (30).

The same research team also showed that approximately 95% of the pheno-
typic covariance between reading disability (RD) and symptoms of inattention
was attributable to common genetic influences, whereas the same was only true
of 21% of the phenotypic overlap between RD and Hyp/Imp (31). 

TREATMENT

Treatment for boys and girls is essentially similar. Sharp and colleagues found
that girls exhibited beneficial effects of stimulant medications similar to those ex-
hibited by boys (27). They suggested that both methylphenidate and dextroam-
phetamine should be tried if response to one or the other was not optimal. Recent
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developments of slow-release stimulant medications allow single daily dose regi-
mens, but their comparative value remains to be evaluated. 

IMPLICATIONS FOR CARERS

Caring for a child who has ADHD is both demanding and unrelenting, particu-
larly for mothers, many of whom may be single or lacking in support. This has
implications for individuals and for policy. At the individual level, parents are
called upon to support and treat a child who demands more care and structure for
a longer period of time than other children. Single mothers may have several chil-
dren for whom they carry responsibility and are likely to be stressed, with little fi-
nancial or social support. In addition, ADHD medications tend to be expensive,
particularly the recent slow-release preparations. Thus, at the policy level, provi-
sion should be made to support families whose children need care and whose
treatment involves great expense relative to other children. In these respects,
ADHD should be regarded as a developmental disability. There are also educa-
tional implications for increased support at primary and high school levels, in-
cluding remediation for language and learning problems. Children from low so-
cioeconomic status and deprived backgrounds are particularly at risk, as they
often lack access to treatment or remedial programs. 

FUTURE APPROACHES

Gender differences in subtypes, including comorbidity, can be identified by twin
and genetic approaches, while pharmacogenomic studies may, in the future, iden-
tify differences or similarities in medication response. Also, further prospective
outcome studies such as that of Dalsgard and colleagues (15) should help to iden-
tify similarities and differences between developmental pathways for girls and
those for boys.
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CHAPTER 7

Conduct Disorders in Girls
Ellen L. Lipman, David R. Offord*

WHAT IS IT?

Conduct disorder, as defined by the Diagnostic and Statistical Manual of Mental Dis-
orders, 4th edition (DSM-IV), identifies individuals with “a repetitive and persistent
pattern of behavior in which the basic rights of others or major age-appropriate societal
norms or rules are violated” (see Table 7.1) (1). These behaviors manifest as aggression
to people and animals (e.g., physical fights, cruelty to animals), destruction of property
(e.g., fire setting), deceitfulness, or theft (e.g., breaking into someone’s house), and/or
other serious violations of rules (e.g., often truancy from school). To meet DSM-IV cri-
teria for the disorder, at least three of 15 possible behaviors must have been present in
the past 12 months, with at least one in the past six months. Specifiers include type,
based on age of onset (childhood onset or adolescent onset), and severity, based on
number or harmfulness of symptoms (mild, moderate, severe). Conduct disorder differs
from delinquency, which refers to involvement with the police and/or court system
for breaking the law. Delinquents make up a portion of the individuals with conduct
disorder. 

In this chapter, we focus on girls with conduct disorder, a group that has been under-
studied. The aim of this chapter is to present updated prevalence estimates, review bio-
logic and psychosocial risk and protective factors, and outline course and long-term
outcomes. 
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94 SECTION II ● Childhood 

T A B L E  7 . 1  

DSM-IV Diagnostic Criteria for Conduct Disorder

A. A repetitive and persistent pattern of behavior in which the basic rights of others or major age-appropriate
societal norms or rules are violated as manifested by the presence of three (or more) of the following criteria
in the past 12 months, with at least one criterion present in the past 6 months:

Aggression to People and Animals
(1) often bullies, threatens, or intimidates others
(2) often initiates physical fights
(3) has used a weapon that can cause serious physical harm to others (e.g., a bat, brick, broken bottle,

knife, gun)
(4) has been physically cruel to people
(5) has been physically cruel to animals
(6) has stolen while confronting a victim (e.g., mugging, purse snatching, extortion, armed robbery)
(7) has forced someone into sexual activity

Destruction of Property
(8) has deliberately engaged in fire setting with the intention of causing serious damage
(9) has deliberately destroyed others’ property (other than by fire setting)

Deceitfulness or Theft
(10) has broken into someone else’s house, building, or car
(11) often lies to obtain goods or favors or to avoid obligations (i.e., “cons” others)
(12) has stolen items of nontrivial value without confronting a victim (e.g., shoplifting, but without breaking

and entering; forgery)

Serious Violations of Rules
(13) often stays out at night despite parental prohibitions, beginning before age 13 years
(14) has run away from home overnight at least twice while living in parental or parental surrogate home (or

once without returning for a lengthy period)
(15) is often truant from school, beginning before age 13 years

B. The disturbance in behavior causes clinically significant impairment in social, academic, or occupational
functioning.

C. If the individual is age 18 years or older, criteria are not met for antisocial personality disorder.

Specifiers
1. Type based on age at onset:

a. Childhood-onset type: onset of at least one criterion characteristic of conduct disorder prior to age 10 years
b. Adolescent-onset type: absence of any criteria characteristic of conduct disorder prior to age 10 years

2. Severity:
a. Mild: few if any conduct problems in excess of those required to make the diagnosis and conduct problems

cause only minor harm to others
b. Moderate: number of conduct problems and effect on others intermediate between “mild” and “severe”
c. Severe: many conduct problems in excess of those required to make the diagnosis or conduct problems

cause considerable harm to others

Adapted from American Psychiatric Association, Diagnostic and Statistical Modified Manual of Mental Disorders 4th Ed. Washington,
DC: 1994:90–91.
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PREVALENCE AND IMPAIRMENT

PREVALENCE

The prevalence of conduct disorder varies according to populations sampled
(clinical or community), age of child, gender, and the informant. Within clinical
populations, conduct disorder is among the most common reasons for referral.
Data collected using the Brief Child and Family Phone Interview (2) on over
10,000 children and adolescents 6 to 18 years old who were referred to a chil-
dren’s mental health center in Ontario between March 2000 and June 2003
demonstrate that 37.7% of parents endorse behaviors consistent with conduct
disorder at the time of intake (see Table 7.2). Rates vary slightly by gender, with
girls demonstrating slightly higher rates (girls 39.7%, 40.0%, and 39.3% for
6–18, 6–11, and 12–18 years, respectively; boys 36.4%, 36.3%, and 36.5% for
the same age ranges).

General population estimates based on epidemiologic studies of behavior
problems for children and adolescents 4–18 years old throughout the world range
from 0.0 to 11.9% (median 2.0%) (3). Canadian data from the Ontario Child
Health Study, a community-based study of 4- to 16-year-olds in Ontario com-
pleted in 1983 with follow-up in 1987, estimated prevalence at 5.5% for 4- to 16-
year-olds in Ontario. Prevalence rates vary by age and gender, with higher rates
reported for boys than girls and in older than younger children (girls 2.7%, 1.8%,
and 4.1% for 4–16, 4–11, and 12–16 years, respectively; boys 8.1%, 6.5%, and
10.4% for the same ages) (4). 

Although the prevalence of conduct disorder in the general or in specific pop-
ulations is important, several issues must be recognized. First, the prevalence of a
disorder depends on the threshold and therefore is somewhat arbitrary. For exam-
ple, DSM-IV requires three of 15 symptoms for diagnosis (1). Changing the
threshold to two or four of 15 symptoms will increase or lower the prevalence of
disorder respectively. Second, within the system of psychiatric classification, di-
agnostic criteria for conduct disorder have changed over time, as some criteria
have been modified and others added or withdrawn. Changing the behaviors re-
quired to meet criteria for conduct disorder can also influence prevalence.

Understanding differences in the rates of conduct disorder between girls
and boys has been of interest to researchers in the field. It has been suggested
that these differing rates reflect true differences in conduct disorder between
girls and boys that arise because of differing social and cultural expectations
for each sex (5). Others have argued that the establishment of DSM criteria for
conduct disorder came primarily from studies of boys, and that a different def-
inition should be used for girls with conduct disorder (6). For example, in a
sample of girls representative of the general population in Quebec who
demonstrated persistent antisocial behaviors from ages 6 to 10 years, only 3%
met DSM-III-R criteria for conduct disorder (7), prompting the investigators
to question the adequacy of the definition or criteria for conduct disorder for
girls. Ideas for modification of the definition include setting gender-specific
thresholds for conduct disorder or including different behaviors in the criteria
for disorder (6). One investigation testing the prevalence of conduct disorder
using gender-specific thresholds among children with comorbid attention
deficit hyperactivity did not support a difference in diagnostic threshold by
gender (8). 
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Many of the behaviors included in conduct disorder reflect physical or direct
aggression, which is more common among boys and in minor forms considered
normal. Up to about 4 years of age, girls and boys generally show equal rates of
aggressive behaviors. After that, rates of physically aggressive behaviors increase
in boys. Data from the 1994 National Longitudinal Survey of Children and Youth
(NLSCY), a long-term survey of child development and well-being in Canada,
that examined physical aggression among girls and boys, suggest that differences
among girls and boys may emerge earlier, since mean physical aggression scores
were found to be elevated among boys as early as ages 2 to 3 years (9).

The concept of indirect or social aggression (harm caused in the context of
social relationships) is thought to better represent female aggression. Peer in-
teractions for girls in early and middle childhood are generally with other girls,
and formation of close relationships is important during this developmental
stage, so attempts to hurt others through disruption or control of peer relation-
ships are potent aggressive behaviors. Girls rate social aggression as being
more harmful than boys do, and rate it as harmful as physical aggression (10).
In interpersonal problem situations, aggressive girls prefer relationally or indi-
rectly aggressive solutions, whereas aggressive boys prefer overtly physical or
directly aggressive solutions. 

The National Longitudinal Survey of Children and Youth collected informa-
tion on both physically and socially aggressive behaviors. These are demon-
strated in Table 7.3 (4). Higher rates of physically aggressive behaviors are re-
ported for boys than for girls in both age groups (4–7 and 8–11 years old).
Female:male ratios of direct aggression behaviors range from 26.3% to 76.4%,
with the biggest female:male discrepancy emerging for the most aggressive
behavior, “physically attacks people” (lowest ratio of 0.5:1.9 or 26.3%). Fe-
male:male ratios for 8-year olds to 11-year-olds are slightly greater, with “physi-
cally attacks people” remaining at the lowest ratio (41.2%). The behavior “threat-
ens people,” the least aggressive behavior in the direct aggression list, is greater
among girls in the older age group (female:male ratio, 171.4%). Rates of indirect
or social aggression are higher among girls than boys in both age groups (4–7
and 8–11 years), with rates of socially aggressive behaviors reported increasing
with age for girls compared with boys.

IMPAIRMENT

A heavy burden of suffering is associated with conduct disorder. This is due to
the high prevalence; the associated impairments in behavioral, social, and aca-
demic functioning; the persistence of difficulties for many into the adult years;
and the substantial costs of resources utilized by individuals with conduct disor-
der, their families, and their victims in the health and judicial systems to name
a few. 

Comorbidity is common among children and adolescents with conduct disor-
der. Other disruptive behavior or externalizing disorders, attention deficit hyper-
activity disorder, and oppositional defiant disorder are among the most frequent
comorbid conditions. The internalizing disorders, mood and anxiety disorders,
also can co-occur. In a Canadian general population sample of children 4 to 11
years old from the National Longitudinal Survey of Children and Youth, under half
of children with conduct disorder had it as a single disorder (11). Parents reported
that over one third of children with conduct disorder had comorbid hyperactivity
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T A B L E  7 . 3

Prevalence of Indirect and Direct Aggression Symptomsa by Ageb

and Genderc

Prevalence (%)

Age

4–7 8–11
F:M F:M

Symptoms F M Ratio F M Ratio

Indirect Aggression
When mad at someone,

Tries to get others to dislike that person 1.8 1.5 1.20 2.8 1.8 1.56
Becomes friends with another as revenge 1.9 1.3 1.46 2.4 0.8 3.00
Says bad things behind the person’s back 1.6 1.6 1.00 2.3 2.2 1.05
Says to others: “Let’s not be with her/him” 2.3 1.5 1.53 2.8 1.5 1.87
Tells the person’s secrets to a third person 1.9 1.0 1.90 2.0 1.1 1.82

Direct Aggression
Gets into fights 3.2 5.1 0.63 3.8 4.7 0.81
When another child accidentally 5.5 7.2 0.76 4.4 6.9 0.64

hurts her/him (such as by bumping
into her/him), assumes the child meant
to do it and then reacts with anger and
fighting

Physically attacks people 0.5 1.9 0.26 0.7 1.7 0.41
Threatens people 0.8 1.1 0.73 1.2 0.7 1.71
Is cruel, bullies, or is mean to others 0.5 1.1 0.46 0.4 0.6 0.67
Kicks, bites, hits other children 0.4 1.6 0.25 0.5 1.1 0.45

aPrevalence estimates from National Longitudinal Survey of Children and Youth (Cycle 1, 1994). Note prevalence estimates � 2.0 are
unstable, and should be interpreted with caution.

bAge in years.
c F� female, M� male.

Adapted from Offord DR, Lipman EL. Emotional and behavioural problems: frequency by age, gender and income level and co-
occurrence with other problems. In: Growing Up in Canada. National Longitudinal Survey of Children and Youth. Human Resources
Development Canada, Statistics Canada, Ottawa. Catalogue no 89-550-MPE, 1996:121.

(38.0%), one third had difficulties with comorbid feelings of anxiety and depres-
sion (35.5%), and one fifth had difficulties with both hyperactivity and
anxious/depressive feelings (19.0%) (see Figure 7.1) (11). Comorbid anxious and
depressive feelings are more common in girls than boys, particularly as girls be-
come adolescents. 

Rates of comorbid conditions are often higher in clinical populations (see
Table 7.4). Conduct disorder occurs concommitantly with a range of disorders,
with the highest rates of comorbidity occurring with difficulties with attention and
oppositional behavior. Rates of comorbidity between conduct disorder and diffi-
culties with attention, oppositional behavior, and mood were generally elevated
among girls compared with boys. For example, attention difficulties and conduct
disorder co-occurred in 61.0%, 64.0%, and 58.1% of girls 6–18, 6–11, and 12–18
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years old, respectively, while rates for boys were 58.6%, 56.4%, and 62.5% for
the same ages (see Table 7.4).

Other difficulties that commonly co-occur with conduct disorder are academic
difficulties and impairment in social relationships. Data from the NLSCY
demonstrate that among children with one or more behavioral or emotional prob-
lems, one tenth (12.1%) had academic difficulties (repeating a grade), one tenth
(10.8%) had difficulties in social relationships, and 1.5% had both academic and
social difficulties (11). 

Among girls, the risk of anxiety and depression increases in adolescence, so
increased rates of comorbidity for these disorders with conduct disorder are ex-
pected. This is described as a gender paradox, since the gender with the lower
prevalence of conduct disorder (girls) is at higher risk to develop a more rare co-
morbid condition. Substance use (e.g., alcohol and marijuana) is elevated among
adolescent girls with conduct disorder compared with boys (12) and may be in-
fluenced by depressive symptoms. 

In addition to the gender paradox described above, other patterns of comorbid-
ity may influence girls and boys differently. For example, boys with conduct
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FIGURE 7.1 ● Comorbidity of hyperactivity and emotional disorder in a general
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“seems unhappy, sad, depressed,” “not as happy as other children,” “too fearful or anxious,”
“worried,” “cries a lot,” “nervous, high-strung, tense,” “trouble enjoying her/himself,”
“appears miserable, unhappy, tearful, or distressed.” (Figure adapted from Offord DR,
Lipman EL. Emotional and behavioural problems: frequency by age, gender and income level
and co-occurrence with other problems. In: Growing up in Canada. National Longitudinal
Survey of Children and Youth. Human Resources Development Canada, Statistics Canada,
Ottawa. Catalogue no 89-550-MPE, 1996:124.)
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disorder and attention deficit hyperactivity disorder (ADHD) have a worse out-
come than boys with conduct disorder alone. Less is known about ADHD and
conduct disorder in girls, although it has been suggested that girls with ADHD
have a higher than expected chance of conduct disorder, despite a lower preva-
lence rate of both disorders in girls. Anxiety disorders may also influence girls
and boys differently. Boys with early anxiety only have a decreased rate of con-
duct problems later, while those with both anxiety and aggression do worse. Fur-
ther work is needed to try to understand these complex relationships among dis-
orders and related influences of gender.

RISK AND PROTECTIVE FACTORS

RISK FACTORS

A substantial number of risk and protective factors have been identified for con-
duct disorder. The information that follows is not an exhaustive list, and is di-
vided broadly into biologic and psychosocial factors. Emphasis is on newer and
novel work in this area. 

Biologic risk factors that have been identified to be associated with conduct
disorder include physiologic arousal, prenatal and perinatal factors, and genetic
factors. Physiologic underarousal has been measured in children with conduct
disorder as manifested by decreased sensitivity to pain, lower resting heart rate,
and decreased cortisol levels. Only heart rate studies have included girls (13).
Among girls with aggression measured at age 11, there was a significant associa-
tion with low resting heart rate at age 3, even after controlling for biologic,
psychological, and psychiatric confounding factors (13). Girls with conduct dis-
order admitted to a psychiatric inpatient unit had significantly lower heart rates

100 SECTION II ● Childhood 

T A B L E  7 . 4

Rates of Comorbiditya with Conduct Disordera Among Children Referred
to Children’s Mental Health Clinics in Ontario (May 2000 to June 2003)

Comorbid Disordera (%) by Age and Genderb

Age Oppositional Separation Generalized 
(years) Attention Defiant Disorder Anxiety Anxiety Disorder Mood

6–18 59.6 74.0 21.6 19.4 49.3
(n) (2,258) (2,801) (815) (729) (1,852)

F M F M F M F M F M
6–18 61.0 58.6 78.2 71.1 20.6 22.3 20.5 18.5 51.0 48.5

(n) (942) (1,316) (1,209) (1,592) (317) (498) (316) (413) (783) (1,069)
6–11 64.0 56.4 76.4 70.4 23.5 21.7 21.4 19.7 44.1 47.0

(n) (492) (797) (588) (993) (180) (306) (164) (277) (337) (658)
12–18 58.1 62.5 80.0 72.2 17.7 23.2 19.7 16.5 57.8 49.9

(n) (450) (519) (621) (599) (137) (192) (152) (136) (446) (411)

aClassification of disorder based on scores on Brief Child and Family Phone Interview set at >2 standard deviations above mean score of
general population sample aged 6 to 18 years.

b F� female, M� male.
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than other inpatients without conduct disorder (14). Physiologic underarousal in
youth has been shown to be associated with later criminality (15). 

Prenatal and perinatal risk factors have been associated generally with be-
havior problems in children. Maternal substance use, specifically smoking dur-
ing pregnancy and persistent smoking during and after pregnancy, has been as-
sociated with conduct disorder in girls and boys. A strong dose–response
relationship has been demonstrated, with the strength of association between
smoking and conduct problems as great or greater among girls as boys (16). In
comparison with children whose mothers were nonsmokers during pregnancy,
the odds of childhood-onset conduct problems were greater among girls of
mothers who smoked during pregnancy than among boys (relative odds with in-
creasing levels of maternal smoking were 2.17–3.04 for girls and 1.47–2.07 for
boys) (16). The association between conduct problems and omega-3 fatty acid
intake is also of interest. It has been demonstrated that increased levels of di-
etary intake of fish and polyunsaturated fatty acids are associated with de-
creases in hostile and aggressive behaviors in young adults (17). Lower con-
sumption of omega-3 fatty acids from seafood during pregnancy has also been
associated with increased maternal depressive symptoms, even after accounting
for other risk factors associated with depression during pregnancy and more
broadly. Following these lines of investigation, current work is examining
whether varying levels of omega-3 fatty acid consumption during pregnancy
are associated with varying levels of conduct problems in children, and whether
this varies by gender. 

Antisocial behaviors tend to aggregate in families, and genetic factors have
been implicated in some disruptive behavior disorders (e.g., ADHD). Familial ag-
gregation of conduct problems has been demonstrated in the general population
and in clinical populations, although this may represent genetic or environmental
factors or an interaction between the two. One study of girls demonstrated pat-
terns of familial association for comorbid conduct disorder and ADHD, although
no pure conduct disorder group was studied and the number of girls with this co-
morbid condition was small (18). Several twin studies have examined the influ-
ence of genetic factors and conduct disorder, but issues of variation related to de-
velopmental stage, informant, and measurement and their impact of the genetic
factors and conduct disorder remain to be resolved.

Other biologic risk factors for conduct disorder that are the topic of active in-
vestigation include abnormalities in neurotransmitters (e.g., low levels of sero-
tonin in the central nervous system and aggression), neuroanatomical variations
(e.g., frontal lobe damage or dysfunction), and other neurochemicals (e.g., de-
creased salivary cortisol levels, testosterone). Child temperament is also thought
to have a biologic basis, to be related to later externalizing problems, and to differ
in girls and boys. Children who had a “difficult to manage” temperament meas-
ured at age 3 have higher rates of delinquency at age 11 (19). 

Psychosocial risk factors will be divided into family, peer, and community
risk factors. Family risk factors include parental psychopathology, parenting
practices, attachment, and stressful events. Parental psychopathology may work
through multiple mechanisms (as above). In addition to parental antisocial behav-
iors as a risk factor for conduct disorder, maternal depression is associated with
child disruptive behavior. A recent meta-analysis of observational studies of
depression and parenting revealed a strong association between maternal depres-
sion (either current or lifetime) and negative and coercive behaviors (20), and
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coercive parenting has been linked with child difficulties (see below). Lower en-
gagement and fewer positive interactions were also demonstrated (20). Work in
this field is influenced by debate over the extent to which maternal depressive
symptomatology influences mothers’ ratings of their children’s behavior, and re-
lationships between maternal depression and child behavior problems may be
bidirectional.

Parenting practices characterized by lack of warmth or involvement, poor
supervision, parent–child conflict, and discipline styles that are inconsistent or
harsh have been found to be associated with disruptive behaviors in children.
Coercive parent–child interactions take place in many families of children
with conduct problems and have been linked to child difficulties across a
range of developmental stages. The relationship between parenting practices
and child behavior is bidirectional, and interventions that focus on parenting
practices have shown some success among children with conduct disorder and
their families. Many of the studies in this area have been done with males, and
since parents tend to interact differently with their daughters and sons, the re-
lationship between coercive parenting practices and outcomes may be differ-
ent for girls’ than for boys’ outcomes. One study examining girls and boys
from preschool to school age found that coercive parent–child interactions in
the preschool years predicted continued aggressive behavior at school age for
boys but not for girls (21). Further work is needed to identify whether coercive
parenting and other parenting practices may influence the development of conduct
disorder in girls.

Attachment between a child and parent depends on the child’s perception of
parental availability and responsiveness to his or her needs. Attachment quality is
thought to influence a child’s internal representational models of relationships,
which develop during the first year of life, and a child’s future relationships.
Insecure attachment types (insecure-avoidant, insecure-ambivalent/resistant,
insecure-disorganized/disoriented) are thought to develop from inconsistent and
unresponsive parenting practices, and insecure attachment has been linked to dif-
ficulties with anger and in social relationships in young children. However, find-
ings from the work in this area are inconsistent, and more study is needed.

Stressful events classified as family risk factors include marital conflict, high
levels of family stress, large family size, parental separation or divorce, and child
abuse and neglect. The first four factors listed have been associated with later vi-
olence, aggressive behavior, or criminal conviction in some studies, although not
consistently. Child abuse and neglect have been associated with conduct disorder
in children, and this is thought to be partially mediated through the development
of difficulties in social information processing, which may occur as a conse-
quence of abuse (see below). Difficulties with violence and criminality later in
life have also been documented. Differences between girls’ and boys’ responses
to child abuse or neglect and the association with conduct disorder require further
investigation, with attention to specific factors related to the abuse (e.g., whether
the abuse was physical or sexual, severity and duration of the abuse, and relation-
ship of the perpetrator to the child). 

Peer risk factors include social information processing, peer group character-
istics, and peer group status. Social information processing refers to how children
process information about social interactions and relates to child social adjust-
ment. Evidence has been found that some aggressive children process social in-
formation differently than nonaggressive children. They overattend to aggressive
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cues, underattend to nonaggressive or prosocial cues, and attribute hostile intent
in ambiguous situations. This hostile attributional bias results in a reactive ag-
gressive response by the child which she or he feels is justified. Difficulties in so-
cial information processing have been demonstrated in children as young as 4
years old, and more impairment in social information processing is thought to be
related to increased aggression. Aggressive behaviors demonstrated by children
vary by gender, with aggressive girls utilizing relational aggression while aggres-
sive boys utilize physical aggression (22).

Peer group characteristics influence conduct problems. Within same-sex peer
groups, girls are more likely to demonstrate relational or indirect aggression,
whereas boys are more likely to demonstrate physically aggressive behaviors.
Aggressive preschoolers are more likely to associate with other aggressive chil-
dren, and this may continue through adolescence. Deviancy training may occur
within groups of aggressive youth by their encouraging and reinforcing one an-
other’s deviant behavior, and it may lead to delinquency and other difficulties
(e.g., substance use). Girls with early pubertal maturation more commonly associ-
ate with deviant peers (23), although whether early puberty in and of itself repre-
sents a risk factor among girls for conduct disorder and other psychopathology is a
matter of debate (24). Notably, peer group influence likely varies as a result of de-
velopmental stage, with increasing influence as children move into adolescence.

Peer group status, specifically rejection by the peer group, is often an issue for
aggressive children. For girls, relational aggression is a powerful predictor of
rejection, whereas for boys, physical aggression is a strong predictor of rejection.
Since social relationships are of such great importance for girls, peer rejection
may act as a more important risk factor for conduct disorder for girls than for
boys. Children who are reactively aggressive are rated as being disliked more
than children with proactive aggression. Although children with proactive ag-
gression may be liked initially, the friendships they establish do not remain stable
over time. 

Community risk factors are broadly defined to include factors related to the
context within which the child lives and which are outside of the family. These
include socioeconomic characteristics, neighborhood characteristics, and school
characteristics. Low socioeconomic status has been associated repeatedly with
conduct problems. In the Ontario Child Health Study, conduct disorder was sig-
nificantly associated with low income as well as other markers of low socioeco-
nomic status (e.g., welfare status, subsidized housing, unemployment, and over-
crowding). In the National Longitudinal Survey of Children and Youth, the
prevalence of one or more behavioral or emotional problems, including conduct
problems, increased as income decreased (11). The mechanisms through which
low socioeconomic status influences child behavior are incompletely understood
but likely include indirect pathways such as parenting, since poverty increases
stress on parents and may decrease social support and mood as well as their abil-
ity to use optimal parenting strategies. 

Certain neighborhood characteristics are more common among children with
conduct-disordered behaviors. Growing up in a neighborhood that is disadvan-
taged often means living in a public housing project; exposure to violence and
drug use; and lack of or poor quality child care, schools, health care, and adult-
run recreational activities. In Canada, because of the nation’s social welfare sys-
tem, there is generally less variability in the quality of schools and health care
than there is in the United States.
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School characteristics may influence child aggressive behaviors. It is known
that certain school features (such as good management practices in the school
overall and in the classroom, and a balance of children achieving at various lev-
els) have an impact on behavior and academic achievement. This effect is inde-
pendent of the characteristics of the children at school entry. Schools may find it
helpful to the children to be aware of  the potential negative impact of labeling
children as conduct disordered. Rather than only reacting to difficult behaviors,
schools may be able to help children by providing nonstigmatizing programs
universally or various targeted levels to foster prosocial behavior. 

PROTECTIVE FACTORS

Protective factors for conduct disorder are sometimes the absence or opposite of
the risk factors above, although some specific factors have been identified. These
include resilient temperament, academic skills, child competence at a skill, child
involvement with prosocial peers and organizations, noncoercive supportive and
authoritative parenting practices, and a relationship with at least one supportive
adult.

COURSE AND LONG-TERM OUTCOMES

COURSE

The age of onset of conduct disorder has been found to influence its developmen-
tal course. DSM-IV describes childhood-onset conduct disorder as starting ear-
lier than 10 years of age, and adolescent-onset conduct disorder as starting at 11
years of age and up (1). These subtypes have been upheld in studies, although the
data are based largely on males and it is not clear that 10 years of age is the opti-
mal cutoff. Childhood-onset conduct disorder is thought to have a more chronic
course than adolescent-onset disorder. Childhood-onset disorder is associated
with numerous difficulties in adulthood, including substance use, violent crimi-
nal behavior, and partner abuse. It is also associated with an elevated number of
biologic, familial, and other psychosocial risk factors. Adolescent-onset disorder
is described as generally being less serious and more transitory and lacking the
associated early risk factors of childhood-onset disorder. 

Conduct disorder in boys may follow either the childhood-onset or the adolescent-
onset pathway. Risk of serious adult difficulties for adolescent-onset conduct
disorder exceeds that of controls but is less severe than that of childhood-onset
disorder; it includes difficulties with employment and mental health. The majority
of girls with conduct disorder are described as having a “delayed-onset,” with be-
haviors manifesting during adolescence. However, retrospective studies of age of
onset suggest that a number of girls do have childhood onset of the disorder (25).
Prospective studies of the onset of conduct disorder among girls are lacking. 

A number of theories have been proposed to understand the development of
conduct disorder in girls. One model proposes that fewer girls exhibit childhood-
onset disorder because of the biologic, cognitive, and social strengths exhibited
by most girls during this developmental period (e.g., strong language skills and
more prosocial responses) (26). Another theory notes that some girls subse-
quently diagnosed with adolescent-onset conduct disorder have risk factors simi-
lar to those of boys with childhood-onset disorder (e.g., biologic or family risk
factors) but do not develop problematic behaviors until adolescence, when the be-
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haviors appear as resistance to authority and attempts at increased autonomy
(27). A further theory suggests that girls do have difficulties with childhood-onset
conduct disorder but, because the definition of conduct disorder focuses on di-
rectly aggressive behaviors, the diagnosis does not capture these girls, who more
commonly show relational aggression (28).

LONG-TERM OUTCOMES

Long-term outcome outcomes for conduct disorder are best evaluated using
prospective general population studies. The Cambridge Study in Delinquent De-
velopment prospectively followed boys in a London working-class area from
ages 8 to 32, and found aggression, unemployment, and drug and alcohol use in
adulthood (29). Prospective data on girls with conduct disorder are lacking, al-
though other studies have found that longer-term outcomes for girls with con-
duct disorder include antisocial personality disorder and other psychiatric disor-
ders, early pregnancy and relationships with antisocial partners, criminal
behavior, and mortality (30). Adult psychiatric morbidity has been documented
in girls with conduct disorder, with rates ranging from 14% to 60% in various
studies. Antisocial personality is common; it occurs in up to about one third of
girls with conduct disorder. Other adult psychiatric disorders may be more com-
mon, including substance use and suicidal behavior, although not necessarily
depression. 

Sexual promiscuity and teen pregnancy are often correlated with conduct dis-
order in girls. Several studies have demonstrated that ratings of aggression com-
pleted among girls in grade school predicted early pregnancy. Girls’ aggression
also predicted their poor verbal and emotional responsiveness as mothers and de-
velopmental delays in their children. Delayed childbearing may not be superior,
as female offenders choose a male offender more often than a male offender
chooses a female offender. 

High rates of criminality (33%–50% depending on the study design and sam-
ple) have been documented for girls with conduct disorder based on self-report
and official (arrest) data. Delinquent girls have even more elevated rates of adult
crime (up to 96%). Rates of adult crime among girls with conduct disorder ex-
ceeded those of girls with other psychiatric disorders and control girls.

Among studies of the adult outcomes of girls with conduct disorder, mortality
rates varied from 0% to 11%. Although the intervals of follow-up varied consid-
erably (from as few as 2 years to as many as 30 years), deaths occurred in early
adulthood for most of the women who died. 

Other adult difficulties that may occur among girls with conduct disorder in-
clude general difficulties with adult functioning, poor academic achievement, un-
employment, and high rates of service utilization (e.g., physicians, welfare, child
protection).

CONCLUSION

Conduct disorder is a common psychiatric disorder in the general population and
in clinical populations and is associated with a variety of impairments, including
comorbid psychiatric disorders and difficulties with academic and social func-
tioning. Rates of conduct disorder are greater among boys than among girls. This
may reflect the choice of behaviors included in the definition, as girls and boys
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tend to display differing forms of aggressive behaviors. While numerous biologic
and psychosocial risk and protective factors for conduct disorder have been iden-
tified, work in understanding these factors for girls is handicapped by the paucity
of studies that have included girls and by mixed findings that may relate to study
methodology or the developmental stage of study participants. Similarly, study of
long-term outcomes in girls has been inadequate. Improving our understanding
of conduct disorder in girls is important, and more research is required in this sig-
nificant area of study.a
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SECTION III

Adolescence
Section III Summary
Commentary from New Zealand
Leah K. Andrews, M. Louise Webster
Western culture seems determined to portray adolescence as
a time of great turmoil. Sex, substance use, crime, and anti-
social behavior are supposedly the norm, young people
never talk to their parents except to make unreasonable de-
mands, and adolescent women in particular are seen as
being at the mercy of their hormones and societal pressure,
with mood swings so typical as to be unremarkable. Adoles-
cents seem to symbolize both the best and the worst of our
worlds. But what is the evidence for any of this?

Adolescence as a developmental phase for study has a rel-
atively short history. One of the first notable books on the
topic was G. Stanley Hall’s 1904 Adolescence: Its Psychol-
ogy and Its Relations to Anthropology, Sociology, Sex, Crime
and Education (1). It is clear that Hall acknowledged the mul-
tiple influences on adolescent behavior and emotional out-
comes. Some traditional cultures have not seen adolescence
as a distinct developmental phase, yet current processes of
globalization have had a significant impact on how societies
manage transitions for youth. Such issues are highlighted by
researchers in New Zealand studying Samoan girls’ views of
themselves (2) in a culture where adolescence is not generally
recognized, or in New Zealand Maori rangatahi (teenagers’)
discussion of their body image (3).

A steep rise in many “adult-type” mental health problems
occurs at adolescence, and gender differences in prevalence
of disorder also become far more marked than in childhood.
Suicide attempts, anxiety and depressive disorders, and eating
disorders are all more common in adolescent girls than boys
(4). Adolescent girls have traditionally shown lower rates of
substance abuse, antisocial behavior, and completed suicide,
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but even these rates are rising to match those of boys (5). Although no gender differ-
ence is found in attachment security in early childhood, in adolescent girls we find a
higher rate of emerging borderline personality disorder and a greater vulnerability to
developing post-traumatic stress disorder (6).

Powerful media portrayals of young women’s lives also play a significant role in their
socialization. In many societies, a huge shift has occurred from the expectation that
women’s lives would be devoted to family to the idea that combined career and childrear-
ing are possible for all. The social construction of adolescence in girls is beyond the
focus of this book, but it has a strong role in parental and institutional uncertainty in
interpreting, labeling, and managing the behavior and emotions of young women.

Evidence-based approaches are teaching us to be far more cautious about data. We
are learning that studies that don’t separate findings by gender may not provide an-
swers for women’s health. Likewise, we need to consider how the age and culture of
subjects in studies may influence results. The chapters in this section are exciting be-
cause they begin to address these important matters.

Bulik and Reba’s Chapter 8 on eating disorders and body image in adolescence
shows a wide appreciation of the complexities of adolescent girls’ lives, particularly the
issue of culture and exposure to Western media and its interaction with genetic factors
in the production of eating problems.

Differences between the sexes in the onset and course of psychosis are also explored
by Addington and Schultze-Lutter, who speculate on the role of stress and the hypothal-
amic-pituitary axis in Chapter 9.

Adolescent girls who abuse substances are influenced by a complex web of biologic,
family, peer, and sociocultural influences, and these influences are explored in a rea-
soned and probing manner in Chapter 10.

In Chapter 11 on the neurobiologic correlates of disorders of emotional regulation,
Lanius, Bluhm, and Pain draw interesting parallels between chronic post-traumatic
stress disorder and borderline personality disorder, suggesting that girls are especially
vulnerable because they are more likely to experience sexual abuse. 

Finally, we must remember the success of young women;  large-scale surveys of
adolescent girls show that the majority are fine. In a self-report survey of almost 10,000
secondary school students in New Zealand, 80% of students felt healthy, did not engage
in risky behaviors, and reported positive connections to school, family, and peers (7).
Much can be learned by studying the factors that promote such positive outcomes.
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CHAPTER 8

Eating Disorders and Body
Image in Adolescence

Cynthia M. Bulik, Lauren Reba

Ella developed anorexia nervosa when she was 12, about six months after she had
her first period. Before this, she was a popular girl, never one to be in cliques but some-
one who got along with just about everybody. Her teachers praised her for her intellect
and creativity. Her coaches held her up as a model of self-discipline. Her pastor valued
her volunteer work at church. When she started losing weight, her friends were at first
envious and wanted to know her secret. Then she became more and more withdrawn.
She dropped all her activities, except running, until her running coach refused to let her
train with the team anymore. Over the next five years, she was hospitalized six times for
anorexia nervosa, each time gaining weight and then losing it all again soon after dis-
charge. She lost all her friends, and her parents’ marriage nearly broke up over dis-
agreements about her care. At 17, during one of her hospitalizations, something finally
clicked. Hospitalized with her on the service was a 55-year-old woman whose bones
were as brittle as lace from years of anorexia. Ella realized that she, too, would end up
that way unless she made changes immediately. Gradually she put on weight, although
she was still plagued by a loathing of her body and fear of gaining too much weight.
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She started menstruating again at 18 and became interested in relationships for the
first time. As she watched her college mates interact with guys at parties and other so-
cial events, she realized that she had missed her entire adolescence. She had never
faced any of the developmental tasks or used the critical interpersonal tools that are
typically honed during the teenage years. She felt like a child in an adult’s body and
began to appreciate how much of life had been lost to anorexia nervosa.

FACTS AND FEATURES

Anorexia and bulimia nervosa are serious mental illnesses that strike primarily dur-
ing adolescence and young adulthood. They are serious and potentially lethal disor-
ders that are influenced by both genetic and environmental factors (1). Anorexia
nervosa has the highest mortality of all psychiatric disorders (2). Important ques-
tions about these disorders are as yet unanswered: What is their nature and to what
extent are body image and body dissatisfaction core psychopathologic features?
Why are anorexia and bulimia nervosa markedly more common in women, and
why is Westernization associated with increases in disordered eating behavior? The
answers to these questions will require sophisticated studies that are able to address
the complex interplay among genetic, environmental, and cultural factors.

ANOREXIA NERVOSA

Anorexia nervosa is the eating disorder that is visible, although individuals with
the disorder often go to extremes to hide their increasingly emaciated bodies.
Girls with anorexia nervosa are unable to maintain a normal healthy body weight,
commonly dropping to below 85% of their ideal weight. Young girls who are still
growing fail to attain expected standards in weight (and often height as well).
These individuals fear gaining weight or becoming fat, and they experience their
bodies as overweight even when they are emaciated. They place critical impor-
tance on their shape and weight; self-esteem is completely enmeshed with body
esteem. Amenorrhea is unreliable as a diagnostic criterion given the frequency
with which physicians prescribe birth control pills to regulate the menses of
women with anorexia nervosa. Moreover, data from several studies suggest that
there are no meaningful differences between women with anorexia nervosa who
do and those who do not menstruate (3).

Estimates from around the world place the lifetime prevalence of anorexia
nervosa between 0.1% and 1.0% (4–9). Although the media make it seem as if
there is an epidemic of anorexia nervosa, the data are conflicting, with some stud-
ies suggesting that the incidence is increasing (10–15) and others reporting stable
rates (16–20). Epidemiologic studies reveal that the peak age of onset is between
15 and 19 years old (21); however, there are anecdotal reports of increasingly fre-
quent presentations in prepubertal children (22), as well as new onset cases in
midlife and late life (23,24).

BULIMIA NERVOSA

Bulimia nervosa is the invisible eating disorder, as it afflicts girls and women of
all weights and shapes. Symptomatically, bulimia is marked by recurrent binge
eating, which is conventionally defined as eating an unusually large amount of
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food in a discrete period of time and feeling that eating during these episodes is
out of control. Binge eating is accompanied by compensatory behaviors ranging
from excessive exercise and fasting (nonpurging bulimia nervosa) to more active
measures such as self-induced vomiting and laxative, diuretic, or emetic abuse.
Like anorexia nervosa, self-evaluation for an individual with bulimia nervosa
hinges on shape and weight.

Bulimia nervosa is more common than anorexia nervosa and is reported to
occur in 1% to 2.8% of women (25–32). Like anorexia, bulimia nervosa is
overwhelmingly more common in women and unequally distributed through-
out the age spectrum (4). Age of onset is most commonly late teens to early
twenties (33). Females are disproportionately afflicted; the gender ratio is 9:1
(34). However, adjustment of the diagnostic criteria to include methods of
compensatory behaviors more typical of males leads to a narrowing of the
gender ratio (35).

SUBTHRESHOLD CONDITIONS

Concerns about shape and weight are emerging at increasingly younger ages in
girls. By high school, isolated symptoms of eating behaviors are already com-
monplace (http://www.cmwf.org/programs/women/adoleshl.asp), with one third
of high school girls reporting they are overweight, 58% reporting they have
dieted, and 18% reporting bingeing and purging (8% daily or weekly). As public
health education increasingly targets childhood obesity, we need to be careful
that this does not encourage disordered eating behaviors and unhealthy eating
practices. 

GENDER AND EATING DISORDERS 

Prepubertal anorexia nervosa is uncommon (but possibly increasing in fre-
quency), and there are very few documented cases of prepubertal bulimia nervosa
(36). Isolated symptoms such as dieting, weight dissatisfaction, and binge eating
are clearly present in preadolescence (37–40). One theory that has received some
support in the literature is that early menarche may increase the risk of develop-
ing bulimia nervosa. This theory holds that the greater body fat associated with
maturation is at odds with the cultural ideal of thinness and leads to weight loss
behaviors (41), which in turn increase the risk of developing eating disorders.
Some prospective studies found that body fat percentage as well as Tanner stag-
ing predicted the development of eating problems and bulimia nervosa
(37,38,41), although such findings are not universal (39). Retrospective studies
have also shown that early menarche is more common in women with bulimia
nervosa than in healthy women or psychiatric controls (42).

IMPACT OF EATING DISORDERS ON DEVELOPMENT

As illustrated by the clinical vignette of Ella, anorexia and bulimia nervosa have
the capacity to arrest psychological, social, and even physical development when
they occur in adolescence. Associated features of eating disorders such as depres-
sion, anxiety, social withdrawal, difficulty eating in social situations, self-con-
sciousness, fatigue, and medical complications lead to social withdrawal and
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isolation. The psychological profile of young and older adults with anorexia
nervosa is uneven. In some areas, they achieve age-appropriate functioning, but
developmental lacunae are evident, reflecting the experiences that were missed
and the developmental tasks that were never addressed.

BODY IMAGE, CULTURE, AND EATING DISORDERS

Historically, anorexia and bulimia nervosa were considered to be disorders of
white upper-middle-class girls and women. Although data suggest that anorexia
nervosa remains less frequently diagnosed in African American than in Caucasian
women (43), this may reflect underdetection. Dissatisfaction with the size or
shape of one’s body is often thought to be the psychological motivator for dieting
behavior (44), the first step on the slope of disordered eating behavior. This dissat-
isfaction is hypothesized to be secondary to increases in body fat associated with
female pubertal development (45) and is the driving force for the onset of dieting
behavior (46–50). Prospective studies have found that the greater the dissatisfac-
tion with the body and the stronger the drive for thinness, the more problem eating
is seen in nonclinical samples (37,39,41). In a 10-year follow-up study, drive for
thinness and perfectionism were found to be the strongest predictors of bulimic
symptomatology in university women (51). Several studies have attempted to
place the core eating disorders features of body image and body dissatisfaction
into a cultural context, since body image and body dissatisfaction are influenced
not only by individual and family values but also by wider cultural perspectives.

Many theories have arisen to explain the development and presence of these
phenomena in ethnically diverse populations. These explanatory constructs im-
plicate exposure to and acceptance of Western value systems. Kuba and Harris
(52) cite the term “acculturation” to define the process of change from the values
of the culture of origin to the integration of the values and beliefs of the host cul-
ture. Through immigration or the global infusion of Western influence, a shift in
cultural context occurs that may affect the perception of one’s body and may lead
to the development of eating disorders (52). Opposing theories suggest that the
established body ideals of one’s ethnic group of origin exert the main influence
on the development of body dissatisfaction and eating disorders (53–55). Other
theories implicate other universal environmental triggers (56).

IMMIGRATION AND ACCULTURATION

One valuable approach to understanding the role of culture on the development of
body dissatisfaction and disordered eating is to study individuals undergoing im-
migration or acculturation experiences. Exploring the contextual factors that lead
to eating disorders in first-generation Mexican American college-aged women,
Kuba and Harris (52) suggest that, although intrapsychic issues contribute to eat-
ing disorders, the individual’s response is related to macro, ethnocultural factors.
Their observations suggest that a complex combination of variables, including
level of acculturation, immigration, socioeconomic status, peer group identifica-
tion, and family factors contribute to concern about weight and to disordered eat-
ing. In this population, family rigidity, maternal dominance, perceived maternal
rejection, familial overconcern with food, or strained familial interaction were the
most significant predictors of both bulimic symptoms and body dissatisfaction.
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Possible overarching explanations include conflicting cultural demands, especially
between Mexican American women’s academic and career accomplishments and
possible traditional familial ideals, or a strained mother–daughter relationship in-
fluenced by conflicting ethnic identities (57).

The concept of acculturation is particularly controversial when used with Na-
tive American and African American populations, for whom the more accurate
concept is identification with majority cultural values (52). For example, Native
American adolescent girls seem to present with compulsive eating behaviors and
a greater acceptance of higher body weight than other ethnic groups. One expla-
nation is that, for Native American girls forging their self-identity, body image
standards and food consumption practices of their traditional ethnic culture play
a more dominant role than presiding American ideals of thinness and dieting
(58). Although research has shown that African American women with strong
ethnic identity are somewhat protected from the thin ideal standards of the domi-
nant American culture (59), they are nevertheless exposed to the pressure to at-
tain their ethnic group’s ideal body image. In a college study of African American
and Caucasian women, Perez and Joiner (55) found that, regardless of race, body
image symptoms correlate with bulimic symptoms; for example, women who see
themselves as divergent from their ethnic group’s ideal body size endorse more
bulimic symptoms. African American women tend to perceive themselves as un-
derweight, whereas Caucasian women tend to see themselves as overweight. In
turn, in African American female populations, a decreased acceptance of majority
ideals with respect to thinness and an increased identification with ethnic stan-
dards that value a heavier figure correlate with a distorted body image and disor-
dered eating behavior precisely because a discrepancy exists between what one
“should be” and what one is. 

However, findings supporting the effects of acculturation on disordered eating
and body dissatisfaction have not been universally upheld (53,54). Observing
eating disorder symptoms and body image in Iranian and Iranian American fe-
male college students, Abdollahi and Mann (53) found that participants in Tehran
reported as much disordered eating as participants in Los Angeles, and they con-
cluded that neither exposure to Western media nor acculturation to Western
norms appeared to be related to disordered eating and body image concerns.
Further, in comparing body image and eating behavior between Taiwanese Amer-
ican and Taiwanese women, Tsai and colleagues (54) found that Taiwanese
women in Taiwan had greater body dissatisfaction and disordered eating attitudes
than their expatriate counterparts. A possible explanation for this may lie in the
relationship of the generally small physical build of the Taiwanese woman in
contrast with the larger size of the average American woman. In terms of body
image, the modal Taiwanese American woman fits the Western model of thinness
more closely than her American contemporaries, and thus feels less societal pres-
sure to control her weight. Further, it is possible that other stressors present in
Iranian and Taiwanese culture, such as political disquiet or modernization respec-
tively, may equal or supersede the effects of acculturation in the development of
disordered eating. 

Compounded, these findings reinforce the notion that a complex collection of
variables, including specific environmental pressures to adapt or react to a new
system of cultural values (52,57), as well as the simultaneous need to meet non-
Western aesthetic ideals (53,54), contribute to distorted body image or to the
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development of an eating disorder. Moreover, in complex Western societies,
majority ideals frequently coexist alongside strong ethnic identities. Further
studies of individuals with “a foot in two cultures” will no doubt reveal more
about both risk and protective factors for eating disorders and body image
concerns.

IMPOSED CULTURE

Recent studies in non-Western societies have shown an increasing influence of
Western culture, through media, technology, and use of English (60), on female
adolescents (61,62). Focusing on a population of urban and rural Egyptian girls
aged 11 to 19, Jackson and colleagues (63) observed a strong correlation between
the silhouette shapes the girls chose to represent their body type and their calcu-
lated body mass index (BMI) values. These data differ from studies of Western
teenage females, who often perceive themselves as overweight when BMI values
suggest otherwise. However, more than their rural counterparts, girls residing in
Cairo desired a slimmer body shape for themselves than they believed their moth-
ers wanted for them, which suggests the more prevalent global influences on ado-
lescents in an urban context and the eroded importance of traditional Egyptian
ideals of larger body size in the younger generation of females. Evaluating the
impact of Western television on disordered eating among indigenous girls in Fiji,
Becker and colleagues (64) found that indicators of disordered eating were far
more prevalent following exposure to Western media. This study concluded that
Western media may have a negative impact on body image and eating behaviors
of media-naïve populations with long-held cultural ideals.

In observing body image issues in relationship to eating attitudes in South
African schoolgirls, Caradas and colleagues (65) found that Black and White
girls identified with different ideal body types. Although Black girls had higher
BMI than White or mixed girls, White girls desired a significantly smaller ideal
body type and showed greater dissatisfaction with present body size. However,
a comparative percentage of all girls had scores indicative of eating disorder
pathology. Given massive socioeconomic changes and relatively recent abolish-
ment of apartheid legislation, young South Africans are currently becoming ex-
posed to new belief systems and thereby may be more susceptible to developing
new perspectives on body ideals. Still, with a much larger population of Black
South Africans never attending secondary school, this study, which focused on
secondary school girls, may not be representative of abnormal eating attitudes
and associated body image of the population at large.

In terms of the etiology of eating disorders, globalization may have a particu-
larly detrimental effect on “developing” societies in transition between traditional
cultural norms and newly imposed Western influences. However, research has yet
to explain why certain cultures seem to be more immune to the influx, through
media and technology, of Western standards of beauty and diet. A possible expla-
nation may involve an intricate balance of factors including established ethnic
identity, the state of societal transition, and the willingness of members of a given
population to embrace Western ideals. Future research needs to focus on develop-
ing instruments specific to the practices of a given culture with which to measure
body image and eating issues.
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UNIVERSAL ENVIRONMENTAL TRIGGERS

Some features of body discrepancy, the difference between the self and the cul-
tural ideal, may have a universally negative impact. Examining the effects of
weight-related teasing on body image and eating disturbance in Swedish and
Australian adolescent girls, Lunner and colleagues (56) found that BMI predicted
teasing and body dissatisfaction, and body dissatisfaction predicted level of
eating restraint. The same results were found across all samples and partially
replicated previous research in U.S. populations. Such cross-cultural findings
have significant implications for developing prevention and treatment programs
to reduce negative social stigma and associated teasing behavior, and to develop
strategies for deflecting teasing in order to protect against the development of un-
healthy eating practices in youth (56).

If teasing universally mediates the relation between BMI and body dissatisfac-
tion in the development of disturbed eating, future research may have the poten-
tial to develop prevention and treatment interventions focused on teasing preven-
tion and deflection as yet another tool in the battle against eating disorders. 

THE GENE–ENVIRONMENT NEXUS IN EATING DISORDERS

The question remains how body image and body dissatisfaction influence risk for
developing eating disorders. In light of powerful recent findings on the contribu-
tion of genetic factors to anorexia and bulimia nervosa, body image and body dis-
satisfaction may represent the node at which environment and culture exert their
influence by increasing the risk for genetically vulnerable individuals to express
an underlying predisposition to eating disorders.

SUMMARY OF GENETIC FINDINGS IN EATING DISORDERS

Over the past decade, family studies have consistently shown that eating disor-
ders run in families with a relative risk of 10 to 12 (66,67). Population-based twin
studies have shown that the observed familial patterns are largely a product of the
additive effects of genes (1,9,29,68). In addition, linkage studies have begun to
identify chromosomal regions that may harbor susceptibility loci for anorexia
and bulimia, and association studies are beginning to isolate specific candidate
genes that may influence risk (69–78). Together, these findings have forced the
reappraisal of genetic factors as etiologic agents in eating disorders and led to the
exploration of new mechanisms through which environment and culture exert
their influence.

ENVIRONMENTAL MAIN EFFECTS

Although historically the dominant view, evidence for environmental causal main
effects on eating disorders is lacking (1,79). Exposure to thin body ideals and di-
eting behaviors are nearly universal in industrialized countries (48,80); however,
the prevalence of eating disorders remains lower than 5%, far lower than the
percentage of individuals exposed to the putative environmental risk factors. The
most likely avenue through which environment influences the risk for eating
disorders is via complex patterns of gene–environment interplay. 

Eating Disorders and Body Image in Adolescence 117

4700_LWW/Romans_ch08pp109-122  02/22/05  11:04 AM  Page 117

www.ebook3000.com

http://www.ebook3000.org


GENE–ENVIRONMENT INTERPLAY

The genetic findings in eating disorders are convincing, but they do not paint
the entire picture. Twin studies indicate that a substantial portion of variance in
liability to eating disorders rests with nonshared environmental influences (81).
However, as mentioned previously, factors such as acculturation, identification
with majority culture, and universals such as scorn and derision influence body
image and satisfaction, which subsequently increase the likelihood of disor-
dered eating behaviors in order to match shape and weight to a perceived cul-
tural ideal. Nonetheless, when cultures undergo rapid Westernization or when
new putative risk exposures are introduced, eating disorders and disordered eat-
ing behaviors are not inevitably expressed. For example, in a study in Fiji
Becker et al. (64) found that not all young girls developed body dissatisfaction
and disordered eating after the introduction of television. One possibility is that
there is something about the exposure (e.g., increase in behaviors such as un-
healthy dieting) that influences the expression of an underlying genetic predis-
position. The risk for expression of the trait is proportional to the degree of
genetic risk.

IMPLICATIONS FOR PREVENTION AND TREATMENT

The fact that both genetic and environmental factors contribute to risk for eating
disorders aids us in developing appropriate prevention and treatment interven-
tions. Genetic research may ultimately unveil novel biologic pathways that can
further elucidate the underlying pathophysiology of eating disorders and ulti-
mately lead to new drug targets. Environmental and cultural studies will further
identify environmental exposures that influence eating disorder risk. In addition,
novel melded approaches will unravel gene–environment interplay. An example
of a melded approach (to depression) is provided by Caspi and colleagues (82).
They showed that a functional polymorphism in the promoter region of the sero-
tonin transporter gene (5-HT T) moderated the influence of stressful life events.
In this example, an individual’s genotype influenced susceptibility to the negative
effects of major life stressors such as loss. Such paradigms can easily be applied
to future research in anorexia and bulimia nervosa.

The family, twin, and genetic data all point toward offspring of women with
eating disorders being a group who could benefit from targeted prevention tri-
als. Such interventions are best directed toward both mothers [who struggle
with feeding and body-related issues with their children (83)] and their off-
spring.

PROTECTIVE ALLELES AND PROTECTIVE ENVIRONMENTS

In addition to focusing on genes and environments that increase risk, it is also
worthwhile to explore the role of protective alleles and protective environments.
For example, Slof and colleagues (84) reported that persistent thinness through-
out the life span is associated with low rates of eating disorders in women. Indi-
viduals who report low healthy weight throughout childhood, adolescence, and
adulthood have a relatively late age at menarche, low rates of dieting and binge
eating, more health satisfaction, higher self-esteem, and lower perfectionism and
body dissatisfaction than peers. When genes for persistent thinness are identified,
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they will likely be associated with a decreased risk for the development of eating
disorders. 

Likewise, prevention studies in offspring of individuals with eating disorders
will assist with identifying environments that inhibit the development of disor-
dered eating attitudes and behaviors. In many ways, a sole focus on risk factors
can be limiting. Exploring protective genes and protective environments can open
up new avenues of inquiry and fresh approaches to an unsolved problem.

CONCLUSION

Sociocultural processes clearly influence body image and body esteem among
young girls (85). Simultaneously, genetic factors clearly influence risk both for
eating disorders and for related traits such as body dissatisfaction (86,87). Body
dissatisfaction can trigger disordered eating behavior and negative affect and be
the first step along the path toward eating disorders. Prevention and treatment in-
terventions aimed at bolstering body satisfaction and esteem—possibly by defo-
cusing self-esteem evaluation away from body-based issues—and providing
youth with successful defensive strategies to buffer the impact of teasing and cul-
tural pressures toward ultrathinness could serve to derail the downward spiral
from body dissatisfaction to eating disorders, especially in genetically vulnerable
individuals. 

REFERENCES
1. Bulik C, Sullivan P, Wade T, et al. Twin studies of eating disorders: a review. Int J Eat Disord

2000;27:1–20.
2. Sullivan PF. Mortality in anorexia nervosa. Am J Psychiatry 1995;152:1073–1074.
3. Watson T, Andersen A. A critical examination of the amenorrhea and weight criteria for

diagnosing anorexia nervosa. Acta Psychiatr Scand 2003;108:175–182.
4. Hoek HW. The incidence and prevalence of anorexia nervosa and bulimia nervosa in primary

care. Psychol Med 1991;21:455–460.
5. King MB. Eating disorders in a general practice population: prevalence, characteristics and

follow-up at 12 to 18 months. Psychol Med Monogr Suppl 1989;14:1–34.
6. Meadows GN, Palmer RL, Newball EU, et al. Eating attitudes and disorder in young women: a

general practice based survey. Psychol Med 1986;16:351–357.
7. Wells JE, Bushnell JA, Hornblow AR, et al. Christchurch Psychiatric Epidemiology Study Part I:

Methodology and lifetime prevalence for specific psychiatric disorders. Aust NZ J Psychiatry
1989;23:315–326.

8. Whitehouse A, Cooper P, Vize C, et al. Prevalence of eating disorders in three Cambridge general
practices: hidden and conspicuous morbidity. Br J Gen Pract 1992;42:57–60.

9. Walters EE, Kendler KS. Anorexia nervosa and anorexic-like syndromes in a population-based
female twin sample. Am J Psychiatry 1995;152:64–71.

10. Eagles J, Johnston M, Hunter D, et al. Increasing incidence of anorexia nervosa in the female
population of northeast Scotland. Am J Psychiatry 1995;152:1266–1271.

11. Jones D, Fox M, Babigan H, et al. Epidemiology of anorexia nervosa in Monroe County, New
York: 1960–76. Psychosom Med 1980;42:551–558.

12. Lucas AR, Beard CM, O’Fallon WM, et al. Anorexia nervosa in Rochester, Minnesota: a 45-year
study. Mayo Clin Proc 1988;63:433–442.

13. Moller-Madsen S, Nystrup J. Incidence of anorexia nervosa in Denmark. Acta Psychiatr Scand
1992;86:187–200.

14. Szmukler G, McCance C, McCrone L, et al. Anorexia nervosa: a psychiatric case register study
from Aberdeen. Psychol Med 1986;16:49–58.

15. Willi J, Grossman S. Epidemiology of anorexia nervosa in a defined region of Switzerland. Am J
Psychiatry 1983;140:564–567.

16. Hall A, Hay P, Eating disorder patient referrals from a population region 1977–1986. Psychol
Med 1991;21:697–701.

Eating Disorders and Body Image in Adolescence 119

4700_LWW/Romans_ch08pp109-122  02/22/05  11:04 AM  Page 119

www.ebook3000.com

http://www.ebook3000.org


17. Hoek H, Bartelds A, Bosveld J, et al. Impact of urbanization on detection rates of eating
disorders. Am J Psychiatry 1995;152:1272–1278.

18. Jorgensen J. The epidemiology of eating disorders in Fyn County, Denmark, 1977–1986. Acta
Psychiatr Scand 1992;85:30–34.

19. Nielsen S. The epidemiology of anorexia nervosa in Denmark from 1973 to 1987: a nationwide
register study of psychiatric admission. Acta Psychiatr Scand 1990;81:507–514.

20. Willi J, Giacometti G, Limacher B. Update on the epidemiology of anorexia nervosa in a defined
region of Switzerland. Am J Psychiatry 1990;147:1514–1517.

21. Lucas AR, Beard CM, O’Fallon WM, et al. 50-year trends in the incidence of anorexia nervosa in
Rochester, Minn.: a population-based study. Am J Psychiatry 1991;148:917–922.

22. Gowers S, Crisp A, Joughin N, et al. Premenarcheal anorexia nervosa. J Child Psychol Psychiatry
1991;32:515–524.

23. Inagaki T, Horiguchi J, Tsubouchi K, et al. Late onset anorexia nervosa: two case reports. Int J
Psychiatry Med 2002;32:91–95.

24. Beck D, Casper R, Andersen A. Truly late onset of eating disorders: a study of 11 cases averaging
60 years of age at presentation. Int J Eat Disord 1996;20:389–395.

25. Bushnell J, Wells J, Hornblow A, et al. Prevalence of three bulimia syndromes in the general
population. Psychol Med 1990;20:671–680.

26. Drewnowski A, Hopkins SA, Kessler RC. The prevalence of bulimia nervosa in the US college
student population. Am J Public Health 1988;78:1322–1325.

27. Garfinkel PE, Lin E, Goering P, et al. Bulimia nervosa in a Canadian community sample:
prevalence and comparison of subgroups. Am J Psychiatry 1995;152:1052–1058.

28. Johnson-Sabine E, Wood K, Patton G, et al. Abnormal eating attitudes in London schoolgirls—a
prospective epidemiological study: factors associated with abnormal response on screening
questionnaires. Psychol Med 1988;18:615–622.

29. Kendler KS, MacLean C, Neale MC, et al. The genetic epidemiology of bulimia nervosa. Am J
Psychiatry 1991;148:1627–1637.

30. King M. Eating disorders in general practice. Br Med J 1986;293:1412–1414.
31. Rand CSW, Kuldau JM. Epidemiology of bulimia and symptoms in a general population: sex,

age, race, and socioeconomic status. Int J Eat Disord 1992;11:37–44.
32. Schotte DE. Stunkard AJ. Bulimia vs. bulimic behaviors on a college campus. JAMA

1987;258:1213–1215.
33. Soundy T, Lucas A, Suman V, et al. Bulimia nervosa in Rochester, Minnesota from 1980 to 1990.

Psychol Med 1995;25:1065–1071.
34. American Psychiatric Association, Diagnostic and Statistical Manual of Mental Disorders. 4th

Ed. Washington, DC, 1994.
35. Anderson CB, Bulik CM. Gender differences in compensatory behaviors, weight and shape

salience, and drive for thinness. Eat Behav 2004;5:1–11.
36. Stein S, Chalhoub N, Hodes M. Very early-onset bulimia nervosa: report of two cases. Int J Eat

Disord 1998;24:323–327.
37. Graber J, Brooks-Gunn J, Paikoff R, et al. Prediction of eating problems: an 8-year study of

adolescent girls. Dev Psychol 1994;30:823–834.
38. Killen J, Taylor C, Hayward C, et al. Pursuit of thinness and onset of eating disorder symptoms in

a community sample of adolescent girls: a three-year prospective analysis. Int J Eat Disord
1994;16:227–238.

39. Leon G, Fulkerson J, Perry C, et al. Personality and behavioral vulnerabilities associated with
risk status for eating disorders in adolescent girls. J Abnorm Psychol 1993;102:438–444.

40. Sands R, Tricker J, Sherman C, et al. Disordered eating patterns, body image, self-esteem, and
physical activity in preadolescent school children. Int J Eat Disord 1997;21:159–166.

41. Attie I, Brooks-Gunn J. Development of eating problems in adolescent girls: a longitudinal study.
Dev Psychol 1989;25:70–79.

42. Fairburn CG, Welch SL, Doll HA, et al. Risk factors for bulimia nervosa. a community-based
case-control study. Arch Gen Psychiatry 1997;54:509–517.

43. Striegel-Moore R, Dohm F, Kraemer H, et al. Eating disorders in white and black women. Am J
Psychiatry 2003;160:1326–1331.

44. Stice E. Review of the evidence for a sociocultural model of bulimia nervosa and exploration of
mechanisms of action. Clin Psychol Rev 1994;14:633–661.

45. Marino DD, King JC. Nutritional concerns during adolescence. Pediatr Clin North Am
1980;27:125–139.

46. Cash T, Henry P. Women’s body images: the results of a national survey in the U.S.A. Sex Roles
1995;33:19–28.

47. Hawkins R, Clement P. Binge-eating: measurement problems and a conceptual model. In:
Hawkins R, Fremouw W, Clement P, eds. The Binge-Purge Syndrome: Diagnosis, Treatment and
Research. New York: Springer, 1984:229–251.

120 SECTION III ● Adolescence 

4700_LWW/Romans_ch08pp109-122  02/22/05  11:04 AM  Page 120



48. Rodin J, Silberstein L, Streigel-Moore R. Women and weight: a normative discontent. In:
Sonderegger T, ed. Psychology and Gender: Nebraska Symposium on Motivation. Lincoln:
University of Nebraska Press, 1985.

49. Tiggemann M. Gender differences in the interrelationships between weight dissatisfaction,
restraint, and self-esteem. Sex Roles 1994;30:319–330.

50. van Strien T. Dieting, dissatisfaction with figure, and sex role orientation in women. Int J Eat
Disord 1989;8:455–463.

51. Joiner TE Jr, Heatherton TF, Rudd MD, et al. Perfectionism, perceived weight status, and
bulimic symptoms: two studies testing a diathesis-stress model. J Abnorm Psychol 1997;
106:145–53.

52. Kuba S, Harris D. Eating disturbances in women of color: an exploratory study of contextual
factors in the development of disordered eating in Mexican American women. Health Care
Women Int 2001;22:281–298.

53. Abdollahi P, Mann T. Eating disorder symptoms and body image concerns in Iran: comparisons
between Iranian women in Iran and in America. Int J Eat Disord 2001;30:259–268.

54. Tsai G, Curbow B, Heinberg L. Sociocultural and developmental influences on body
dissatisfaction and disordered eating attitudes and behaviors of Asian women. J Nerv Ment Dis
2003;191:309–318.

55. Perez M, Joiner TJ. Body image dissatisfaction and disordered eating in black and white women.
Int J Eat Disord 2003;33:342–350.

56. Lunner K, Werthem E, Thompson J, et al. A cross-cultural examination of weight-related teasing,
body image, and eating disturbance in Swedish and Australian samples. Int J Eat Disord
2000;28:430–435.

57. Comez-Diaz L, Greene B. Women of color: integrating ethnic and gender identities in
psychotherapy. New York: Guilford, 1994.

58. Smith J, Krejci J. Minorities join the majority: eating disorders among Hispanic and Native
American youth. Int J Eat Disord 1991;10:179–186.

59. Parker S, Nichter M, Nicter M, et al. Body image and weight concerns among African American
and Caucasian adolescent females: differences that make a difference. Hum Org Sum 1995;
54:103–114.

60. Katzmarzyk P, Malina R, Song T, et al. Television viewing, physical activity, and health-related
fitness of youth in the Quebec Family Study. Adolesc Health 1998;23:318–325.

61. Wang M, Ho T, Anderson J, et al. Preference for thinness in Singapore—a newly industrialized
society. Singapore Med J 1999;40:502–507.

62. Field A, Camargo C, Taylor C, et al. Overweight, weight concerns, and bulimic behaviors among
girls and boys. J Am Acad Child Adolesc Psychiatry 1999;38:754–760.

63. Jackson R, Rashed M, Saad-Eldin R. Rural–urban differences in weight, body image, and dieting
behavior among adolescent Egyptian schoolgirls. Int J Food Sci Nutr 2003;54:1–11.

64. Becker A, Burwell R, Gilman S, et al. Eating behaviours and attitudes following prolonged
exposure to television among ethnic Fijian adolescent girls. Br J Psychiatry 2002;180:
509–514.

65. Caradas A, Lambert E, Charlton K. An ethnic comparison of eating attitudes and associated body
image concerns in adolescent South African schoolgirls. J Hum Nutr Diet 2001;14:111–120.

66. Lilenfeld L, Kaye W, Greeno C, et al. A controlled family study of restricting anorexia and
bulimia nervosa: comorbidity in probands and disorders in first-degree relatives. Arch Gen
Psychiatry 1998;55:603–610.

67. Strober M, Freeman R, Lampert C, et al. Controlled family study of anorexia nervosa and bulimia
nervosa: evidence of shared liability and transmission of partial syndromes. Am J Psychiatry
2000;157:393–401.

68. Wade T, Neale MC, Lake RI, et al. A genetic analysis of the eating and attitudes associated with
bulimia nervosa: dealing with the problem of ascertainment. Behav Genet 1999;29:1–10.

69. Collier DA, Arranz MJ, Li T, et al. Association between 5-HT2A gene promoter polymorphism
and anorexia nervosa. Lancet 1997;350:412.

70. Enoch MA, Kaye WH, Rotondo A, et al. 5-HT2A promoter polymorphism—1438G/A, anorexia
nervosa, and obsessive-compulsive disorder. Lancet 1998;351:1785–1786.

71. Nacmias B, Ricca V, Tedde A, et al. 5-HT2A receptor gene polymorphisms in anorexia nervosa
and bulimia nervosa. Neurosci Lett 1999;277:134–136.

72. Devlin B, Bacanu SA, Klump KL, et al. Linkage analysis of anorexia nervosa incorporating
behavioral covariates. Hum Mol Genet 2002;11:689–696.

73. Koronyo-Hamaoui M, Danziger Y, Frisch A, et al. Association between anorexia nervosa and the
hsKCa3 gene: a family-based and case control study. Mol Psychiatry 2002;7:82–85.

74. Urwin R, Bennetts B, Wilcken B, et al. Anorexia nervosa (restrictive subtype) is associated with a
polymorphism in the novel norepinephrine transporter gene promoter polymorphic region. Mol
Psychiatry 2002;7:652–657.

Eating Disorders and Body Image in Adolescence 121

4700_LWW/Romans_ch08pp109-122  02/22/05  11:04 AM  Page 121

www.ebook3000.com

http://www.ebook3000.org


75. Grice DE, Halmi KA, Fichter MM, et al. Evidence for a susceptibility gene for anorexia nervosa
on chromosome 1. Am J Hum Genet 2002;70:787–792.

76. Westberg L, Bah J, Rastam M, et al. Association between a polymorphism of the 5-HT2C
receptor and weight loss in teenage girls. Neuropsychopharmacol 2002;26:789–793.

77. Bulik CM, Devlin B, Bacanu SA, et al. Significant linkage on chromosome 10p in families with
bulimia nervosa. Am J Hum Genet 2003;72:200–207.

78. Hu X, Murphy F, Karwautz A, et al. Analysis of microsatellite markers at the UCP2/UCP3 locus
on chromosome 11q13 in anorexia nervosa. Mol Psychiatry 2002;7:276–277.

79. Brownell KD. Dieting and the search for the perfect body: where physiology and culture collide.
Behav Therapy 1991;22:1–12.

80. Striegel-Moore R, Silberstein LR, Rodin J. Toward an understanding of risk factors for bulimia.
Am Psychol 1986;41:246–263.

81. Klump KL, Wonderlich S, Lehoux P, et al. Does environment matter? A review of nonshared
environment and eating disorders. Int J Eat Disord 2002;31:118–135.

82. Caspi A, Sugden K, Moffitt T, et al. Influence of life stress on depression: moderation by a
polymorphism in the 5-HTT gene. Science 2003;301:386–389.

83. Mitchell-Gieleghem A, Mittelstaedt ME, Bulik CM. Eating disorders and childbearing:
concealment and consequences. Birth 2002;29:182–191.

84. Slof R, Mazzeo S, Bulik CM. Characteristics of women with persistent thinness. Obes Res
2003;11:971–977.

85. Stice E, Shaw HE. Role of body dissatisfaction in the onset and maintenance of eating pathology:
a synthesis of research findings. J Psychosom Res 2002;53:985–993.

86. Wade T, Martin N, Tiggemann M. Genetic and environmental risk factors for the weight and
shape concerns characteristic of bulimia nervosa. Psychol Med 1998;28:761–771.

87. Klump KL, McGue M, Iacono WG. Age differences in genetic and environmental influences on
eating attitudes and behaviors in preadolescent and adolescent female twins. J Abnorm Psychol
2000;109:239–251.

122 SECTION III ● Adolescence 

4700_LWW/Romans_ch08pp109-122  02/22/05  11:04 AM  Page 122



123

CHAPTER 9

Prodromal Phase of
Psychosis in Adolescent

Women 
Jean Addington, Frauke T. K. Schultze-Lutter

Schizophrenia is one of society’s costliest medical conditions. The disorder usually
evolves during the developmentally crucial time of late adolescence and early adult-
hood. Although the diagnosis is not made until psychotic symptoms appear, it has long
been known that in the majority of cases psychosis is preceded by identifiable signs and
symptoms, making schizophrenia the only disorder in which the prodrome adds to
diagnosis (1). One of the most important and exciting new concepts in psychiatry is that
detection and intervention very early in the course of schizophrenia (and other psy-
chotic illnesses) offers hope for realizing substantive improvements in the outcome of
schizophrenia spectrum disorders. Current work in schizophrenia focuses on either the
late preonset or early postonset phases of schizophrenia. 

Postonset studies and early psychosis programs aim to detect and treat schizophrenia
close to onset in order to minimize the duration of untreated psychosis (DUP). Reducing
DUP may prevent future severity of symptoms, chronicity, or collateral damage from the
disorder. Treatment in the initial prodromal phase includes all of these aims as well as
the potential to delay or prevent the expression of the manifest disorder; that is, the onset
of psychotic symptoms. Aiming at shortening the duration of untreated illness (DUI),
the preonset studies are somewhat more controversial because they actually address the
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future risk of schizophrenia, the probable but uncertain development of a disorder.
However, in the putatively prodromal phase of a psychotic illness, symptoms are already
severe and disability has already begun. Current research studies suggest that a puta-
tively prodromal state is beginning to be defined such that there may be enough predic-
tive power for the disorder to be tested as a new diagnostic threshold (2–4). 

The purpose of this chapter is to consider what is known about the prepsychotic
period, which typically occurs in adolescence, and its special relevance for young
women. It needs to be stated, however, that, because early detection and intervention is
a rather new area, little consideration has hitherto been given to gender-specific issues. 

AGE OF ONSET AND EARLY PHASES OF PSYCHOSIS

Early intervention for individuals experiencing their first episode of psychosis
has a high likelihood of resulting in remission of psychotic symptoms. However,
it is common for patients in remission following a first episode of schizophrenia
to experience persistent difficulties in everyday functioning. A large percentage
of such individuals have difficulty working and find themselves disabled and un-
able to support themselves (5,6). It is believed that this disability develops in the
years preceding the onset of psychotic symptoms, the prodromal period, in which
social withdrawal and the evolution of negative symptoms form the base upon
which psychotic symptoms subsequently develop (7). 

One of the major retrospective studies of the onset of schizophrenia, the
Mannheim Age, Beginning, Course (ABC) study (8), showed that 73% of 232
patients hospitalized for first-episode schizophrenia had experienced a prodromal
phase with negative and nonspecific symptoms. Twenty-seven percent reported
an acute illness onset with positive symptoms (7%) or positive and negative
symptoms occurring within one month (20%). No gender differences were ob-
served in this aspect of the prodrome. On average, the prodromal phase lasted
five years and was followed by a psychotic prephase of 1.1 years, which was
characterized by the first occurrence and escalation of positive symptoms. Thus,
independent of gender, before the first inpatient treatment for schizophrenia, the
majority of individuals were ill for more than six years. 

In line with the finding of the Determinants of Outcome study by the World
Health Organization (WHO) (9), the ABC study found an average three to four years
difference between males and females in the milestones of the early course (i.e., first
sign, first negative symptom, first positive symptom, first episode, and first admis-
sion), with men reaching each of these milestones earlier than women (8). The dis-
tribution of age of onset of the illness (i.e., occurrence of the first sign) showed an
early and steep increase for men, with a pronounced peak between 15 and 25 years
of age and a decrease in the later years. In women, the increase was less steep, with
the peak lower and later, between 15 and 30 years of age. A brief decline in inci-
dence thereafter was followed by a second, lower peak around menopause, age 45
to 49. In adolescence and early adulthood, men are at a twofold risk of morbidity for
schizophrenia in comparison to women. Consequently, studies of adolescent schizo-
phrenia tend to report a male:female ratio of 2:1. This ratio has also been observed in
first-episode studies (5,6). In a Canadian sample of 361 first-episode subjects, there
was a significant gender difference in age of onset (5,6). Males were significantly
younger for the onset of a schizophrenia spectrum disorder and of schizophrenia.
However, no other gender differences such as DUP, symptoms, insight, social, or
cognitive functioning have been observed in this first-episode group (5,6). 
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The gender difference in age of onset does not exist in subjects who have a
family history of schizophrenia (10). Similarly, women with schizophrenia with
a history of prenatal and perinatal complications show an onset age similar to
that of men (11). One explanation for the gender disparity in age of onset of
schizophrenia is a putative protective effect of estrogen that can be overridden
by genetic and other factors (12,13). Support for the estrogen hypothesis is of-
fered by commonly occurring premenstrual, postpartum, and postmenopausal
exacerbations of schizophrenia, by the relative freedom from relapse during
pregnancy, and by the approximately threefold increased risk of schizophrenia
during the 90 days after childbirth (14), as well as by the significant relationship
between age of menarche and age at onset of schizophrenia in women. A late
age of menarche has been reported to be related to an earlier onset (15). For
women lacking additional risk factors, schizophrenia is not necessarily a disor-
der that first shows itself in adolescence, as it almost always is in men. (Jayashri
Kulkarni addresses gender issues in adult schizophrenia more fully in Chapter
14 of this book.) 

THE PREPSYCHOTIC PHASE: RESULTS FROM FIRST-EPISODE
AND HIGH-RISK RESEARCH

Häfner found gender similarity in patterns of course, symptomatology, and neu-
ropsychological functioning in schizophrenia (8) and concluded that it was “im-
portant to analyze gender differences in variables more distant to the disease
process” (p. 204). Such an opportunity exists in early detection and intervention
research in the initial prodrome of first-episode psychosis. 

The term “prodrome” is retrospective because, until psychotic illness devel-
ops, no prodrome can be said to have existed (16). The prodrome refers to the
time between the appearance of mental state features that represent a change
from a person’s premorbid functioning until the onset of frank psychosis (16).
Approximately 80% to 90% of patients with schizophrenia report a variety of
symptoms (including changes in perception, beliefs, cognition, mood, affect,
and behavior) that preceded psychosis; and only 10% to 20% develop psychotic
symptoms without any apparent significant prodromal period (8,17). Nonspe-
cific symptoms and negative symptoms usually emerge first, followed by attenu-
ated positive symptoms (13). These earliest signs do not differ significantly
between men and women (8). The most pronounced gender difference has been
found for social behaviors. Men more often than women present a history of
drug or alcohol abuse and social disability. They are also more likely to show in-
adequate personal hygiene, reduced interest in acquiring a job, social inatten-
tiveness, lack of free-time activities, and deficits in communication (8). These
results fit with findings from genetic high-risk and birth-cohort studies that indi-
cate clear gender-specific differences in social behavior: girls developing
schizophrenia were introverted throughout childhood into adolescence; boys
were disagreeable and less socially integrated, but only in the later school grades
(18). These very early aberrations do not seem to interfere with social role per-
formance prior to the onset of the first sign of the illness but, by the time of first
admission, a functional advantage for young women is already evident (8). Fur-
ther examination of study data reveals a significant interaction of gender and
preillness social behaviors as a determinant of the medium-term social outcome
of schizophrenia (19).

Prodromal Phase of Psychosis in Adolescent Women 125

4700_LWW/Romans_ch09pp123-132  02/22/05  11:04 AM  Page 125

www.ebook3000.com

http://www.ebook3000.org


GENERAL CRITERIA OF THE INITIAL PRODROME
OR ULTRAHIGH-RISK STATE

High-risk groups selected by positive family history of a first-degree relative with
schizophrenia have long been identified in schizophrenia research, and several
prospective longitudinal studies are currently ongoing (20). In these genetic high-
risk studies, the risk of converting to psychosis is still relatively low,
approximately 10% to 20% (20). However, if prepsychotic intervention is the
goal, then we need to reach those whose risk of converting to psychosis is much
higher than 10% to 20%. 

Based on clinical observations and retrospective research on the prodromal
phase of first-episode psychosis, the so called ultrahigh-risk (UHR) criteria of
the initial prodrome of psychosis were developed and prospectively refined at the
Personal Assessment and Crisis Evaluation (PACE) Clinic in Melbourne (4). The
criteria include the recent onset of a functional decline plus genetic risk, or recent
onset of subthreshold or brief threshold psychotic symptoms. Using these new
criteria, the risk of converting to psychosis increases from 10% to 20% in the ge-
netic high-risk group to approximately 40% to 60%. This has been reported in
several studies (21). 

Criteria focusing mainly on symptoms, which resemble psychotic symptoms
phenomenologically and thus possess a certain face-validity, are currently the
most widely applied in early detection and intervention research. Reliability of
these criteria has been excellent, and studies using these criteria support the view
that prodromal persons are symptomatic (22) and at high and imminent risk for
psychosis (23). Twelve-month transition rates of 34% to 50% in studies utilizing
the UHR criteria have hitherto been reported from two naturalistic follow-up
studies (4,24). 

Another approach to the early detection of schizophrenia is offered by the
German “basic symptom” concept (25). Basic symptoms are subtle, subclinical,
self-experienced disturbances in drive, stress tolerance, affect, thinking, speech,
perception, and motor action, first operationalized for their presence or absence
in the Bonn Scale for the Assessment of Basic Symptoms (BSABS) (26). They
have been assessed for their predictive accuracy for schizophrenia in the prospec-
tive Cologne Early Recognition (CER) project (2). Ten cognitive-perceptive basic
symptoms were found to be early predictors of schizophrenia (2). Overall,
approximately 80% of the subjects with at least two basic symptoms developed
schizophrenia; 23.9% by 12 months, 46.3% by the second year, and 60.8% by the
third.

Because we are dealing with degrees of risk for onset rather than certainty of
onset, the mental state characterized as a prodrome is best termed an “at risk
mental state” (27). Those who meet criteria for this state will, in this chapter, be
considered at ultrahigh risk for developing psychosis.

MALE AND FEMALE DIFFERENCES IN THE ULTRAHIGH-RISK PERIOD 

Few studies have examined prospectively individuals who may putatively be pro-
dromal for psychosis. In a follow-up monitoring study, Yung et al. (23), observed
no gender differences in those who developed psychosis from the prodromal
state compared to those who did not. Furthermore, the CER study (2) found no
significant gender differences in regard to transition rates, age at onset of illness
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or psychosis, duration of the prodrome, prominent clinical picture at first exami-
nation, subscale totals of the seven basic symptom clusters, or distribution of hal-
lucinations and delusions.

However, preliminary baseline results of a prospective evaluation study of a new
instrument for the quantitative assessment of basic symptoms, the Schizophrenia
Prediction Instrument, Adult version (SPI-A), showed at least some statistical
trends for psychopathologic gender differences in putatively prodromal subjects,
although not for the distribution of UHR and basic symptom criteria, average 12-
month transition rates, or age. Female prodromal subjects (n � 47) tended to re-
port more severe attenuated positive symptoms on the Structured Interview for
Prodromal Syndromes (SIPS) (24), whereas male prodromal subjects (n � 100)
reported more severe scores on the PANSS Negative Syndrome Scale. In general,
similar to a first-episode group, these putatively prodromal individuals showed a
pattern of slight, essentially insignificant gender differences. The higher scores
for women were in self-experienced distress, as well as cognitive difficulty, body
perception problems, perception, and motor disturbances. 

INTERVENTION STUDIES

Several clinical trials have attempted to intervene either with medication (28) or
cognitive-behavior therapy (29) or both in order to prevent the development of
psychosis in those at risk (30). Results of these very early studies are either pre-
liminary or have not yet been published. As with many groundbreaking studies,
sample sizes are small and, therefore, it is difficult to draw firm conclusions. In the
PACE clinic in Melbourne, Australia, 59 UHR subjects were randomized to either
six months of active treatment or six months of needs-based intervention (30). The
active treatment included low-dose risperidone plus cognitive-behavior therapy,
and the needs-based intervention was case management or support, as needed.
Fifty-eight percent of the subjects were male and 42% female. After treatment, 10
of the control group and three of the treatment group had converted to psychosis;
the number in the treatment group increased to six within six months of the treat-
ment ending. Fourteen percent of the males in this trial converted, in comparison
to 32% of the females (Lisa Phillips; personal communication). It is not clear why
there should be a gender difference of this magnitude and whether it may be re-
lated to sampling issues, often a problem in small sample studies. For instance,
more females than males may have sought help closer to onset.

A second trial, the PRIME (Prevention through Risk Identification Manage-
ment and Education) study, was a randomized double-blind parallel study of 60
prodromal subjects comparing the efficacy of a low-dose antipsychotic (olanzap-
ine) versus placebo in preventing or delaying the onset of psychosis (28). At ini-
tial presentation, these subjects were symptomatic and seeking help; they had a
broad range of attenuated positive and negative symptoms in line with the UHR
criteria. The sample consisted of 21 females and 39 males. For the most part, dif-
ferences across gender were minimal. No significant differences were observed,
for example, on demography, prodromal type, premorbid functioning, or scores
on the General Assessment of Functioning (GAF). In terms of initial presenting
symptoms rated on a range of scales (22), males scored significantly higher than
females on conceptual disorganization, motor symptoms, mannerisms, poor
abstraction, blunted affect, and negative symptoms. Females scored significantly
higher on dysphoria, depression, sadness, tension, and sleep disturbance. 
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The Early Detection and Intervention Evaluation (EDIE) trial was recently
completed in Manchester, UK. It is a single-blind randomized trial of CBT with
individuals meeting UHR criteria assessed with the PANSS (29). In this trial,
70% of the subjects were male and 30% were female. At one year, 10 subjects
had converted to psychosis [eight males (80%) and two females (20%)].

In an ongoing study of ultrahigh-risk individuals at the Recognition and Pre-
vention (RAP) Clinic in New York (31), three groups have been identified based
on symptom presentation in a clinical high-risk group. Although there are more
males than females in all three groups, this difference is dramatically increased in
the group that includes only those with nonspecific attenuated negative symp-
toms such as social isolation and deterioration of school functioning. This may
be a result of an ascertainment bias attributing more dysfunction to such symp-
toms in adolescent boys than girls. It may be a function of the small sample size
(31). 

These studies are among the first to examine young adults and adolescents in
the prepsychotic phase. Much of the work in this area to date has been in identi-
fying factors that might predict conversion to a full-blown psychotic illness for
those who appear to be at ultrahigh risk—that is, those who have an increased
vulnerability to developing a psychotic illness beyond genetic heritage. Thus, in
this early phase of research, gender issues have not been fully addressed. Most
sample sizes are too small for a scientific gender analysis. Differences noted
may be due to ascertainment bias, recruitment strategies, or small sample size.
However, the first very preliminary results are in line with what was described
for gender differences in manifest psychosis, which, in turn, broadly reflect gen-
eral differences between genders regardless of schizophrenia or psychosis
(8,32).

PATHWAYS TO CARE 

Few studies have examined the specific path that individuals experiencing a first
episode of psychosis or meeting UHR criteria use to gain access to treatment
(33,34). Thus, knowledge about attempts made by these individuals to seek help
is sparse. One study to date has examined pathways to care in the prodromal pe-
riod (33). The majority (85%) of 86 individuals with a schizophrenia spectrum
disorder reported concerning behaviors both in the period prior to the onset of the
psychosis and during the period of untreated psychosis. Despite having concerns,
half of the sample did not make any attempt to seek help prior to the onset of psy-
chotic symptoms. The biggest concerns of this group (all of whom developed a
psychotic illness) were drug use, depression, a decline in functioning, and de-
creased social contact. Those who sought help during the prodrome presented
with concerns such as depression, a decline in functioning, and the beginnings of
hallucinations and delusional or paranoid thinking (17%). Family physicians
were contacted more often than psychologists, psychiatrists, or teachers in the
prepsychotic phase. Although individuals made one to four contacts in an attempt
to obtain help, only two of 86 individuals were successful in receiving care (33).
In the prodromal period, females made more attempts to seek help than males al-
though, once psychotic, there were no gender differences in the number of at-
tempts made prior to receiving help. Unfortunately, the sample sizes were too
small to determine if females sought help from different sources than males or
whether they had different reasons for seeking help. Since substance abuse and
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aggressive behavior are relatively increased in males, understanding different
help-seeking reasons and approaches would aid in developing improved detec-
tion and access to care for these early cases. 

In a retrospective study on 82 inpatients with first-episode schizophrenia (73%
males and 27% females), only one third had sought help for their mental prob-
lems in the prodromal phase even if the problems were already severe (35). The
longer the duration of the prodromal phase, the greater was the number of symp-
toms. For individuals seeking help, those first contacting a private psychiatric or
psychotherapeutic center (36.7%) had less attenuated positive symptoms than
those first contacting a psychiatric hospital (13.3%) or the police (8.3%). No rela-
tionship was found for duration of untreated illness and gender, education, or
marital status (35).

Independent of gender, help-seeking approaches of potentially prodromal sub-
jects will depend on multiple interacting factors, such as problem severity, prob-
lem denial, level of substance use, homelessness, cultural factors, the person’s
propensity to seek help, available coping strategies, subjective burden of symp-
toms, accessibility of services, individual attitudes toward seeking help for mental
problems and toward psychological/psychiatric services, availability of alternative
support, key reference persons’ interpretation of observable changes, and fear of
stigmatization (34). Gender differences among these factors are not yet fully
understood because studied parameters, such as contact rates, have led to often
inconsistent results (see, e.g., 36).

THE IMPACT OF THE “AT RISK MENTAL STATE”
ON THE DEVELOPMENTAL TRAJECTORY

The onset of psychosis may complicate or interfere with many of the develop-
mental tasks that the young adult is attempting to accomplish at this time (37,38).
Typical developmental tasks of early adulthood include individuating from the
family; developing interests, hobbies, and skills; discovering and experimenting
with sexuality; forming and maintaining relationships; and engaging in further or
higher education and vocational activities. As was shown in the ABC study (8),
persons with first-episode schizophrenia fell behind age- and gender-matched
controls in the performance of these crucial social roles only after the onset of
first mental problems. This was, on average, one year before the onset of the first
psychotic symptom—that is, during the initial prodromal phase. 

Identity formation is yet another major task of young adults. According to
Erikson (40) developing a meaningful self-concept is central to identity formation.
A vital component of this process is social interactions with significant others
(38). It is through such interactions that the young person is able to glean some
sense of how he or she is perceived by others. Young persons approaching adult-
hood become more dependent on peers for these interactions than on family mem-
bers. Clearly, these important social interactions are often missed if, because of the
emergence of psychosis, the individual begins to withdraw from friends and peers
or is hindered in making friends. This pattern has been described by Jones (18).
Girls who later developed schizophrenia were observed to be introverted, while
boys were noted to diminish their social networks by exhibiting disagreeable and
antisocial behavior. 

Another important component in the development of a positive identity is
good self-esteem and a sense of self-worth (37). Poor self-esteem is typically
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characterized by low confidence, a sense of being the target of the poor opinion
of others, and sensitivity to criticism. Poor self-esteem results in an inconsistent
frame of reference within which to accommodate and assimilate experiences of
self and others. Such negative affects and cognitions may result in avoidance of
the very situations that could potentially enhance self-esteem. 

A third step toward developing a positive identity is role formation, which
often involves determining one’s vocational or career path. Role diffusion is not
unusual for the adolescent struggling with these developmental tasks, a problem
that again is compounded by the emergence of psychosis. 

We can easily imagine the often devastating effects that psychosis and the
early prepsychotic phase can have on what is a normal struggle with these devel-
opmental tasks. As these young individuals develop a psychosis, they often fall
out of step with their peers, become socially isolated, develop an altered self-
perception, and become unable to complete their education. The potential for
achievements is reduced and, as the gap between these individuals and their peers
widens, catching up becomes more difficult. The potential for achievement is fur-
ther reduced if, because of difficulties they are experiencing, these individuals
delay completion of education or vocational training. Thus, failure or difficulty in
accomplishing these developmental tasks, along with experiences of stigma re-
lated to mental illness, has a major impact on the young person over and above
the “at risk mental state” or psychosis itself. 

FUTURE DIRECTIONS AND OPPORTUNITIES

Research groups (39) are now poised to make major efforts to continue advances
in the full spectrum of biologic, epidemiologic, psychological, and sociological
research into this time of ultra high risk for psychosis. Adoption of this broad per-
spective will aid the translation of new evidence into clinical advances that will
enhance prevention, care, and recovery. Increased recognition that the preva-
lence, the course, and the early manifestation of discrete mental illnesses differ in
women and men serves to advance knowledge and to aid accurate diagnosis, ef-
fective treatment, and, ultimately, prevention. While this is important, gender dif-
ferences in psychiatric disorders are less likely to reflect illness-specific
processes than general differences in male and female physiology, living circum-
stances, life experiences, and social roles (14). 

There are two directions in which to focus our attention. The first is in terms
of research that will help us better understand schizophrenia and other psychotic
illnesses. An examination of gender differences within the prospective studies
with those at ultrahigh risk of developing psychosis can, in the long term, lead to
improved theoretical specifications of the mechanisms underlying the onset of
psychosis. We have the opportunity to examine the course of the prodrome and
the timing, in terms of both biologic and psychosocial development, of the onset
in both males and females. Areas under study where gender differences may help
advance the understanding of psychosis and its development are, for example, the
biologic effects of stress as mediated by the hypothalamic-pituitary-adrenal
(HPA) axis (40). (See Chapter 3 by Elaine Walker and Zainab Sabuwalla.) A fur-
ther question, assuming a stress-diathesis model, is whether there are specific
stressors or protectors for young women that may impact the onset of the illness.
Gender differences may exist in factors that predict conversion from a high-risk
state to psychosis; such information would aid preventive approaches. 
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The second direction for prodrome studies is to increase our understanding of
the mechanisms of action of both biologic and psychological treatments and how
they may affect young men and women differently in terms of safety and effec-
tiveness. Such interventions should be based on the different developmental
needs and concerns of males and females. In developing interventions to prevent
or delay onset, there may be specific issues that need to be addressed in young
women if we are to impact maximally on the environmental influences on their
vulnerability to psychosis. Longitudinal studies will provide opportunities to
study potential neuroprotective effects of estrogen, as in possible variations of
symptoms across the menstrual cycle and the interaction of estrogen levels and
early use of antipsychotic medications. 

CONCLUSION

The focus of this chapter has been to consider what is known about the prepsy-
chotic period in schizophrenia and its relevance for young women. As studies in
the rather new field of early detection and intervention develop, it is vital to con-
sider gender differences both to help increase our understanding of schizophrenia
and to design prevention and intervention strategies that may have relevance for
the needs of both sexes. Focusing attention on the exciting scientific develop-
ments in the field of early psychosis will facilitate the development of evidence-
based practice and ultimately lead to necessary changes in mental health care
delivery internationally.
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CHAPTER 10

Substance Use, Abuse, and
Dependence in Adolescent

Girls
Sheila B. Blume,  Monica L. Zilberman, Hermano Tavares

About 40 years ago, one of the authors (S.B.B.) admitted a 15-year-old boy into
the state hospital alcoholism rehabilitation unit she directed. He came from a family
with multigenerational alcohol problems and had started to drink regularly at 12. This
patient was so unusual that she considered publishing a case report. How hard it would
have been to imagine that within the next few decades, the treatment of alcohol and
other drug problems would become a routine part of pediatrics and adolescent medi-
cine, and not only for boys (at that time substance abuse was assumed to be almost en-
tirely confined to the male), but for nearly equal numbers of girls. 

The trend for younger and younger onset of substance use disorders was noted in the
United States in the 1970s and 80s. Nevertheless, repeated annual studies of tobacco,
alcohol, and other drug use by teens in the United States that began in the 1970s found
a general decrease in rates of use until about 1990. The rates remained stable until
about 1995, after which adolescent substance use increased steadily and significantly
as the twentieth century came to a close. The University of Michigan’s annual Monitor-
ing the Future Study (MTF), a survey of tens of thousands of secondary school students
in grades 8 to 12  (ages 14 to 18 years), documents these trends (1). MTF data also
yield evidence of convergence of the rates of use between boys and girls.

Despite differences in different parts of the world, these trends are not limited to
Western or European cultures. We must assume that twenty-first-century health-care
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practitioners throughout the world will continue to need an understanding of the diag-
nosis and treatment of substance use disorders in girls and women as well as of the in-
teraction of these disorders with the other complex physical, psychological, and devel-
opmental issues of women’s lives.

EPIDEMIOLOGY

The 2002 MTF survey, involving 43,700 students in 394 schools throughout the
United States, found that over half the students had taken at least one illicit drug
by the time they completed high school. The survey brought some good news ev-
idenced by a modest decline in the use of some drugs compared to the previous
year, particularly of MDMA (“ecstasy”) and, to a lesser degree, of cannabis.
Other drugs, including cocaine and heroin, held steady, while tranquilizers and
barbiturates showed some increase. By twelfth grade 57% of students had al-
ready tried cigarettes, 27% were current smokers, and 62% reported having been
drunk at least once in their lifetime. Although prevalence estimates of substance
use in this survey tend to be higher for male students than for female students, the
magnitude of gender differences has become smaller over time. Rates of cigarette
smoking are now the same for boys and girls (1,2). In view of adolescent girls’ in-
creased difficulty in quitting smoking compared to boys (3), this is a cause for
concern. It is also estimated that 26% of high school girls binge drink (defined as
consuming five or more drinks at one sitting), 20% currently use marijuana, 4%
use cocaine, and another 4% use inhalants (4).

The National Household Survey on Drug Abuse (NHSDA), conducted annu-
ally in the United States, also provides evidence for gender convergence regard-
ing alcohol use initiation among adolescents, showing that from the 1950s to the
1990s the male:female ratio (MFR) of starting to drink among adolescents aged
10–14 slowly decreased from 4:1 to 1:1. It is not surprising, then, that a MFR of
1:1 was found for alcohol dependence in the 12-year-old to 17-year-old group in
1999. Even more disturbing is the predominance of early cocaine use among
girls. MFRs for lifetime cocaine and crack use in the 12–17 age bracket were
0.7:1 and 0.5:1, respectively, in 1996 (5). 

These trends, also observed in other parts of the world (6), imply that the pre-
viously identified pattern of women starting substance use later in life than men
(a protective factor in terms of progression to substance dependence) is no longer
the case. Added to this concern is the fact that, partly due to gender differences in
drug metabolism, women develop substance-related medical complications more
rapidly than men do, including, in some cases, substance dependence. 

PATTERNS OF SUBSTANCE USE

Substance use is starting at progressively younger ages in recent generations, and
this drop in age of onset is more marked for girls, particularly for alcohol (the
most consumed substance in adolescence) and tobacco. Physically, girls tend to
have smaller body sizes and lower tolerances compared to boys, putting them at
greater risk for alcohol-related problems even at lower levels of consumption.
Similarly, smoking is now as frequent in girls as in boys, but girls are more likely
to carry over nicotine addiction into adulthood. Also, girls who begin to smoke
are likelier than boys to develop nicotine dependence and do this more rapidly.
Substance use differs between girls and boys in many ways, including reasons for
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use. Girls most often initiate substance use as a coping mechanism, whereas boys
usually are motivated by curiosity. Boys who are risk takers and crave excitement
are therefore the most likely to become early substance users. While girls who fit
this description also use substances, many are quite the opposite—shy, anxious,
depressed, troubled girls who find that alcohol, in particular, helps them cope
with the stresses of teenage life.

A matter of current debate is the “gateway theory,” postulating that particular
substances (usually tobacco and alcohol) act as introductory drugs that pave the
way to further substance use. This theory was first applied to cannabis use in
adolescents. Opponents argue that the association is an artifact of the higher
prevalence of alcohol and tobacco use at earlier ages. Although not all persons
who smoke, drink, or use cannabis will progress to harder drug use, evidence
suggests that the risk for progression is increased for those who start before age
15 (4).

CHARACTERISTICS OF SUBSTANCE ABUSE AND DEPENDENCE IN
ADOLESCENT GIRLS

Girls commonly prefer wine or spirits, whereas boys more often drink beer.
Adolescents in general are more likely to be intermittent or binge drinkers and
users than to drink or use drugs in a pattern of consuming small amounts
throughout the day.

Rebellious adolescents, some of whom have a history of attention deficit or
hyperactivity disorder and/or conduct disorder, often drink and use drugs in
groups that openly defy adult norms. They have a high prevalence of associated
behaviors such as early and risky sexual activity, shoplifting, truancy, and un-
planned pregnancy. However, girls who use substances to cope with internal
mood states or social discomfort may carefully conceal their drinking or use of il-
legally obtained prescription medications or other illicit drugs.

Girls with substance-related problems seldom reach the attention of medical
or mental health professionals for the substance use alone, except in cases of al-
cohol poisoning or other toxic states such as hyperthermia related to the use of
MDMA. They are more often seen because of menstrual irregularities, injuries or
vague physical complaints, failing school performance, or family problems, so
that it is up to the clinician to maintain a high index of suspicion and inquire care-
fully about substance use. Adolescent girls often minimize their use of alcohol
and drugs, as well as rationalizing that “everybody does it.” Those who are
focused on body image and the desire to be thin rationalize the use of cigarettes
or stimulant drugs as helping them lose weight. Those who use alcohol or pre-
scription drugs to cope with depression are at increased risk for suicide, so that it
is particularly important to evaluate substance use in depressed teens.

Sexual assault, including date rape, is a hazard to which adolescent girls are
exposed. Alcohol and other drug use (particularly sedative drugs) by both rapist
and victim increase the risk of this traumatic event.

Alcohol-impaired driving is also a concern for adolescent girls in the United
States given that motor vehicle crashes are currently the most frequent cause of
death in the U.S. for persons aged 15 to 20. Because of their inexperience behind
the wheel and sensitivity to alcohol, alcohol-involved teen drivers have a rate of
crashes that is more than twice as high as that for alcohol-involved drivers aged
21 or older (7).
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RISK FACTORS

PSYCHOLOGICAL FACTORS

Psychological factors have a major influence on adolescent girls’ substance use
and progression to abuse/dependence. The National Center on Addiction and
Substance Abuse at Columbia University (CASA) (4) released a comprehensive
study of American girls and young women (8–22 years of age), documenting that
high school girls are more likely than boys to report feeling depressed, hopeless,
and sad, and to consider and attempt suicide. Such feelings, as mentioned above,
are related to substance use among girls. These girls are also more likely to report
negative feelings and suicidal behavior than girls who have never used sub-
stances. 

College women who drink to relieve shyness, to feel high, or to get along bet-
ter on dates are likelier to develop drinking problems later in life than women
who did not report this pattern in college. In a 27-year follow-up of a large col-
lege drinking study, they were found the most likely group to develop alcohol
abuse/dependence in adulthood, even when compared to women who had re-
ported overt alcohol-related problems while in college (8).

Girls with problems of substance use present to treatment with increased rates
of psychiatric symptomatology and diagnoses (including mania and attention
deficit and conduct disorders). In addition to these disorders, girls with substance
use disorders also have higher rates of depressive, eating, and psychotic sympto-
matology, whereas affective and eating symptomatology are not increased among
boys with substance use problems and disorders (9). Diagnoses of mental disor-
ders may be classified as primary or secondary, depending on age of onset, with
the earlier disorder classified as primary (although not necessary causative of the
secondary disorder). Overall, the available evidence suggests that depressive and
anxiety symptomatology more often precedes alcohol abuse or dependence (so-
called secondary alcoholism) in girls and women, while in men the alcoholism is
more often primary. Thus psychological factors are likely to have a greater etio-
logic significance for women than for men (10).

As pointed out under characteristics of substance use and dependence, person-
ality factors, particularly impulsivity, also represent risk factors for substance use
problems. Antisocial and deviant behaviors are associated with substance use ini-
tiation and maintenance as well as poorer treatment outcome (11). Among girls,
borderline personality features may represent additional risk by combining two
risk factors (impulsivity and anxiety/depressive traits) (12). Further, self-esteem
issues impact substance use patterns, particularly for girls.

A large population-based study of adolescent twins investigated the relation-
ship between conduct disorders and attention deficit hyperactivity disorder
(ADHD) and substance use problems in adolescents. Conduct disorder was found
to increase the risk of substance use and abuse in adolescents. Although ADHD
per se was not associated with increased risk of substance use disorders, girls
with ADHD were at slightly higher risk than boys (13). Also, the severity of inat-
tention in childhood may predict substance use outcomes (14).

In adolescents, as in adults, substance use disorders are related to trauma, and
recent studies have found an increasing prevalence of substance use disorders
comorbid with post-traumatic stress disorder (PTSD) among adolescents. The
risk of PTSD is three times higher in adolescents with substance use disorders
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compared to those without these diagnoses (15). Trauma, particularly sexual
abuse, is a factor in substance use and abuse among girls. Conversely, substance-
abusing girls are at higher risk for several forms of physical, sexual, and psycho-
logical abuse, a fact that leads to a vicious circle of trauma initiating substance
use and abuse, which in turn lead to further trauma. 

Childhood abuse of all kinds is more common in the histories of both girls and
women with substance use problems (compared to their counterparts who do not
abuse substances), which suggests that the effect of childhood trauma is longlast-
ing among women (16,17). 

Girls are more likely than boys to worry about body image and to try to con-
trol their weight by various, often unhealthy means, such as smoking, fasting,
vomiting, or taking laxatives or diet pills. Data from the CASA study show that
adolescents who are dieting to control weight are more likely to smoke and drink
than are girls who are not dieting.

SOCIOCULTURAL FACTORS

Several sociocultural factors affect substance use initiation and progression. In
terms of ethnicity, for instance, the MTF survey shows drug use is highest among
Native American girls and lowest among Black and Asian American girls (1).

Parental and sibling substance use are potent predictors of substance use
among children and adolescents. Parental smoking, for example, is associated
with increased risk of adolescent smoking, while parental smoking cessation sig-
nificantly reduces children’s risk of smoking (18). Cross-cultural research shows
that family composition itself has an impact on smoking behavior among adoles-
cents, those living with both biologic parents smoking less than others (19). 

Popular media have significantly contributed to the increase of girls’ sub-
stance use. Special “women’s” brands of cigarettes have been developed and
marketed, their advertisements stressing thinness and independence. Alcohol
marketing campaigns have also been directed to girls and young women, and the
beverage industry has released products that appeal to girls. Examples include
sweet fruit-flavored wines and “alcopops,” a sugary combination of fruit ice and
alcohol at about 5% concentration, stronger than most beers. The movie industry
since the 1920s has impacted smoking initiation among girls and young women
by representing women’s smoking behavior as related to ideals of elegance and
independence. This connection may be felt even more strongly by adolescents
searching for role models than by more mature women.

GENETIC FACTORS

Genetic factors are related to substance initiation, use, abuse, and dependence, in
adolescents as well as adults (see Chapter 13 of this book). There is evidence that
the relative contribution of genetic and environmental factors is different across
genders. For instance, for women, genetic factors play a more significant role in
smoking initiation than in smoking maintenance (20).

In evaluating a girl for any health or behavior problem, it is very useful to
obtain a family history of substance use, including information about not just the
parental generation but grandparents and siblings. A positive history puts a girl at
increased risk for substance problems, even if she does not live with the relative
(e.g., an absent alcoholic father).
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SCREENING AND DIAGNOSIS

Early detection of substance use problems among adolescents is important for the
prevention of further disability. Thus screening should be an integral part of pri-
mary as well as specialist care (21). A number of screening tools have been de-
veloped for the adolescent population. Although none of them is specific for
girls, preliminary research suggests that they apply equally to girls and boys. The
CRAFFT (22) comprises six yes/no questions and is convenient to incorporate
into the history-taking interview. A significant problem with substance use is
indicated by two or more positive answers. (The name of the tool is taken from
the key words in the six questions: car, relax, alone, forget, family, trouble; see
Table 10.1).

The Substance Use/Abuse Scale from the Problem Oriented Screening Instru-
ment for Teenagers (POSIT) is a self-administered 17-item measure that was
developed for the detection of substance use problems in primary adolescent
care. It distinguishes severe substance users from nonusers by means of yes/no
questions such as, “Do you miss out on activities because you spend too much
money on drugs or alcohol?” and “During the past month, have you driven a car
while you were drunk or high?” A score of 1 or more (range: 0–17) is considered
indicative that further evaluation should be undertaken (23). 

Many female adolescents who have substance-related problems satisfy a diag-
nosis of substance abuse or dependence according to the American Psychiatric As-
sociation’s Diagnostic and Statistical Manual of Mental Disorders, 4th edition
(DSM-IV), or fit into the category of harmful use or dependence syndrome in the
International Statistical Classification of Diseases and Related Health Problems,
10th revision (ICD-10). A DSM-IV diagnosis of abuse describes a maladaptive
pattern of substance use over time that puts the patient at risk or has already cre-
ated problems although those problems have not met criteria for substance de-
pendence. Dependence involves satisfying at least three of seven criteria within
the past 12 months. These include indications of impaired control over use, such
as persistent desires or the inability to cut down or stop using the substance, or
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The CRAFFT Questions* — A Brief Screening Test for Adolescent
Substance Abuse

C — Have you ever ridden in a car driven by someone (including yourself) who was “high” or had been using
alcohol or drugs?

R — Do you ever use alcohol or drugs to relax, feel better about yourself, or fit in?
A— Do you ever use alcohol or drugs while you are by yourself, alone?
F — Do you ever forget things you did while using alcohol or drugs?
F — Do your family or friends ever tell you that you should cut down on your drinking or drug use?
T — Have you ever you gotten into trouble while you were using alcohol or drugs?

© Children’s Hospital Boston, 2001
*Reproduced with permission from the Center for Adolescent Substance Abuse Research, CeASAR, Children’s Hospital Boston. For more

information, contact info@CRAFFT.org, or visit www.crafft.org.
Source: Knight JR, Sherritt L, Shrier LA, et al. Validity of the CRAFFT substance abuse screening test among adolescent clinic patients.

Arch Pediatr Adolesc Med 2002;156:607–614.
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use for longer periods or in greater quantities than intended, spending a great deal
of time in activities related to the substance, life problems due to this use, contin-
ued use in spite of recognizing these problems, and criteria for tolerance and
withdrawal that indicate physiologic dependence. Physiologic dependence is not
necessary for a dependence diagnosis if three or more of the other criteria are sat-
isfied. The ICD-10 diagnostic categories are roughly equivalent to the DSM cate-
gories of abuse and dependence.

PHASES OF TREATMENT

Approaches to the adolescent girl may be divided into three phases, although in
any one case they may overlap or change in sequence.

IMMEDIATE TREATMENT

The first challenge is to accomplish as complete an assessment as possible of the
multiple problems facing the patient while developing a rapport that will mature
into a therapeutic alliance. The patient’s goals may be simple. She may just wish
to relieve the current pressures from family, school, or the justice system (de-
pending on the referral source). In developing mutually agreed preliminary goals,
this initial motivation should be taken into account. For the treatment profes-
sional, the initial goals are to deal with any immediate threats to life and health
and to devise a treatment plan with the appropriate level of care. The American
Society of Addiction Medicine (ASAM) Patient Placement Criteria are helpful in
choosing the proper level of care by considering multiple factors. Guidelines
written specifically for adolescents are included (24).

The treatment professional’s goals also include interrupting the use of sub-
stances as quickly as possible. This involves working with the patient’s current
motivation to establish the connection between her use of substances and imme-
diate problems, and agreeing on the need to stop using alcohol or drugs. She need
not agree to a goal of lifetime abstinence at this point, but she must be willing and
able to try to abstain in the short term with the help of a therapist or program. The
program can be one of the mutual help groups such as Alcoholics Anonymous
(AA) or Narcotics Anonymous (NA), both of which have young people’s groups,
all-female groups, and beginner’s groups in many places.

Patients who are physiologically dependent on one or more substances may
require medication to treat a withdrawal syndrome, especially in the case of de-
pendence on alcohol, a sedative, or an opiate. Sedatives such as phenobarbital,
benzodiazepines such as chlordiazepoxide, or opiates, including methadone
and buprenorphine, may be prescribed as detoxification treatment. (See caveats
in the next section, however.) Because adolescents are more likely to use multi-
ple substances than adults, a wider range of withdrawal symptoms can be ex-
pected for them. Detoxification may be performed on an outpatient basis,
preferably in an intensive or partial hospital setting, or as an inpatient, accord-
ing to the needs of the case.

Most clinicians recommend that smoking cessation be a part of the overall
treatment of adolescents for alcohol or other drug abuse or dependence. Although
it can be more difficult for a patient to quit smoking in an outpatient setting than in
a residential treatment setting, being nicotine-free should be an accepted part of
the long-range goals established with the patient.
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Family involvement should be encouraged at every stage of treatment. Al-Anon
and Nar-Anon are useful mutual help programs from which family members will
profit. 

SHORT-TERM TREATMENT

Once treatment has begun, the goals include educating the patient about the ef-
fects of substances and the disorders of abuse and dependence (including relapse
triggers and techniques to prevent relapse), and about the risks of switching
addictions, for example from one drug to another or to a behavioral addiction
such as pathologic gambling or compulsive shopping. This involves exploring
and improving coping skills and often requires finding a new, nonusing peer
group. Mutual help groups are often instrumental in providing such a group and
in teaching and reinforcing these new ideas. The patient must be helped to de-
velop an altered self-concept, that of a person in successful recovery from a life-
threatening illness, rather than a rebel, a loser, or an incompetent. Self-esteem is
built in learning about herself and her disease, in staying clean and sober day by
day, and in improving her functioning in school, work, and family. All-female ad-
diction therapy groups, if available, are preferred by many clinicians, especially
for young women who have a history of sexual abuse. Sometimes mixed-sex ado-
lescent therapy groups can be supplemented by special-issue women’s or girls’
groups to work on these problems.

Some colleges and universities sponsor “clean and sober” support meetings and
substance-free dormitories. Some high schools also run support groups for recover-
ing substance users or for children of alcoholics and addicts. The treating profes-
sional should be aware of all of the resources available in the patient’s community.

During this phase, a stable internal motivation to remain substance-free should
be fostered based on an understanding of the role of alcohol and drugs in the
young woman’s earlier life problems and the rewards of remaining sober. The
treatment professional should not assume that the patient’s motivation is con-
stant, as it may fluctuate, so that frequent “motivation checks” are as important as
asking, “How are you doing?”

Comorbid physical and psychiatric conditions should be treated at the same
time as the substance use disorder whenever possible. When prescription medica-
tions are used in treating these conditions, it is important to avoid the use of drugs
that have an abuse potential, such as benzodiazepines, sedatives, and opiates.
Girls who suffer from substance-related disorders are at high risk for secondary
iatrogenic addictions. Teaching methods to reduce tension and anxiety without
medication, such as deep relaxation, yoga, or other exercise, can be very helpful
in this group. Encourage continuing involvement of the patient’s family in the
treatment because family members also need education about the nature of sub-
stance use disorders and about recovery.

Medications used as adjuncts to therapy in the treatment of alcohol depend-
ence in adults, such as naltrexone and acamprosate, have not been well studied in
adolescent populations although some clinicians do prescribe them for this age
group. Disulfiram, a drug that causes a toxic interaction with alcohol if the pa-
tient drinks, is not usually used in adolescents because of their impulsivity and
the risk of adverse reactions. Maintenance of an opiate agonists (methadone or
buprenorphine) as a treatment for opiate dependence is not appropriate for
younger adolescents but may be considered in older adolescents or young adults
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who have failed at other treatments. In the United States, current regulations
place the minimum age for methadone treatment at 18. 

Relapses are to be expected early in treatment, especially if the care is in an
outpatient setting and the patient is still exposed to her usual environment. The
challenge is to interrupt the substance use as quickly as possible and to learn
from analyzing the relapse. What were the triggers? How did the planned re-
sponse fail? What could have been done differently? It is important not to con-
sider relapse a failure of treatment or failure of the patient. However, relapse is a
signal to reevaluate the treatment plan. Serious or repeated relapses may indicate
the need for a more intensive level of care.

LONG-TERM TREATMENT 

If the patient’s initial treatment has taken place in a residential or partial hospital
setting, the long-term aspect of her care is usually called aftercare, although to
the patient it is often the most crucial period of recovery. In this phase, she must
put into daily practice the lessons learned earlier in treatment, including coping
with life problems without using substances and resisting the pressure from peers
to resume use. Again, motivation should be assessed regularly. The patient should
be helped to develop an emergency plan to avoid use in the case of a sudden, un-
expected challenge. She should be encouraged to monitor her mood and feel
comfortable in seeking help from a variety of sources if she feels she needs it. If a
girl or young woman in treatment for substance use disorder says to her therapist,
“You’re the only one who understands me” or “You’re the only one who can help
me,” this is a signal that her treatment is lacking in resources. It is important for
her to recognize that many others in her life (such as members of support groups
or other staff members within a treatment program or in the community) can un-
derstand and help her in a crisis.

Continued psychotherapy, either individually or in young persons’ groups,
may be indicated for some patients, while others may be managed with less in-
tensive treatment but with close monitoring in case more intensive treatment be-
comes necessary. Ongoing participation in mutual help or other support groups is
also important. In addition to friendship, support, and reminders of the need to
stay sober, the patient is likely to find herself able to use her experiences to help
others in earlier stages of recovery and thereby enhance her self-esteem. Groups
based on the 12-step program of Alcoholics Anonymous stress the spiritual as-
pects of recovery along with physical, mental, and social factors, which is also a
great help to many adolescents.

The treatment professional should be aware that others in the patient’s family
may also have substance problems and should try to link these family members
with treatment for themselves wherever possible. 

RESEARCH ON TREATMENT

Only recently have researchers investigated the factors that influence treatment
outcome among adolescents. The Drug Abuse Treatment Outcomes Studies for
Adolescents (DATOS-A) showed that comorbidity (particularly conduct disor-
ders) is associated with increased problem severity  before treatment and with
worse outcomes but also with increased motivation for treatment (25). Length
of stay in treatment and participation in aftercare are both related to better
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outcomes. Thus increasing treatment retention and completion and developing
programs that are relevant and attractive to adolescents represent critical chal-
lenges in treating this population (11,26). Research suggests that adolescent girls
and boys have similar long-term substance use outcomes (27), but girls may have
greater improvement in terms of psychological adjustment following treatment
(28). Similar to adult women, adolescent girls entering addiction treatment are re-
ported to have more substance use issues, mental and physical health problems,
and HIV sexual risk behaviors. Hence the girls need a more comprehensive as-
sessment and more targeted information and behavior change strategies. Trauma-
related issues should also be screened and addressed as they enter treatment, mak-
ing use of a safe setting and sensitive questioning. Addressing these issues is
critical for their adherence to treatment (29). Eating disorders and body image is-
sues may be dealt with along with substance use, since many female adolescents
(even those without a diagnosable comorbid eating disorder) may stick to nicotine,
cocaine, and other stimulants to control weight. Further, it is not uncommon that
the stress involved in recovering from an addiction problem will trigger the recur-
rence of an eating problem that had been subclinical or in remission. Alternative
ways of dealing with weight (nutrition facts and regular exercise) should be ex-
plored (30).

Adolescents with substance-related disorders may be pregnant or have a his-
tory of one or more pregnancies. Education about sex, birth control, and about
the effects of alcohol and other drug use on the developing fetus are another im-
portant feature of treating these patients.

Treatment options for adolescents include both inpatient and outpatient mod-
els, often based on the 12-step philosophy. All-youth therapeutic communities are
also available. In making decisions about treatment options, the treatment philos-
ophy of providers and an assessment of severity level should be considered in ad-
dition to setting (31). Since psychiatric comorbidity is more often the rule than
the exception in treating young women with substance use problems, treatments
designed to address both conditions simultaneously may particularly fit this pop-
ulation’s needs (32). 

Given the impact that family factors play in substance use behavior among
adolescents, and the disruptive effects of the adolescent’s problems on other fam-
ily members, involvement of the family is usually very helpful in treating adoles-
cents. Family therapy may be indicated, usually as an adjunct to treatment for ad-
diction. Available research supports the effectiveness of including a family
treatment component in addiction treatment for adolescents (31).

PREVENTION

One of the most important goals of prevention is to obviate entirely, or at least
delay, the onset of use of all substances of abuse. The earlier the use, the greater
the risk of problems. For alcohol this may be related to the detrimental effects of
alcohol on the still-developing brain (33). Persons who begin drinking before
age 15 are four times more likely to develop alcohol dependence at some time in
their lives than those who have their first drink at age 20 or older (34). These
findings hold up in various ethnic and cultural settings. For example, studies in
Colombia have shown that early tobacco use is associated with later marijuana
and other illicit drug use and drug-related problems. Early marijuana use, in
turn, is associated with behavior, work, and school problems and violence (35).
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Primary care physicians are in a unique position for the early detection of sub-
stance-related problems. Therefore, medical training should place more emphasis
on the importance of substance use, particularly for female adolescents (since, as
mentioned, substance use poses greater risk for young women’s health and well-
being). 

Prevention programs directed to youth should include issues that are unique to
adolescent girls and young women, including date rape and other abuse,
substance use during pregnancy, and the increased sensitivity of girls to alcohol
and other drugs. Some factors found by research to be associated with greater ef-
fectiveness of prevention programs are strengthening family support, encourag-
ing school connectedness and positive role models, and acquisition of life skills
and social skills. Ideally, prevention programs should start early in school. Partic-
ularly for girls, programs starting in grades 4 to 8 (before substance use begins)
are more effective than programs starting later in school (4). 

Although the inclusion of topics related to emotions and feelings management
is helpful, this should not be the primary focus of prevention, even for girls. For
both girls and boys, such programs are not as effective as more comprehensive
programs. Gains from prevention programs may differ between girls and boys
depending on time elapsed, with girls showing improvements later (after the con-
clusion of the program), and boys showing improvements earlier (during the
course of the program). 

Elementary and high school settings are important for prevention in many
other ways. Rules about smoking, alcohol, and drugs, and their enforcement, set
a tone for student attitudes. After-school activities that are substance-free are pre-
ventive. Research has shown that girls who involve themselves in team sports are
less likely to use substances, although this is not true for boys.

Colleges and universities have established a variety of preventive measures
that involve rules about underage drinking (both on campus and off campus), ed-
ucation about substance use and abuse for students and campus leaders, and rela-
tionships with the outside community. The most difficult element in prevention
on campuses is changing the college culture that supports underage and binge
drinking as a norm. Polls find that students tend to overestimate the amount of al-
cohol that their friends and fellow students consume, so one factor in educating
students is correcting that false impression and providing accurate information
about drinking and drug use on campus and its consequences. Another is offering
confidential help to students who think they may have a problem or who are chil-
dren of alcoholic or addicted parents.

Additional important resources for prevention and early intervention are the
criminal justice system and the family courts. Careful screening of adolescents
and families involved in these systems can lead to early intervention and diver-
sion from the criminal to the treatment system.

Community attitudes toward the enforcement of laws relating to substance
use, such as sales of tobacco and alcohol to minors, smoking and drinking at
sports events and other public places, and laws prohibiting drunk driving or
drinking while driving, are likewise important elements in prevention.

Whereas the advertising of alcohol and tobacco can increase the rates of
early use, media campaigns can also play an important role in counteracting
substance use. Media messages to young people, some of them using female
celebrities such as athletes and singers as positive role models for adolescent
girls, can help deliver prevention messages, although more research establishing
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the effectiveness of media campaigns is clearly needed (4). Changes in the depic-
tion of smoking and use of alcohol and other drugs in movies, songs, and maga-
zines and other literature aimed at young readers are necessary to help alter the
attitudes of adolescents about the use of these substances. Health professionals
can and should take an activist stance about the need for prevention, both in their
own communities and on a national and international level. For the sake of future
generations, a wide perspective on youth substance use and abuse is essential.
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CHAPTER 11

The Origins of
Emotion Regulation:
Clinical Presentation

and Neurobiology
Ruth A. Lanius, Robyn L. Bluhm, Clare Pain

Post-traumatic stress disorder (PTSD), chronic complex PTSD, and borderline
personality disorder (BPD) are disorders that show significant clinical overlap; the
terminology used to describe their most prominent features is also similar. Asmundson
et al. (1) note that PTSD involves four identifiable symptom factors—intrusions, avoid-
ance, dissociation or numbing, and hyperarousal—precipitated by terrifying experi-
ences that threaten death, serious injury, or loss of physical integrity. The three major
symptom factors consistently identified in BPD are impaired relatedness (unstable rela-
tionships, identity disturbance, and emptiness), behavioral dysregulation (impulsive-
ness and deliberate self-harm), and affect dysregulation (labile mood and excessive
anger, associated with threatened abandonment) (2,3). However, in contrast to PTSD, a
history of trauma is not required for a diagnosis of BPD and trauma is not inevitably
present (4,5). Several symptoms of BPD and PTSD have similar features, for example,
excessive irritability and anger, estrangement and chronic emptiness, emotional reactiv-
ity to specific trauma cues and in general, and dissociative symptoms. The BPD criteria
generally require more marked persistence, pervasiveness, or relational instability than
occur in PTSD, but current symptom levels can be similar (4). In addition, recurrent
suicidal threats or behavior, recurrent self-injury, severe impulsivity, markedly unstable
relationships, interpersonal manipulation, and avoidance of abandonment are features
of complex PTSD and BPD rather than of PTSD alone (4). 

The extent to which PTSD and BPD are related to each other and etiologically to
trauma is a source of controversy, and we suggest that a better understanding of the
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genesis, psychology, and neurobiology of the effects of exposure to trauma, especially
during early development, will help to elucidate the relationship between them. Deficits
in regulation of emotion observed in each of these disorders are central to their clinical
presentation. Explication of the mechanisms of emotion regulation and dysregulation
will provide new research directions and, ultimately, a better understanding of the rela-
tionship between PTSD and BPD. We note that the diagnostic criteria of both PTSD
and BPD fail to capture the full clinical picture of most chronically traumatized indi-
viduals, and that the attempt to include such a disorder (disorder of extreme stress not
otherwise specified, or DESNOS) in the Diagnostic and Statistical Manual of Mental
Disorders, 4th edition (DSM-IV) failed. This too contributes to the difficulty in clarify-
ing the important clinical similarities and differences between PTSD and BPD.

The chapter provides an overview of the epidemiology of trauma, PTSD, and BPD
and then discusses the proposed role of early life experience in the development of
trauma-related psychopathology. Following a brief review of the literature on attachment
in infancy and its effects on adult attachment style, we review the work of Allan Schore
on the neurobiology of attachment (6). Whereas Schore concentrates on the importance
of stressful experiences during infancy on the development of the ability to regulate
one’s emotions, we suggest that the potential for traumatic experiences to affect the de-
veloping brain may extend into adolescence and adulthood. In discussing the clinical
and biologic aspects of trauma in adults, we draw on the neuroimaging literature and
suggest that pathologic neural functioning in PTSD and BPD occurs in relation to patho-
logic emotional experiences and the subject’s response to them over time.

WHAT IS TRAUMATIC STRESS?

POST-TRAUMATIC STRESS DISORDER

The quintessential trauma-related disorder is post-traumatic stress disorder (PTSD).
PTSD cannot be diagnosed in the absence of exposure to an event (or events) that
cause the individual to fear for his or her life or safety, or that of another person, and
to respond with feelings of intense fear, helplessness, or horror. However, differ-
ences in clinical presentation are common in PTSD patients, and comorbidity is
common. Substance use disorders (7–9), persistent anxiety and affective disorders
(10,11), eating disorders (12), borderline personality disorder (13,14), physical
health impairments (15), and a significantly increased use of medical and mental
health services (16) have all been associated with a diagnosis of PTSD.

The National Comorbidity Survey showed that as many as one in two individ-
uals in the general population experiences trauma at some point in life (17).
Between 10% and 25% of people exposed to psychological trauma subsequently
develop PTSD, a disorder that can have debilitating effects on every facet of daily
living, including sleep, work or school, and interpersonal relationships (see
Chapter 16 by Kaminer and Seedat in this book) (17,18). Yet these statistics mask
important gender differences in the epidemiology of PTSD. Gavranidou and
Rosner (19) reviewed the literature on the epidemiology of PTSD and found that
three themes were consistently reported: men are more likely than women to
experience a traumatic event; the types of traumatic events experienced tend to be
different for women than for men; and women are more likely than men to develop
PTSD subsequent to exposure to trauma (see Chapter 16). In fact, the national
comorbidity survey suggests that the lifetime prevalence of PTSD is 10.4% for
women and 5% for men. 
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Yehuda (20) notes that the most salient characteristics of events that lead to
PTSD are their severity, duration, type, and predictability. Thus, it seems that the
difference in prevalence between genders may be due, in part, to differences in the
types of traumatic events experienced by women and men. In particular, women
are more likely than men to be abused and to experience sexual abuse as children.
Men, by contrast, tend to experience traumatic events such as physical attacks and
serious accidents more commonly as adults. Thus, there are differences in the
types of “interpersonal” or “social” traumatic events, although there are no gender
differences in the reporting of events such as natural disasters or sudden death of a
partner or friend (21). Because of this, Gavranidou and Rosner (19) suggest that
one explanation for the difference in prevalence of PTSD between men and
women is that women are more likely to suffer events that “are subject to heavily
negative social sanction.” Interestingly, Brewin, Andrews, and Valentine (22) re-
ported in a meta-analysis of risk factors for PTSD that the gender effect, although
substantial among civilians, was not significant in combat settings.

All of this discussion about the nature of trauma and the impact of traumatic
events on an individual’s understanding of herself and her place in the world re-
quires a discussion of what counts as a traumatic event. DSM-IV defines a trau-
matic event in terms of its emotional impact on the individual who experiences it.
As described above, a traumatic event is one that causes fear for the life or safety
of oneself or another individual and causes a reaction of fear, helplessness, or hor-
ror. Two individuals might experience the same event differently. Thus, an event
such as a relatively minor accident or a perceived danger of assault might not be
traumatic for one individual but might well be experienced as a life-threatening
and traumatic event by another individual. In fact, in some cases, individuals with
PTSD report precipitating events that seem minor to observers but that clearly are
a source of great distress to them (23,24). This has led clinicians to believe that, in
many cases, the ability to cope with relatively “minor” traumas depends on the in-
dividual’s history. In particular, women with a history of childhood abuse or neg-
lect may lack the ability to cope with sudden stressful experience (23,24). 

BORDERLINE PERSONALITY DISORDER

The term “borderline personality” was first used in 1938 by Adolph Stern to de-
scribe patients who could be diagnosed neither as neurotic nor as psychotic and
who were therefore not appropriate candidates for psychoanalysis. During the
1950s and 1960s, the concept of borderline personality disorder was strongly in-
fluenced by object-relations theory. Analysts described the disorder as stemming
not from the “classic” Freudian Oedipus complex but from difficulties during an
earlier, narcissistic phase. The importance of Winnicott’s “good enough” mother-
ing and later Bowlby and Ainsworth’s “secure” mother–infant attachment is em-
phasized in Wirth-Cauchon’s (25) recent work: “The fragile process of relating to
and differentiating from the mother in the pre-oedipal period is the primary site
for the construction of a sense of self or identity. Thus, any aberrations in ‘good
enough’ mothering will prove disastrous for the fragile emerging self.” While the
current criteria for the diagnosis of BPD concentrate solely on symptomatology
and do not discuss this purported etiology, the historical association of the disor-
der with early difficulties in the relationship with caregiver(s) is influential. 

The prevalence of BPD in the general population has been estimated to be
1.3% (26). However, one survey (27) found that in a primary care population, the
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lifetime prevalence of BPD was 6.4%. Moreover, prevalence of BPD is dramati-
cally higher in psychiatric populations: estimates for psychiatric inpatients range
from 15% to 20% (28) to up to 63% (29). DSM-IV-TR also reports gender
differences in the diagnosis of BPD, with approximately 75% of diagnoses
occurring in women. Like PTSD, BPD is associated with extensive use of the
mental heath system, as compared with other personality disorders and major
depressive disorder (30). Individuals with BPD are also at high risk of self-injury
or suicide (4,29).

There is a high degree of comorbidity between BPD and PTSD. In a sample of
BPD patients Zanarini, et al. (31), found that 56% had comorbid PTSD. Shea et al.
(32) reported that 68% of PTSD patients in their sample also had BPD. Partly be-
cause of this comorbidity, it has been hypothesized that both disorders should be
considered trauma-spectrum disorders (13,14), although this suggestion is contro-
versial. Other authors, however, deny that BPD and PTSD are variants of the same
disorder (5,31), but suggest instead that BPD predisposes individuals to vulnera-
bility to the effects of trauma, thus placing them at risk of developing PTSD as
well (33). This separation of the two disorders is congruent with the current diag-
nostic position of PTSD as an axis I disorder and BPD as an axis II disorder.

We suggest that this controversy can only be resolved by approaching the
problem of psychological trauma from a number of different perspectives. Tradi-
tionally, the concept of psychological trauma was associated etiologically with
hysteria by Freud but was developed quite differently by Janet, whose work has
been “rediscovered” by van der Hart and van der Kolk (34–36) in the last few
years, proffering possible theoretical underpinnings to dissociative phenomena.
The development of attachment theory through the midtwentieth and twenty-first
centuries continues to refine our understanding. However, more recently, clini-
cians who work from a more biologic perspective have begun to develop tech-
niques for elucidating biologic markers associated with PTSD and BPD. These
biologic approaches, which include neuroimaging and endocrinology, promise to
give a new insight into the etiology of trauma-related disorders. One of the cen-
tral themes of this chapter is that in order to develop an understanding of trauma
and of trauma-related psychiatric disorders, it will be necessary to integrate the
insights of those disciplines that have investigated trauma; no one approach on its
own can be sufficient to allow us to understand or to treat the effects of trauma. In
the following sections, we will discuss trauma-related disorders in terms of a de-
ficiency in emotion regulation, from both a clinical and a neurobiologic perspec-
tive. We will describe work that links early life experiences to the process of
brain maturation after birth and then turn to a consideration of neuroimaging
studies that elucidate brain function associated with emotional experience in both
PTSD and BPD. 

ATTACHMENT AND EARLY DEVELOPMENT

Psychodynamic approaches to trauma have emphasized the importance of early
experiences and their permanent effects on the developing infant. The role of
mother–infant attachment has been accentuated, with deviations from “good
enough” mothering etiologically linked to a number of later diagnoses, most no-
tably borderline personality disorder. 

Traditionally, developmental theorists have focused on the importance of early
relationships, primarily with the mother, in helping an infant to learn how to
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moderate her own affective states. Taylor, Bagby, and Parker (37) noted, “studies
on attachment styles in infancy and childhood have confirmed that the sensitivity
and responsiveness of the primary caregiver to the child’s emotional states is a
major determinant of the way the child learns to regulate distressing affects and
to relate to other people.” Securely attached children are better able than their
insecurely attached counterparts to respond both behaviorally and emotionally to
changing conditions in their environment (38). Such psychological theories of
attachment have recently begun to be integrated with research in developmental
neurobiology, primarily by Schore (6), who has offered an account of infant
development that considers the effects of an infant’s environment, particularly
her social environment, on brain development. Schore emphasizes that the genet-
ically encoded developmental sequence, which provides the basis for our bio-
logic and psychological characteristics, is not completed at the time of our birth.
Rather, the most advantageous unfolding of this sequence is dependent upon the
infant’s interaction with the environment. In the case of biologic development,
this point seems obvious; without proper nutrition and the opportunity to move
about and explore the environment, the infant’s growth and development will be
suboptimal. However, the same is true for the infant’s psychological develop-
ment, in particular for the emergence of a sense of self. In Schore’s view, “The
relationship between the dynamics of early interactional development and the
ontogeny of the emergent function for self-regulation is perhaps the most funda-
mental problem of development.”

This interaction begins as early as 2 months of age. By this time, and peaking
at 9 or 10 months, the infant and her mother respond to each other’s facial expres-
sions. On the basis of the mother’s ability to modulate the infant’s response to her
facial expression, the infant learns to tolerate increasingly intense positive emo-
tions. By the age of about 10 months, when the infant is beginning to interact
more with the environment, the mother’s responses to her child’s emotional state
teach the infant to modulate her own emotions. Schore draws on the work of
developmental psychologists who observe these mother–child interactions to
argue that “the mother induces a mood modification in the infant (39) and is di-
rectly influencing the infant’s learning of ‘how to feel,’ ‘how much to feel,’ and
‘whether to feel’ about particular objects in the environment.” Schore further
cites studies that indicate that this relationship promotes the maturation of spe-
cific neural circuits in the brain that are necessary for appropriate emotion regula-
tion in the adult. The infant brain, particularly the prefrontal cortex, is a locus of
great change. The development and maturation of neural circuits occur through-
out infancy and are dependent upon environmental conditions; Schore believes
that if these environmental conditions are outside of a certain normal range, the
effects on the infant’s development are permanent.

It should be noted that these effects of disruptions in neurobiologic and emo-
tional development, in addition to persisting into adulthood and complicating the
adaptation to ongoing stress and trauma, could be transmitted to the next genera-
tion. There is evidence that infant attachment types correlate with adult attachment
patterns, which, in turn, can predict parenting style and the attachment behavior of
the next generation of infants (40). Both categories of insecure attachment
(insecure-avoidant and insecure-ambivalent) may be seen as adaptive responses
to suboptimal caregiving. However, Holmes (41) suggests that disorganized at-
tachment is a third variant of insecure attachment, which coexists with all three
attachment categories (secure, insecure-avoidant, insecure-ambivalent) and is by
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definition nonadaptive; he notes the links between disorganized attachment and
psychopathology are much more evident. Disorganized attachment represents an
approach-avoidance dilemma of the child who both needs and fears the parent as
a source of safety and simultaneously of threat. 

Disorganized attachment in a child is highly correlated with unresolved at-
tachment status in a parent (the adult equivalent of disorganized attachment) and
with specific parental behaviors that move beyond the inattentiveness and insen-
sitivity that give rise to insecure-ambivalent or insecure-avoidant attachments
(42). The behaviors of the parent are both frightening and frightened; there is a
disrupted “dissociative” aspect to the parent’s capacity to maintain her own affec-
tive continuity, which disables her ability to read her child’s cues and respond ap-
propriately (41). Fonagy et al. (43) noted that this repetitive failure of a mother to
read her child’s cues leads to attachment insecurity with an impoverished capac-
ity for the child to mentalize; that is, to have a theory of mind. The same authors
noted that resilience to psychological stress is linked to the development of a secure
attachment with the concomitant capacity to mentalize. It is this self-reflective
ability to take into account the motivational causes underlying the behaviors of
self and others that seems to be the achievement of a secure attachment and the
locus of psychological resilience (43). Any developmental impairment of this
could be salient to the later emergence of either BPD or PTSD.

REGULATION OF EMOTION

The previous section highlighted the importance of a secure attachment relation-
ship to the development of the infant’s nervous system and the infant’s ability to
learn to modulate his or her own emotional reactions to the world. It was further
suggested that the absence of such a foundation in early life contributes substan-
tially to the development of or at least the susceptibility to trauma-related disor-
ders, including BPD, in adulthood. While Schore’s work emphasizes the impor-
tance of experiences in infancy, recent work suggests that the development of the
critical areas of the prefrontal cortex continues throughout childhood and adoles-
cence (44,45). It is important to note that the process of learning to regulate one’s
emotions also continues throughout childhood, adolescence, and importantly
from the clinical standpoint, adulthood.

While most adults do reach a socially acceptable level of skill at emotion reg-
ulation, certain psychological disorders, including BPD and PTSD, can be de-
scribed as being, in large part, disorders of emotion regulation. In the case of
BPD, the experience of affect dysregulation, along with an associated instability
of interpersonal relationships, are core diagnostic features in the DSM-IV. In the
case of PTSD, the link to emotion dysregulation is not overtly stated in the DSM-
IV. Some clinicians have argued that the current diagnostic category of PTSD
must be reorganized and expanded to allow differentiation between individuals
who are suffering the aftereffects of a single traumatic experience and those who
have experienced chronic traumatization. To this end, Herman (46) has argued
for the creation of a new diagnosis, complex PTSD, while van der Kolk et al. (36)
and Pelcovitz et al. (47) have suggested the term DESNOS (Disorders of Extreme
Stress Not Otherwise Specified) be used to designate the disorder following
chronic traumatization in which emotion dysregulation is a central characteristic.
The current diagnostic criteria for PTSD do not differentiate between individuals
who have experienced a single traumatic event and those who have had multiple
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traumatic experiences; a significant subset of those currently diagnosed with
PTSD have been chronically traumatized and would likely meet criteria for com-
plex PTSD or DESNOS (47). We suggest that the current diagnostic criteria ob-
scure both the clinically and biologically important differences between “simple”
and “complex” cases of PTSD and also the fundamental importance of emotion
regulation in this disorder.

Unlike the case in BPD, the deficits in emotion regulation associated with
PTSD appear, at least at first glance, to be concerned solely with the traumatic
experience. Reminders of a traumatic event evoke sustained psychological and
physiologic arousal that the patient is unable to modulate or control. However,
this hyperreactivity can, in many cases, become generalized so that the patient re-
ports feeling constantly on edge and easily startled. Moreover, in addition to
these hyperreactivity symptoms, a second symptom cluster in PTSD emphasizes
withdrawal and emotional numbing following the experience of a traumatic
event. Patients avoid not only reminders of their trauma, but also work, social
relationships, and leisure activities. In this respect patients with PTSD and BPD
are very similar because individuals in both diagnostic groups have difficulty at-
taining, containing, and sustaining their own affective responses, a problem that
limits and usually severely impacts on their function. 

In situations in which patients are currently experiencing or vividly remem-
bering a traumatic event, two different types of response are possible and these
appear to parallel the symptom clusters in PTSD of intrusive re-experiencing, and
avoiding and numbing. The first involves an overwhelming experience of emo-
tions, while the second represents a pathologic state of “no emotions.” Bremner
et al. (48) hypothesized that the first of these two subtypes of immediate response
to traumatic events is characterized by intrusive memories and hyperarousal and
the other response is predominantly dissociative. 

In the next sections, we will review the neuroimaging literature on emotional
states in healthy subjects, patients with PTSD, and patients with BPD in order to
examine and compare neural pathways involved.

NEUROIMAGING OF EMOTIONAL STATES

Several PET neuroimaging studies have examined patterns of brain activity as-
sociated with the experience of emotional states, including sadness, anxiety,
happiness, and disgust in normal subjects. George et al. (49,50) induced emo-
tion in subjects by having them recall autobiographical events associated with
sad emotion while viewing emotionally congruent faces; they found that the
emotion activated a much larger predominantly left-sided anterior paralimbic
region in women than in men. PET studies by Liotti et al. (51), Mayberg et al.
(52), and Lane et al. (53) have also implicated anterior paralimbic regions with
transient sadness in healthy women, including activation in the subgenual cin-
gulate area (BA 25) and areas of the insula (51,52). Liotti et al. (51) found that
sadness induced by autobiographical memory scripts was associated with acti-
vation of the subgenual cingulate area (BA 25) and dorsal insula as well as the
inferior parietal areas (BA 40). Lane et al. (53) also found script-driven sadness
to be associated with activation of the anterior insula. In addition, deactivation of
frontal areas including the right prefrontal cortex (BA 9) (51) and right dorsal pre-
frontal cortex (BA 46/9) and dorsal anterior cingulate gyrus (BA 24) (52) has
also been reported.
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Studies have also investigated the neural correlates of anxiety using script-
driven imagery or viewing affect-appropriate faces or both. In response to faces
plus scripts, anxiety was associated with increased regional cerebral blood flow
(rCBF) in the left superior temporal gyrus, the left inferior frontal cortex, the left
anterior cingulate, and bilateral cuneus. In contrast, decreased rCBF was found in
the right medial frontal gyrus, the right prefrontal cortex, and the right parietal
cortex (54). Liotti et al. (51), using script-driven imagery, reported that anxiety
was associated with activation of the ventral insula and the orbitofrontal and ante-
rior temporal cortices. Deactivation was seen in the parahippocampal gyri and the
inferior temporal cortex (BA 20/37).

Damasio et al. (55) suggest that areas involved in the mapping and regulation
of internal organism states such as the somatosensory cortices and upper brain-
stem nuclei are activated when subjects recall personal life episodes marked by
sadness, happiness, anger, or fear. They hypothesize that a strong link exists be-
tween homeostasis and emotional experience that is underpinned by both uncon-
scious and conscious processes. Altered activity in any part of the network of brain
regions involved in these processes may underlie the emotional symptoms of BPD
and PTSD. In the next section, we will outline neuroimaging studies in patients
with these disorders and show that there is a significant overlap in the areas in-
volved in emotion and those implicated in PTSD and in BPD.

NEUROIMAGING IN PTSD AND BPD

POST-TRAUMATIC STRESS DISORDER

Hyperarousal Response to Trauma Reminders
In recent years a number of studies have investigated the patterns of neural activ-
ity associated with patients’ experience of PTSD symptoms. Because the diagno-
sis of PTSD is associated largely with transient states, such as physiological or
emotional reactivity upon exposure to reminders of a traumatic event, many of
these studies have used symptom-provocation paradigms to evoke such states.
The majority of these studies have focused on subjects who have become what
we have described as “hyperaroused” in response to reminders of their trauma.
This response is characterized by physiologic and emotional reactivity, often ac-
companied by memories with vivid sensory characteristics or even full-blown
flashbacks of the traumatic event. However, a minority of subjects has responded
to reminders of their traumatic experiences with a dissociative response (56), re-
porting that they feel disconnected from their bodies or their emotions. Studies in
our laboratory have also shown that these two types of responses are extremes
and that some subjects have a response that includes aspects of both (57). 

A number of reviews of the neuroimaging literature in PTSD have been pub-
lished recently (57–60); thus in this chapter we summarize the key brain areas
implicated in PTSD and discuss their potential roles in emotion regulation and
dysregulation.

Anterior cingulate cortex. The majority of the neuroimaging studies in PTSD have
implicated the anterior cingulate cortex as playing a major role in PTSD (57–60).
This region has also been shown to be involved in the representation of subjective
experience and emotion. Lane et al. (61) have reported positive correlations
between scores on the Levels of Emotional Awareness Scale and cerebral blood
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flow in BA 24 of the anterior cingulate gyrus during film-induced and recall-
induced emotion. Thus, it is possible that the abnormalities in anterior cingulate
functioning observed in PTSD underlie the emotion dysregulation seen in this
disorder, including both the re-experiencing of emotionally distressing memories
and the avoidance of emotional stimulation also observed in these patients.

Medial prefrontal cortex. The medial prefrontal cortex has also been implicated in
the pathophysiology of PTSD (reviewed in 57–60). Moscovitch and Winocur
(62) have suggested that the role of the medial prefrontal cortex in the retrieval of
episodic memories is to ensure that “currently relevant memories can be
differentiated from memories that may have been relevant once but are no
longer” (62). Although these authors do not link this suggestion to the re-
experiencing of memories seen in patients with PTSD, their suggestion has clear
relevance to the alterations in activity seen in the medial prefrontal cortex of
PTSD patients during traumatic recollections.

Thalamus. The thalamus acts as the principal synaptic relay station for information
reaching the cortex (63); with the exception of olfactory information, all sensory
input is routed through the thalamus to the cerebral cortex. Thalamic dysfunction
in PTSD has been shown in a number of studies but not consistently in all studies
(57). The thalamus has also been suggested to be involved in mediating the
interaction between attention and arousal (64), both of which are clearly relevant
to the phenomenology of traumatic stress syndromes. High levels of arousal
during traumatic experiences have been hypothesized to lead to altered thalamic
sensory processing (65), which in turn results in a disruption of transmission of
sensory information to the frontal cortex, cingulate gyrus, amygdala, and hippo-
campus. Krystal et al. (66) hypothesized that this mechanism underlies dissocia-
tive symptoms and may be one of the mechanisms underlying flashbacks in
PTSD. 

Amygdala. Although amygdala dysfunction has been reported in some PTSD neu-
roimaging studies, these findings have not always been consistent across studies
(57–60). The amygdala is reciprocally connected with many areas of the brain,
including the hypothalamus, hippocampus, neocortex, and the thalamus. Le Doux
(67) has shown that the amygdala plays a crucial role in fear conditioning and also
is implicated in contextual learning. Moreover, the basolateral amygdala has been
shown to play a role in stress-mediated alterations of memory, including memory
consolidation after an event (68). 

Neuroimaging of Dissociative Responses in PTSD and Other Disorders
The neuroimaging literature of dissociation in PTSD to date has been sparse.
However, several studies have examined brain activation patterns in pharmaco-
logically induced depersonalization, depersonalization disorder, and dissociative
identity disorder (DID). These studies give an indication of the key brain areas
that appear to be involved in dissociation.

Temporal cortex. Much of the study of the role of the temporal cortex in dissociative
phenomena come from work on epilepsy patients. Penfield and Rasmussen (69)
found that the patients tend to report dissociative experiences in response to
stimulation of the middle and superior temporal gyrus during neurosurgery. More
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recently, Teicher et al. (70) have investigated the relationship between current
temporal lobe symptoms and early abuse. Neuroimaging studies of PTSD (56)
and depersonalization disorder (71) also indicate that the temporal cortex plays
an important role in dissociative experiences.

Parieto-occipital cortex. Several neuroimaging studies of psychiatric conditions
[depersonalization disorder (71), PTSD (56) and DID (72)] report alterations in
activity in the posterior parietal and occipital cortices. These areas play a role in
multimodal integration and may reflect the reported dysregulation of visual and
sensory experience during dissociation (73,74).

The corticolimbic model of dissociation. Sierra and Berrios (75) have proposed a
corticolimbic model of depersonalization. They postulate that depersonalization
involves corticolimbic disconnection, whereby left medial prefrontal activation
with reciprocal amygdala inhibition results in hypoemotionality and decreased
arousal, and right dorsolateral prefrontal cortex activation with reciprocal ante-
rior cingulate inhibition leads to attentional difficulties and emptiness of mental
contents. In support of their model, these authors cited evidence for medial pre-
frontal involvement in both the monitoring and modulation of emotions. In this
model, once a threshold of anxiety is reached, the medial prefrontal cortex inhibits
emotional processing on limbic structures (the amygdala), which in turn leads to a
dampening of sympathetic output and reduced emotional experiencing. Finally,
several studies suggest that the prefrontal cortex has inhibitory influences on the
emotional limbic system; among these are PET studies showing a negative corre-
lation between blood flow in the left prefrontal cortex and the amygdala (76,77).
Our findings partially lend support to the above model. We found that patients
with dissociative PTSD had increased activation in the dorsolateral prefrontal
cortex (BA 9) and the medial frontal cortex (BA 10) and  did not exhibit increased
amygdala activation. Increased activation of the medial prefrontal cortex may
underlie the lack of autonomic response observed in some of these patients (78). 

Borderline Personality Disorder
In comparison with PTSD, relatively few imaging studies have been conducted in
patients with BPD. However, there is a small but growing literature on functional
abnormalities associated with BPD. As with the PTSD studies, these experiments
often involve inducing particular emotions in subjects and observing alterations
in brain functioning.

Two studies (79,80) have compared emotional responses to pictures of nega-
tive stimuli and to pictures of emotional faces, respectively, in persons with BPD
to the responses in healthy control subjects. Using slides of neutral and unpleas-
ant stimuli, Herpertz et al. (80) found that, in response to the unpleasant pictures,
BPD subjects showed activation in the left and right fusiform gyrus (BA 37), left
and right amygdala, right inferior frontal gyrus (BA 47), and left medial frontal
gyrus (BA 10). Control subjects, by contrast, showed activation in the medial
temporal gyrus (BA 39) and left medial occipital gyrus (BA 39).

Donegan et al. (79) examined neural responses to neutral, happy, sad, and
fearful faces. BPD patients responded with an increase in left amygdala activa-
tion to the neutral, fearful, and sad faces. The response to neutral faces may be
explained by the reported tendency of BPD patients to project negative attributes
onto the neutral faces.
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Schmahl et al. (81,82) conducted script-driven imagery research in patients
with BPD using sexual abuse and abandonment scripts. Because of the tendency
of BPD patients to fear real or imagined abandonment, the first study used person-
alized scripts of abandonment situations to provoke a symptomatic state. All of the
women in this study (n � 20) had a history of childhood sexual abuse. Of these,
10 met criteria for BPD. Exposure to abandonment scripts resulted in an increase
in blood flow in the right dorsolateral prefrontal cortex (BA 10, 46, 47) and right
cuneus (BA 19) in women with BPD but not in control subjects. The control group
showed decreased blood flow in the left superior frontal gyrus (BA 8), right mid-
dle and superior frontal gyrus (BA 6, 8, 10). Decreased blood flow was observed
in BPD subjects in the bilateral anterior cingulate gyrus; this decrease was signifi-
cantly greater than the right hemispheric decrease seen in the control group (BA
24,32). Exposure to abuse scripts was associated with decreased blood flow in the
right anterior cingulate gyrus (BA 24) and orbitofrontal cortex. Given the impor-
tant role of the anterior cingulate gyrus and orbitofrontal cortex in emotion regula-
tion, it may be that dysfunction in these areas underlies the emotion dysregulation
often observed in patients with borderline personality disorder.

CONCLUSION

In this chapter we have emphasized the similarities in symptoms between PTSD
and BPD and noted that for neither PTSD or BPD alone are the current diagnos-
tic criteria adequate to describe the chronically traumatized individual. Because
of these limitations, we included some consideration of the informal diagnosis of
DESNOS in developing our hypothesis that emotional dysregulation is a central
feature of these disorders. We believe that the development of new diagnostic
criteria will improve clinicians’ capacity to recognize the effects of early trauma
as they are manifested in adulthood.

Current research into attachment patterns in both infants and adults, combined
with insights from developmental neurobiology and functional neuroimaging,
has the potential to reshape our understanding of PTSD and of BPD and to distin-
guish between various trauma-related disorders in a richer, and more clinically
useful, way than has been previously available. We briefly reviewed the literature
on the neural structures involved in emotional experience, in PTSD and in BPD
and suggest that the link between traumatic experience and clinical symptomatol-
ogy can best be drawn by research into the role of emotion regulation in trauma-
related disorders. Further research examining this hypothesis must address the ef-
fects of trauma across the life span and draw on the strengths of clinical,
psychological, and biologic research. 
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Adulthood
Section IV Summary
Commentary from the Editor
Sarah E. Romans
The individual chapters in this section identify several com-
mon themes.

Current diagnostic classification systems are problematic
and do not capture the subtleties of subtypes of disorder
(phenotypes), or sensibly map comorbidity patterns. Per-
haps further refinement could be achieved by returning to
the basic criteria for separating disorders enunciated by the
St. Louis group years ago: clinical description, laboratory
studies, delimitation from other conditions, follow-up and
family information (1). 

All the authors emphasize the importance of sex and gen-
der when considering how mental illnesses unfold. Com-
plex social and biological mechanisms, acting simultane-
ously and interactively, affect women and men differently.
The mental health of individuals needs to be understood in
their interpersonal and sociocultural context. Internation-
ally, 70% of those living in poverty and two thirds of the il-
literate are women. One in four women is beaten by her hus-
band or partner. Every day, 1,300 women die unnecessarily
in childbirth or during pregnancy. The sociopolitical disad-
vantages that women experience are addressed by several
other contributors in this volume (see particularly Astbury,
Pandalangat, and C. C. Williams). Our thinking needs to be
guided by a gender framework; the question should arise,
“Does this apply equally for women and men?”

Abuse. Much recent research has focused on the adverse
impact of abuse (physical, sexual, emotional, financial). A
conceptual framework addressing the abuse of the submis-
sive person in a dominant-submissive dyad provides many
insights into factors that determine health outcomes (2). 
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This theme of abuse, which forms a strong thread through this section, also links to
other parts of this book. 

Service design and delivery. The contributors suggest that some psychiatric services
have not helped women with mental disorders. Some are difficult to access and do not
accommodate the unpaid and unacknowledged work that women do in the community;
such as the care of children, the elderly and the ill, (3). A greater focus on the life
circumstances of women with psychiatric problems gives a better fit for those in need
of treatment.

The importance of a historical framework. This is implicit throughout the section.
The authors all place the evolution of the concepts that currently frame the disorders
that they discuss in a historical context. Kulkarni, in particular, traces how sexist atti-
tudes toward women throughout the ages have shaped the way in which mental prob-
lems are defined and handled by successive generations. 

Stigmatization. Mental health problems are often misunderstood in the general
community. The tendency to view psychiatric disorders as strange, incomprehensible,
dangerous, or untreatable has inflicted additional harm on people with psychiatric
problems. 

The importance of research. While firm commitment to quality research in devel-
oped nations is steadily advancing our knowledge, there are some factors that work
against the comprehensive understanding of psychiatric disorders. Research is expen-
sive and knowledge advances slowly. We need to acknowledge that each research
design has weaknesses; even the most highly rated method, a prospective cohort study,
which can give the best information about causal relationships, is limited by the ethical
need to intervene when a medical problem is discovered. So, as the years go by, the
cohort becomes less and less typical and the study’s outcomes are therefore less gen-
eralizable. The most complete picture about any disorder will come from a careful
amalgamation of results arising from diverse research strategies-cohort studies, cross-
sectional surveys, and qualitative interviews strategies. By combining results from
these projects, we can assemble a comprehensive picture. 

Spirituality. Spirituality is one area of developing interest in mental health sciences
which received little discussion in this section. This reflects the sparse research cur-
rently available. Spirituality is part of a person’s deepest cultural beliefs and as such
can be expected to show clear gender differences. A new diagnostic category entitled
religious or spiritual problem has been included in the fourth edition of the Diagnostic
and Statistical Manual of Mental Disorders (DSM-IV) and will spearhead research
efforts in the coming years. 

Taken together, these diverse chapters give a rich 2005 snapshot of our current
knowledge on gender and mental health and show how we can integrate diverse but
complementary spheres of knowledge.
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CHAPTER 12

Gender Differences
in Depression and
Anxiety Disorders

Gail Erlick Robinson

The objective of this chapter is to highlight sex and gender differences in the preva-
lence, etiology, presentation, and treatment of depression and anxiety disorders, with
special emphasis on the effect of biologic sex and gender roles. The high female:male
sex ratio in these conditions is one of the most replicated findings in epidemiology, yet
one whose explanation remains uncertain.

Anxiety and depressive disorders are addressed together in this chapter because the
distinction between them may be an artificial one. Medical historian Shorter and
psychiatrist Tyrer suggest that the distinction originated with the development of the
Diagnostic and Statistical Manual of Mental Disorders, 3rd edition (DSM-III) by the
American Psychiatric Association (1). Before then, anxiety had been considered an
integral part of depression but, with the arrival of the new diagnostic classification, the
two became separate diagnoses. Despite the results of a nationwide household survey
in the United Kingdom that showed mixed anxiety-depression to be the commonest
form of affective disorder (2), the presence of a mixed syndrome is now viewed instead
as comorbidity. Yet, over 90% of all depressed patients also have anxiety symptoms. In
the Epidemiologic Catchment Area (ECA) study, 47% of the respondents meeting life-
time criteria for major depression also met criteria for a co-existing anxiety disorder
(3). The National Comorbidity Study (NCS) also found that the presence of an anxiety
disorder was associated with an increased risk for major depressive disorder (4).
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Although the comingling of depression and anxiety is true for both sexes, comorbid
anxiety disorder is more likely in depressed women than in depressed men (5).

EPIDEMIOLOGY

DEPRESSION

Prior to puberty, there are few differences in the prevalence of depression in
males and females (6). (See Manassis, Chapter 4 of this book, on anxiety and de-
pression in childhood.) By contrast, during their reproductive years, women show
approximately twice the male frequency of depression. Importantly for the provi-
sion of optimum treatment, women are more likely than men to present with
atypical depression, anxious depression, and seasonal affective disorder. There
are no sex differences in the overall rates of bipolar disorders, but there are some
important distinctions, The rapid cycling form of bipolar disorder is more preva-
lent in women, and women typically experience more episodes of depression rel-
ative to manic and hypomanic episodes. Also, the difficult clinical distinction be-
tween bipolar II (with hypomania and not mania) and personality disorders such
as borderline personality disorder arises more frequently for women than men. 

The preponderance of female depression has been found throughout the world,
although the exact female:male ratios vary somewhat. As the number of symptoms
increases, so does the female:male prevalence ratio. This ratio has, at times, been
attributed to a variety of artifacts including women being more willing to talk
about feelings; women coming more readily for help; and women’s symptoms
being more readily diagnosed as depression. Community surveys, however, have
confirmed that the gender difference is found when the bias arising from help
seeking is eliminated (3,7). This difference cannot be explained away, as some
have speculated, by depressed men self-medicating with alcohol or drugs and,
therefore, being diagnosed with substance abuse instead of a mood disorder. 

ANXIETY

According to the ECA data, 13% of women compared to 6% of men met 6-month
criteria for DSM-III Anxiety Disorders (3). The NCS study found that, not only
was the 12-month prevalence of anxiety disorders significantly higher than the
12-month prevalence of substance abuse or affective disorders, but anxiety disor-
ders were also more chronic (4). The majority of anxiety disorders, including
specific phobias, agoraphobia with panic, panic disorders, and generalized anxi-
ety disorders, are approximately twice as common in women (4). This difference
in prevalence predates adolescence (by age 6, sex differences can already be
seen) and increases over time. 

DEPRESSIVE DISORDERS

ETIOLOGIC THEORIES OF DEPRESSION

Psychosocial Factors
Beginning at an early age, various psychosocial factors influence the occurrence
of depression in women. Women are more likely to be sexually abused as chil-
dren, and abused children are more likely to become depressed as adults (8). Pro-
longed separation from parents at an early age greatly increases the risk of de-
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pression in adult women, but this is also true for men. Women have a higher rate
of victimization than men, and victimized women have high rates of depression.
In the NCS data, however, Kessler (9) controlled for 24 types of life trauma and
found that the sex ratio for depression was identical for those with and without
previous trauma. Nevertheless, women are more likely to become depressed fol-
lowing stressful life events. (See Chapters 11 and 16 for response to trauma in
women.)

As adults, women frequently struggle with role overload, the majority of
women working full-time as well as doing 70% of the house and child care.
Women are more likely to be depressed if they have young children at home,
work outside the home (especially if they would rather stay at home), experience
role conflict, or have trouble finding child care (10,11). These factors may
contribute to the finding that marriage is not protective for women; married
women are more likely to be depressed than married men or single women, the
risk increasing further in unhappily married women. The explanation may lie in
the fact that women are socialized to look after others, dismissing or minimizing
their own needs. They are expected to handle things quietly without resorting to
anger; as a consequence, they turn their feelings inward, which results in depres-
sion. As well, women are more often financially disadvantaged, and there is a
particularly strong relationship between poverty in women and depression. (See
Astbury, Chapter 27, in this book.) 

Neurochemical and Anatomical Factors
Recent research has focused on the neurochemical and anatomical changes ac-
companying major depressive disorder (12). Although studies initially centered
on the brain monoamine system, researchers more recently have looked at the
role of cyclic adenosine monophosphate (cAMP) signal transduction cascade and
cAMP-response element (CRE)–binding protein (CREB) (13). Brain-derived
neurotrophic factor (BDNF), which protects against stress, appears to be an im-
portant gene product regulated by CREB (14). Clinical antidepressant efficacy
mirrors the extent of expression of BDNF. 

Activation of the hypothalamic-pituitary-adrenal (HPA) axis is commonly seen
in depressed patients. There is evidence for elevated cortisol and corticotropin-
releasing hormone (CRH) levels, nonsuppression on the dexamethasone suppres-
sion test, and a blunted adrenocorticotropic hormone (ACTH) response to CRH.
Activation of the HPA axis appears to have prognostic value and is associated
with increased risk of depression relapse and even suicide (15). CRH appears to
modulate the general stress response as well as depression-related behaviors in-
cluding appetite and sleep alterations and behavioral despair (16). Early life
stress appears to produce longlasting changes in the regulation of CRH neurons
and may, therefore, result in a biologic vulnerability to the subsequent develop-
ment of depression, either directly or by means of increased reaction to stressors
later in life. Patients with depression have been found to have volume reductions
or other abnormalities in the prefrontal cortex and hippocampus, areas connected
to the regulation of mood (17). 

Research findings in animal models of depression have corroborated the
profound effects of stress on intracellular signal transduction and on the expres-
sion of genes that drive fundamental neurotropic and neurotoxic processes,
thereby demonstrating the link among environmental stressors, anatomical and
neurochemical processes, and depression. 
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Hormonal Factors
Women’s gonadal steroid hormones are thought to play an important role in the
development of mood disorders (18). Mood often appears to fluctuate with the
change of hormones. Times of low estrogen, such as the premenstrual and postpar-
tum periods, are times of increased risk for mood disorder. (See Gold, Chapter 18
of this book.) It is possible that monthly cycling may trigger mood changes. We
know that the brain is a major target organ for gonadal hormones. A complex
interaction exists between gonadal hormones and neurotransmitters such as
glutamate, gama-aminobutyric acid, acetylcholine, serotonin, dopamine, nora-
drenaline, adrenaline, and neuropeptides. Gonadal steroid hormones can affect
the synthesis and release of these neurotransmitters, the expression of their
receptors, and the membrane permeability of neurons. 

Over the course of life, the risk of thyroid disease is four times higher in
women than in men. Although thyroid abnormalities seen in depressed patients
are probably transitory and stress-induced, subclinical hypothyroidism always
needs to be ruled out in depressed women (19). 

Genetic Factors
Although genetic factors play a large role in the vulnerability to mood disorders,
they do not totally account for the occurrence of depression. Kendler and
colleagues (20) found an estimated heritability for the liability to develop a major
depressive disorder over a one-year period to be 41% to 46%; they found a life-
time estimated heritability of 70%. This research group postulates that what is in-
herited is a tendency to overreact to stressful life events. There is no evidence that
men and women have a different genetic basis for unipolar depression; however,
specific genetic risk factors may vary between men and women. For instance,
specific genetic factors may be present in some women that predispose toward
premenstrual mood disorder. 

For children of bipolar patients, there is a 9% risk of developing the disorder
compared to a 1% risk for the general population (21). Early reports of linkage of
bipolar disorder to specific sites on the X chromosome have not been replicated.
Similarly, reports of illness transmission from mother to child have not held up
under scrutiny.

Personality Factors
Specific personality traits have been hypothesized as factors in the high prevalence
of depression in women. Women as a group have been described as showing low
self-esteem, low perceived control, pessimistic attributional styles, dependency, and
overexpressiveness, factors that might result in depression or in being erroneously
labeled as depressed. However, studies that carefully controlled for a previous his-
tory of depression found no significant association between these personality fac-
tors and depression (22). Duggan and colleagues (23), however, found that neuroti-
cism was associated with both a one-year and a lifetime risk of depression and
postulated that neuroticism predisposes to depression. More recently, Goodwin and
Gotlib found that gender roles, and specifically neuroticism, may indeed play a key
role (24). Because neuroticism is a very broad concept, it may be that these studies
identified not so much personality factors as alterations in the response to stress, a
probable determinant of vulnerability in women predisposed to depression.

Nolen-Hoeksema (25) has hypothesized an interesting relationship between
women’s coping styles and subsequent depression. She found that women are
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more likely than men to display a self-focused ruminative style of coping with
feelings of sadness. Men’s style of distracting themselves rather than ruminating
appears, in Nolen-Hoeksema’s studies, to be a more effective way of warding off
depression. 

SUBTYPES OF DEPRESSION

Dysthymic Disorder  
Dysthymia affects from 3% to 6% of the population (4). There is no gender dif-
ference in children, but the prevalence rate for adult women (8.0%) is almost
twice that of adult males (4.8%). The disorder usually begins gradually at an
early age. Adolescent girls have been reported to have a greater number of symp-
toms and more problems with self-esteem than boys, who tend to show more
aggressive behavior. Patients frequently suffer from comorbid illnesses such as
anxiety or substance abuse. Forty percent have a coexisting major depression
(double depression). Although the symptoms of dysthymia are not as severe as
those of a major depression, they can nevertheless cause clinically significant dis-
tress and impairment in social, occupational, or other functioning. 

Major Depressive Disorder (MDD)
MDD is 1.7 to 2.7 times more prevalent in women than in men (5). Girls begin to
show an excess of depression over boys beginning around age 13. Ernst and
Angst found that females had greater duration, recurrence, chronicity, and global
manifestations of MDD than males during early to middle adulthood (26). How-
ever, when adjustments were made for recall bias in this retrospective study, these
differences disappeared. Analysis of NCS and National Institute of Mental
Health (NIMH) data has not found any differences in the course of MDD in men
and women whether in recurrence rate, speed of recovery, or chronicity. But
chronicity of depression appears to affect women more seriously than men, as
manifested by more symptom reporting, poorer social adjustment, and poorer
quality of life.

Women suffer more from atypical depression with psychomotor retardation,
increased appetite and weight gain, and higher levels of somatic symptoms, rumi-
nations, and feelings of worthlessness and guilt (27). They are also more likely
than men to show comorbid generalized anxiety and panic disorders. Depressed
women, more than men, also suffer from comorbid thyroid disorders, fibromyal-
gia, and migraines. No significant gender differences have been found in the risk
of such sequelae of depression as early school leaving, having a child at a young
age, marrying very early, or being unemployed. Early childbearing, however,
when it does occur, leads to more severe consequences in women than in men.

Bipolar Disorder
Bipolar I disorder is equally prevalent in men and women (28). Bipolar II disor-
ders, with episodes of depression and hypomania, occur more frequently in
women. Although in 50% of cases in both men and women the onset occurs be-
fore age 25, among the other 50%, women generally have a later onset than men,
onset in the fifth decade being more common in women. 

Women with bipolar illness are more likely than men to have depressive or
mixed episodes (29). They also tend toward more dysphoric than euphoric
episodes of mania, but male bipolar patients are more likely to complete suicide.
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As mentioned earlier, women, more often than men, are rapid cyclers (defined as
having as four or more affective episodes per year). Although few have been well
studied, a number of hypotheses have been presented to account for this excess of
rapid cycling, among them the following: 1) because bipolar women tend to have
more depressive episodes, they may more often take antidepressant medication,
which increases the risk of developing a manic episode; 2) because women are
generally more likely than men to be hypothyroid, subclinical hypothyroidism may
initiate rapid cycling; 3) the mood-stabilizing effects of lithium may be offset by its
thyrotoxic effect in women, thus making women less responsive; and 4) although
there is no prospective evidence linking phases of the menstrual cycle to the onset
of rapid cycling, a subset of women may be reactive to the effects of cycling repro-
ductive hormones. No good evidence exists for any of these hypotheses.

Women with bipolar disorder have a 46% risk of developing a psychotic episode
postpartum. (See Grigoriadis, Chapter 20 of this book.) This does not seem to be
related to psychosocial stressors; these women may be particularly susceptible to
the effects of sleep deprivation, which is common during the postpartum period. 

Seasonal Affective Disorder (SAD)
The prevalence of SAD is related to latitude, with rates generally being higher in
more northern locales (e.g., 4.3% at latitude 39 degrees versus 9.2% at 64 degrees
(30). Subsyndromal SAD (S-SAD) shows similar variations from 13.5% to
28.3%. Multinational studies, however, show some variations that have been ex-
plained away on the basis of milder climates (e.g., Iceland with a combined SAD
and S-SAD rate of only 11.3%) and the number of hours a person spends out-
doors. Women have been found to be two to four times more likely than men to
experience SAD. SAD has been attributed to both a dysfunction in the serotonin
system and a phase delay in circadian rhythm (31).

Both bipolar disorder and MDD may present with a seasonal pattern. Typically,
the individual becomes depressed in the fall, and the condition remits in the spring
or summer. Patients usually complain of atypical symptoms, including increased
appetite (sometimes especially for carbohydrates), weight gain, and hypersomnia.
No gender differences have been shown in the course of the disorder.

TREATMENT OF DEPRESSIVE DISORDERS

Treatment of depressive disorders may require medication, psychotherapy, or a
combination of these modalities. In considering medication in women, it is im-
portant to remember that drug distribution may differ in men and women because
they have a different ratio of fat to muscle. As well, physiologic changes across the
menstrual cycle influence gastric emptying and gastrointestinal transit time, which
in turn affects the absorption and elimination of drugs. A premenstrual decrease in
drug levels is common. As a result, some women need a premenstrual increase in
medication in order to maintain the same drug levels across the cycle. It is also
important to note whether the patient is taking oral contraceptives (OCs). Antide-
pressants such as fluoxetine, sertraline, paroxetine, and venlafaxine may increase
the efficacy of OCs, whereas the mood stabilizers carbamazepine and topiramate
decrease their efficacy. Plasma levels of tricyclic antidepressants may increase in
women taking OCs, and doses of the antidepressant may need to be lowered.

Gender may affect choice of antidepressants. Several studies have found that,
prior to menopause, women respond better to selective serotonin reuptake in-
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hibitors (SSRIs) than to tricyclic antidepressants (TCAs) but, after menopause,
this difference disappears (32). It has been suggested that this premenopausal
and postmenopausal difference in drug response may be accounted for by the
action of ovarian hormones in modulating the density of serotonin receptors in
the hypothalamus, cortex, and nucleus accumbens as well as enhancing the
antidepressant-induced down regulation of these receptors. A pooled analysis of
1,746 patients aged 18 to 65 found no differences in responses to TCAs or fluox-
etine between men and women older and younger than 50 years (33). This analy-
sis was marred, however, by its use of only one dose of open-label fluoxetine and
by the small number of women in the over-50 group. Women may have more side
effects from TCAs than men because of higher bioavailability and slower renal
clearance. They are therefore more likely to discontinue treatment with TCAs
than with SSRIs.

An analysis of studies comparing SSRIs and venlafaxine found no gender differ-
ences in response to either treatment (34). However, younger women appeared to re-
spond better to SSRIs whereas venlafaxine was more beneficial in the older women. 

The best approach to the treatment of dysthymic disorder seems to be a com-
bination of medication and psychotherapy. Both men and women with MDD
have been shown to respond to cognitive-behavioral therapy (CBT) and interper-
sonal therapy (IPT). Patients with more severe symptomatology may require an-
tidepressant medication as well. Those with atypical depression respond best to
monoamine oxidase inhibitor (MAOIs) (35). The addition of T3 works better as
an augmenting agent in women than in men (36). For the use of medication dur-
ing pregnancy and breastfeeding, please see Chapters 19 and 20 of this book.

Reports have been mixed regarding the use of exogenous female sex hormones
in the treatment of MDD in women (37). Some studies have shown an improve-
ment in depressed postmenopausal women when estrogen replacement therapy
(ERT) or hormone replacement therapy (HRT) was added to fluoxetine or sertra-
line but not venlafaxine. There is no agreement about the therapeutic benefit of es-
trogen alone in perimenopausal depression. Concerns about the increased risk of
breast cancer, endometrial problems, heart attacks, and strokes in women taking
ERT or HRT may limit use of these to cases of refractory depression.

Several studies have looked at the combination of psychotherapy and medication.
Thase and colleagues (38) found a combination of IPT or CBT and a TCA was of
greater benefit to men. This may be related to women’s poorer response to TCAs. In
contrast, Keller and colleagues (39) found that men and women responded equally
when treated with a combination of nefazadone and CBT. In cases of chronic de-
pression related to childhood trauma, Nemeroff’s group (40) found that psychother-
apy plus pharmacotherapy was marginally superior to psychotherapy alone. 

ECT has been reported to be effective at lower doses, lead to less memory
impairment (when treatment is unilateral on the right), and have a better acute
response in women than in men. Thase and colleagues, however, report that
women may have higher rates of relapse following ECT (41).

The main concern in the treatment of women with bipolar disorders is the need
to prevent rapid cycling, as this has significant morbidity. Women should be mon-
itored closely to detect the early signs of a rapid cycling period. If antidepressants
cannot be avoided, SSRIs appear to have less chance of inducing a manic episode.
Despite the lack of clear evidence for hypothyroidism being the cause of rapid cy-
cling, some clinicians are using doses of levothyroxine up to 0.40 mg per day with
some success even when thyroid laboratory findings are within normal ranges.
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This should only be used in combination with mood-stabilizing medication to
minimize the risk of inducing mania. Bone density should be monitored to ensure
that there is no detrimental effect with high-dose levothyroxine.

Because women tend to have a greater number of depressive than manic
episodes, mood stabilizers such as lithium and valproate, which are relatively
ineffective at preventing depressive episodes, may not be the best choice. As well,
valproate has been associated with the development of polycystic ovarian disease.
Even though the evidence is not clear, it is probably wise to avoid its use in young
women. Lamotrigine appears to be more effective at preventing depression (42).
Lamotrigine also has the benefit of not interacting with oral contraceptives,
whereas carbamazepine may reduce their efficacy. A combination of lithium and
lamotrigine may be useful in managing rapid cycling bipolar disorder in women.

Atypical antipsychotics are being used more often as monotherapy or in com-
bination with mood stabilizers. Certain side effects may be of particular concerns
for women. Risperidone induces hypoprolactinemia, whereas olanzapine can
cause significant weight gain.

Light therapy has proven to be effective in the prevention and treatment of
SAD. The current recommendation is to expose the patient to 10,000-lux light in-
tensity for 45 minutes twice a day. Side effects are rare and transient but may in-
clude irritability, headaches, eyestrain, and sleep disturbance. Improvement can
be seen as early as within one week in some individuals. Antidepressants such as
moclobemide, fluoxetine, sertraline, and citalopram have also been found to be
effective alone or in combination with bright light therapy. 

ANXIETY DISORDERS

Sex differences in anxiety begin at an early age (43). By age 6, the female:male
ratio for anxiety is 2:1 (see Chapter 4). Although the duration of episodes does
not differ between boys and girls, the severity of illness is greater in girls. Anxi-
ety disorders have been associated with an increased risk of functional impair-
ment, limited academic achievement, diminished occupational opportunities, im-
paired occupational performance, and elevated morbidity and mortality rates. As
well, the presence of an anxiety disorder has been associated with elevated use
rates for emergency medical and mental health-care services.

ETIOLOGIC THEORIES OF ANXIETY

Psychosocial Factors
Women who have a childhood history of separation from a parent or of parental
marital separation have a greater risk of developing generalized anxiety disorder
(GAD) as adults (44). Women with panic disorder report a greater frequency of
childhood sexual abuse than women with other anxiety disorders. The onset of
social phobia has been linked to the childhood experience of sexual assault by a
relative and also to chronic exposure to verbal outbursts between parents. This as-
sociation is true for women but not for men (45).

Neurochemical and Anatomical Factors
There is substantial evidence of overactivity in the central norepinephrine system
in panic disorder and post-traumatic stress disorder (PTSD). In turn, the chronic
stress resulting from the anxiety disorders leads to down regulation of postsynap-
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tic alpha 2-receptor function. There appears to be postsynaptic 5-HT2A receptor
and 5-HT1C sensitivity across anxiety disorders. Subsensitivity or dysregulation
of gamma-aminobutyric acid (GABA) has also been found. Abnormalities in
corticotropin-releasing factor (CRF) secretion have been identified in several anx-
iety disorders. Most anxiety disorders are associated with postsynaptic cholecys-
tokinin receptor supersensitivity. In addition, there has been a consistent finding of
lactate sensitivity in panic disorder patients. Neuroimaging studies have shown
hippocampal atrophy in PTSD but not in panic disorder. (See Lanius, Bluhm, and
Pain, Chapter 11 of this book.) The amygdala is activated during fear-conditioning
procedures, suggesting that the amygdala is a key structure in the mediation of
human anxiety (46). In persons with obsessive compulsive disorder (OCD) there
appears to be a diffuse structural abnormality of the brain with an increase in total
gray matter volume and a decrease in white matter (47). Gender differences have
been seen in response to serotonergic probes in OCD, included here among the
anxiety disorders. It may be that OCD is more related to serotonin dysregulation
in women, but  impairment of dopaminergic mechanisms is more common in men.

Hormonal Factors
The stress response is known to decrease during pregnancy. Placental CRF, pro-
lactin, and oxytocin all inhibit the stress response at the level of the pituitary. No
significant effect of menstrual cycle on symptom level in GAD has been reported,
although women with GAD and comorbid premenstrual syndrome are reported to
be symptomatic in both phases of the menstrual cycle (48). 

Although some studies have found a worsening of anxiety symptoms in gen-
eral, and in panic disorder in particular, in the midluteal phase of the menstrual
cycle, to date, prospective studies have failed to find any significant association.
Approximately equal percentages of women improve or deteriorate during this
time. Postpartum, there is often a worsening in women with pre-existing panic dis-
order. Between 11% and 29% of women with panic disorder report that its first
onset was during the postpartum period (49). Acute suppression of ovarian func-
tion, as in perimenopause, may also increase the risk of panic disorder. There is no
evidence on the relationship between phobias and the female reproductive system. 

Although retrospective studies have shown an increase of OCD symptoms in
the late luteal phase, this research is of questionable validity. Between 13% and
39% of women report the first onset of OCD during pregnancy (50). For those
with pre-existing OCD, 70% showed no change during pregnancy and equal
numbers reported significant worsening or improvement during pregnancy. A
postpartum increase in pre-existing OCD symptoms (as opposed to the onset of
new symptoms) has been reported. In the six months following a miscarriage,
OCD was found to occur eight times more frequently than in a control group who
had not suffered miscarriages (51). 

Genetic Factors
Genetic factors appear to play a strong role in the development of anxiety disor-
ders. Kendler and colleagues, in their investigation of female twin pairs, found
that genetics accounted for approximately 30% of the development of GAD (52).
This work has provided strong evidence that GAD and depression may share a
common genotype, the actual presentation being determined by environmental
experiences. In panic disorder, women are reported to have a higher occurrence
of a novel repeat genetic polymorphism on chromosome X than control subjects.
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This is thought to mediate the expression of monoamine oxidase A (53). Twin
studies suggest that, in general, environmental factors are much more important
than genetic factors in the development of phobia, although, in generalized social
phobia, there appears to be an important genetic contribution. In nongeneralized
social phobia, twin studies have failed to find genetic transmission. OCD  also
appears to have a strong genetic component, and gender differences may exist in
the nature of the genetic susceptibility (54). 

Personality Factors
Sociotropy (an excess investment in interpersonal relationships) has been shown
to be associated with trait anxiety in situations of social evaluation, physical dan-
ger, and ambiguous situations. An excessive concern with independence (auton-
omy) has been associated with trait anxiety in daily routines (55). Women with
panic disorder more commonly meet criteria for a histrionic and cluster C per-
sonality diagnosis, particularly dependent personality; in contrast, men with
panic disorder are more likely to be diagnosed as having schizoid or borderline
personality disorders (56).

SUBTYPES OF ANXIETY DISORDERS

Just as the current classification systems require that we consider depressive con-
ditions separately from anxiety, anxiety itself is currently subdivided into a num-
ber of separate conditions, which can co-occur in complex patterns.

Generalized Anxiety Disorder (GAD)
GAD occurs approximately twice as often in women as in men. The prevalence
rate of GAD in women is 6.6% compared to 3.6% in men (4). It tends to be a
chronic disorder with low remission rates and a prevalence rate that is constant
throughout life. Mood disorders, panic disorder, and social anxiety are the most
common comorbid disorders. 

Women have a slightly later onset, a more chronic course, and greater symp-
tom severity than men. This may be related to the fact that, in women, GAD is
more likely to be complicated by a comorbid psychiatric disorder and is therefore
associated with more functional impairment than in men. Even without comorbid
disorders, people with GAD tend to have significant disability and are heavy
users of medical services. 

Panic Disorder and Agoraphobia
Panic disorder is one of the more prevalent psychiatric disorders, with a lifetime
prevalence of 2.2% to 3.5%. In both the ECA and NCS studies, women were found
to have two to four times the lifetime prevalence of men. Women have a 5.0%
lifetime prevalence rate compared to 2% for men. Similar rates have been reported
for the occurrence of panic disorder with agoraphobia. Women are twice as likely
as men to meet criteria for agoraphobia without panic disorder (7% versus 3.5%). 

Forty percent of women who have panic attacks during their childhood or ado-
lescence develop a subsequent psychiatric disorder. Panic disorder appears to
begin earlier in women and is most prevalent between the ages of 25 and 34 in
women (compared to ages 30 and 44 in men). Postmenopausally, women im-
prove, showing less anticipatory anxiety and fewer panic attacks and experienc-
ing less severe attacks. 
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Women with panic disorder report greater levels of phobic avoidance, more re-
liance on family members as companions, and more functional impairment than do
men. Yonkers and colleagues (57) found that men and women with pure panic dis-
order are equally likely to get well and have a similar age of onset and length of ill-
ness. However, women tend to have a greater number of relapses. This may be be-
cause women are more likely to have comorbid agoraphobia, which is associated
with a poor outcome and an elevated lifetime risk for comorbid psychiatric disor-
ders including depression, GAD, simple phobia, and somatization disorder (57). 

Specific Phobia
Women are twice as likely as men to suffer from specific phobia (26% lifetime
risk for women compared to 12% for men). Women have higher rates of situa-
tional and animal phobias and equal rates of health-related phobias. 

Phobias generally have the earliest rate of onset of any anxiety disorders, with
a mean age of 15 years. They tend to follow a chronic course, with frequent co-
morbidity including elevated rates of GAD and an increased vulnerability to sub-
sequent major depression and addictive disorders. Phobias that continue into
adulthood have approximately a 20% chance of remitting. There is little informa-
tion about differences between men and women concerning clinical features or
course of simple phobias (58).

Social Anxiety Disorder
The lifetime prevalence for social anxiety disorder is greater than 13%. The risk
is 15.5% for women compared to 11.1% for men (4). 

Social anxiety disorder usually begins before the age of 18; onset is rare after
the age of 25. Although it tends to have a chronic and unremitting clinical course,
those who experience remission tend not to relapse. Yonkers and colleagues
found that nearly equal levels of women and men (38% versus 32%) experienced
complete remission during an eight-year study (59).

There are two types of social anxiety disorder: generalized and nongeneral-
ized. The most common type of nongeneralized social anxiety disorder is the fear
of public speaking. The generalized subtype includes multiple fears related to
performance and interactions in social situations. It is associated with greater
chronicity, more functional impairment, and increased risk of comorbid disor-
ders. Although there does not seem to be any gender difference in the prevalence
of generalized versus nongeneralized type of social anxiety disorder or in their
clinical courses, women appear to have greater symptom severity than men and a
higher prevalence of concurrent agoraphobia (59).

Obsessive Compulsive Disorder (OCD)
The lifetime prevalence rate for OCD is 2% to 3% worldwide (4). Women appear
to be 1.5 times more likely than men to develop OCD over their lifetime. The
mean age of onset for men is 20 years as opposed to 25 years in women (60). Prior
to the onset of puberty there is an excess of males with OCD. This is often associ-
ated with a tic disorder and a positive family history for OCD. After menarche,
women begin to develop OCD at an increased rate, most frequently with a sudden
onset. Generally, OCD patients follow a chronic clinical course with rare sus-
tained remissions. There does not appear to be an association between gender and
remission or outcome. As previously mentioned, the majority of women show no
change in symptoms during pregnancy but may have a postpartum worsening.
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The types of symptoms seen in OCD may vary with gender (60). Women
are more likely to have symptoms related to contamination/cleaning or
aggressive/checking dimensions whereas men more often have symptoms in the
symmetry/ordering dimension. In women with OCD, there is a high rate of co-
morbid axis I disorder, including mood disorders, anxiety disorders, and eating
disorders. The presence of a comorbid depression does not have a major impact
on the prognosis of OCD; if the OCD symptoms improve, the depression often
remits. OCD increases the severity of a comorbid eating disorder. Males with
OCD are two to three times more likely than females to have comorbid Tourette
syndrome or a tic disorder (60).

TREATMENT OF ANXIETY DISORDERS 

The treatment of choice for GAD is one of the antidepressant medications that
also have anxiolytic properties (SSRIs, venlafaxine, buspirone), although benzo-
diazepines have all been found to be effective in the short term. Despite greater
evidence for the efficacy of antidepressants, benzodiazepines are more likely to
be prescribed for women than antidepressant medication. There is no evidence of
gender differences in response to medication, but few studies to date have specif-
ically looked at this. A mixture of cognitive-behavioral therapy with interper-
sonal and experiential techniques has been used effectively (61).

Little information is available concerning the potential impact of gender on
treatment response to panic disorder. The current treatment of choice is antide-
pressant medication such as SSRIs, tricyclic antidepressants, or MAOIs. High-
potency benzodiazepines such as lorazepam and clonazepam are also effective.
Contraceptive use in younger women or hormone replacement therapy in post-
menopausal women has not been shown to have an effect on treatment response. 

The first-line treatment for social anxiety disorder is an SSRI antidepressant.
Treatment needs to be long term. Phobias tend to be undertreated, probably be-
cause they are rarely associated with significant impairment. Only 10% to 20%
of people meeting the criteria for simple phobias receive appropriate treatment.
The main feature of therapy for phobic disorder is exposure to the feared stimu-
lus, accompanied, if required, by specific desensitization techniques. The combi-
nation of exposure-based therapy and cognitive-behavioral therapy, especially in
a group setting, is particularly beneficial (62).

The treatments of choice for OCD continue to be SSRIs and clomipramine,
but they lead to improvement in only 30% to 40% of patients. Patients who have a
later age of onset tend to have a better response to treatment. Cognitive-behavior
therapy has also been used. 

SUMMARY AND FUTURE DIRECTIONS

During their reproductive years women are twice as likely as men to suffer from
major depressive episodes. They also have more seasonal affective disorders and
anxious and atypical depressions. There are also gender differences in the presen-
tation and courses of these depressions. Although the prevalence of bipolar disor-
der is equal in men and women, women are more likely to have lows than highs
and they are more likely to have the rapid cycling disorder. Genetic, psychoso-
cial, hormonal, and neurochemical and anatomical factors have all been impli-
cated in the etiology of depression. Further research is necessary to ascertain the
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combination of factors that increases women’s risk of developing depression.
Further information is needed about the impact of the menstrual cycle on the me-
tabolism of psychotropic medications as well as gender differences in response.
There are conflicting reports about the role of estrogen and HRT in the treatment
of depressive disorders. Gender differences in response to newer treatments (e.g.,
transcranial magnetic stimulation, TMS) have yet to be determined.

Anxiety disorders also occur twice as frequently in women. Unlike depressive
disorders, gender differences in anxiety disorders begin appearing by age 6. Sys-
tematic data concerning gender differences in underlying pathophysiology and
treatment response are needed. Because anxiety and depressive disorders are fre-
quently comorbid and show a similar response to treatment with antidepressants,
questions are being raised as to the distinctiveness of these disorders. The classi-
fication system may need to be changed to reflect the overlap. 

More research is needed as to the effect of pregnancy on the course of all depres-
sive and anxiety disorders. As well, more information is needed about the safety of
psychotropic medication and other treatments during pregnancy and breastfeeding. 
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CHAPTER 13

Substance Use and
Abuse in Women

Monica L. Zilberman, Sheila B. Blume

Substance abuse is a major source of health problems worldwide. The National Co-
morbidity Survey (NCS), a large study of the United States population aged 15 to 54
years conducted at the beginning of the 1990s, suggests that approximately one fourth
of Americans had already met criteria for a substance use disorder at the time they were
surveyed (1). Although substance use disorders are currently more prevalent in men
than in women, this was not always the case. During the nineteenth century, most
Americans dependent on opiates were women (male:female ratio close to 1:2). Many of
these women started opiate use on the advice of their physicians for a variety of com-
plaints, much like the mother in Eugene O’Neill’s play Long Day’s Journey into Night.
Substance use among women, often concealed, was silently accepted and tolerated by
close relatives. This changed dramatically in the twentieth century with the advent of
antidrug policies (2). The NCS estimates that now 8% of American women between the
ages of 15 and 54 have a lifetime diagnosis of alcohol use disorders (male:female ratio
of 2.5:1) and 6% have a diagnosis of other drug use disorders (male:female ratio of
1.6:1) (1). Although the current numbers are impressive, reports of abuse of or depend-
ence on substances date back to ancient times. One such example comes from an an-
cient Egyptian quotation contained in the Anastasi Papyrus IV around 1500 BCE:
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Beer makes him cease being a man. It causes your soul to wander, and you are
like a crooked steering-oar in a boat that obeys on neither side, you are like a
shrine void of its god, like a house void of bread. Now you are seated (still) in
the house, and the harlots surround you, now you are standing and bouncing
. . . now you stumble and fall over upon your belly, anointed with dirt. (3)

There is mention of substance abuse in the Hebrew bible, in Samuel, Book I, Chapter 1,
where a priest mistakes a woman who is praying for a babbling drunkard and admon-
ishes her to give up drinking.

Throughout history, excessive drinking and its consequences were traditionally at-
tributed to individual choice and blamed on low moral standards. The notion that the
desire to drink could be overwhelming and irresistible in some people for physiologic
reasons is relatively recent. Dating from the nineteenth century, this notion is central
to the modern disease concept of addiction, a term usually used as a synonym for
dependence. Substance abuse is defined as the harmful use of a specific psychoactive
substance. The next section presents general issues of substance use, abuse, and
dependence, paving the path to sections dedicated to specific topics of substance use
among women.

OVERVIEW OF SUBSTANCE USE, ABUSE, AND DEPENDENCE

For health professionals, establishing where recreational use of a substance ends and
substance abuse starts is a challenge with important preventive and clinical implica-
tions. Any substance use pattern involves the complex interaction of pharmacologic,
psychological, genetic, and sociocultural factors. Some substances are more liable
than others to induce self-administration and thus lead to a pattern of abuse or de-
pendence. (Nicotine, for instance, is associated with fast progression to dependence
states, while alcohol dependence usually establishes itself only after several years of
continued drinking.) Although initial substance use is often prompted by environ-
mental and psychological factors (curiosity, peer pressure, “self-medication” of un-
comfortable affective states), genetic factors have an important role in progression
from recreational use to abuse or dependence. The problematic use of a substance
represents a continuum from abuse to dependence. (Some prefer the term “substance
misuse,” because of the possible pejorative connotations of the term “abuse.”) The
continuum starting with substance use may lead to one or more substance-related
problems, such as accidents, medical consequences, family and occupational prob-
lems, and eventually dependence. Dependence is a behavioral syndrome comprising
(a) a strong desire to use the substance; (b) loss of control over substance use, which
may be marked by the inability to abstain even in the face of various recurrent
health, family, social, or occupational problems; and (c) signs of physiologic
adaptation, such as tolerance and withdrawal. Physiologic adaptation (formerly
known as physical dependence) is no longer considered a sine qua non criterion
for dependence. In fact, substances like cannabis do not seem to be associated
with a clear withdrawal syndrome (4), yet they clearly induce abuse and depend-
ence. Further, as scientific knowledge has advanced, substances that were not for-
merly known to induce abuse have been shown to be strongly associated with de-
pendence (nicotine is an example).

Substances of abuse vary widely in chemical structure but produce common be-
havioral syndromes. Both licit (often prescribed or even over-the-counter) sub-
stances and illicit substances are shown to have addictive properties. They can be
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classified for convenience into three groups: (a) central nervous system depressants:
alcohol, barbiturates, benzodiazepines, inhalants, and opiates (opiates are sometimes
classified in a separate category because their effects involve specific opiate recep-
tors); (b) central nervous system stimulants: amphetamines, caffeine, cocaine, and
tobacco (nicotine); (c) hallucinogens: cannabis, LSD, mescaline, psilocybin, and a
wide variety of other substances, both natural and synthetic. Although each of these
drugs has a different mechanism of action, they all stimulate the limbic system, in-
cluding the nucleus accumbens and ventral tegmental area, a circuitry thought to be
basic to the reinforcement of behavior and a final common pathway for addiction.

Knowledge about the neurobiology of addiction has improved dramatically with
the use of neuroimaging techniques. Widespread brain structural changes have
been associated with stimulant and opiate abuse, while frontal atrophy may appear
in alcohol abuse. Functional techniques show altered regional cerebral activity as-
sociated with various substances. These techniques further reveal involvement of
dopaminergic, serotonergic, opioid, and GABAergic systems in addiction (5).

Substance use and abuse are involved in a variety of problems, affecting directly
or indirectly the health of users, family members, and society at large. Driving
while intoxicated is one major cause of injuries and fatalities. Similarly, substance
abuse is involved in most cases of domestic violence, including emotional, physi-
cal, and sexual abuse, affecting domestic partners, children, and the elderly. Legal
and occupational problems related to substance use add to the global burden. 

In addition to physical consequences, substance abuse is also associated with
increased rates of conduct and personality disorders (mainly those characterized
by intense impulsivity, such as antisocial and borderline personality disorders)
and a number of psychiatric conditions, including affective, anxiety, and psy-
chotic disorders. More than half of all persons with substance use disorders in the
general population present at least one other psychiatric disorder (1). The risk of
other addictive disorders is also greatly increased (polydrug abuse; eating disor-
ders, particularly bulimia nervosa; and pathologic gambling, for instance).
Women are at higher risk for psychiatric comorbidity in general and for develop-
ing iatrogenic substance abuse or dependence as well, because they are more
likely to be prescribed hypnotics, analgesics, and sedatives by physicians. Wor-
ries about body image also put them at risk of abusing cocaine and amphetamines
and other diet pills for the purpose of weight control. 

SUBSTANCE USE IN WOMEN

Over the past several decades, health professionals and researchers alike have ac-
knowledged that substance use manifests itself differently in women than in men.
For many years the study of addiction was focused on men, and clinical ap-
proaches to the few women presenting for treatment were derived from what was
known to work for men. Since the Second World War, the entry of women into
the job market and into professions previously dominated by men, among other
societal changes in women’s roles, has very likely contributed to the narrowing of
the distinction between women’s and men’s social roles and to broadened oppor-
tunities for women to drink and to use drugs. This contributes to the higher preva-
lence of substance use disorders among women observed in recent epidemiologic
surveys (1). Gender differences are reported in a variety of areas, such as physio-
logic effects of substances, metabolic differences, physical and psychiatric
comorbidities, and genetic and sociocultural factors. There are also important
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effects on women’s reproductive health, pregnancy, and offspring. This section ex-
plores substance use issues that either express differently in women than in men or
are unique to women.

PATTERNS OF SUBSTANCE USE

In spite of consistent lower levels of use (e.g., drinking or taking drugs less fre-
quently and in lower quantities) compared to men, women develop substance
abuse and dependence patterns more rapidly than substance-using men (6). Re-
ferred in the specialized literature as a “telescoping” effect, this phenomenon was
first observed in the 1950s when it was noticed that women entered treatment with
shorter histories of problem drinking than men, although the severity of symptoms
was equal. At that point, some professionals found it intriguing that women, al-
though starting to drink much later in life, were entering treatment at the same age
as men. The age at which women start to drink has dropped dramatically since that
time, being virtually the same for women as men since the 1990s, but the telescop-
ing of alcohol problems among women remains a consistent feature. Women
begin treatment for their alcohol disorder two to five years earlier than men, but
this period also encompasses time spent dealing with personal feelings of shame
and guilt (reinforced by social stigma), opposition of substance-abusing partners,
and difficulties in finding treatment programs that can accommodate a woman’s
needs (such as child care and flexible hours of operation for women with chil-
dren). Thus, it is possible that the magnitude of telescoping is underestimated. If it
were not for the difficulties encountered by women in accessing addiction treat-
ment, their admission would come earlier, resulting in even greater telescoping (6).
A similar telescoping of substance-related problems in women is described for
opiates, but data for cocaine are less consistent. Sex-related differences in the me-
tabolism of alcohol and other drugs have been thought responsible, at least in part,
for this telescoping effect (see below). However, a similar telescoping has been de-
scribed for women who seek treatment for pathologic gambling, so that factors
other than drug-related physiology must be involved (7).

Women and men also differ in the types of substances they are more likely to use.
Although illegal drug use has been more commonly found in men, in recent years
women are catching up with men; this is particularly noticeable among young peo-
ple. The prevalence of prescription drug use (as well as abuse and dependence),
however, continues to be higher for women than for men. Women are more likely to
use and abuse pain relievers, tranquilizers, stimulants, and sedatives, for instance (8).

PHARMACOLOGIC FACTORS

Blood alcohol concentrations (BAC) are higher in women than in men consum-
ing the same amount of absolute alcohol per unit of body weight. This is ex-
plained in part by women’s lower body water content relative to men. Because
the ingested alcohol is distributed in total body water and women have propor-
tionately less water in their bodies, the alcohol is less diluted, thus increasing the
BAC. As women age, there is a further increase in the body ratio of fat to water,
enhancing the increased sensitivity to alcohol. Also, first-pass metabolism of al-
cohol at the gastric level occurs at lower rates in women. Even women who do
not abuse alcohol have lower quantities of the enzyme alcohol dehydrogenase in
their gastric mucosa, metabolizing less of the alcohol they ingest, compared to

182 SECTION IV ● Adulthood 

4700_LWW/Romans_ch13pp179-190  02/22/05  11:05 AM  Page 182



men. Thus, women’s bodies absorb more of the alcohol they drink than do men’s
bodies, which further contributes to the increased BAC in women. In alcoholic
women, there is a further decrease in gastric alcohol dehydrogenase, and virtually
all of the alcohol ingested is absorbed (9). Whereas a man given a standard
amount of absolute alcohol develops the same BAC on each occasion, a woman’s
BAC varies from day to day. Some but not all studies have found variation ac-
cording to the menstrual cycle, with higher BAC in the premenstrual phase. Thus,
a given dose of alcohol may produce more unpredictable BAC in a woman com-
pared to a man. Women may also have more intense reactions when drinking the
same amount as men, as acute alcohol tolerance is less marked in women (10). As
mentioned above, this greater sensitivity to ethanol is thought responsible, at
least in part, for the telescoping of the course of alcoholism in women.

Women also react differently to cocaine than do men, but the direction of the
differences and their explanation are not clear. Greater subjective response in women
than in men after intranasal cocaine administration has been reported, whereas
higher and faster subjective responses, accompanied by higher plasma levels, in
men than in women have also been observed. Others have found higher cocaine
plasma levels in the follicular than in the luteal phase among women, although
these levels were not accompanied by a higher subjective response to cocaine. It is
hypothesized that the nasal mucosa of women in the luteal phase is more viscous,
leading to decreased cocaine absorption and decreased plasma levels (11). 

There has been less research on gender differences in the pharmacologic effects of
other drugs, but there is evidence that the intensity of the acute response to cannabis
and opiates may be influenced by sex hormones (11). Regarding tobacco, even with
similar daily smoking patterns, women exhibit lower nicotine plasma levels, but they
inhale more frequently and more intensely to achieve the same nicotine intake (12).

HEALTH CONSEQUENCES

Alcohol abuse is clearly associated with increased morbidity and mortality in
women who drink excessively, compared both to women in the general popula-
tion and to alcohol-abusing men. Women are at increased risk for hypertension,
malnutrition, anemia, cardiovascular disease, fatty liver, cirrhosis, gastrointesti-
nal hemorrhage, peptic ulcer, breast cancer, subarachnoid bleeding, decreased
brain volume, and poor performance on attention and visuospatial tasks, to name
a few conditions. Several of these problems develop faster and with lower total
alcohol intake in women compared to men. It is possible that women’s greater
sensitivity to alcohol effects plays a role in the increased morbidity and mortality
observed in women who abuse alcohol compared to men who abuse alcohol (13).

Although less studied, drugs other than alcohol (but commonly taken to-
gether) may directly or indirectly affect women’s health. Intravenous injection of
drugs is a potent risk factor for HIV infection, hepatitis B and C, syphilis, and
other sexually transmitted diseases. Substance-injecting women combine two im-
portant risk factors: unprotected sex with an injecting partner and needle sharing.
Drug injection and unprotected sex are more common when either or both part-
ners are under the influence of alcohol or other drugs. Panic attacks are reported
to be more frequent among women who smoke cannabis than among men (8). 

The increase in tobacco smoking among women has led to renewed interest in
the health-related consequences of its use. Women smokers are at increased risk
for impaired immune response, cardiovascular disease, and cancer of the lung and
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bladder. This gender difference is due to a higher susceptibility to tobacco carcino-
gens in women. Recently, lung cancer mortality rates have risen to surpass breast
cancer as the most frequent cause of death related to cancer among American
women, whereas deaths associated with lung cancer in men have decreased (14).
In women, tobacco smoking is also associated with increased rates of breast, ovar-
ian, and cervical cancers.

EFFECTS ON SEXUAL FUNCTIONING
AND THE REPRODUCTIVE SYSTEM

Heavy drinking is associated with several sexual and reproductive problems, in-
cluding anovulation, decreased gonadal mass, and infertility. These problems seem
to be due to increased testosterone plasma levels produced by increased rates of an-
drostenedione conversion to testosterone in women’s alcohol-damaged liver (10).

Sex responsiveness is impacted differently by alcohol in women and men. In
women (but not in men), there is a negative association between the subjective ex-
perience of sexual arousal and the body’s physiologic response, as measured in the
laboratory, following alcohol ingestion. Although women reported feeling more
aroused sexually, their actual physiologic response was significantly depressed in a
dose–response relationship with the BAC. Similarly, it is more difficult for women
to reach orgasm after drinking (latency is longer and intensity is decreased) (10).

Cocaine-induced hyperprolactinemia is involved in several changes in the
menstrual cycle. Amenorrhea, galactorrhea, infertility, luteal phase dysfunction,
and increased levels of luteinizing hormone have been reported. Conversely,
cannabis use during the luteal phase produces transient but significant decreases
in plasma levels of prolactin and luteinizing hormone (8). Nicotine inhibits the
release of prolactin and luteinizing hormone. This may be the basis for the ob-
served relationship between tobacco smoking and menstrual alterations, fertility
problems, and early menopause among women smokers (15). 

EFFECTS ON PREGNANCY AND OFFSPRING

Alcohol use during pregnancy poses significant risks for both the pregnancy and
the offspring. Fetal alcohol syndrome (FAS) is currently the third most common
cause of mental retardation in the United States after Down syndrome and spina bi-
fida, and it is the only diagnosis among the three that is completely preventable.
The estimated prevalence is 1 to 3 cases per 1,000 live births, and increased risk is
associated with binge drinking, increased maternal age, and increased parity. The
full syndrome is characterized by prenatal and postnatal growth retardation, central
nervous system abnormalities (including microcephaly), facial dysmorphisms
(with maxillary hypoplasia, shortened palpebral fissures, and epicanthal folds), and
cardiac abnormalities. Other fetal alcohol effects may not be recognized if the full
syndrome is not manifested; they include spontaneous abortion, reduced birth
weight, and behavior changes (16). Safe levels for alcohol consumption during
pregnancy have not been established and probably vary with the individual. Drink-
ing during the breastfeeding period is associated with small but measurable negative
effects in the newborn. Therefore, the most common recommendation for pregnant
or nursing women (or those trying to get pregnant) is abstinence from alcohol (17).
If a pregnant woman has been drinking heavily, interrupting the alcohol intake as
early as possible improves the birth weight and health of the offspring.
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Studies of the effects of cocaine use in the perinatal period document increased
rates of obstetric and postpartum complications. These include abruptio placen-
tae, meconium staining, premature rupture of membranes, and reduced birth
weight and height. Although these effects have been studied extensively, it is dif-
ficult for researchers to distinguish direct effects of cocaine from confounding
factors such as concomitant substance use (particularly alcohol, opiates, and to-
bacco), poor nutrition, maternal age, and lack of appropriate prenatal care. In ad-
dition, long follow-up periods are needed to clarify whether these developmental
effects of cocaine (both motor and cognitive) are transient or long-lasting (18). 

Regular cannabis use during pregnancy has also been associated with obstetric
problems (such as abruptio placentae, prematurity, and low birth weight). Long-
lasting cognitive abnormalities (particularly attention deficits), impulsivity, and
hyperactivity in the offspring have been reported. Being highly lipophilic, tetra-
hydrocannabinol (THC), the most active ingredient in cannabis, may accumulate
in fat tissue for several weeks. Similar to cocaine, the effect of cannabis use dur-
ing pregnancy is significantly increased by other variables related to the user’s
social environment (19). 

A characteristic withdrawal syndrome is often seen in infants born to mothers
who used opiates in the perinatal period. Seizures, sleep abnormalities, feeding
difficulties, and weight loss have been reported. Treatment includes administer-
ing opiates to the newborn. Other possible approaches are giving sedatives,
clonidine, and benzodiazepines. Swaddling these infants is also helpful. During
pregnancy, opiate-dependent women should be stabilized with methadone or
buprenorphine rather than detoxified. The dose of methadone should be adjusted
to the lowest effective dose but may have to be increased later in pregnancy when
the woman’s body mass has increased. This approach is associated with im-
proved outcomes (20). Treatment with buprenorphine during pregnancy has not
been researched extensively, but studies show promising results, with reduced
neonatal withdrawal because of the low placental transference of the drug (21).

Tobacco smoking during pregnancy is associated with many different compli-
cations. Premature delivery is related to its stimulating effects on oxytocin.
Smoking increases the risk of fetal growth retardation, sudden infant death syn-
drome, low birth weight and height, and hypertension. Also, long-term impair-
ment of lung function has been described even when other confounders are taken
into consideration (22). 

It is important to evaluate the substance use history of every pregnant woman.
Even if she has discontinued use during pregnancy, a woman with an undetected
substance use disorder is likely to relapse after delivery, and her disease will sig-
nificantly interfere with maternal–infant bonding and the woman’s ability to be an
adequate mother (23).

SOCIOCULTURAL FACTORS
Sociocultural factors, particularly the intense stigma attached to alcoholic and
addicted women, show a complex interaction with substance use in women.
Although they can prevent girls from starting to use substances, they also have a
profound impact on the self-esteem of those women with an already established
pattern of substance abuse or dependence and on professionals’ ability to detect
their problems. Consequently, the same social standards that confer protection to
women by deterring them from drinking heavily or using illicit drugs may pre-
sent a barrier to an addicted woman accessing appropriate care.
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Society has always condemned women’s drinking more than men’s. In fact,
men are encouraged to drink socially. Consider, for instance, the fact that the ex-
pression “drunk as a lord” has no equivalent, “drunk as a lady.” Further, women
who drink or use drugs are seen as more sexually available and promiscuous. Even
in cases of violence, women victims are seen as having at least “cooperated” or
brought about the occurrence if they had been drinking or under the influence of
other drugs. Alcohol and other substance use are known to be involved in most
cases of violence directed toward women (including domestic violence) (24).
Also, substance use in women is associated with victimization; in some a vicious
cycle occurs in which trauma leads to the development of a substance use disorder
and substance use puts the woman at increased risk of further victimization (25).

Social pressure toward beauty and a slim body influences women’s substance
use choices. Many substances (such as cocaine, amphetamine, and nicotine) may
be used in an attempt to control body weight. A concurrent eating disorder (bu-
limia or anorexia nervosa) may be present as well (26).

Doctors are also more likely to prescribe tranquilizers for women than for men
to treat several symptoms (depression, anxiety, sleep problems, and pain). A pro-
portion of women who take tranquilizers, some of whom may have undiagnosed al-
cohol dependence, may develop dependence on the prescribed drugs (27). In part
because of the guilt and shame experienced by substance-using women and in part
because of the lack of proper training of health professionals in detecting these
problems, many of these women are incorrectly diagnosed and are treated for con-
comitant physical or emotional complaints while the substance use continues.

GENETIC FACTORS

It is well known that both genetic and environmental factors contribute to the de-
velopment of substance use disorders. The impact of these factors is significantly
different in women than in men, however. Studies of twins have shown that for
alcoholism, the genetic influence is stronger for men than for women, whereas
epidemiologic studies estimate a similar heritability across genders, explaining
50% to 60% of overall variance. The sources of the genetic influence, however,
may not be the same (10). 

Twin studies have also shown that the role of genetics in the development of
drug use and drug abuse or dependence may be less significant than in alcohol
dependence. Environmental factors seem to play a more important role both in
drug use initiation and progression, regardless of gender. However, the genetic
influence for drug use and abuse or dependence is larger for men than for women,
with estimated heritabilities of 33% for men and 11% for women. There is evi-
dence that genetic factors may have a more significant influence in smoking initi-
ation among women. In women, initiation of illicit drug use (e.g., cannabis and
cocaine) is shaped more by environmental than genetic factors, but genetic factors
have the strongest impact in the progression from experimental use to patterns of
abuse and dependence (8).

PSYCHOLOGICAL FACTORS

Many of the psychological factors involved in substance use among women are
the same as discussed in the chapter about substance use in adolescent girls (see
Chapter 10 of this book), including the impact of self-esteem and trauma issues.
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Rates of psychiatric comorbidity are significantly higher for women than for
men with substance use disorders, specifically mood disorders (such as mania and
depression), anxiety disorders (such as phobias and post-traumatic stress disorder),
and drug use disorders, probably associated to use of tranquilizers. Women with
drug use disorders are also at higher risk for dysthymia, obsessive compulsive dis-
order, and panic disorder, whereas men present higher rates of antisocial personal-
ity disorder, pathologic gambling, and attention deficit hyperactivity disorder.

Like adolescent girls, adult women are more likely to have primary psychiatric
disorders with secondary substance dependence, whereas in men the substance
use disorder is more often primary. When a diagnosis of primary psychiatric dis-
order (for example, major depression) and secondary substance use disorder is
present, the patient should be treated intensively for both disorders. She should
also be carefully monitored for recurrent depression during remission from her
substance use disorder. When the depression is secondary and a substance use
disorder is primary, the depression is more likely to remit spontaneously as re-
covery is established and less likely to recur in the absence of relapse into sub-
stance use.

Psychiatric comorbidity also has an impact on the treatment outcome for women
with alcohol dependence. For instance, if both depression and alcohol disorder are
treated appropriately, a lifetime diagnosis of depression is associated with a better
short-term prognosis of the alcohol disorder in women as opposed to men (28).

TREATMENT

Improving the early detection of substance use problems among women is criti-
cal in enhancing treatment effectiveness. Gender-sensitive screening tools, the
best example of which is the “TWEAK test,” should be part of the general assess-
ment in all primary care settings. The TWEAK (29) consists of one quantity
question and four yes/no questions that can easily be incorporated into the assess-
ment interview. A total of two or more points indicates that a drinking problem
may be present (see Table 13.1).
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T A B L E  1 3 . 1

TWEAK Screening Tool for Alcohol Use

Do you sometimes drink alcoholic beverages? If you do, please continue this
questionnaire.

T Tolerance: How many drinks does it take before you begin to feel the first effects of the alcohol?
(Record number of drinks)

W Worry: Have close friends or relatives worried or complained about your drinking in the past year?
E Eye-Opener: Do you sometimes take a drink in the morning when you first get up?
A Amnesia: Are there times when you drink and afterwards you can’t remember what you said or did?
K Cut-Down: Do you sometimes feel the need to cut down on your drinking?

Scoring key: T: 2 points for 3 or more drinks; W: 2 points for a yes; E, A, K: 1 point for a yes. A total of two or more points indicates
that a drinking problem may be present.

Reprinted with permission from: Russell M, Martier SS, Sokol RJ, et al. Screening for pregnancy risk-drinking. Alcohol Clin Exp Res
1994;18:1156–1161.
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Treatment modalities for substance use problems involve different levels of inten-
sity, ranging from a brief physician advice for nonpregnant women with risky
patterns of ingestion to more specialized approaches for women with abuse or de-
pendence (30). Before developing an individualized treatment plan and obtaining
the agreement to it, the health professional should perform an extensive medical
and psychiatric assessment of the woman. These are important given women’s in-
creased rates of substance-related medical problems, psychiatric comorbidity,
and suicidal ideation. The prescription of potentially addictive medications and
the supplying of large amounts of medications (particularly antidepressants)
should be avoided.

The phases and goals of treatment are similar to those outlined for adolescent
girls (see Chapter 10). The adult Patient Placement Criteria published by the
American Society of Addiction Medicine are useful in determining the appropri-
ate level of care (31). Detoxification, although not treatment in itself, is a critical
first step. For the woman patient, detoxification needs to take in consideration
that polydrug use is frequent (particularly concurrent use of prescribed medica-
tions). A pregnancy test is useful in defining treatment options in women of
childbearing age. During the detoxification period, whether inpatient or outpatient,
it is important to educate the patient about her disease and motivate the patient to
continue treatment.

Therapeutic strategies for continuing treatment include psychoeducation, indi-
vidual and group counseling, and psychosocial and pharmacologic interventions.
The fact that these are performed in outpatient, inpatient, and residential settings
underscores the importance of a multidisciplinary team and network referral sys-
tems. Women-only treatment settings may be especially attractive to women with
trauma and violence issues. Women who are pregnant should be given priority in
admission. Linking them with good obstetric care and dietary counseling will im-
prove the outcome of the pregnancy. Both they and women with children, many of
whom are single parents, have a need for child care services and for parenting train-
ing. Many of them grew up in chaotic families affected by substance abuse and
have poor role models in parenting. Other family members should also be involved
in treatment as much as possible, since a woman’s substance use is frequently influ-
enced by that of her partner and by the well-being of her children (32).

Mutual help groups, such as Alcoholics Anonymous and Narcotics Anonymous
(and Al-Anon and Nar-Anon for family and friends), are important elements of a
comprehensive approach. Women-only groups are available in many areas. 

Medications such as naltrexone and acamprosate may be helpful in reducing
alcohol consumption in individuals with alcohol dependence, as an adjunct to
psychosocial strategies (33). Unfortunately, most pharmacologic studies fail to
analyze data by gender despite the fact that women and men may respond differ-
ently (34,35). Naltrexone, an opiate antagonist that blocks the effects of opiate
drugs, is useful in highly motivated opiate-dependent women involved in struc-
tured programs with a great deal of support (for example, doctors, nurses, or attor-
neys in an impaired professionals program), but patients with less monitoring and
support often discontinue its use. For other opiate-dependent patients, opiate ago-
nist treatment with methadone or buprenorphine is an option. These long-term
treatments are particularly suitable for women who have failed at abstinence-
based treatment and are motivated to abstain from all drugs of abuse; the medica-
tions block the effects of opiates but do not block the effects of alcohol, sedatives,
stimulants, and other drugs. Long-term psychosocial intervention and treatment
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for comorbid psychiatric disorders are both essential for the success of these
treatments.

Pharmacologic treatment is also effective in increasing the rate of smoking
cessation. It includes various forms of nicotine replacement therapy (such as
patch, gum, or spray) and bupropion (an antidepressant effective in reducing the
craving for nicotine). Depressive symptomatology (either current or past) poses a
unique challenge to women attempting to quit smoking. Treatment for depression
may substantially improve long-term cessation rates. It is also important to time
smoking cessation attempts to a woman’s menstrual cycle because withdrawal
symptoms may be superimposed on premenstrual symptomatology, making quit-
ting smoking more difficult (32). 

PREVENTION

Factors useful in preventing substance use disorders in adolescent girls (see
Chapter 10 of this book) are also preventive for adult women. In addition, it is
important to offer assistance to women who are undergoing stressful life experi-
ences such as separation, divorce, retirement, or widowhood, or who are caring
for a disabled child or older relative. Counseling that is combined with education
(about the use of substances as a coping mechanism leading to dependence) will
prevent later-onset substance dependence. Women in general should also be edu-
cated about the correct way to use prescription medications that may be addictive
and about women’s special sensitivity to alcohol. Strategies aiming to reduce
harm are additional public health alternatives to lessen the burden of substance
abuse among women. An example of such a strategy is a program designed to re-
duce illness without necessarily stopping substance use immediately, such as
needle and syringe exchange and condom distribution coupled with health infor-
mation delivery, testing, and referral to specific services.

In sum, this chapter reviews topics of substance abuse as they relate to women.
Whereas it is clear that further research is needed in several areas, our current public
policies should better reflect the accumulated knowledge of the factors influencing
substance use, abuse, and dependence among women.
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CHAPTER 14

Psychotic Disorders
in Women 

Jayashri Kulkarni

HISTORY OF PSYCHOSIS: A FEMALE PERSPECTIVE

Psychiatric history reflects the thoughts and views of philosophers, clerics, and
clinicians, predominantly male. The dominant paradigm is male. In order to un-
derstand current concepts regarding women and psychosis, it is important to
learn about the history of psychiatry from a female perspective. The search for
historical contributions from early female thinkers yields little. Interestingly, the
famous female patron saint of the mad, St. Dympna, gained her status by mishap.
St. Dympna was a seventh-century martyr who fled from Ireland to Belgium to
escape the incestuous desire of her father. He caught her and struck off her head
in his fury at her rejection. This was observed by several “lunatics,” who were
immediately shocked into sanity. She then earned the title of “protectress of the
mad,” and favorable changes in psychosis were attributed to her intercession.
This myth contains several messages about the associations between women and
madness. Unlike many male saints, St. Dympna was a victim and not a powerful
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person in her own right. The accidental but beneficial outcome for the mad pa-
tients conferred martyr status on St. Dympna but enshrined her role as passive. To
this day, many inpatient units around the world are called St. Dympna’s Ward. 

The twelfth century and other middle ages saw the devastating persecution of
women, in particular women with mental illness, through the notorious witch
hunts. For women, the consequence of psychotic symptoms was in many in-
stances a painful death. A famous religious visionary in the twelfth century was
Hildegard of Bingen. She wrote extensively about gender differences, sexuality,
and medicine with a particular regard for women suffering from psychotic disor-
ders. Hildegard claimed her revolutionary treatments for psychosis were trans-
mitted to her in “dreams” and were in fact the ideas of the current pope. In this
way she cleverly avoided persecution for witchery, which would have been her
fate had she not adopted a passive role. Hildegard of Bingen’s theories about
mental illness in women actually fit our current thinking in that she advocated a
biopsychosocial approach to the etiology and treatment of psychosis. 

During the midseventeenth century, rising unemployment and economic crises
throughout Europe led to the building of institutions for the poor, the criminal,
the alcoholic, and the mad. During this “classical age,” madness was seen as a
type of moral corruption. Toward the end of the eighteenth century, particularly
in France, industry was growing and workers were needed. This led to the release
of psychiatric inmates who were capable of working, in particular large numbers
of women deemed less severely mad than their male counterparts. Foucault
claims that, at this time, when disease spread through French towns, the mad
were blamed for the various epidemics and hence doctors became involved with
the insane. Initially, doctors acted as moral guardians for the mad, rather than as
physicians, but a medical interest in psychosis developed over time. The nine-
teenth century saw the proliferation of scientific theories about psychosis, coinci-
dent with the weakening power of the church and the rising importance of sci-
ence. In the Victorian era, English psychiatrists theorized that female insanity
was largely due to the woman overstepping the boundaries of femininity as deter-
mined by Victorian society. By the 1850s, the population of public asylums in-
creased dramatically, with proportionally larger numbers of women than men.
The Victorians associated female sexuality, deviancy, and madness. Women who
were promiscuous, or who bore an illegitimate child, or those who were sexually
assaulted and traumatized as a result, were seen as “mad” because they posed a
threat to the view of women as passive and sexually innocent. On frequent occa-
sions, such women were hidden away in asylums. The number of women as-
sumed to be suffering from mental illness in the Victorian era was only partly re-
flected in the number restrained in asylums, since many were confined to attics or
other hiding places. Literary works of the Victorian era, such as Florence
Nightingale’s Cassandra, were to some extent semi-autobiographical accounts,
and some portrayed the female perspective about the plight of the mad woman.
The madness of Bertha, one of the main characters in “Jane Eyre,” was linked to
her sexuality, and her worst episodes were related to her menstrual cycle. In the
novel, Bertha was managed by confinement to a windowless attic and was treated
as a brutish animal. This novel had a profound effect on Victorian readers, includ-
ing psychiatrists, who subsequently advocated asylum treatment for women in
preference to isolation at home.

Darwin’s theories of biologic sex differences gave scientific confirmation to
the Victorian ideals of femininity. In The Descent of Man, Darwin described dif-
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ferences in mental powers of the two sexes. He claimed that, through natural se-
lection, man had become superior to woman in intellect, courage, and inventive
genius. Henry Maudsley, a notable Victorian era psychiatrist and the editor of
the journal Mental Science, was profoundly influenced by Darwin’s theories.
Maudsley’s view was that higher education of women directly contributed to
their mental illness.

During the latter part of the nineteenth century, the feminist movement gath-
ered momentum, with women campaigning for access to universities, the profes-
sions, and the vote. Many of these women were labeled mentally disturbed, and
the diagnosis of hysteria rose in prominence. A strong association was made be-
tween rebelliousness and nervous disorders, and there are documented cases of
radical women being committed to asylums with symptoms of “overeducation
and rebelliousness.” One such case was that of Edith Lancaster, described as an
honors student at London University working for the Social Democratic Federa-
tion in 1895, who was committed to a private London asylum by her father after
she began to live with a young railway clerk. The doctor involved explained that
her opposition to conventional matrimony and her overeducation were the causes
of her insanity. The diagnosis of hysteria, known as the “daughter’s disease” was
also understood as a mode of expression for women deprived of social and intel-
lectual outlets. 

Freud attributed hysterical symptoms to sexual conflicts. Through Freud’s
work, the female patient’s voice became audible. Following World War I, psychi-
atric attention turned again toward the psychotic disorders—grouped under the
heading of “dementia praecox” by Kraepelin in 1896. Kraepelin believed that
psychological dysfunction, “a loss of inner unity of intellect, emotion and voli-
tion,” was secondary to organic brain changes. Kraepelin’s theory was modified
by Eugene Bleuler, who suggested the term “schizophrenia” in 1908. Bleuler be-
lieved the primary problem was an organic loosening of associations, which was
the substrate for subsequent psychological mechanisms resulting in delusions
and hallucinations. During the 1920s and 1930s, the concept of schizophrenia be-
came much looser and acquired a strong social component that included adoles-
cent turmoil, cultural maladjustment, and political deviation. In this era, the
woman with schizophrenia became a central cultural figure, a symbol of linguis-
tic, religious, and sexual breakdown. Yeats’s poem “Crazy Jane” in the 1930s and
other literature such as “The Mad Woman of Chaillot” in 1945 depicted psy-
chotic women as symbols of repression by society. Women were overrepresented
in the number of asylum inpatients in the 1940s and received the majority of or-
ganic treatments (insulin and shock therapies). Since 1941, most of the 15,000
leucotomies and lobotomies performed have been on women.

By the 1960s, the feminist movement had grown and found favor with an-
tipsychiatry groups (e.g., R. D. Laing). By the early 1970s, feminists became dis-
enchanted with the antipsychiatry movement, and the early 80s saw the beginning
of deinstitutionalization, a worldwide phenomenon of downsizing mental hospi-
tals. The deinstitutionalization process has meant that many psychiatric patients
in previous long-stay hospitals are now treated in general hospital units with an
emphasis on community-based treatment. This has no doubt improved the quality
of life of a significant proportion of patients with mental illness but has raised an-
other issue for women in general—the burden of care. Sedgwick described
women as being tied to “traditional servicing roles for their disabled kinfolk
. . . the reinforcing of an archaic sexual division of labour”(1). The 1990s and
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onward have seen the further growth of neuroscience technologies. This has, in
turn, impacted on psychiatric research and, in particular, on schizophrenia re-
search. Newer treatments have been developed, and there is greater understand-
ing of brain impairment in psychosis. The consideration of differences between
the sexes in schizophrenia has also received new attention. Sex differences in
brain development, organization, and, eventually, degeneration are relevant to un-
derstanding sex differences in schizophrenia. Understanding sex differences in
the experience of schizophrenia becomes increasingly important as the efficacy
of newer treatments is being assessed. 

EPIDEMIOLOGY OF FEMALE SCHIZOPHRENIA

It is almost universally accepted that schizophrenia first manifests at a later mean
age in females than males. Most of the epidemiologic findings come from the
Danish Case Register and the Central Institute of Mental Health, Mannheim,
Germany (2–4). The mean age of onset of schizophrenia in women is now estab-
lished as being between 5 and 10 years later than in men. Another well-
documented sex difference is in the course and outcome of schizophrenia. Many
studies report that women have a more benign course of illness than men (5).
Overall, women show fewer negative symptoms, better social adaptation, and
treatment response at relatively lower dosages of antipsychotic drug (6). How-
ever, social stressors such as homelessness, poverty, and victimization can create
a very poor quality of life for women with psychotic illness (7).

THEORIES OF ETIOLOGY: A SEX-BASED APPROACH

NEURODEVELOPMENTAL THEORIES

Normal sexual dimorphisms in brain structures have been demonstrated in many
animals, including humans (8). The male preoptic nucleus is larger than the fe-
male’s, with more cells and larger cells. There is a higher density of neurons in
the orbital area of females than in males and the planum temporale shows more
right/left shape asymmetry in males. 

The question of whether structural cerebral changes are pathognomonic of
schizophrenia and inevitably progressive remains controversial. Many studies
suggest that the extent of these structural changes differs widely depending on
the imaging methods employed, individual characteristics, and the size of the
sample studied. A variety of cerebral structures have been investigated, including
the hippocampal formation, the cerebellum, and the basal ganglia. A majority of
studies have focused on the frontal and temporal lobes. Some find no significant
prefrontal cortex gray matter, white matter, or total volume changes in persons
with schizophrenia compared to controls, but Bachmann et al. found a decrease
of frontal lobe volume in people with first-episode schizophrenia (9). In other
work, such as that by Pantelis et al., significant changes relative to controls have
been found in the hippocampal volume of prepsychotic persons (10). An impor-
tant variable that is often overlooked in structural cerebral imaging studies is the
need to compare male patients with male controls and female patients with fe-
male controls.

The volume of the caudate nucleus increases over time in first-episode pa-
tients who receive treatment with conventional antipsychotic medication. This ef-
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fect is dose dependent and associated with younger age at the beginning of the
illness (11). Moreover, a direct effect of conventional antipsychotics on the D2
dopamine receptor system, with receptor up-regulation has also been described in
functional imaging studies (12). Treatment with atypical antipsychotics does not
cause volume increases in the caudate (13). 

The main conclusion is that there is no convincing evidence that schizophrenia
in either sex is accompanied by a progressive loss of global cerebral tissue. Re-
gional changes of frontal and temporal lobe volumes may occur in subgroups of
patients and may be related to certain stages of the disease (14).

GENETICS OF SCHIZOPHRENIA AND RELATED DISORDERS

The clinical phenotype of schizophrenia is a highly complex entity with multiple
neurochemical, physiologic, and psychological features. Different brain path-
ways may be under the influence of different susceptibility genes or environmen-
tal factors. The investigation of the expression of thousands of genes in mRNA
tissue has recently become feasible (15). Illness can be caused by specific se-
quence anomalies in the DNA (genetics) or by heritable changes in gene expres-
sion occurring without necessarily altering DNA sequence (epigenetics) (16).
The main known epigenetic mechanisms are inactivation of genes via methyla-
tion or acetylation. It has been suggested that schizophrenia has an epigenetic
basis (17). The systematic search for vulnerability genes offers strategies for dis-
ease–gene identification in schizophrenia. 

HORMONAL ASPECTS OF THE ETIOLOGY OF SCHIZOPHRENIA 

By and large, it is agreed that schizophrenia is a postpubertal disorder in both
males and females. Thus, it is important to understand the effect of the HPG axis
hormones, particularly estrogen and testosterone, on neurotransmitter systems in-
volved in schizophrenia. In neonatal and adult rats, Behrens et al. studied the ef-
fects of estradiol and testosterone on cataplexy induced by the dopamine antago-
nist, haloperidol (18). Ferretti et al. found that estrogen administration had little
effect on dopamine D1 receptors but that D2 receptor density fell in response to
low-dose estradiol (19). Fink and colleagues have also shown that estrogen in-
duces a significant increase in 5-HT2A receptors and the serotonin transporter
(SERT) in regions in the rat forebrain that mediate mental state, mood, cognition,
memory, emotion, and neuroendocrine control (20). Estrogen may protect against
psychotic symptoms by way of its actions on the 5-HT2A receptor, SERT, and the
D2 receptor. 

SCHIZOPHRENIA IN WOMEN: A LIFE-CYLE APPROACH

EARLY PSYCHOSIS IN WOMEN: POSTPUBERTY TO LATE ADOLESCENCE

During class, in the quiet of the work period, I could hear the street noises
. . . each detached, immovable, separated from its source, without meaning.
Around me, the other children . . . were robots or puppets, moved by an invis-
ible mechanism. On the platform, the teacher, too, talking, gesticulating, ris-
ing to write on the blackboard, was a grotesque jack-in-the-box. . . . An awful
terror bound me; I wanted to scream. (21) 
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This is an excerpt from an autobiography of a girl with schizophrenia during
what we would now call the early psychosis phase.

The peak period of onset for men with schizophrenia is 18 to 25 years of age
and, for women, 25 to midthirties (3). The size of the age difference depends on
the strictness of the criteria for defining the case (2). In early adolescence, the
male:female onset ratio is generally 2:1 (22). Approximately 3% to 10% of
women have an age of onset greater than 45 years (rare for males) (22). Using an
admixture analysis technique, Castle et al. re-analyzed the Camberwell data set;
their main findings were that the early-onset peaks showed a marked excess of
males, the middle-onset peak was female preponderant, and the very-late-onset
peak was exclusively female (22). Although the mean is later age of onset of psy-
chosis in women, this does not exclude first-time presentation of psychosis in
adolescent girls. Special care must be taken not to overlook the illness unexpect-
edly presenting for the first time in very young women. 

In considering differences between the sexes at first presentation of psychosis,
it has been shown that males are more likely than females to show cognitive
deficits. (See Addington and Schultze-Lutter, Chapter 9 of this book.) Females in
the general population are more likely than males to show depression, and this
sex difference becomes more pronounced in the pre-adolescent and adolescent
period. Affective symptoms, particularly depression, are associated with a better
prognosis for schizophrenia and psychotic disorders in general (23). This link is
consistent with the findings of a more favorable prognosis for women with schiz-
ophrenia (24). At the same time, it appears that depressive symptoms in schizo-
phrenia are at least partially genetically determined. Subotnik found that depres-
sive symptoms in patients experiencing first-episode schizophrenia were
predicted by the rate of affective disorder in biologic relatives (25). For a number
of different reasons, the premorbid functioning of young women has been shown
to be superior to that of young men in domains of social functioning and cogni-
tive functioning and academic and work achievement (26). 

The early detection of schizophrenia in women poses specific problems for
the clinician. The early presentations by women with psychosis can be com-
monly misdiagnosed as depression, and, often, women are treated with antide-
pressant medications before psychosis symptoms are recognized. Young women
who are inappropriately treated at the start of illness may not have as good an
outcome from the treatment. In recent years, evidence has increasingly emerged
that delay in starting treatment with antipsychotic drugs is associated with a
poorer outcome in a large number of domains (27). Some of the factors that con-
tribute to the difficulties in the early diagnosis of schizophrenia or psychosis in
female patients include the relative lack of classical positive symptoms, the ex-
pectation of a later age of onset, the prominence of affective symptoms, shelter-
ing by protective families, infrequent exposure to routine screening (as in mili-
tary settings), and, often, the clinician’s lack of appreciation of atypical
presentations (28). Assessment strategies outlined by Power and McGorry for all
first-episode psychosis patients include taking a careful history, assessing the pa-
tient’s risk, and performing a physical assessment (29). 

BIOLOGIC TREATMENTS AND PSYCHOSOCIAL ISSUES 

With the advent of the newer or atypical antipsychotic drugs, the number of sig-
nificant side effects has lessened, particularly female-specific endocrine side
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effects. However, there are some special dose and adverse event profiles that need
to be considered. Currently, many new drug trials do not include equal numbers
of females because of researchers’ realistic concerns about the potential terato-
genicity of a new drug. As a result, once a new antipsychotic medication has been
approved, it could be prescribed in wrong dosages for women. In addition, the
concomitant use of sex steroids for contraception is often overlooked in preclini-
cal drug trials. Estrogen and progesterone affect drug kinetics as well as affecting
multiple domains of mental function (30). Several studies now suggest that
young women require lower dosages of antipsychotic medication than do men
and older women (31). In a study of first-episode patients, 87% of the women but
only 55% of men achieved remission of symptoms with a standard dosage of
fluphenazine hydrochloride (32). The sex difference in response to atypical an-
tipsychotics is yet to be clarified. For both men and women, evidence has shown
superior efficacy of clozapine, risperidone, and olanzapine over the older drugs,
particularly for negative symptoms but also for positive symptoms, as well as a
lower risk of extrapyramidal side effects (33). The new antipsychotic medications
are now considered first-line therapy in all phases of schizophrenia for both men
and women. 

The safety of the new antipsychotics in early pregnancy is still unknown. Side
effect profiles of the novel antipsychotics may include hyperprolactinemia,
weight gain, and an increased propensity for diabetes. Many women treated with
antipsychotic drugs experience sexual problems. The young adolescent female
may be especially reluctant to reveal sexual difficulties. Concerns about fertility
are widespread among women taking antipsychotic medications, particularly the
younger female patients, and this concern may also be difficult to report. Since a
young woman may well be prescribed antipsychotic medication for a consider-
able length of time, it is vital that the choice of medication be as free of side ef-
fects as possible. Every effort is required to prescribe the correct type of drug at
the correct dosage in order to ensure the best outcomes, including remission of
symptoms and promotion of general health. 

Psychosocial issues should be addressed in the treatment of young women
with first or early episodes of psychosis by means of discussions about contra-
ception, relationship counseling, and assessment of the woman’s safety (e.g., the
risk of domestic violence, sexual harassment, assault, or rape). Safety and privacy
issues in the treatment setting and also in the usual social milieu of the patient
need to be addressed. Ongoing education or work rehabilitation as well as finan-
cial counseling are important foci of therapy. Good general medical health care is
also vital, including routine Pap smears, mammograms, and blood pressure
checks. 

The location of optimal treatment is an important consideration. In many
countries today, the preferred location for treatment is the patient’s own home,
with continued follow-up from treatment teams (34). If an inpatient stay is neces-
sary due to the severity of the patient’s illness or the lack of suitable caregivers, it
is important to minimize potential trauma by avoiding forced treatments or seclu-
sion. Such interventions often create secondary morbidity such as post-traumatic
stress disorder or depression. Clearly, educating both the patient and family about
the illness in its early stages is critical.

Substance abuse is one of the most common associated problems in first-
episode psychosis and, although male patients appear to be more at risk, sub-
stance use is also common in females (35) Self-medication to cope with distressing
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psychotic symptoms is one explanation for the substance use, but the onset of
psychosis itself may be precipitated by substance misuse. One motivation for on-
going substance use is peer group pressure, a potent factor for the young woman
suffering from early psychosis. A detailed examination of the reasons for sub-
stance misuse and the type of substance involved needs to be addressed in order
to optimize a woman’s recovery. Activities of leisure and vocational rehabilita-
tion are extremely important factors in the maintenance of recovery and the pre-
vention of deterioration (27). Unfortunately, gender-specific rehabilitation is rare,
but every attempt must be made by the clinician to understand the young
woman’s particular needs in rehabilitation compared to those of her male coun-
terpart. 

POSTPARTUM PSYCHOSIS AND ISSUES
FOR MOTHERS WITH SCHIZOPHRENIA

Motherhood is a highly valued role in most human societies, and women have a
basic right to bear children and parent them. However, for some women, mother-
hood results in a first episode of psychosis during the postpartum period; for oth-
ers who already have serious mental illness, motherhood can exacerbate the ill-
ness though pregnancy can improve symptoms (36). Bearing children raises
many dilemmas that are exacerbated in the case of women with serious mental
illness. 

POSTPARTUM PSYCHOSIS

The relationship between postpartum psychosis and schizophrenia is still some-
what complex. 

I couldn’t hold my baby girl, the voices told me to strangle her . . . they then
gave me mind draining drugs that took away the voices, but sucked out my
soul. I was a walking corpse. . . . How could I be normal with my baby, when
that social worker was watching me, checking if I was a good mother? Could
you be normal knowing she could take away your baby? (37)

Postpartum psychosis is the most severe postpartum mood disorder. It is rela-
tively rare and reported to occur in only one or two of every 1,000 women (38).
The main feature of the psychotic episode is that it appears within a few days
after birth or, at most, within three weeks. The majority of postpartum psychoses
fall into the category of major depression with psychotic features or bipolar dis-
order. Brief reactive psychoses and schizophrenia also occur but are less com-
mon. Postpartum psychosis symptoms include hallucinations, altered reality,
delusions, rapid mood swings, insomnia, and, often, abnormal thoughts about
harming the newborn child. Postpartum psychosis is associated with a 4% rate of
infanticide and 5% rate of suicide (39). The outcome for women suffering post-
partum psychosis varies, but most researchers agree that approximately 65% of
women subsequently experience psychotic episodes not related to further preg-
nancies and deliveries (40). Benvenuti et al. have reported that up to two thirds of
women with one episode of postpartum psychosis experience symptom relapse in
subsequent pregnancies (41).
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MOTHERS WITH SCHIZOPHRENIA

In a recent survey of women with schizophrenia undertaken by Hearle et al., 59%
of the women (i.e., 65 of 110 women surveyed) were mothers (42). The 110
women had had a total of 257 pregnancies, resulting in 198 live births. A total of
134 of the pregnancies (52%) had been unplanned. Of the unplanned pregnan-
cies, 25% had ended in termination. None of the planned pregnancies had been
terminated. Sixteen percent of the mothers reported that at least one of their psy-
chiatric admissions had occurred within six months of the birth of one of their
children. This study highlights the many special issues concerning reproduction
for women with schizophrenia. It is an understudied area with few clinical guide-
lines. It has been suggested that the rate of pregnancy among women with schiz-
ophrenia has increased since deinstitutionalization (43). Fertility rates may have
improved with the advent of the newer antipsychotic medications that do not im-
pact on the hypothalamic gonadal axis in the same way as some of the older
drugs did. 

As a consequence, it becomes increasingly important to consider the special
needs of women with schizophrenia: preparing for pregnancy, antenatal care, the
postpartum period, and motherhood. Given that good antenatal care is an impor-
tant primary preventive approach to most neurodevelopmental illnesses, it is es-
pecially important for the pregnant woman with schizophrenia to receive optimal
antenatal care. Fetuses genetically predisposed to schizophrenia have a special
vulnerability to antenatal or perinatal brain damage (44). Women with schizo-
phrenia require good advice about nutrition, stopping smoking, and receiving
regular medical checkups throughout the pregnancy. It has been shown that
women with schizophrenia tend to have poor attendance records at antenatal vis-
its (45). Good follow-up for pregnant women with schizophrenia remains a spe-
cial need. 

Mental health clinicians lack good-quality data on the use of antipsychotic
medications in pregnant women. In particular, data on the use and outcomes for
women who have been treated with novel antipsychotic medications are unclear,
and the concerned clinician may often cease treating a woman with an effective
antipsychotic because of fear of teratogenicity. Because of this, and despite the
putatively positive effects of estrogens during pregnancy, the patient may be at
risk of relapse during pregnancy and, in particular, during the postpartum period.
There is an urgent need for guidelines for preconception counseling and for man-
agement and care during pregnancy and lactation. Contraceptive issues need to
be addressed with women with schizophrenia who seek assistance in avoiding
unwanted pregnancies. Those who do become pregnant require optimal support
to ensure safe delivery of a healthy child and optimal mental health in the patient
herself (46).

Parenting Assistance for Mothers with Schizophrenia
In the study conducted by Hearle et al., questions about child care were asked of
parents with severe mental illness (42). Of the sample of 97 parents, 87% said
they relied on relatives for assistance; 24% relied on friends. What emerged was
that a very small percentage received assistance or interventions specifically re-
lated to child care from government and nongovernment agencies. While it is
clear that the needs of mothers with schizophrenia had much in common with
those of mothers in general, there were specific areas that required special attention.
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One such area was an inability of mothers with schizophrenia to care for their
children when they were acutely unwell. Other areas included the difficulty of
explaining mental illness to children, respite care, and supportive practical in-
home care (47). Further special issues for mothers with schizophrenia include
the need for optimizing the woman’s quality of life in terms of emotive and
cognitive functioning so that she is able to carry out the demands of the par-
enting role—a role that can be both stressful and satisfying. A common com-
plaint expressed by mothers with schizophrenia is that the antipsychotic
medications they are prescribed cause emotional numbing, decreasing their
ability to bond with their children. Clinicians need to ensure that mothers with
schizophrenia are able to experience the normal range of emotions involved
with a parenting role.

Child safety issues need to be considered but balanced against the stigma and
stresses that the mothers face in their often unexpressed but deeply felt fears
about losing custody of their children. Clinicians have the difficult task of trying,
on one hand, to ensure the safety of the child or children while, on the other hand,
developing a therapeutic relationship with the mother. These mothers may refuse
help from a mental health worker, fearing the child will be taken away. Clinicians
need to be sensitive to these complex conflicts in managing a mother with schiz-
ophrenia. A study conducted by McGrath et al. found that, for the mentally ill,
parenthood can be associated with grief, loss, and frustration (48). Only 17% of
offspring in the study resided with their index parents, and many of the parents
expressed a desire for more contact with their children. Ten percent of the parents
reported past interventions related to the care of the child that were implemented
against their will, and nearly one third of the parents said they were reluctant to
seek help with child care because they feared that their children would be re-
moved from them. It is very clear that service providers need to address these fac-
tors because they impede access to optimal child care. Consumer involvement in
service development may assist in building trust between parents and service
providers.

PSYCHOTIC ILLNESS AT PERIMENOPAUSE AND MENOPAUSE

“No spring, nor summer beauty hath such grace,
As I have seen in one autumnal face.”

—John Donne

Healthy women seem to become generally more action-oriented, confident, and
assertive in middle age, a constellation of characteristics termed “peaceful po-
tency” by Germaine Greer (49). As the average life expectancy in the Western
world increases, more women will spend longer in the perimenopausal and post-
menopausal period. However, for women with established psychosis or predis-
posing vulnerabilities, the autumn years are not kind.

There is international consensus that a small peak of incidence of schizophre-
nia in women occurs after menopause (2). To explain this, researchers such as
Häfner and Seeman suggested that estrogen protects women against schizophre-
nia (50, 51). These two researchers used clinical data and animal studies to sup-
port their hypothesis. With women who have an ongoing established illness, there
is consistent evidence of exacerbation during the perimenopausal time (52). First-
episode late-onset schizophrenia is unquestionably more common in women than
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in men, a finding that has frequently been replicated (53). Although the late onset
has not been definitely linked to estrogen withdrawal, there is a striking correla-
tion between waning estrogen levels in the fourth decade and the exacerbation of
existing illness or the presentation of new illness. 

As women with schizophrenia approach menopause, existing medical condi-
tions may be exacerbated, sometimes because of lengthy treatment with antipsy-
chotic drugs. Hence, it is vital to assess women with schizophrenia carefully as they
enter menopause and consider the use of hormone therapy or estrogen treatment for
perimenopausal physical symptoms as well as mental state. The current debate
about the use of hormone replacement therapy has focused primarily on its use to
alleviate troubling symptoms of perimenopause or to help prevent osteoporosis.
However, as women with schizophrenia approach menopause, there seems to be an
exacerbation of their particular psychotic symptomatology, including an increase in
cognitive decline. During the perimenopause, short-term estrogen treatment may
have benefits for the woman with schizophrenia. A careful medical assessment is
needed to weigh the potential improvements in mental state against the woman’s
increased risk of breast, ovarian, or uterine cancers due to estrogen therapy. Ongo-
ing medical follow-up is vital for all women but particularly for women with schiz-
ophrenia who are receiving hormone therapy. The symptoms of the perimenopause
include hot flashes, reduced libido, changes in vaginal lubrication, anorgasmia, and
deterioration in working memory and visual memory. Such symptoms along with
menstrual irregularities and deterioration in mental state with exacerbation of hallu-
cinations, delusions, and depressed mood may impair the woman’s quality of life
significantly. Women with schizophrenia often suffer iatrogenic early menopause
due to a lifetime of taking antipsychotic medications. The older class of antipsy-
chotic medications led to hyperprolactinemia with secondary estrogen deficiency.
Smoking, a sedentary lifestyle, poor nutrition, and obesity have further complicated
the health of women with long-standing schizophrenia.

In recent years, researchers and clinicians have become increasingly aware of
the importance of cognitive deficits in the poor outcomes for people with schizo-
phrenia. For women with schizophrenia entering the perimenopause, a decline in
cognition is a very serious deficit and one that significantly impairs the woman’s
quality of life. Cognition is a general term that describes human information pro-
cessing. It includes higher intellect, psychomotor skills, pattern recognition,
learning, memory, and abstract reasoning as well as language. In women with
schizophrenia in midlife and later life, changes to working memory, long-term
memory, and short-term memory are incapacitating in both social and work set-
tings. Antipsychotic medications cannot completely or reliably reverse cognitive
disturbances in schizophrenia. Women with schizophrenia often have widespread
gaps in cognitive functioning, but the deficits can be highly variable and individ-
ual. Many women with schizophrenia in midlife describe serious problems aris-
ing from the loss of working memory.

In women who are experiencing severe cognitive decline, perimenopausal
physical symptoms, or deterioration in mental state with either an exacerbation of
psychosis or an increase in affective symptoms, estrogen therapy may produce
significant improvement in mental health and general health domains. We have
demonstrated significant improvement for women with schizophrenia with the
addition of 100 mcg of transdermal estradiol to standard antipsychotic drug treat-
ment (54). In our more recent work, we are also showing improvements in global
cognition with the addition of 100 mcg of transdermal estradiol (55). 
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When treating any woman with schizophrenia, it is important to carefully con-
sider estrogens and the gonadal axis, particularly during perimenopause and
menopause. To date, mental health professionals have been rather remiss in their
history taking of menstrual irregularities, amenorrhea, galactorrhea, and symp-
toms of menopause in women with schizophrenia, often to the woman’s detri-
ment. Clearly, there are both general health issues and mental health issues for
the woman experiencing perimenopause and menopause. The possibility of
brain-specific hormonal manipulation to assist in improving the patient’s mental
state is an exciting proposition and the advent of selective estrogen receptor mod-
ulators is a new and welcome development. 

CONCLUSION

Schizophrenia is a multifaceted and devastating illness that can substantially dimin-
ish a person’s quality of life. In past centuries, the treatment of women suffering
from schizophrenia and related psychotic illnesses was marked by tragic episodes
from which we need to learn and move forward to gender-sensitive practices. The
use of biologic treatments in women with schizophrenia needs to rest on an under-
pinning of good biologic research in female patients. New directions such as brain-
specific hormonal manipulation may be welcomed by a significant proportion of
women who suffer from severe psychotic illness. Interventions for women with
schizophrenia need to address psychosocial aspects as well as biologic issues in a
meaningful manner. Service provision in schizophrenia must take into account the
special needs of women such as privacy, safety, and accessibility to outreach care,
especially for mothers with dependent children. There are gaps in service provi-
sion, particularly in the care of pregnant women with schizophrenia and in the pro-
vision of adequate child care and support for mothers with schizophrenia. 

Overall, the best way to obtain good results in the treatment of anyone with se-
vere mental illness is to tailor the treatment to the individual. The sex of a person
is a very significant individual variable that influences outcome.
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CHAPTER 15

Sexuality and Sexual
Disorders in Women

Rosemary Basson

In cultures where women’s sexual pleasure and wish to engage sexually are endorsed,
there are increasing data on the nature of their sexuality, sexual function, sexual problems
and dysfunction, and the prevalence of genital pain with sexual activity. However, in cul-
tures where sex is considered from the perspective of the man’s pleasure only and the
woman’s need, preferences, function, enjoyment, and orientation are ignored, we clearly
remain ignorant. The picture presented in this chapter is, therefore, far from complete. Sev-
enty-six percent of 3,300 recently surveyed North American women considered sex mod-
erately or very important; Caucasian, African American, and Hispanic women were more
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likely to deem sex intensely important than were women from China or Japan (1). Of an-
other 987 North American women recently surveyed, 24% reported marked distress about
their sexual relationship or their own sexuality or both (2). Thus problems that interfere
with this important aspect of women’s lives warrant careful assessment and management.

CHARACTERISTICS OF WOMEN’S SEXUALITY

THE SUBJECTIVE EXPERIENCE IS PARAMOUNT

Determinants of women’s distress about their sexual relationships and about their
own sexuality have recently been studied (2). The subjective response, defined as
feeling emotionally close to her partner, feeling pleasure, not feeling displeasure,
or feeling indifferent, had the most significant effect of a number of variables.
This applied to women’s distress regarding both their sexual relationships and
their own sexuality. Interestingly, distress about their physical sexual response
had a weaker effect on distress about their relationship and no significant effect
on distress about their own sexuality. It is therefore possible that relationship
problems themselves impair physical response. It was apparent that younger
women were more likely to be distressed if they had problems responding physi-
cally, but this still only caused distress about their respective sexual relation-
ships—not about their own sexuality.

Emotions during sexual engagement strongly impact women’s overall subjec-
tive sexual experience, including the composite entity of sexual arousal. Sexually
healthy women show highly variable correlation between their subjective arousal
and psychophysiologic measures of genital congestion. Such testing involves the
woman watching an erotic movie in a private room, while a tamponlike device
she has inserted into her vagina records physiologic increase in congestion of
blood around her vagina as she views the film. Both sexually healthy women and
women reporting chronic low sexual arousal can show prompt genital congestion
in response to the erotic video even if they report minimal subjective arousal. In
women with chronically low arousal, the video may produce negative affect such
as anxiety. Paradoxically, the intensity of this negative affect correlates with the
degree of genital congestion. Figure 15.1 is a model of subjective sexual arousal.

Thus, for many women complaining of lack of sexual arousal, there is an ap-
parent “disconnection” between the genital response (prompt and physiologic)
and subjective excitement/arousal (absent). The degree to which such women are
aware of the genital changes resulting from sexual stimulation varies. Thus some
are well aware of an increase in vaginal lubrication despite the absence of any
sexual excitement. 

For sexually healthy women, marked lubrication may well excite a male partner
and indeed may reassure the woman that her response is healthy, but of itself, lubri-
cation rarely affords excitement to the woman. Indeed, in many sexually healthy
women, their arousal is more strongly modulated by emotions than by genital feed-
back. Sometimes physicians see women who complain of excessive lubrication
with stimulation, something that causes them embarrassment and displeasure. 

Brain studies by functional magnetic resonance imaging of women during
sexual arousal show activation of areas involved in cognitive appraisal and areas
involved in emotional response as well as areas involved in the organization and
perception of genital reflexes. In contrast to findings in similar studies in men,
the uptake in the latter areas (including the posterior hypothalamus and rostral
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anterior cingulate) does not correlate closely with the woman’s subjective
arousal (4). 

WOMEN HAVE MANY REASONS FOR ENGAGING IN SEX

Most studies of women’s sexual motivation have been of women in established
relationships. Interestingly, for the majority of these women, sexual desire itself
is not a frequent reason to initiate or agree to partnered sexual activity (5–7). Fre-
quently cited reasons include increasing her emotional closeness with her partner
and enhancing the woman’s own sense of well-being as well as avoiding negative
consequences of lack of sexual activity in the relationship. Initially she is sexu-
ally neutral but willing to become imminently aroused, but only well into the ex-
perience does she sense sexual desire. This type of response appears familiar to
women. It is clear that providing the experience is enjoyable and the outcome
rewarding, women find the experience entirely satisfactory (Figure 15.2).

Sometimes response is augmented or overshadowed by a sense of apparently
spontaneous desire, as shown in Figure 15.3. This progression from desire to
arousal to orgasm and resolution reflects the original model by Kaplan, Masters,
and Johnson.

Cross-cultural study is needed to substantiate the clinical impression that
women from some cultures focus strongly on a wish to please the partner as their
major motivation. Baseline data from the Study of Women’s Health Across the
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FIGURE 15.1 ● Model of sexual arousal. Adapted from Basson R. Obstet Gynocol 2001;
98:350–353. Used with permission from Elsevier.
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FIGURE 15.2 ● Sex response cycle initiated for reasons other than desire. Adapted from
Basson R. Obstet Gynocol 2001; 98:350–353. Used with permission from Elsevier.
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FIGURE 15.3 ● Spontaneous desire augments cycle based on other motivations. Adapted
from Basson R. Obstet Gynocol 2001; 98:350–353. Used with permission from Elsevier.
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Nation (SWAN) (1) show no marked cultural differences in the percentages of
women choosing among three sexual motivations in response to a question on
reasons for engaging in sex: expressing love, meeting the partner’s sexual needs,
lessening their own tension and stress. There are minimal data on lesbian
women’s reasons or incentives for sexual activity in long-term relationships,
where sexual frequency is known to be generally lower than for women in hetero-
sexual relationships. The clinical impression is that as both partners have rela-
tively infrequent spontaneous sexual desire (compared to most men), there is no
need for either woman’s sexual motivation to be based solely on wanting to meet
the sexual needs of the partner. 

THE PHASES OF SEXUAL RESPONSE ARE NOT DISCRETE

The models of women’s sexual response mentioned above illustrate the overlap of
desire and arousal and the lack of any one linear sequence of phases. Additionally,
women report merging of the phases of arousal and orgasm. Indeed, orgasm can
be multiple and experienced at different levels of intensity of arousal. Orgasms
themselves can be discrete events of a few seconds or a prolonged plateau of in-
tense orgasmic excitement lasting more than 30 seconds as originally described by
Masters and Johnson. The lack of a refractory period in women allows the poten-
tial for prolonged sexual activity in overlapping phases of varying sequence. 

WOMEN’S SEXUALITY IS DISCONTINUOUS

Normally during pregnancy, there is reduced sexual desire and infrequent sexual
intercourse. These reductions have been related to women’s fears about causing
miscarriage earlier in the pregnancy or harm to the fetus from intercourse or or-
gasm at any stage in the pregnancy. Other reasons women cite are physical dis-
comfort, fatigue, or feeling less physically attractive or less sexually desirable
than before pregnancy.

A recent survey of 570 women and 550 of their partners showed that an aver-
age couple resumed intercourse and nonpenetrative sex by about the seventh
week postpartum (9). Women who were breast-feeding reported less sexual activ-
ity and less satisfaction. There were no marked differences according to method
of delivery, although women who delivered a child by cesarean section were
more likely to have resumed intercourse at one month postpartum than were
women who had delivered vaginally. Presence or absence of episiotomy or tear
was not recorded in the study.

A modest gradual decline in sexual desire, interest, and responsivity occurs
with menopause and aging (10). Frequency of partnered sexual activity may or
may not decrease given that women have many reasons to engage in sex other
than desire. Increased desire and interest are consistently reported with new rela-
tionships even many years after the menopause (10).

WOMEN’S SEXUALITY IS CONTEXTUAL AND MAY BE ADAPTIVE

As reflected in the model of women’s sex response (Figure 15.2), motivation to
be sexual and the mental processing of sexual stimuli are affected by both the
larger context of the woman’s life and the immediate context of the potential sex-
ual experience. Longitudinal (10) and cross-sectional (11) menopausal studies
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have confirmed the importance of a woman’s feelings for her partner in determin-
ing her sexual appetite and responsivity. Her relationship with others, the de-
mands of those relationships, and her positive or negative feelings about them, as
well as societal standards and the influence of poverty (12,13), can affect both
her motivation and sexual arousability. Specifically, feelings for her partner at the
time of sexual interaction and her present stated emotional well-being were the
strongest predictors of sexual distress in the recent North American National
Probability Sample (2). It has been noted how relatively infrequently women en-
gage in sex for reasons of desire; rather, the stimuli and an appropriate context of
the occasion can move the woman from sexual neutrality to sexual responsive-
ness. Women’s lack of sexual responsiveness in problematic contexts may be
considered a normative adaptive response  that can be construed as healthy rather
than unhealthy; to consider this as a dysfunction or disorder may well be inappro-
priate (2). However, the woman may report that she is experiencing lack of sexual
pleasure, dyspareunia, or is disinterested in engaging in sex. Labeling such prob-
lems “dysfunction” need not imply something intrinsically wrong with the
woman’s sex response system. Analogously, a woman with tension headaches
due to an ergonomic problem with her chair and computer desk need have no in-
trinsic musculoskeletal abnormality of her neck but will receive a medical diag-
nosis nevertheless.

This concept that the environment affects function is basic to the understand-
ing of sexual physiology as well as nonsexual physiology. The tendency in the
past to consider etiologies of dysfunction as either biologic or psychological has
little scientific foundation. Rather, there are numerous examples of environmen-
tal stresses interacting with physiology, as with the immune and hormonal sys-
tems, and even areas of the brain—in particular the hippocampus, which can
change in volume according to stress levels. Interestingly in female oophorec-
tomized rodents, environmental influences (a male animal in adjacent cage) and
past experiences, including conditioned responses, can cause the same increase in
sexual behavior afforded by the administration of sex hormones (14).

Physical health and physical well-being also have an impact on sexuality. Dis-
ease processes (e.g., spinal cord injury) may directly interfere with sexual re-
sponse, but many other connected factors are involved as shown in Table 15.1.
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T A B L E  1 5 . 1

Areas of Chronic Illness Potentially Impacting on Sexual Health

1. Biologic disruption of the sexual response
2. Psychological consequences of the illness affecting the sexual response
3. Fatigue, chronic pain
4. Depression
5. Sexual response disruption from treatment of chronic illness
6. Limited mobility necessary for caressing, self-stimulating, or engaging in intercourse
7. Cardiovascular or respiratory compromise such that orgasm or movements of intercourse might be 

dangerous
8. Associated incontinence or stomas
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Specific studies focused on women receiving radical hysterectomy for cancer
of the cervix have found a definite possibility of autonomic nerve damage affect-
ing vaginal and vulval sexual response. Some prospective studies failed to con-
firm the results of a previous retrospective cross-sectional study that reported re-
duced vaginal lubrication and elasticity after hysterectomy (15). A recent
prospective study of 173 women with early-stage cancer of the cervix treated by
radical hysterectomy involved surgeries where the incisions in the uterosacral
and cardinal ligaments were deliberately placed to spare traversing autonomic
nerves that supply the vagina and vulva (16). Problems with sexual response
were common in the first few months postoperatively but, nevertheless, sexual in-
terest remained. By two years, sexual response had definitely improved, but both
the women and their partners reported lessening of sexual interest. Only 10% of
the women complained of significant lubrication difficulties at the two-year
mark. The study did not inquire into congestion and pleasurable sensitivity of the
vulval structures. Women with cancer of the cervix may also be subjected to
marked hormonal changes from surgical oophorectomy or radiation damage to
the ovaries. They may or may not receive estrogen therapy. In addition, there are
many nonmedical factors involved, given that these women face a potentially
life-threatening illness, which perhaps explains the lack of a simple correlation
between sexual difficulties and treatment-induced changes whether hormonal,
neurologic, or structural. 

Diabetes, with its potential to impair endothelial function and autonomic nerve
conduction, might be expected to directly affect genital sex response through lack
of genital engorgement and lubrication and through anorgasmia. These outcomes
have not been found in studies to date. Except for the entity of vaginal lubrication
in one large outpatient study (17), psychological rather than somatic factors have
largely accounted for women’s sexual complaints across studies.

Certain medical factors are very pertinent to breast cancer survivors. In partic-
ular, chemotherapy-induced ovarian failure is highly correlated with reports of
sexual dysfunction. A predictive model arising out of two large series of women
suggested that the most important predictors of sexual health were absence of
vaginal dryness, emotional well-being, positive body image, quality of relation-
ship with the partner, and absence of sexual problems in the partner (18).

A male partner’s sexual dysfunction (e.g., premature ejaculation or erectile dys-
function) can certainly have a negative impact on women’s sex response (19). There
has been far less study in lesbian women. This too is a complex area. When sexual
activity is simply less frequent because of a male partner’s physical sexual difficulty,
but sex nevertheless occurs, women’s sexual desire can actually increase (10,11). 

Acquisition of a new partner has been found to increase women’s sexual de-
sire and responsivity (10). This is not surprising, given the likelihood that at this
time both partners put significant effort into being close emotionally and provid-
ing a romantically erotic context. That women’s sexuality is contextual is en-
dorsed in a study of lesbian and bisexual women, more than half of whom, when
followed over a course of eight years, changed their sexual identity labels at least
once after first “coming out” as nonheterosexual. Often this was because they
found themselves in unexpected relationships that contradicted their perceptions
of typical lesbian or bisexual behavior. Some even preferred eventually to assume
an unlabeled identity. No one label could fully represent the diversity of sexual
feelings they experienced with different female and male partners under different
circumstances (20).
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WOMEN’S SEXUAL RESPONSIVITY AND DESIRE ARE LINKED
TO THEIR GENERAL EMOTIONAL WELL-BEING

Women’s lack of emotional well-being was one of the stronger predictors of sex-
ual distress in the recent North American National Probability Sample (2). In a
similar vein, it has been shown that lack of mental well-being, even if the psycho-
logical difficulties do not meet the criteria for clinical diagnosis of a mental dis-
order, is strongly linked to women’s complaints of low desire (21). Specifically,
the study compared 50 women with low sexual desire to a group of 100 without
complaints about desire and found that the former showed mood instability and
fragile self-regulation and self-esteem, and they tended to be more worried, anx-
ious, and introverted, with feelings of guilt. Emotional stability was a robust pre-
dictor of women’s sexual desire and responsivity in the menopausal studies, both
longitudinal and cross-sectional (10,11).

WOMEN’S SEXUAL DYSFUNCTIONS ARE LINKED TO MOOD DISORDER

Complaints of impaired sexual desire have been noted in the majority of studies
of women with depression (22). Other studies have shown that compared to con-
trols, women presenting with impaired desire were twice as likely to have a his-
tory of major depressive disorder. In one study of 126 women seeking help for
sexual dysfunction of various types, a full 50% were assigned a psychiatric diag-
nosis (23). Paradoxically, one study has suggested that depressed women mastur-
bate more frequently than nondepressed women despite their problems with pain,
sexual arousal, and orgasm. Thus a lack of desire for partnered sexual activity
should not necessarily be assumed to mean a total lack of sexual appetite. There
clearly exists a need to address these issues, including the negative sexual effects
of medication given for depression.

Clinically and historically, chronic anxiety states have been linked with impaired
sexual function, particularly low desire. It is interesting to find that laboratory-
induced anxiety enhances physical genital responding but not subjective arousal
(24).

Antidepressant-Associated Sexual Dysfunction
Open-label trials and case series have suggested a number of pharmacologic
agents that might improve or reverse the loss of arousal, desire, and orgasm com-
monly associated with serotonergic antidepressants. These trials have minimal
substantiation to date in randomized placebo-controlled studies in women (25,26).
It is important to take note of the high placebo response in such studies. When
women and their partners expect there might be a better sexual outcome, their ex-
pectation encourages them to greater effort.

Newer antidepressants that avoid activating certain subtypes of serotonin re-
ceptors thought to mediate sexual dysfunction and that have central noradrener-
gic action may prove to have fewer negative sexual effects. Recently available
mirtazepine may be useful despite its tendency to promote weight gain and possi-
ble impairment of sexual self-image. Future medications having dopaminergic
and noradrenergic action comparable to bupropion but with different mechanisms
of action may also support sexual function. An area in need of research is the
high dosages of serotonergic drugs needed to control generalized anxiety and its
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toll on the woman’s sexuality. Despite their risk of delaying orgasms and lessen-
ing desire, prescribing a selective serotonin reuptake inhibitor (SSRI) often bene-
fits the woman whose need for control and obsessive thinking preclude her abil-
ity to be sexually aroused.

DIFFERENCES BETWEEN MEN’S AND WOMEN’S SEXUALITY

Reconceptualization of the human sex response cycle as in Figures 15.1 and 15.2
has led to widespread acceptance that this is an accurate reflection of heterosex-
ual and lesbian women’s sexual response, but there is less acceptance of the accu-
racy of this cycle for men. Although, perhaps for a majority of men, there is usu-
ally awareness of sexual desire at the outset of a sexual experience, men too can
begin from a sexually neutral state expecting to very promptly become aroused
by the partner or other stimulation. So, it may well be that the context, including
the quality of the relationship and the larger social environment, is relatively
more important for women’s sexual function than for men’s. 

IMPORTANCE OF EXPECTED DURATION OF RELATIONSHIP
AND OF SEXUAL EXCLUSIVITY

Some empirical studies have focused on differences between men’s and women’s
sexuality (13). Detailed analysis of the data from the 1992 National Health and
Social Life Survey (NHSLS) has focused on the effect of expected length of a re-
lationship on emotional and physical sexual pleasure. For both women and men,
the expectation of a long-term relationship with sexual exclusivity for both part-
ners was strongly tied to emotional satisfaction as much as to physical pleasure
from sex. However, interesting gender differences were noted. Whereas men who
reported that their partners had an affair in the last year were less satisfied emo-
tionally than those who did not report this behavior, women’s sexual emotional
satisfaction appeared not to be significantly affected by such behavior in their
partner. Both sexes reported that their own lack of exclusivity resulted in less
emotional sexual satisfaction. A further difference was that women who expected
the relationship to last indefinitely (they were married or engaged) reported more
emotional satisfaction with sex. Men who were married, engaged, or in relation-
ships that were expected to last just a year or so all reported similar degrees of
emotional satisfaction. Concerning physical sexual pleasure, women reported re-
duced pleasure if either they or their partner was not sexually exclusive in the
previous year. Among men, however, physical pleasure was not related to either
the man’s or his partner’s affair. 

IMPORTANCE AND NATURE OF WOMEN’S ORGASMS

The foregoing analysis of the 1992 NHSLS data confirms that the reliability of
woman’s orgasms was important for both sexes, whereas the reliability of the
man’s orgasm had rather minimal effect (13). This applied to both emotional sat-
isfaction and physical pleasure. Both sexes typically report that their partner’s
sexual excitement and arousal are very important to them. It may be that the man’s
erection is taken as confirmation of his arousal, whereas the lack of physical
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confirmation of the woman’s genital or subjective arousal leads to a focus on her
orgasm to confirm that she was aroused and excited. 

Moreover, women’s orgasms are rather different from men’s in that women are
very capable of multiple and very prolonged orgasms and the refractory period
may be delayed until a number of orgasms have occurred. Women are less likely
to separate orgasm and arousal as they describe their experience. Time needed to
attain orgasm is often claimed to be considerably longer in women than in men.
However, this is usually in the context of partnered sex and, in fact, women can
often self-stimulate to orgasm within one or two minutes. Finally, there is clear ev-
idence that orgasm will occur in women despite complete spinal cord transection,
which insulates the genitalia from all known sources of somatic and autonomic in-
nervation except possibly a contribution from the vagus nerve to the cervix.

IMPORTANCE OF PHYSICAL ATTRACTION OF THE PARTNER

Physical attraction may be more important for men than women, as reflected by
the greater ease of sexual arousal to visual cues in the laboratory shown by men.
Empirical studies have shown the relative importance of implied societal status
over physical attraction of potential sexual partners for women and the opposite
for men (27). In societies where adulation of female beauty is shunned and
wealth is devalued, the reasons men and women give for choosing their mates are
revealing. These were reported in a group of Chinese immigrants (28). For
women, partner’s “good looks” was at the bottom of their list, whereas income,
job, and socioeconomic class label were at the top. For men, although class label
was very important, so too, were the partner’s good looks. 

EXPERIENCE OF CASUAL SEX

Empirical evidence exists of differences in men and women’s interest in and experi-
ence of casual sex. Men and women were asked how likely they would be to agree
to be sexual with a partner they had known for an hour, a day, a week, a month, six
months, a year, two years, or five years. The responses from men and women for
the five-year option were similar but, for all other intervals, men were more likely
to agree they would have sex under these circumstances. Also, it is possible that
when women do engage in casual sex, their motives may differ from those of men.
Data suggest women more often report they feel “used” in casual encounters, this
being on an emotional rather than a logical basis. They also reported feeling emo-
tionally vulnerable during such liaisons, and the more casual relationships they had,
the more frequent the negative thoughts and emotions they experienced. In contrast,
the more partners men had, the less anxious they felt (28). 

EFFECT OF AGING ON SEXUAL DESIRE AND RESPONSE

Although there is a definite increase in erectile dysfunction as men age, there is no
such clear correlation with any sexual dysfunction in women as they age. There is
evidence, however, to support a subtle lessening of desire with both age and
menopause (10) and conflicting results of desire and age generally (29). It is un-
likely that the cavernosal tissues of women’s genitalia escape the age-related en-
dothelial dysfunction and loss of vascularity of the counterpart in men’s genitalia.
However, despite documented reduced volume of clitoral tissue and loss of vulval
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and vaginal vascularity, which can be obvious on simple physical examination, these
changes do not necessarily correlate with sexual symptoms. Interestingly, the per-
centage increase in congestion around the vagina in response to erotic stimulation is
similar in women with estrogen depletion and in those replete with estrogen (30). 

CORRELATION OF PHYSICAL GENITAL AROUSAL
AND SUBJECTIVE GENITAL AROUSAL

Noted previously in this chapter were the findings of  psychophysiologic studies
that monitored the increase in congestion around the vagina of sexually healthy
female subjects asked to view an erotic stimulus: these studies showed variable
and often poor correlation between the subjective experience and increases in
congestion. However, studies of penile erection and men’s subjective arousal
show close correlation. Similarly, functional magnetic resonance imaging during
sexual arousal shows brain activation in the posterior hypothalamus organizing
and receiving afferent feedback from the genitalia that correlates subjective expe-
rience in men but not in women (4). 

IMPORTANCE OF THE ACT OF PENILE VAGINAL INTERCOURSE

The genital anatomy of women is such that “efficient” sexual stimulation of the
most sexually responsive areas is not afforded by intercourse. The location of the
extensive cavernosal tissue within the rami, shaft, head of the clitoris, the bulbs
surrounding the anterior vagina, and the urethra is such that orgasm is more eas-
ily reached through direct vulval stimulation than by intercourse. Many women
are particularly dependent on sufficient nonpenetrative sexual stimulation in
order to enjoy the penile vaginal stimulation. The neuroanatomy of men’s geni-
talia is such that the act of intercourse is a very efficient means of stimulating the
vast network of sensory nerves around the corona of the glans penis. 

Sexual Consequences for Women from Medical Management
of Their Male Partners’ Erectile Dysfunction

Erectile dysfunction is understood to be a problem that  affects both partners of a
couple, with interpersonal issues and sexual concerns of the partner interplaying
with a variable degree of biologic deficit, particularly that of endothelial dysfunc-
tion in the specialized vasculature of the penis. However, with the advent of effec-
tive and generally safe medical therapies, there is an increasing tendency for clini-
cians to consider only the man, assessing the man, prescribing medication, and
measuring the outcome in terms of penile firmness, the man’s ability to have inter-
course, and his overall sexual satisfaction. There are reasons to question whether
women’s sexual enjoyment and satisfaction will necessarily follow. When asked
what is their most enjoyable part of sexual activity, the majority of women whose
partners have erectile dysfunction state “foreplay” as opposed to sexual inter-
course (31). Similarly, on survey questionnaires women in sexually and generally
healthy marriages report foreplay as the most satisfying component of partnered sex;
only 11% of responses report sexual intercourse as the most satisfying component
(32). Whether men’s enthusiasm to caress and pleasure their partners with various
forms of nonpenetrative sex increases with their renewed sexual self-confidence and
increased sexual excitement in response to their own firm erections requires
investigation. Typically women whose partners have erectile dysfunction are
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older, likely to have evidence of genital atrophy (33), and therefore require more
varied and more prolonged nonpenetrative sexual stimulation prior to any inter-
course. Across studies men do report high satisfaction with the phosphodiesterase
inhibitors, the first of which was sildenafil. One study has shown almost one third
of their female partners were not satisfied with the sexual outcome (34). Limited
study of the quality of the general relationship—measuring domains such as “ten-
derness” and “togetherness”—suggests that the partners of men who are highly re-
sponsive to sildenafil do report higher scores in these domains than a comparison
group of women with as yet untreated partners with similar degrees of erectile
dysfunction (35). Both the phosphodiesterase inhibitors and the newer treatment,
apomorphine (centrally acting dopaminergic drugs), can only be effective when
the man is subjectively sexually excited. This subjective arousal is, for the major-
ity of men, in the longer term dependent on their partner’s sexual excitement and
enjoyment. Thus, it is hoped that erectile dysfunction will again be seen as a cou-
ple entity whereby women’s sexual concerns predating or associated with the
erectile dysfunction and its treatment will also be addressed.

EMERGING CONCEPTS

Acceptance of the contextual nature of the women’s sexual function, the lack of
one linear sequence of events or one invariant order of phases, the overlap of
phases, and the comorbidity of dysfunction have all led to revision of definitions of
dysfunction. It is hoped these expansions and revisions of dysfunction (36) will in-
fluence the Committees of the International Statistical Classification of Disease and
Related Health Problems (ICD-10) and the American Psychiatric Association’s
Diagnostic and Statistical Manual of Mental Disorders, 4th edition (DSM-IV-TR)
to consider much-needed revisions of their official definitions. It is known that dis-
tress from any given dysfunction is highly variable. Therefore, in addition to de-
scriptors of lifelong or acquired, situational or generalized, a distress descriptor is
recommended for the various dysfunctions that are diagnosed. Given the impor-
tance of contextual factors, it is also recommended that these too be incorporated
into the diagnosis. The following categories of etiologic descriptors are advocated:

1. Factors to do with the woman’s past that may have affected her psychosexual
development

2. Factors associated with the current context
3. Medical/surgical/psychiatric factors

These contextual descriptors are felt to be extremely important given the need for
scientific study of nonpharmacologic and pharmacologic treatment of women’s
sexual dysfunction and the pressing need to have more precise definitions in order
to show benefit over placebo. 

DEFINITIONS OF DISORDERS

The following definitions have been agreed upon by an International Committee
organized by the American Foundation of Urological Disease as a result of meet-
ings and extensive electronic communication over 24 months with piloting and
further revisions prior to publication. Ongoing use and validation of these defini-
tions are encouraged to allow estimation of their accuracy, reliability, and validity.
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Women’s Sexual Interest/Desire Disorder
There are absent or diminished feelings of sexual interest or desire, absent
sexual thoughts or fantasies, and a lack of responsive desire. Motivations
(here defined as reasons/incentives), for attempting to become sexually
aroused are scarce or absent. The lack of interest is considered to be beyond a
normative lessening with life cycle and relationship duration. (36)

Of note, the intended focus is the many reasons the women may have for instigat-
ing or agreeing to sexual activity. The lack of responsive desire triggered during
the sexual experience is essential for a diagnosis of interest/desire disorder. In
other words, the lack of spontaneous desire per se is not dysfunctional in women. 

Subjective Sexual Arousal Disorder
Absence of or markedly diminished feelings of sexual arousal (sexual excite-
ment and sexual pleasure) from any type of sexual stimulation. Vaginal lubri-
cation or other signs of physical response still occur. (36)

As noted, the majority of women complaining of absent subjective sexual arousal
do show vaginal vasocongestion in response to an erotic stimulus that is compa-
rable to that of sexually healthy women. Those that report awareness of some
physiologic genital responding, usually lubrication, are given the diagnosis of
subjective sexual arousal disorder. 

Genital Sexual Arousal Disorder
Complaints of absent or impaired genital sexual arousal. Self-report may
include minimal vulval swelling or vaginal lubrication from any type of sex-
ual stimulation and reduced sexual sensations from caressing genitalia. Sub-
jective sexual excitement still occurs from nongenital sexual stimuli. (36)

The important point about women receiving this diagnosis are that they are still
subjectively sexually excited by a number of stimuli, including reading an erotic
book, watching something erotic, caressing the partner, receiving breast stimula-
tion, or kissing. They specifically report a lack of genital response, often using
the term “genital deadness.” Frequently, these women find great difficulty in
reaching orgasm. 

Combined Genital and Subjective Arousal Disorder 
Absence of or markedly diminished feelings of sexual arousal (sexual excite-
ment and sexual pleasure), from any type of sexual stimulation as well as
complaints of absent or impaired genital sexual arousal (vulval swelling,
lubrication). (36)

This is commonly a lifelong complaint. Again, studies of women presenting in
this manner indicate that despite their symptoms, erotic stimuli cause reflex geni-
tal vasocongestion comparable to that of control women under laboratory condi-
tions. Of note, it is the absence of subjective sexual excitement from any type of
sexual stimulation in their lives that distinguishes this subgroup of women from
those diagnosed with genital arousal disorder.

Some women with sudden premature loss of ovarian androgen have similar
complaints and will be diagnosed with combined genital and subjective arousal
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disorder, and usually with loss of sexual desire/interest, all concurrent with the
hormonal loss. As yet, there are no published psychophysiologic studies on this
group of women.

Women’s Orgasmic Disorder
Despite the self-report of high sexual arousal/excitement, there is either lack
of orgasm, markedly diminished intensity of orgasmic sensations, or marked
delay of orgasm from any kind of stimulation. (36)

Dyspareunia
Persistent or recurrent pain with attempted or complete vaginal entry and/or
penile vaginal intercourse. (36)

Vaginismus
The persistent or recurrent difficulties of the woman to allow vaginal entry of
a penis, a finger, and/or any object, despite the woman’s expressed wish to do
so. There is variable involuntary pelvic muscle contraction, (phobic) avoid-
ance, and anticipation/fear/experience of pain. Structural or other vulval
pathology must be ruled out/addressed. (36)

Researchers no longer refer to a presumed “vaginal spasm,” since this has never
been scientifically verified. Clinically there is much overlap between vaginismus
and dyspareunia. 

Sexual Aversion Disorder
Extreme anxiety and/or disgust at the anticipation of or attempt to have any
sexual activity. (36)

Persistent Sexual Arousal Disorder
Spontaneous, intrusive, and unwanted genital arousal (e.g., tingling, throb-
bing, pulsating) in the absence of sexual interest and desire. Any awareness of
subjective arousal is typically but not invariably unpleasant. The arousal is
unrelieved by one or more orgasms and the feelings of arousal persist for
hours or days. (36)

Currently, this is simply a provisional definition that may allow further investiga-
tion of the prevalence and etiology of this poorly understood syndrome.

FUTURE DIRECTIONS: A BIOPSYCHOSOCIAL APPROACH

Data are increasing on the close link between women’s sexual function and their
mental well-being. The latter strongly influences motivation to begin a sexual ex-
perience, willingness to find or request potentially useful sexual stimuli, and the
ease with which the woman becomes subjectively aroused by those stimuli. The
larger context of her life as well as the immediate context of the sexual experience
have major impact on her subjective sexual experience. The latter correlates more
closely with her emotions and thoughts during the experience than with the degree
of genital congestion. Feelings for her partner generally and specifically at the
time of sexual interaction are strong predictors of a woman’s sexual response and
satisfaction. Appreciating the many reasons women engage sexually, the overlap-
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ping of the phases of their sexual response and, therefore, the usual occurrence of
two or more dysfunctions in women with sexual complaints, further facilitates the
assessment of women’s sexual dysfunction. The revised definitions of dysfunction
contain descriptors relating to developmental history and to current sexual context,
as well as medical entities as integral parts of the diagnostic framework. Random-
ized controlled trials for pharmacologic and nonpharmacologic management of
sexual dysfunction will be aided by these more precise definitions, but scientifi-
cally based individualized treatment is the challenging but preferred future goal.a
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CHAPTER 16

Post-Traumatic
Stress Disorder
Debra Kaminer, Soraya Seedat

Since the early 1980s, the impact of trauma on psychological and biologic function-
ing has been conceptualized in the diagnosis of post-traumatic stress disorder (PTSD).
More recently, it has become apparent that PTSD describes only a limited aspect of
post-traumatic adaptation. The PTSD diagnosis does not adequately capture the seque-
lae associated with the types of traumatization most commonly experienced by women,
that is, early childhood trauma (particularly sexual abuse) and repeated, chronic trauma
(such as domestic violence). This chapter reviews the current state of knowledge re-
garding the diagnosis, epidemiology, biology, and treatment of both PTSD and “com-
plex PTSD” among women and offers some guidelines to mental health practitioners
for assessing and treating female trauma survivors.

HISTORY OF THE PTSD DIAGNOSIS

Although post-traumatic stress has long been recognized in psychiatry, this
recognition has tended to focus exclusively on either women or men at different
historical junctures. It is only in recent decades that the attention of both clini-
cians and researchers to post-traumatic stress has encompassed both genders.
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In Europe in the latter 1800s, Freud and his colleagues identified psychologi-
cal trauma (particularly, sexual abuse) as the root cause of hysteria, a condition
characterized by somatic symptoms without any medical basis with which many
of their female patients presented (1,2). For several decades, as the origins of hys-
teria were examined through published clinical case studies, women were at the
center of the study of psychological trauma. However, by the end of the nine-
teenth century, Freud had recanted his original theory on the origins of hysteria,
arguing that its roots lay in intrapsychic conflict rather than real traumatic experi-
ences, and interest in the traumatic histories of female patients gradually waned.

Indeed, through most of the twentieth century, studies of trauma focused al-
most exclusively on males, particularly combat survivors. The syndromes of battle
fatigue and shell shock emerged from clinical observations of soldiers in the two
world wars, although both public and clinical interest in these phenomena was
seldom sustained enough to elicit substantial investigation. It was the Vietnam
War and its impact on male American veterans that gave rise to the systematic
study of combat-related post-traumatic responses during the1970s. Veterans’ or-
ganizations initiated both comprehensive reviews of the existing trauma literature
and large-scale investigations of the current functioning of Vietnam veterans.
Findings strongly supported the existence of a post-traumatic syndrome linked to
combat exposure (3), and veterans’ organizations pressed the psychiatric commu-
nity to develop a diagnostic category for this syndrome. Legitimization of this di-
agnosis provided veterans with both recognition for their suffering and access to
treatment resources.

The 1970s also saw the emergence of a complementary popular political
movement that, for the first time in decades, brought the traumatic experiences of
women to both public and clinical attention. Within the context of the feminist
movement, research on the prevalence and impact of rape, domestic violence,
and sexual abuse began to enter the psychiatric literature. These studies demon-
strated the endemic nature of gender-based violence and identified both a “rape
trauma syndrome” and a “battered woman syndrome,” which included many of
the symptoms reported in studies of combat veterans as well as a range of other
symptoms (1,2).

When the American Psychiatric Association (APA) met in the late 1970s to
consider a post-trauma diagnosis for inclusion in the third edition of the Diagnostic
and Statistical Manual of Mental Disorders (DSM-III) (4), advocates of both
male Vietnam veterans and female survivors of male-perpetrated violence
pressed for recognition of the syndromes documented among their populations of
interest. The diagnosis post-traumatic stress disorder (PTSD), when it was in-
cluded in DSM III in 1980, was something of a compromise that attempted to
subsume under a single diagnostic category the varied post-trauma syndromes
that had been reported among these diverse populations of trauma survivors (2). 

Subsequent empirical data have confirmed that the PTSD diagnosis accurately
describes the responses of many women who have survived a single traumatic
event. However, it has become increasingly apparent that the diagnosis fails to
capture adequately the complex adaptations of survivors of early and prolonged
trauma, particularly of female survivors of childhood sexual abuse (1,5), who
make up 17% of adult women in the general population (6). The following sec-
tion discusses the diagnostic criteria for PTSD, as well as recent attempts to for-
mally categorize the complexity of post-traumatic responses typical of female
survivors of chronic violence.
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DIAGNOSTIC ISSUES

DIAGNOSTIC CRITERIA FOR PTSD

The diagnostic criteria for PTSD, as conceptualized in the current editions of the
DSM (DSM IV-TR, 7) and the World Health Organization’s International Classi-
fication of Diseases (ICD-10, 8), include a stressor dimension, three core symp-
tom clusters, and duration and disability specifications. 

The first criterion for the PTSD diagnosis relates to the nature of traumatic ex-
posure. DSM IV-TR specifies that the person should have directly experienced or
witnessed an event involving actual or threatened death, serious injury, or threat
to physical integrity or learned about unexpected or violent death, serious harm,
or threat to physical safety experienced by a loved one (criterion A1). Further-
more, the person’s response to this event should have involved intense fear, help-
lessness, or horror (criterion A2). ICD-10 also delineates the nature of the stres-
sor; however, like earlier versions of the DSM, it describes these events as
exceptionally threatening or catastrophic and likely to cause distress to almost
anyone. 

The three core symptom clusters of PTSD capture the dialectic between hy-
perremembering and forgetting that characterizes the daily experience of many
survivors of extreme trauma. The first cluster specifies that the traumatic event
should intrude into the person’s present functioning, causing the person to reex-
perience the event constantly. Reexperiencing or intrusive symptoms include dis-
tressing memories (thoughts, images, or perceptions), recurring dreams about the
event, and a physiologic fear reaction or intense psychological distress when ex-
posed to reminders of the trauma. Although less common, dissociative flashback
experiences in which the trauma survivor actually relives aspects of the trauma in
the here and now, in vivid sensory detail, are often considered to be the hallmark
symptom of PTSD. The second symptom cluster requires that the person, in addi-
tion to having vivid remembrances of the event, also avoids reexperiencing the
event. Avoidance symptoms may involve active efforts to avoid thoughts, feel-
ings, and conversations about the trauma and activities, people, and places that
are reminders of the trauma. Although avoidance may initially focus on direct re-
minders of the trauma (e.g., the actual place where it occurred), through a process
of behavioral conditioning it may eventually generalize to a broad range of stim-
uli associated with these reminders (e.g., places similar to that where the trauma
occurred and any stimuli that come to be associated with these places) (9). Avoid-
ance symptoms may also include amnesia for important aspects of the trauma
and emotional numbing that results in an inability to experience either painful or
pleasant feelings. Also categorized under avoidance symptoms are a reduced in-
terest in significant activities, feelings of detachment or estrangement from oth-
ers, and a sense of a foreshortened future. The final symptom cluster specifies
that the person should be in a state of persistent physiologic hyperarousal (as if
permanently poised for fight or flight), as indicated by difficulty falling asleep,
impaired concentration, hypervigilance to threat, an exaggerated startle response
to loud noises or sudden movements, and irritability or outbursts of anger. ICD-
10 requires intrusive symptoms to be present in order to make the diagnosis, but
avoidance and hyperarousal symptoms are not required. 

Since many of these symptoms are commonly experienced by trauma sur-
vivors in the days and weeks following the event, a diagnosis of the disorder ac-
cording to DSM IV-TR further requires that the three symptom clusters should be
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present for longer than one month following the trauma and should cause clini-
cally significant distress or impairment in social, occupational, or other important
areas of functioning. Both DSM IV-TR and ICD-10 also provide for a diagnosis
of acute stress disorder (ASD), in which PTSD symptoms are present for less
than one month following the trauma. According to DSM IV-TR, the person must
have experienced a number of dissociative phenomena during the traumatic event
in order to meet this diagnosis, whereas ICD-10 emphasizes the depressive and
anxiety components of ASD and the mixed and labile nature of the symptoms.

COMORBIDITY

Among both men and women, PTSD is seldom the sole diagnosis; comorbid
diagnoses are common. The following comorbid disorders are highly prevalent
among women in the general population who also meet diagnostic criteria for
PTSD (10,11): major depressive disorder (17%–23% of women with PTSD),
panic disorder (13%), specific phobia (36%), generalized anxiety disorder (GAD)
(38%), and substance abuse (28% for alcohol abuse and 27% for drug abuse). 

A perusal of the three symptom clusters of PTSD reveals a substantial degree
of overlap with the symptoms of these comorbid disorders, including the with-
drawal, emotional numbing, and vegetative symptoms of depression; the physio-
logic reactivity and behavioral avoidance that characterize panic disorder and
specific phobia; the physiologic hyperarousal of generalized anxiety disorder;
and the obsessive ruminations of obsessive compulsive disorder (OCD). These
diagnostic overlaps present several pitfalls for accurate diagnosis and treatment
of female trauma survivors. Upon assessment, the presence of comorbid disor-
ders may mask the presence of PTSD, resulting in a failure to diagnose and treat
the latter (12); alternatively, when the person being examined has a known his-
tory of trauma, the clinician may be too quick to attribute all reported symptoms
to PTSD, thus failing to assess the person for other comorbid conditions that may
require treatment. 

The relationship between the core symptoms of PTSD and the manifold comor-
bid symptoms that frequently accompany these in female trauma survivors is un-
clear. Two possibilities are that comorbid disorders such as depression and sub-
stance abuse may predate and create a vulnerability for trauma exposure and PTSD
and that PTSD may enhance the risk of developing secondary disorders (e.g.,
women may develop major depression or substance abuse in response to the im-
pairment and distress caused by PTSD). However, prospective studies are needed
in order to establish the order of onset of PTSD and comorbid disorders (10). 

COMPLEX ADAPTATIONS TO TRAUMA

Clinicians working with female survivors of child sexual abuse have long noted
a range of presenting symptoms that are not captured by the criteria for PTSD
diagnostic or those disorders commonly found to be comorbid with PTSD (1). In
the past decade, there have been some attempts to include these phenomena in
the psychiatric nomenclature. The DSM IV field trials found that people who had
experienced childhood trauma and chronic traumatization in childhood or adult-
hood reported a disparate range of symptoms and psychological adjustments that
are distinct from the symptoms of PTSD (5). These symptoms include impair-
ments in affect regulation, alterations in attention and consciousness, somatiza-
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tion, characterologic changes, and alterations in systems of meaning (see Table
16.1). Consequently, a diagnostic category of “disorders of extreme stress not
otherwise specified” (DESNOS; 5), also referred to as complex PTSD (1), was
proposed for inclusion in the fourth edition of DSM. The DESNOS symptoms
were eventually incorporated into DSM-IV (13) in the section “Associated Fea-
tures and Disorders” under PTSD rather than as a separate diagnostic category. A
subsequent study of combat veterans (14) found DESNOS and PTSD to be dis-
tinct disorders that are often comorbid, but this finding awaits replication with fe-
male samples. 

ICD-10 has captured many of the DESNOS symptoms in a diagnostic cate-
gory for enduring personality changes after catastrophic experience, which in-
cludes permanent hostility and distrust, social withdrawal, feelings of emptiness
and hopelessness, increased dependency, and problems with modulation of ag-
gression, hypervigilance and irritability, and feelings of alienation. 

What happens to female patients with a history of early or repeated abuse who
present to the mental health system with the confusing array of symptoms de-
scribed by the DESNOS criteria? Frequently, clinicians have diagnosed these pa-
tients with a mixed bag of borderline personality disorder (BPD), dissociative
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T A B L E  1 6 . 1

Proposed Criteria for Disorders of Extreme Stress Not Otherwise Specified
(DESNOS)

A. Alterations in regulating affective arousal
1. Chronic affect dysregulation
2. Difficulty modulating anger
3. Self-destructive and suicidal behavior
4. Difficulty modulating sexual involvement
5. Impulsive and risk-taking behaviors

B. Alterations in attention and consciousness
1. Amnesia
2. Dissociation

C. Somatization
D. Chronic characterologic changes

1. Alterations in self-perception: chronic guilt and shame; feelings of self-blame, of ineffectiveness, and of
being permanently damaged

2. Alterations in perception of perpetrator: adopting distorted beliefs and idealizing the perpetrator
3. Alterations in relationships with others

a. Inability to trust or maintain relationships with others
b. Tendency to be revictimized
c. Tendency to victimize others

E. Alterations in systems of meaning
1. Despair and hopelessness
2. Loss of previously sustaining beliefs

Reprinted from van der Kolk BA. The complexity of adaptation to trauma. In: van der Kolk BA, McFarlane AC, Weisaeth L, eds.
Traumatic Stress: The Effects of Overwhelming Experience on Mind, Body, and Society. New York: Guilford, 1996:203. 
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identity disorder (DID), and somatization disorder, because the criteria for each of
these disorders focus on some aspects of complex PTSD (DESNOS criterion A,
criterion B, and criterion C, respectively), while de-emphasizing others (1).

The fact that there is no unitary diagnostic category that encompasses all the
DESNOS symptoms has significant implications for diagnosis and treatment.
There is the danger of misdiagnosis. For example, a recent study (15) found that
while BPD may sometimes be a distinct comorbid diagnosis among sexual abuse
survivors with complex PTSD symptoms, other survivors diagnosed with BPD
could more appropriately be diagnosed with complex PTSD. Additionally, pa-
tients with DESNOS symptoms may find themselves labeled with a different di-
agnosis by different clinicians at different times. 

The treatment implications of this diagnostic confusion are manifold. First,
the link between the symptoms of disorder and their traumatogenic roots be-
comes obscured. Whereas a diagnosis of PTSD automatically identifies a trau-
matic experience as the central cause and an important focus for treatment, multi-
ple non-PTSD diagnoses disguise the causal role of previous trauma. Without the
recognition of a common etiologic root for the varied symptoms with which the
patient presents, intervention becomes fragmented and unfocused and is unlikely
to effect therapeutic change. Second, mental health practitioners and organiza-
tions are often reluctant to invest time, energy, and other resources in treating pa-
tients with diagnoses such as somatization disorders, BPD, and DID, which have
notoriously poor prognoses, and may try to refer them elsewhere. Even when
they attempt treatment, the association of these disorders with unstable and ma-
nipulative behavior on the part of the patient tends to impair the degree of empa-
thy with which clinicians relate to such patients (1,5). 

Because of the accumulation of these processes, it is common for clinicians to
respond with wariness, frustration, and anger toward female patients with this di-
agnostic profile, which results in patients being medicated against their will,
placed in seclusion, or transferred without warning to another facility (5). This
retraumatization of the patient can partly be understood as an unconscious
process in which the clinician or clinical team is drawn into the patient’s compul-
sion to recreate the original abusive relationship in the therapeutic relationship.
However, the absence of an appropriate post-traumatic diagnosis precludes accu-
rate recognition of this abusive reenactment and limits the possibility of estab-
lishing an empathic therapeutic relationship with the patient that acknowledges
her past experiences of abuse and the ways in which her adaptations to this abuse
impair her present functioning (1).

EPIDEMIOLOGY

Epidemiologic studies have revealed three gender patterns in traumatic exposure
and PTSD prevalence that are consistent across the countries and age groups
sampled. First, exposure to at least one trauma and cumulative exposure to
trauma are significantly higher among men than women (see Table 16.2). Second,
women and men are exposed to very different types of trauma: women are far
more likely than men to be exposed to rape or sexual abuse, while men are more
likely to be exposed to physical assault, military combat, or accidents (11,16–18). 

Although seldom specifically assessed in epidemiologic surveys of trauma ex-
posure, recent studies indicate that PTSD can develop as the result of medical ex-
periences unique to women, in particular childbirth trauma (19) and breast cancer
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diagnosis and treatment (20). Third, despite the higher rates of overall trauma ex-
posure among men, prevalence rates of PTSD in the general population, as well
as the conditional risk of developing PTSD after exposure, are higher in both
girls and women (see Table 16.2). It also appears that PTSD symptoms are more
chronic in women than in men (averaging four years from onset to remission,
compared with one year for men; 16).

Several explanations for these findings have been advanced. First, aspects of
traumatic exposure may play a role. Women are more vulnerable to physical in-
jury during trauma exposure than men, and a greater degree of perceived life
threat and actual injury have been found to discriminate PTSD status in women
(21,22). Additionally, for both genders sexual violence is associated with the
highest conditional risk for PTSD of all forms of trauma exposure (11,16). Since
rates of exposure to sexual violence are far higher in women than in men, in-
creased exposure to this most noxious form of trauma may account for the sex
difference (18). Second, as with other disorders, the gender difference in PTSD
may be influenced by social factors. It has been proposed that women may report
post-traumatic symptoms such as fearfulness (criterion A2) and avoidance behav-
ior more readily than men due to social role expectations that encourage expres-
sions of vulnerability, helplessness, and passivity in women but discourage them
in men (18). Indeed, recent data confirm that the higher rate of post-traumatic
symptoms reported by women as compared to men is more pronounced in soci-
eties that hold traditional views of masculinity and femininity, and (although
present) less pronounced in societies with less clearly delineated sex role expec-
tations (23). Since women in many societies are more disempowered than men
politically, economically, and educationally, it has also been suggested that
women’s heightened vulnerability to PTSD after trauma may stem from ongoing
experiences of poverty, discrimination, and oppression, which reduce women’s
capacity to cope (18). Biologic factors may also contribute to women’s increased
vulnerability to PTSD; these are discussed in the following section.

To date, there are no epidemiologic data on the general population prevalence
of either DESNOS or ICD-10’s category for enduring personality changes after
catastrophic experience.

NEUROBIOLOGIC AND NEUROANATOMICAL CORRELATES OF PTSD 

Over the past decade, improved tools have permitted investigation of the complex
interplay between traumatic exposure and the structural and functional neu-
roanatomy and neurochemistry of PTSD. Neurobiologic systems that appear to
be altered by trauma and that may underlie the symptom formation in PTSD in-
clude neuroendocrine (hypothalamic-pituitary-adrenal axis), sympathetic, sero-
tonergic, noradrenergic, glutamatergic, opioid, and GABAergic pathways (24).
While the normal stress response is characterized by increase in cortisol and cat-
echolamine levels in dose-dependent fashion, individuals with PTSD have para-
doxically low circulating levels of cortisol. Gender and reproductive status may
affect the pattern of hypothalamic-pituitary-adrenal (HPA) axis adaptation to
stress. Studies in premenopausal women with PTSD have consistently docu-
mented high 24-hour urinary cortisol levels or a trend toward high levels, which
indicates increased cortisol output (25).

Serum cortisol levels are also lower in the acute post-trauma period in those
who subsequently develop PTSD than in those who do not. For example, cortisol
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levels were lower in women with a history of previous assault in the immediate
aftermath of rape than in women with no prior assault history. Perhaps not sur-
prising, prior assault was associated with a higher risk of PTSD regardless of
rape severity (26). These findings suggest that the HPA axis may be permanently
sensitized after exposure to early life stress such that subsequent responses to
stress are affected. Therefore, HPA axis adaptation may partly account for why
only a subset of trauma-exposed individuals develops PTSD. In one study,
women who were currently depressed and had a history of childhood abuse had
significantly greater pituitary-adrenal and heart rate responses to stress compared
with control subjects (27). Furthermore, 85% of abused, depressed women in the
sample met criteria for PTSD compared with 36% abused, nondepressed women. 

In terms of structural abnormalities, a growing literature indicates that the hip-
pocampus, which plays a critical role in learning and memory, is abnormal in
PTSD. A variety of mechanisms have been proposed: Sapolsky (28) has shown in
animal studies that high levels of cortisol released during stress can cause neuro-
toxic damage to hippocampal neurons. Of note, several magnetic resonance im-
aging (MRI) studies have demonstrated smaller hippocampal volumes in both
men and women with PTSD. The findings are suggestive of more pronounced
left-sided deficits in women and right-sided deficits in men. A quantitative MRI
study of women with severe childhood sexual abuse (71% of whom fulfilled cri-
teria for PTSD), found reductions in left hippocampal volume (5%) in abused
women compared with nonabused women (29). Left hippocampal volume reduc-
tion correlated highly with dissociative symptoms. In contrast, Bremner et al.
(30) found reductions in right hippocampal volume (8%) in male combat veter-
ans with PTSD (n � 26) compared with healthy veterans without the disorder
who were matched for age, drug and alcohol abuse, and combat experience. 

Bilateral hippocampal volume reductions have also been observed in women
with and without early childhood abuse (with and without PTSD) (31) and in men
with combat-related PTSD (31). Bremner and colleagues (32) were the first to pro-
vide converging evidence of structural and functional hippocampal disturbance in
PTSD. Abused women with PTSD had significantly lower volumes of the hip-
pocampus (left and right) compared with either abused women without PTSD or
healthy controls. In women with PTSD, the left hippocampus was not activated
during a verbal memory task. Partially consistent with findings by Stein et al. (29),
smaller left hippocampal volumes correlate with dissociative symptoms while
smaller right hippocampal volumes correlate with PTSD symptoms. Moreover,
deficits in hippocampal structure and function in women with PTSD were specific
to a PTSD diagnosis and not a specific outcome of child abuse exposure. It should
be noted that studies of women with intimate partner violence and PTSD and mal-
treated children and adolescents with PTSD have not found smaller hippocampal
volumes. Other sex differences have been noted in pediatric PTSD, with maltreated
boys showing more evidence of global adverse brain development than girls (33).

Findings from functional imaging studies (positron emission tomography) in
women with childhood sexual abuse and PTSD have consistently implicated the
hippocampus, amygdala (important for fear responses and emotional salience),
medial prefrontal cortex, and anterior cingulate (responsible for modulation of
emotional responses). For example, in studies asking women to perform emo-
tionally valenced declarative memory tasks, greater activation was seen in this
brain network in abused women with PTSD than in either women with abuse
without PTSD or nonabused women (34).
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In summary, a number of studies have demonstrated PTSD-specific gender
differences; however, similarities far outweigh differences in men and women
with the disorder. It should be noted that in traumatized children with PTSD, sex
differences are small relative to the developmental variability in the volume of
brain structures (33). To answer the question of whether sex differences in neuro-
biologic abnormalities are a consequence of trauma exposure or a preexisting risk
factor for PTSD, future investigations will need to focus on the longitudinal
course of the relationship between neurobiology, gender, and trauma outcome. 

TREATMENT

PHARMACOTHERAPY

Trials of various antidepressant agents in treatment of PTSD have documented the
efficacy of selective serotonin reuptake inhibitors (SSRIs), monoamine oxidase in-
hibitors (MAOIs), and tricyclic antidepressants (TCAs). In view of their ease of
use, lower risk of overdose, and superior tolerability, SSRIs are currently advo-
cated as first-line treatment. SSRIs are broad-spectrum agents that, in addition to
reducing core PTSD symptoms, have documented efficacy in disorders that are
often comorbid with PTSD, such as major depression and panic disorder (35). 

Hormonal fluctuations (associated with menses, menopause, oral contraceptive
use, or hormone replacement therapy) may have an impact on the pharmacokinet-
ics and pharmacodynamics of drug therapy, and this needs to be borne in mind
when treating women. Many of the major neurotransmitter systems implicated
(e.g., serotonin, noradrenaline, dopamine, GABA) are subject to modulation by
female sex hormones and are, therefore, potential targets for pharmacologic inter-
ventions. For example, gender-related metabolic factors may affect SSRI metabo-
lism through various cytochrome P450 enzymes resulting in clinically relevant
alterations in plasma concentrations. Some data suggest that women may respond
more favorably to SSRIs and men more favorably to TCAs (36). 

Randomized, controlled investigation of the SSRIs sertraline (37), paroxetine
(38), and fluoxetine (39) have demonstrated efficacy in large samples of women
with chronic PTSD secondary to rape or physical assault. In one mixed-sex study
(40), long-term (9–12 months) paroxetine treatment was associated not only with
significant improvement in PTSD symptoms but also with an increase in hip-
pocampal volumes, although no gender differences were noted. These findings
suggest that SSRIs may also be effective in reversing stress-induced hippocampal
damage in PTSD. The Food and Drug Administration has approved both sertra-
line and paroxetine for treatment of PTSD. 

Some of the newer antidepressants also show promise. In male combat veter-
ans with PTSD, open-label studies of the serotonergic agents trazodone and nefa-
zodone have shown benefits in treating sleep, nightmares, agitation, and other in-
trusive and hyperarousal symptoms of PTSD (35). Mirtazapine, a drug with dual
noradrenergic and serotonergic effects, was superior to placebo in a small ran-
domized trial of chronic PTSD patients (58% female) (41). This drug may be
useful either as monotherapy or an adjunct to SSRIs in partial responders.

Several open trials have suggested the efficacy of TCAs in treating the intru-
sive but not avoidant or numbing symptoms of PTSD. Additionally, two 8-week
randomized, controlled trials have demonstrated the efficacy of imipramine and
amitriptyline (35). However, these trials were conducted in combat veterans and
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did not include women. The high incidence of adverse effects and risk of over-
dose do not make these first-line agents in PTSD. 

Monoamine oxidase inhibitors (MAOIs) have been mainly investigated in con-
trolled studies of male combat veterans. Four placebo-controlled trials (two of
phenelzine and two of brofaromine, an MAO-A plus serotonin reuptake inhibitor)
have produced mixed findings (35). The side-effect profile (risk of hypertensive
crisis) along with dietary and drug restrictions preclude the use of these drugs as
first-line or second-line agents. Moclobemide, a reversible MAO-A inhibitor that
is relatively free of the limitations of the conventional MAOIs, was shown in a 12-
week open-label study to improve all three PTSD symptom clusters (42). 

Buspirone, a 5-HT1A partial agonist with a low potential for abuse and with-
drawal, has also shown efficacy in dosages ranging from 5 mg/day to 60 mg/day.
Anticonvulsants and mood stabilizers (e.g., carbamazepine, valproate, lithium,
gabapentin, vigabatrin, lamotrigine, and topiramate) have been shown to be
effective in PTSD either as monotherapy or as an add-on or for chronic PTSD
(35). In addition, atypical antipsychotic drugs (e.g., risperidone, olanzapine) may
be useful in patients whose symptoms do not respond to treatment (35). Benzodi-
azepines are commonly prescribed in clinical practice for PTSD because of their
proven efficacy as anxiolytics. In view of their abuse potential and the risks of
rebound anxiety and withdrawal (which may exacerbate PTSD symptoms), these
agents should be used with caution. 

Few trials have explored the efficacy and safety of long-term treatment in
PTSD. To date, sertraline is the only SSRI investigated both in 24-week open-
label continuation and 28-week relapse-prevention trials (43). Continued treat-
ment with sertraline was effective in reducing relapse and sustaining improve-
ments in quality of life and psychosocial functioning. 

PSYCHOTHERAPEUTIC MANAGEMENT

An important initial concern in the psychotherapeutic management of trauma
survivors is establishing both their physical safety (this is particularly important
if the woman is living in a context of ongoing abuse) and a sense of emotional
safety in the therapeutic relationship before proceeding with intervention (1).
Thereafter, a number of psychotherapeutic techniques have demonstrated effi-
cacy in reducing the symptoms of PTSD.

Using behavior therapy techniques, exposure therapies for PTSD aim to habit-
uate the anxiety related to the traumatic event through repeated exposure to both
traumatic memories and external traumatic reminders (44). The therapist trains
the client in breathing and muscle relaxation strategies, which the client employs
at each stage of exposure in order to manage anxiety. Additionally, maladaptive
cognitive appraisals that arise during exposure may be identified and modified.
Exposure therapy continues until the client is able to think about the trauma and
to encounter real-life traumatic reminders without feeling intense anxiety or
engaging in avoidance strategies. 

Exposure may take the form of systematic desensitization, where the therapist
together with the client constructs a graded hierarchy of feared cues associated
with the traumatic event; once the client has mastered exposure to the least feared
cue (using relaxation and cognitive strategies), exposure to the next cue on the hi-
erarchy graded exposure can proceed (45). A more recent development in expo-
sure therapy for trauma survivors is prolonged exposure (PE), which consists of
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repeated exposure to the entire traumatic memory over several sessions, again in
combination with cognitive modification, as well as gradual exposure to external
traumatic reminders (46). The efficacy of these relatively short-term (9–20 ses-
sions) cognitive-behavior therapies for PTSD and for some comorbid disorders
such as depression has been demonstrated repeatedly with female survivors of
both childhood and adult abuse and, furthermore, these PTSD interventions ap-
pear to benefit women even more than men (47). This suggests that cognitive-be-
havior therapy (CBT) is the psychotherapeutic intervention of choice for women
with PTSD. While short-term CBT techniques are clearly effective in reducing
PTSD among women who have experienced both single traumatic episodes and
repeated abuse, the effect of CBT techniques on more complex post-traumatic
adaptations such as DESNOS symptoms is still unclear, since outcome studies
have seldom measured changes in these symptoms.

In recent years, researchers have also examined the efficacy of eye-movement
desensitization and reprocessing (EMDR). This technique combines exposure
and cognitive modification with lateral eye movements that are theorized to ac-
celerate the processing of trauma-related information (48). It has been proposed
that the constant reorienting of attention in EMDR activates those areas of the
brain (anterior cingulate, amygdala, hippocampus, orbital frontal cortex, and
visual cortex) that are also activated (a) in patients with PTSD exposed to script-
driven imagery and (b) in REM (Rapid Eye Movement) sleep. Activation of these
brain areas during EMDR is thought to produce shifts in memory processing sim-
ilar to that of REM sleep. Thus, the REM-like state induced by EMDR might
facilitate the integration of traumatic memories seen in PTSD (49). Although
many controlled studies of EMDR have used samples of male combat veterans,
the efficacy of this treatment has also been established with some female samples
(50). However, the benefits of EMDR for survivors of prolonged and repeated
trauma, rather than a single trauma, are yet to be established. 

RECOMMENDATIONS FOR ASSESSMENT AND TREATMENT

A central challenge for mental health professionals lies in correctly identifying fe-
male survivors of prolonged and repeated trauma, who may not present with “pure”
PTSD or disclose previous traumatization unless asked about it specifically. Sensi-
tive and thorough assessment is necessary in order to explore the trauma histories
of all female patients presenting with a mixed bag of diagnoses. Additionally, the
high prevalence of comorbid disorders among women with PTSD and the overlap
of these comorbid disorders with DESNOS symptoms require clinicians to conduct
a careful and thorough differential diagnosis with all female patients who have a
known history of trauma. Assessment of DESNOS criteria may be facilitated by the
Structured Interview for Disorders of Extreme Stress (SIDES; 51).

With regard to choice of treatment, the following guidelines are offered. Psy-
chotherapy should be the treatment of choice when PTSD symptoms are mild,
but psychotherapy in combination with medication may be used for more severe
symptoms. With regard to the psychotherapy component, exploration of the
trauma in the context of an empathic therapeutic relationship should form an es-
sential part of the treatment plan for women with pure PTSD, PTSD with comor-
bid disorders, or complex post-traumatic adaptations. The efficacy of trauma ex-
ploration through exposure therapy has been demonstrated repeatedly among
women with PTSD. However, for women with complex PTSD, the exploration
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and integration of traumatic memories may be a long and gradual process and
should include explorations of the ways in which current stressors are experi-
enced as the return of past traumas, careful reconstruction of the trauma narrative
in manageable doses, mourning the losses associated with the abuse, and slowly
reestablishing trust in others (1,5). 

With respect to pharmacotherapy, SSRIs are the first-line treatment and should
be started at a low dose with slow up-titration to an average target dose: 20–50 mg
for paroxetine and fluoxetine, 50–150 mg for sertraline, 100–250 mg for fluvox-
amine, and 20–40 mg for citalopram. Onset of action on core PTSD symptoms is
usually two to four weeks (52). In pregnant or breastfeeding women, pharma-
cotherapy should be avoided as much as possible. In cases of necessity, SSRIs
may be administered, because these drugs do not pose an increased risk of major
fetal malformation. Sertraline, paroxetine, citalopram, and fluvoxamine all ap-
pear to be compatible with breastfeeding. 

For patients with severe PTSD symptoms who experience only a partial re-
sponse to medication, treatment can be augmented with another medication
(preferably a mood stabilizer such as divalproex). For patients who fail to respond
to initial treatment over 12 weeks or who are unable to tolerate SSRIs, switching to
a MAOI, TCA, or venlafaxine may be effective (52). Once patients have been stabi-
lized, medication should be continued for at least 12 months in the case of acute
PTSD and at least 24 months in the case of chronic PTSD. In patients whose symp-
toms are refractory to treatment (i.e., little or no response to multiple adequate trials
of medication and psychotherapy), it is important to evaluate for causes of nonre-
sponse to the medication (e.g., substance abuse problems, psychiatric comorbidity)
before trying a different medication combination (e.g., antidepressant plus mood
stabilizer or antidepressant plus antipsychotic or two antidepressants) (52).

CONCLUSION

Current research suggests that women are particularly vulnerable to developing
PTSD after traumatization and that those who experience early or prolonged abuse
may present to mental health settings with symptoms of complex PTSD. Careful
assessment is necessary to establish whether female trauma survivors meet criteria
for diagnosis of PTSD, PTSD with comorbid disorders, complex PTSD, or a com-
bination of these. Evidence from studies of the outcomes of treatment with psy-
chotherapy and pharmacotherapy indicates that women with PTSD are responsive
to a number of intervention strategies. With regard to future research directions, a
better understanding of the pathophysiologic mechanisms that underlie both
PTSD and complex PTSD in women may ultimately lead to more focused phar-
macologic treatments. Inclusion of complex PTSD symptoms in both pharma-
cotherapy and psychotherapy outcome studies is necessary for the development of
effective treatments for survivors of early and prolonged trauma. Until then, clini-
cian awareness of the diverse and multifaceted sequelae of traumatization will
facilitate effective and sensitive treatment of female trauma survivors. 
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CHAPTER 17

Living with Intellectual
Disability

Elspeth A. Bradley, Yona Lunsky, Marika Korossy 

Women with intellectual disabilities are the children, adolescents, and adults de-
scribed in other chapters of this book; they have the same concerns and challenges
daily and over the life span. They often need support in understanding and meeting
these challenges and may not always be able to articulate or communicate their con-
cerns. Cognitive and communicative challenges can silence the voice of such women as
they negotiate equal rights as citizens and try to live dignified, fulfilled lives in which
they feel understood and respected. As a society, we tend to dehumanize, neglect, or re-
ject persons who do not communicate with us on our terms and whose worlds, there-
fore, we do not fully understand. Misinformation, stereotyping, and myths give rise to
negative attitudes and exert a negative impact on the mental health of these women.
This chapter describes a range of abilities of a diverse population of women and shows
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their influence on several life span issues. Persons with intellectual disabilities have
higher rates of health and mental health problems than the general population. In the final
section we will explore why this is so, focusing specifically on the issues for women.

CATEGORIZATION AND TERMINOLOGY

Typically, intellectual disability is categorized as a childhood disorder, but, in re-
ality, it is a lifelong disability; increasing numbers of persons with intellectual
disabilities now live until old age. Conceptualizing the disability only from the
childhood perspective perpetuates the myth that older persons with intellectual
disabilities are childlike, thus ignoring or minimizing their adult status and adult
concerns (e.g., struggle for autonomy, sexuality, need for intimacy). For this rea-
son, our chapter is included in the section of this book that addresses adult issues.
“Intellectual disability” is one of many terms used to describe persons who, be-
cause of limitations in cognitive, communicative, and adaptive functioning pre-
sumed present from birth or developing during childhood, require extra assis-
tance in everyday living. Flight from negative societal attitudes has led parent
organizations and policy makers alike to periodic revision of diagnostic terms.
Developmental disability gradually supplanted the term “mental retardation” dur-
ing the last 30 years, although the latter term is still retained in both the American
Psychiatric Association’s Diagnostic and Statistical Manual of Mental Disorders,
4th edition, Text Revision (DSM-IV-TR, 1) and the World Health Organization’s
ICD-10 Classification of Mental and Behavioural Disorders (2), as well as a sub-
stantial proportion of clinical and research publications in North America. Inter-
estingly, when the term “mental retardation” was adopted in the 1960s, it was
viewed as a progressive new alternative to the early twentieth-century designa-
tions “feeble minded,” “moron,” “idiot,” and “imbecile.” In the UK, the term
“learning disabilities” has replaced “mental handicap.” This has resulted in some
confusion because, in other parts of the world “learning disabilities” is used for
persons with specific problems in learning (e.g., disorders of memory or auditory
or visual perception of language) but with otherwise normal cognitive and adap-
tive functioning. Most recently, Canada and, in some contexts, the US, have been
phasing in the term “intellectual disability,” a term that has been used in Australia
since 1986. Around the world, persons with disabilities prefer “people-first lan-
guage” in which the person always precedes the disability or description of what
the person has (3). “People with learning difficulties” is a frequently preferred
collective term in this context.

Inconsistencies in terminology are accompanied by considerable variability in
diagnostic criteria. For example, DSM-IV-TR (1) continues to rely on a statistical
model that measures the severity of mental retardation by standardized tests ex-
pressed as an intelligence quotient (IQ) with a cutoff point at 70 or below. The
American Association on Mental Retardation (AAMR), in both its 1992 (4) and
2002 (5) classification system revisions, has emphasized supports required rather
than level of IQ. This focuses attention on the reality that disability is a conse-
quence of the extent of available supports in a person’s environment. Also see
World Health Organization publications for eloquent descriptions of impair-
ments, disabilities, handicaps (6), activity and activity limitations, and participa-
tion and participation restrictions (7).

Discussing terminology immediately takes us to the heart of a dilemma for
workers in this area: clinical research mandates definition and case identification
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of particular persons and populations in order to study, understand, and provide
for their special needs. However, in applying our clinical methods to identify this
population, we risk running counter to the sensitivities of persons with these dis-
abilities who tell us they want to be included and integrated into the mainstream,
not isolated from it. Among the many perspectives in the area of intellectual dis-
abilities (educational, social, political, economic, clinical, experiential), each has
its own language. These tensions not infrequently raise obstacles to sound,
evidence-based practice with this population.

Our perspective is one that acknowledges the vulnerabilities of women with
intellectual disabilities and considers that these vulnerabilities need to be studied
and understood in order to promote full integration and inclusion into the
women’s specific cultures and local communities.

EPIDEMIOLOGY

MILD AND SEVERE INTELLECTUAL DISABILITY

Epidemiologic research has identified women with mild intellectual disability
(IQ, 50 to 70 range) and those with severe intellectual disability (IQ, less than
50). The latter are easiest to recognize in most cultures because the severity of
their disabilities necessitates special supports and services. The identification of
women with mild intellectual disability is associated with life span landmarks
(e.g., educational, marital, occupational, parental) because it is at these times that
women with intellectual disabilities require adequate support in order to fulfill
specific expectations. Identification of the woman with mild intellectual disabil-
ity is therefore likely to fluctuate. For example, the highest prevalence of women
with mild intellectual disability is found in the school years. After they finish
school, such women may be able to hold down a job or get married and may no
longer need support services. Persons with mild intellectual disabilities predomi-
nate in the total population, constituting 75% to 89% of all persons with intellec-
tual disabilities, compared to 11% to 25% with severe intellectual disabilities. 

A dramatic change in recent years for women (and men) with intellectual dis-
abilities has been the greatly increased life expectancy, particularly for some etio-
logic groups. For example, for women with Down syndrome, the most common
recognized cause of intellectual disability, life expectancy is now into the fourth
and fifth decade, compared to age 12 in the early part of the 1940s. Curiously, fe-
males with Down syndrome may have a significant survival disadvantage com-
pared to males with Down syndrome (8).

There are differences between the sexes in prevalence of intellectual disabili-
ties, with greater numbers of men overall. In the severe range, the difference tends
to even out; some studies show greater numbers of women. The implications of
these sex differences in terms of required supports have so far not been explored.

BORDERLINE INTELLECTUAL DISABILITY

Women with borderline intellectual disability form an invisible but very large
group, poorly understood by both researchers and clinicians. Their IQs range
from 70 to 85; they tend to have difficulties managing money; they have social
skills deficits and difficulties solving problems; they may be illiterate. Earlier
definitions of intellectual disabilities often included these persons but, with a
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growing emphasis on inclusion along with attempts to reduce services, they have
been forgotten (9). The current trend, if indeed their special needs are identified
(10), is to label such individuals, while in the school system, as having a learning
disability. Prevalence rates based on service use tend to underestimate the size of
this population and may underestimate girls more than boys. This is because per-
sons with borderline IQ (and sometimes those with mild intellectual disabilities
as well) are typically not identified in school unless they exhibit behavior prob-
lems. Behavior problems are more common in boys than girls. As adults, these
women may not come to the attention of services unless they have trouble caring
for their children or unless they develop major psychiatric difficulties.

AUTISM AND INTELLECTUAL DISABILITY

Autism is the most severe form of a spectrum of related disorders referred to as
the pervasive developmental disorders. These disorders are defined behaviorally
by impairments in socialization and communication and by a lack of behavioral
flexibility (and are sometimes referred to as autism spectrum disorders). It is esti-
mated that about 75% of persons with autism have IQ scores in the intellectual
disability range and even those with higher IQs often have relatively lower levels
of adaptive functioning and are referred to the intellectual disability sector for
services. Evidence suggests that a substantial proportion (one quarter to one
third) of persons with intellectual disabilities also have autism; the greater the
cognitive impairment, the greater the prevalence (11,12). While the male:female
ratio is 3–4:1 in autism without intellectual disability or with mild intellectual
disability, the gender difference diminishes with increasing intellectual disability.
Some evidence suggests that, when girls are affected, they are likely to be more
severely disabled (13). Conversely, some girls with autism who have mild or no
intellectual disability have been reported to have fewer social and communication
deficits than their male peers. Some investigators have found undiagnosed autism
spectrum disorders in girls diagnosed with anxiety disorders, selective mutism,
and anorexia nervosa (14,15). Taken together, these findings suggest that girls
with autism may have a different phenotype than boys and, in milder cases, may
not be recognized as having an autism spectrum disorder (16). Persons with intel-
lectual disabilities and comorbid autism, because of the severity of these disabili-
ties, have historically been the focus of institutional scandal, and with the move
toward deinstitutionalization, have been among the last to be reintegrated into
community life (17). These persons remain a very vulnerable group requiring
considerable care and supervision throughout their lives.

ETIOLOGY

It is very important to investigate the etiology of the intellectual disability be-
cause associated health disorders may be present that might otherwise escape de-
tection or be misdiagnosed and fail to receive appropriate treatment. 

MILD AND SEVERE INTELLECTUAL DISABILITY

While a biologic etiology can be identified in 60% to 75% of persons with severe
intellectual disabilities, it remains obscure for around 25% to 40% of those with
mild intellectual disabilities. (In light of diagnostic advances during the past
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decade, this breakdown, based on earlier epidemiologic data, may no longer be
valid. Individuals are increasingly being identified with milder manifestations of
established disorders that had previously been recognized only in severely af-
fected persons. New investigative techniques, when applied to persons with mild
intellectual disabilities, now detect the underlying cause of previously undiagnos-
able biologic entities.) However, for all persons with intellectual disabilities, less
than optimal health care (e.g., undiagnosed medical disorders such as hypothy-
roidism or inappropriate use of medication to manage behaviors), and less than
optimal support environments (e.g., inappropriate expectations or noisy and dis-
ruptive living circumstances, giving rise to stress and anxiety) can contribute to
lower levels of functioning. In recent years, recognition has increased that some
causes of intellectual disabilities give rise to a characteristic profile of skills, abil-
ities, and emotional responses as well as particular vulnerabilities to other health-
related problems. For example, Down syndrome (equally prevalent in males and
females) is associated with increased vulnerability to certain comorbid disabili-
ties (e.g., hearing impairment), medical (e.g., thyroid dysfunction), and mental
health disorders (e.g., depressive episodes, early onset dementia). Similarly, frag-
ile X syndrome, the most prevalent inherited cause of intellectual disability
(women with the fragile X full mutation may or may not have intellectual disabil-
ity), is associated with a higher than expected prevalence of certain medical dis-
orders (e.g., seizures, mitral valve prolapse, eye problems) and mental health
problems (e.g., hyperactivity, social anxiety, obsessive, compulsive, and psy-
chotic behaviors under stress). Other genetic syndromes with documented char-
acteristic behavioral, emotional, and/or psychiatric disturbances include
Williams, 22q11.2 deletion, Angelman, Prader-Willi, Smith-Magenis (all of
which are equally prevalent in women and men), Rett (almost exclusive to fe-
males), and Turner (occurs only in women) syndromes. Recognizing these
“behavioral phenotypes” (and their biologic bases) is essential in designing inter-
ventions and in providing optimal supports (18).

BORDERLINE INTELLECTUAL DISABILITY

Women (and men) with borderline intellectual disability were once referred to as
having “cultural familial” retardation because of the belief that their disability was,
in part, due to an impoverished environment; however, this term is less popular
now. With recent genetic advances, especially newer diagnostic investigations, such
as fluorescence in situ hybridization (FISH), subtelomeric screening, chromosome
microdissection, and magnetic resonance spectroscopy (MRS), we now suspect
that a large proportion of women in this group also have specific biologic causes to
their disability (e.g., 22q11.2 deletion syndrome, fragile X, deletion 1p36.3, treat-
able metabolic disorders such as Smith-Lemli-Opitz syndrome, or SLOS) (19).

AUTISM AND INTELLECTUAL DISABILITY

The cluster of abnormal patterns of behavior called autism has several different
probable etiologies. Autism is associated with a higher than expected prevalence
of epilepsy, neurologic symptoms, minor congenital anomalies (birth defects),
maternal birth complications, and, as previously stated, intellectual disabilities.
Also found in persons with autism are genetic conditions (such as fragile X),
metabolic conditions (such as phenylketonuria), viral infections (such as rubella),

Living with Intellectual Disability 241

4700_LWW/Romans_ch17pp237-254  02/22/05  11:05 AM  Page 241

www.ebook3000.com

http://www.ebook3000.org


and congenital anomaly syndromes (such as Möbius syndrome). However, not
everyone with autism has these additional diagnoses, and not everyone with these
diagnoses develops autism. Autism appears to be the outcome of particular brain
damage caused by a variety of biologic insults. A small but significant minority
of persons with autism shows deterioration in skills and functioning during ado-
lescence and, for some, seizures may first occur at that time. 

LEVELS OF FUNCTIONING

While IQ (and adaptive functioning) may be a guide in supporting women with
intellectual disabilities, not all women with the same IQ have the same cognitive
or psychological challenges. For example, differences in expressive and receptive
language abilities, visual and auditory perceptual processing, memory and learn-
ing styles can give rise to hidden challenges. A comprehensive psychological and
communication evaluation assists in ensuring that the woman’s skills and diffi-
culties are properly understood and that appropriate supports are offered. 

Given this caveat, however, it is still helpful clinically to consider the cogni-
tive and adaptive skills of women with intellectual disabilities in the subgroups
outlined in DSM-IV-TR, ICD-10, and ICD-10 MR (i.e., mild, moderate, severe,
profound levels of functioning). Adaptive functioning, IQ levels, and living cir-
cumstances of women in these subgroups and for those with borderline intellec-
tual disabilities and autism are outlined in Table 17.1. Women’s issues by sub-
group are outlined below.

WOMEN’S ISSUES

Borderline Intellectual Disability
Historically, women in this group were considered either immoral or asexual
(20). Many older women in this group were institutionalized and sometimes ster-
ilized without their knowledge or consent because of a false belief that they were
promiscuous and would add disproportionately to a defective gene pool. No other
information on their sexuality is available except that women with minimal edu-
cation tend to be misinformed about sexuality and at risk for sexually transmitted
diseases and abuse. In this group, even women who appear to be sexually in-
formed may, in fact, not be (21).

Mild Intellectual Disability
Once a trusting relationship has been established, women with mild intellectual
disabilities are capable of describing their sexual experiences. The picture that is
emerging is that they have negative feelings about their sexual lives and experi-
ence very high levels of abuse (22,23). These women are relatively uninformed
about safe sex; they often believe that sex revolves around the man’s experience
and that they are not entitled to sexual satisfaction during sexual relations. Be-
cause of a lack of education, combined with highly conservative attitudes, they
may feel guilty about enjoying their sexuality (24).

Some women with mild intellectual disabilities are mothers. Given support and
guidance in pregnancy and postpartum, these women can successfully rear children
(21,25). Child rearing becomes more challenging as their children grow older and
advance beyond them cognitively. Parents with mild intellectual disabilities need a
large support network of persons who can assist them in raising their children.
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Moderate Intellectual Disability 
It is less acceptable for women with moderate intellectual disability to be in-
volved in sexual relationships, although they may have interest in having such re-
lationships. Women in this category may talk about wanting to have a boyfriend
or get married, and they may enter into casual or more long-term exclusive
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T A B L E  1 7 . 1

Skills, Abilities, and Living Circumstances Associated with Severity
of Intellectual Disability

Borderline ID Living independently 
IQ = 70–84 Subtle communication difficulties
AE* = 11+ years High school dropout or special education 

Difficulty keeping a job
Government assistance 
At risk for being in an abusive relationship 
Challenges rearing children, particularly if social and economic resources are inadequate

Mild ID Relative independence in self-care
IQ = 55–69 Can hold a conversation and engage in the clinical interview
AE = 9–11 years Information the person provides may not be accurate

Varied level of service required
May have paid employment

Moderate ID Has basic communication skills
IQ = 40–54 Requires supervision with self-care skills
AE = 6–9 years Group home settings 

Structured day program or workshop setting 

Severe ID Communication difficulties
IQ = 25–39 Motor difficulties
AE = 3–6 years Requires ongoing supervision

Lives with family or in a 24-hour group home or nursing home
Alternative day programs with a combination of skills-based and recreational activities

Profound ID Requires 24-hour supervised care
IQ < 25 Lives either with family or in group home or nursing home
AE = < 3 years Multiple medical issues 

Inner world largely unavailable to others because of communication difficulty 

Autism and Four patterns: “aloof,” “passive,” “active but odd,” “overformal, 
intellectual stilted” (43)
disability At higher levels of cognitive functioning: one-sided social and verbal interactions,
IQ varies complex routines, manipulation of objects
AE varies At lower levels of cognitive functioning: social aloofness, abnormal

movements, hypersensitivity to sensory stimuli, confusion and fear of unfamiliar situa-
tions or interference with repetitive routines, failure to understand social rules, inappro-
priate attempts to control events, oversensitivity to sensory input (e.g., noisy environ-
ments) can lead to inappropriate and challenging behaviors
High levels of support and supervision are generally needed

*Age equivalent 
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relationships. However, their sociosexual knowledge tends to be quite limited and
attitudes very conservative (24). These women tend to be sexually sheltered, with
limited access to privacy. A common concern is that they can be abused, so care-
givers take extra care to protect them and they are, therefore, denied sexual free-
doms. For this reason, sexual abuse, when it does happen, tends to be perpetrated
by persons close to the woman (relatives, care providers, or others with intellec-
tual disabilities). 

Parents may be more prone to seek out sterilization for these women (its avail-
ability varies from country to country, but generally sterilization is now much
less available than previously) or request birth control to prevent potential preg-
nancies. These women are unlikely to be parents, and when they are, tend to have
difficulties raising children.

Severe Intellectual Disability
Women with severe intellectual disability may have sexual needs or desires but
tend to be restricted from sexual relationships. They are, however, still vulnerable
to abuse from those close to them. It is important to remember that even if the
woman cannot consent to a sexual relationship, she can still have her need for in-
timacy met in other ways (e.g., sitting close to a friend, hugging, massage,
grooming, having a pet). These women tend to have difficulties with hygiene
(e.g., toileting, menstrual hygiene). Behavior issues may occur at certain times of
their menstrual cycle. In some situations, women with severe to profound intel-
lectual disabilities may be prescribed birth control pills or undergo surgical man-
agement to reduce menstrual problems (26–28). 

Profound Intellectual Disability
In women with profound intellectual disability, women’s issues tend to be ig-
nored. These women are at risk for abuse and have hygiene concerns. Like other
women, they benefit from sensory stimulation, which can include touch from
others; they may attempt to masturbate. They require hands-on assistance with all
aspects of self-care, including toileting and menstrual hygiene.

Autism and Intellectual Disability
Very little is known about women’s issues for those with autism. The capacity to
make friends, develop social networks, communicate, and share feelings and
needs is a core impairment for these women. It is not that they do not need or
want friendships but, rather, their capacity to comprehend the meaning and nature
of friendships is often limited. They lack the instinctive knowledge of how to
make the first moves in being accepted by others. If a relationship does begin,
they are often unable to give or take in the relationship; they may make inappro-
priate demands on the other person. The relationship becomes one sided, and
continuation of the relationship is often a consequence of the accommodations
made by the other person. The woman with autism may make inappropriate com-
ments or engage in inappropriate behaviors in social settings, and she is particu-
larly vulnerable to the inappropriate advances of others. This lack of social know-
how pervades all aspects of her daily life, school, occupation, and recreational
activities. The woman with autism will respond best to basic rules applied in a
consistent, structured, and supportive way to help guide her through these social
perplexities. Autobiographical accounts by more able women with autism, such
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as Temple Grandin (29) and Donna Williams (30), alert us to those aspects of liv-
ing and experiencing that people with autism cannot take for granted. 

ASSESSMENT AND TREATMENT IMPLICATIONS

BORDERLINE INTELLECTUAL DISABILITY

Women with borderline intellectual disability are most likely to come to the at-
tention of health professionals for reasons other than their intellectual deficits.
Their cognitive difficulties may or may not be recognized as contributing factors
to their health problems in the assessment and treatment phase. They also may
take on the role of care providers for younger women with disabilities. In such
cases, additional support may be required so that they can follow through with
health recommendations for themselves and for those under their care.

MILD INTELLECTUAL DISABILITY

Women with mild intellectual disability may appear more able than they are.
Apparent noncompliance with treatment and missed appointments can be a re-
sult of the intellectual disability and not a lack of interest in receiving help.
Women with mild intellectual disabilities may not have the necessary support
to fully engage in treatment (e.g., adhere to medication regimens, get to ap-
pointments), and where this is the case, such support needs to be built into the
treatment plan.

In general, the mental health disturbances, clinical presentation, and treatment
needs of women in this group are more similar to those of women in the general
population than to the specific problems presented by women with more severe
intellectual disabilities. However, the difficulties that even women with milder in-
tellectual disabilities have in communicating their subjective experiences and
inner discomforts, particularly where health-care workers are unaware of the ac-
commodations they need to make to assist, can give rise to misdiagnoses and in-
appropriate treatments. 

MODERATE INTELLECTUAL DISABILITY

With greater intellectual disability, behavior disturbances ranging from “annoy-
ing” and antisocial behaviors to more destructive behaviors such as self-injurious
behaviors (SIB) increasingly are markers for underlying emotional and psychi-
atric disturbances and disorders. One young woman, Suzanne, was referred to
our service because she took hygiene products (e.g., soap, shampoo) belonging to
other residents and obsessively washed until her skin was damaged. Suzanne was
found to suffer from episodes of depression triggered by staff changes, and the
onset of the depressive episodes was heralded by obsessive behaviors involving
cleanliness. Another woman was referred because she was observed to be “nasty”
and progressively more aggressive toward each of her younger cousins in turn
when they grew older and more capable and independent than she was. Unfortu-
nately, from a diagnostic perspective, the same behavior disturbance can be the
final common pathway of different underlying etiologies. For example, the dif-
ferential diagnosis of aggressive behaviors includes the full range of medical,
emotional, and psychiatric disorders as well as inappropriate expectations on the
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person, insufficient daily supports, dental problems, and even ingrown toenails!
A mental health assessment therefore should include a thorough review of the
myriad possible biologic, psychological, and social circumstances that may be
causing distress. This distress is unlikely to be well articulated verbally and may
be communicated only through patterns of behavior change.

SEVERE INTELLECTUAL DISABILITY

Women with greater intellectual disability may resort to even less desirable be-
haviors when trying to communicate their discomforts (e.g., head hitting when
suffering earache or following the loss of a friendship). This increases the risk of
misdiagnosis and inappropriate treatment by health-care personnel unfamiliar
with the communication patterns of such women.

Significant modifications to assessment and treatment procedures must be
made for women in this group. Although it is fashionable to use terminology like
choice and empowerment, it is a challenge to put such terms into play with these
individuals. Focus is needed on working with these women’s support network so
that the network can help in education and empowerment. 

PROFOUND DISABILITY

Women with profound disability experience more comorbid medical disorders
(e.g., seizures) and disabilities (e.g., sensory and motor impairments) than
their less disabled counterparts and have increased mortality associated with
feeding problems, being nonambulant and incontinent. We have little or no ac-
cess to their subjective experiences. Their sometimes challenging behaviors
may be understood as a lack of appropriate supports and services or as unrec-
ognized bodily discomforts and medical and mental health disorders. We need
to attend to the behavior in order to identify the underlying problem rather
than rush to medicate (which essentially “silences” the woman into quieter
suffering).

AUTISM AND INTELLECTUAL DISABILITY

The challenge in working with women with autism and intellectual disabilities is
in trying to enter a world where shared intuitive knowing between two persons is
no longer a given. Persons with autism are communicating in their own way the
nature of their difficulties, but we experience their unusual behaviors from our
own “intuitive knowing” perspective. Their attempts to engage socially, for ex-
ample, are experienced as one-sided and demanding, and descriptions such as
“manipulative” and “attention seeking” are not infrequent among care providers
unfamiliar with autism. Even a person with the most profound intellectual dis-
ability but without autism can elicit an ongoing sense of engagement with oth-
ers, and care providers feel rewarded in providing care. In contrast, care
providers working with persons with autism often feel drained, unrewarded, and
perplexed, which in turn can lead to inappropriate support practices. Women
with autism across the range of functioning are sometimes described as having
alexithymia (a disability in recognizing, experiencing, and describing feelings)
and anhedonia (a disability in recognizing, experiencing, and describing pleas-

246 SECTION IV ● Adulthood 

4700_LWW/Romans_ch17pp237-254  02/22/05  11:05 AM  Page 246



urable feelings). However, the authors have observed that higher functioning
persons with autism may use idiosyncratic language or copy behaviors of others
(e.g., cartoon characters from the TV) to communicate (indirectly) particular
feeling states. Lower functioning persons often engage in unusual behaviors the
communicative function of which remains unclear, even to those who know the
person well. 

It is essential that health-care staff involved in the assessment and treatment of
persons with autism be knowledgeable about this disability. Otherwise, inappro-
priate assessments and treatments are the likely outcome.

HEALTH AND MENTAL HEALTH 

For biologic, psychological, and social reasons, women with intellectual disabili-
ties across the lifespan have relatively high rates of medical and psychiatric diffi-
culties.

BIOLOGIC FACTORS

Women with intellectual disabilities have high rates of seizures, mobility prob-
lems, and sensory impairments. They are more likely than other women to be
prescribed psychotropic medications and may be more sensitive to side effects
but have problems reporting them. In addition, these women may not under-
stand body changes or know how to cope with them (e.g., puberty, menstrua-
tion, sexual excitement, and menopause). Very little time is spent educating
women with intellectual disabilities about their bodies. They tend to learn on a
need to know basis (e.g., a woman gets her period and is taught how to use a
menstrual pad).

PSYCHOLOGICAL FACTORS

Women with intellectual disabilities encounter daily stress in terms of stress-
ful relationships, changes in their routine, difficulties navigating the world in-
dependently, and being teased or ridiculed. They also experience stress be-
cause of not meeting developmental milestones. For example, girls with
intellectual disabilities experience high rates of mood and anxiety disorders in
adolescence or young adulthood when they realize that they do not have
boyfriends, they do not look like the women on TV, they may not get married,
and may not have children (31,32). It can be particularly difficult for women
with intellectual disabilities to witness their siblings moving out, getting mar-
ried, or having children (20).

Adjusting to change is of special concern for women with more severe intel-
lectual disabilities and those with autism. Change such as alterations in staff or
roommates or modifications in a day program can cause great distress, which, un-
fortunately, may not always be recognized. 

Women with intellectual disabilities may also experience stress because of
their communication impairments. They cannot say they are in pain or give accu-
rate information on when a mood or anxiety problem started. Women with milder
disabilities are vulnerable to acquiescence and may deny symptoms if they are
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trying to please the person asking the questions or if they think their feelings are
inappropriate.

SOCIAL FACTORS

Women, more so than their male peers with intellectual disabilities (or women in
the general population), are likely to be physically or sexually abused in their
lifetime, and limited treatment for abuse is available for them. It was once
thought that women with intellectual disabilities were not as affected by such
events as women of average intelligence, but recent research suggests otherwise
(33). Not only are they more likely to have been abused, but they are also likely
to have witnessed violence in their homes or workplaces, which can lead to con-
cerns about personal safety and personal boundaries (34,35). 

Caregivers may deny that difficulties exist, may infantilize, or may be over-
protective and thus prevent the women from having experiences they are enti-
tled to have. In our efforts to take care of these women, we have learned to
make decisions on their behalf, sometimes without their involvement. Profes-
sionals, not thinking of individuals with intellectual disabilities as women,
may attribute difficulties to the intellectual disability itself (diagnostic over-
shadowing) and not to other women’s issues. These attitudinal barriers are a
result of inadequate education of professionals who work with women with in-
tellectual disabilities and essentially collude in silencing the important voices
these women can contribute to better services by excluding them from those
very discussions. 

Women with intellectual disabilities are also at risk for health problems be-
cause of barriers they face in accessing appropriate services. Intervention
tends to happen in late stages, if at all, because of limited appropriate re-
sources. Poverty is another risk factor for this group. Most of these women do
not work and are dependent on government assistance or the generosity of oth-
ers. Housing may be inadequate, and there may be little or no money for serv-
ices such as staff support, medication, and transportation to medical and other
appointments.

Finally, these women often live in stressful environments. They may live
with people not of their choosing; their caregivers may also feel alone and un-
supported.

EMOTIONAL DEVELOPMENT

Women with intellectual disabilities, depending on their developmental level,
need others to help them modulate their emotions. This need is often not under-
stood, and the woman is either expected to manage on her own or else a solution
is imposed; neither outcome helps the woman develop emotionally, the latter
would require the presence of a responsive other. Women with intellectual dis-
abilities can suffer several other disadvantages in terms of emotional develop-
ment. They may be more “needy” early on, may be experienced as difficult ba-
bies, may need more structure and consistency throughout the life span, may
have few coping strategies in response to adverse circumstances, and may be
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more vulnerable than others to adverse environments. Sensitive behavioral sup-
port (e.g., consistent supportive behaviors from care providers in response to es-
calating behaviors) tailored to the functioning level of the woman provides emo-
tional containment, while psychotherapy (individual or group) helps the woman
to better experience and to better learn to modulate her emotional responses. Ei-
ther individually or together, both interventions have been found to be effective
treatments for many behavior disturbances (36,37) and can prevent the develop-
ment of psychiatric disorders.

PSYCHIATRIC DISORDERS

While the prevalence of psychiatric and behavior disorders for women (and men)
with intellectual disabilities is estimated to be four times as great as that for the
general population, the range of psychiatric disorders is thought to be similar. For
lower functioning persons, some additional disorders are described (e.g., stereo-
typies, pica). Some psychiatric disorders may be associated with specific genetic
etiologies (e.g., psychotic disorders in deletion 22q11.2 syndrome, and Alzheimer
dementia in persons with Down syndrome), and for some diagnostic groups the
prevalence of psychiatric and behavioral disorders may be higher (e.g., greater
prevalence in persons with autism).

Psychiatric disorders are typically diagnosed at later stages, if at all, and
are often misdiagnosed. For example, women with intellectual disabilities are
more likely to be diagnosed with a psychotic disorder than with anxiety or de-
pression. Comorbid disabilities (e.g., hearing impairment), medical (e.g., thy-
roid, gastroesophageal reflux disorder), and emotional disorders (e.g., from
early abuse) can add great complexity to the clinical presentation. In some
situations, it is helpful to distinguish episodic or new onset disorders (e.g., de-
pressive, hypomanic, psychotic disorders) from background more chronic
conditions (e.g., hyperactivity or compulsive behaviors) and disorders (e.g.,
ADHD, OCD) (38). New onset and more chronic disorders can also coexist
(e.g., a pattern of bipolar affective disorder, hyperactivity, and tics and com-
pulsive behaviors is sometimes seen in persons with autism). In such potential
complexity, it is essential not only to adopt a systematic assessment approach
but also to determine the extent to which medical problems, inappropriate sup-
ports, and inappropriate expectations on the woman may be contributing to the
“psychiatric” behaviors (39,40). In this way, treatments targeted to the appro-
priate underlying cause can be offered, resulting in fewer side effects and bet-
ter outcomes. Unfortunately, the main intervention for behavior and psychi-
atric disturbance is often pharmacologic (41), with little psychotherapy
available (42).

Women with intellectual disabilities tend to be excluded from women’s
mental health research, so there is little empirical support for any given type
of therapy (42). Research is needed on what treatments work with this popu-
lation and how empirically supported interventions should be modified. We
have found that an interdisciplinary approach with a solid understanding of
both women’s issues and intellectual disabilities is necessary. (See Box
17.1.)
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BOX 17.1
Clinical Vignette

(To preserve confidentiality, this vignette
is fictitious. It is a composite based on
the experiences of many different per-
sons, not of any one individual.)

Crystal has mild intellectual disability,
as does her mother. Several years after
her birth, her mother moved away, and
Crystal was looked after by her maternal
grandparents. When Crystal was a
teenager, her mother reappeared and,
concomitantly, Crystal became increas-
ingly behaviorally disturbed. She had
frequent visits to the Emergency Depart-
ment and short psychiatric admissions.
Over the years, many diagnoses have
been offered, including depression with
suicidal ideation, dysthymia, adjustment
disorder, eating disorder, self-mutilating
behavior, oppositional defiant disorder,
attention deficit disorder, impulsiveness,
agitation and violence, and aggressive
outbursts. Crystal has been treated with
a variety of medications, including ben-
zodiazepines, antidepressants, antipsy-
chotics, and stimulants, with limited evi-
dence of benefit. In her late teens,
Crystal had a therapeutic abortion fol-
lowing a visit to her mother’s home,
where she was raped by a male visitor.
Currently, Crystal is living in an apart-
ment supported by workers who visit
daily and assist with shopping and
household tasks, monitor her medica-
tions, and help coordinate her medical
and other appointments. On weekdays,
she attends a supported work setting.
She left her grandparents’ home be-
cause of her disruptive and aggressive
behaviors toward some family members
(her mother and younger cousins), for
which a court order restricting access to
these persons was required. In her
teens, Crystal gained an excessive
amount of weight and now suffers from
significant obesity, which causes her

great distress. In the past three years,
she has been diagnosed with diabetes,
for which she takes medication.

Comment

While, on the surface, this appears to be
a case study of Crystal, a young woman
with intellectual disabilities, it is actually
a case study of Crystal, her mother with
intellectual disability, and her grand-
mother. If each of these women had
been given the appropriate supports
when needed, the situation would be
different.

Crystal’s grandmother has the double
stress of looking after a daughter with
mild intellectual disability, promiscuous
behavior, and poor judgment and a
granddaughter with mild intellectual dis-
ability. Supporting her granddaughter
places additional stress on her relationship
with her daughter. Allowing her daughter
independence results in abuse of her
granddaughter. Grandmother never had
much help in managing her daughter,
and she has even less help now in looking
after both Crystal and her mother.

As a woman with mild intellectual
disability, Crystal’s mother was ignored
by the school system and mental health
system. As an adult, she tried to achieve
as normal a life as possible but, with lim-
ited sex education and poor assertive-
ness skills combined with impaired judg-
ment, she conceived a child for whom
she was unable to care. Although be-
coming pregnant and being a mother
gave her a boost of self-confidence and
helped establish her identity as a
woman (and not just a person with in-
tellectual disability), she suffered a loss
of self-esteem when she could not cope
with motherhood. She finds spending
time with her daughter sometimes re-
warding but often stressful, particularly

(continued)
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BOX 17.1 (Continued)

as her daughter matures and can do
some things better than her mother.
Crystal’s mother wants desperately to be
loved by a man and taken care of, and
to try to achieve this, she often puts her-
self into compromising and dangerous
situations. 

Crystal has significant issues with
safety and trust. She wants to love her
mother but is also very stressed in her
presence. Unable to verbalize her frus-
tration and fear, she acts aggressively
when anxious, which has led to numer-
ous medications, a resultant excessive
weight gain, and restricted visits with
family. Crystal has watched her younger
cousins achieve milestones that she can-
not (e.g., driving, dating) and, when
with them, she is prone to explosive
outbursts. She now also has a serious
medical condition (diabetes), which, if
not managed carefully, is likely to lead
to further medical complications that
will add to her disabilities.

Following an interdisciplinary assess-
ment (involving psychiatrist, psycholo-
gist, communication therapist, behavior
therapist) and a meeting with her com-
munity supports (social worker, grand-
parents, manager at workplace, commu-
nity nurse) and a review of all previous
hospital visits and admissions, Crystal’s
mental health issues were reconceptual-
ized within a developmental and biopsy-
chosocial perspective. Crystal was seen
as a young woman with mild intellectual
disability (with implications for optimal
supports) who suffered significant depri-
vation and abuse during her childhood
and who now had difficulties modulat-
ing her affect, particularly in the pres-
ence of significant triggers (e.g., biologic
mother and younger cousins). All previ-
ous psychiatric diagnoses could be un-
derstood in this context, and the new

framework provided opportunities for
prevention and rehabilitation. Crystal
was recognized as being a very resilient
young person (as evidenced by her re-
sponse to therapy—see below) who,
with supports appropriate for someone
with mild intellectual disability, can be
assisted in finding ways to overcome the
impact of early traumas and current so-
cial and emotional disadvantage and in
managing her emotional responses.

Progress

Crystal has done remarkably well with
individual psychotherapy, behavioral sup-
port, and systems meetings. Psychother-
apy provides her a safe, reliable place
where she can identify whatever feeling
states arise and learn how to manage
these. Behavioral support is the structure
and routine in her home and at work
that make sure the tasks are appropriate
to her abilities, help her to recognize
when she needs help and how to ask for
it, help her recognize healthy eating and
how to manage this, and supports her in
a weight reduction program and in link-
ing with the community nurse. Systems
meetings include Crystal and everyone
involved in her support to ensure follow-
through and consistency. Working with
her psychotherapist, Crystal has devel-
oped a shared language with which to
describe her subjective experience, and
through this shared language, she has
developed self-soothing strategies. In ad-
dition, through this shared language
with her psychotherapist and psychia-
trist, she is now able to provide feedback
about her medication experience. This
has allowed changes in her medications
so that these are more closely attuned to
her bodily experiences and feeling states,
which in turn has resulted in better com-
pliance with treatment.
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CONCLUSION

In this chapter we have tried to outline issues in daily living that impact on the
mental health of women with intellectual disabilities. Undoubtedly, as a society,
we have come a long way in recognizing the experiences and special needs of
these women. It is likely that further progress will be made by focusing on the
universality of certain issues for all women and by exploring how these are expe-
rienced through the lives of women with disabilities.
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SECTION V

Reproduction
Section V Summary
Commentary from Scandanavia
Berit Schei, Marsha M. Cohen

THE NORDIC COUNTRIES’ APPROACH TO
PSYCHOSOCIAL ISSUES IN REPRODUCTIVE
HEALTH

The Nordic countries referred to in this commentary include
Denmark, Finland, Iceland, Norway, and Sweden, a total
population of over 20 million people. One aspect that the
Nordic countries share is a universal public health care sys-
tem. Women have access to treatment and services equally,
regardless of their social position or economic status. Tradi-
tionally, changes in the service provision for women have
come from within the public health care system. In the 
areas of psychiatry or mental health, approaches to psy-
chosocial issues in reproductive health have generally been
initiated by gynecologist/obstetricians rather than health
care professionals.

The papers included in this section are written by authors
from Australia, Canada, and the United States. They address
psychological conditions related to pregnancy and delivery,
menstrual patterns and cyclical changes in menstruating
women, hormonal changes related to the menopause, and
depression during motherhood. There are certain facets of
these conditions where comparisons with the Nordic coun-
tries might be informative.  These include a comparison of
the prevalence of postpartum depression with Nordic coun-
tries where postpartum depression has been well researched
(1-5). In contrast to Nordic countries, all the papers are writ-
ten from the viewpoint of mental health professionals who
tend to treat the more extreme end of a spectrum of
women’s reproductive mental health. 
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FEAR OF CHILDBIRTH—EXAMPLE OF AN IMPORTANT ISSUE
ADDRESSED IN THE NORDIC COUNTRIES 

For example, one issue that has not been discussed by the authors in this section on re-
productive mental health is fear of childbirth, called tokophobia (6). Another is whether
women who request a caesarean section should be granted one. The two questions are
linked. On one hand, the debate assumes that a maternal request for a CS is always
caused by fear of childbirth. A request for CS might be unrelated to actual fear but re-
lated to other factors in women’s lives.  On the other hand, the current clinical guide-
lines around indications for CS might not be taking into consideration the relationship
between fear of delivery and maternal request for CS.  CS is not benign; CS may have a
serious impact on delivery as it has been shown to be associated to various complica-
tions. Rates of CS are increasing in western countries, and fear of childbirth may be
having a still unappreciated impact on the risk for emergency caesarean section (7). 

CONCLUDING REMARKS

The papers on reproduction and mental health in this book highlight important issues
for bridging the gap between somatic and psychological aspects on reproductive
health. This link with somatic health care has been a long tradition in the Nordic coun-
tries.  Models of good practice in the field in Nordic countries include bringing psy-
chosocial services within the framework of general reproductive health services. This
tradition has expanded our understanding of the complex issues of reproductive health
care and women’s mental health based on empirical research.  
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CHAPTER 18

Menstrual Cycles and
Mental Health

Judith H. Gold

Menstruation marks the beginning of fertility and of womanhood. At the same
time, it is an event surrounded by myth, ceremony, and controversy. Over the ages,
menstruating women have been viewed as unclean in many cultures and religions.
Taboos and rituals still exist in some societies, and papers continue to be published that
explore the topic of menstrual meaning within a society (1,2). Since the middle of the
1900s, researchers have also been interested in the factors related to the complaints of
some women of negative symptoms in conjunction with the menstrual cycle. Concepts
such as premenstrual tension (PMT), premenstrual syndrome (PMS), premenstrual ex-
acerbation of preexisting mental and physical disorders, and premenstrual dysphoric
disorder (PMDD) have engendered considerable research and, in some instances, con-
troversy. This chapter discusses these concepts.
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This chapter is a revised, expanded, and updated version of a paper “Premenstrual dysphoric
disorder: an update” published in the Journal of Practical Psychiatry and Behavioral Health
1999;July:1–7. (permission from Lippincott Williams & Wilkins, publishers of JPPBH)

The author is in private practice, and was the Chair of the LLPDD work group of the Ameri-
can Psychiatric Association Task Force for DSM-IV.
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PREMENSTRUAL DISORDERS

First, it is important to outline the events of the menstrual cycle. Beginning with
the onset of menstruation, during the follicular phase the gonadotropins, follicle-
stimulating hormone and luteinizing hormone (FSH and LH), stimulate the ovar-
ian follicle. This phase lasts approximately 14 days until ovulation occurs. Pro-
gesterone and estrogen are produced in the second phase of the cycle, the luteal
phase. If the egg is not fertilized, estrogen and progesterone levels fall and
menses begins. The cycle then repeats every 28 to 30 days unless pregnancy en-
sues. Research into the chemistry of this cycle and into biochemical, social, and
psychological factors affecting it is discussed below.

The psychosocial meaning of menstruation and the changes that occur in a
woman’s body have imposed limitations upon women throughout the ages. Many
see the woman as unclean during menstruation, and, in some societies, she is then
segregated. In Western countries, comments and jokes about a woman’s expected
premenstrual behavior are commonplace. Discussion about the association of
premenstrually attributed behaviors includes social constructs about a woman’s
place in society and in a culture and her emotional expressiveness. Anger and ir-
ritability are the emotions usually associated negatively with the premenstrual
period. As noted in the DSM-IV Sourcebook, a woman’s expression of anger is
often “blamed” on premenstrual hormonal changes rather than on the social cir-
cumstances in which she exists (3). For some women, the premenstrual period
becomes, therefore, a safe time to show anger and dissatisfaction because then, as
at no other time, she may be excused for so doing. Instead of examining and rec-
tifying the social practices that forbid women to protest their circumstances, de-
scribing anger as pathologic reinforces its proscription. However, for a significant
number of women, cyclical symptoms appear to be mediated not by sociocultural
influences but by biochemical changes beyond the woman’s control. (See Box
18.1.) The debate about such cyclical symptoms being a medical concern and a
possible mental disorder continues among those involved with women’s health
and women’s studies (4).

Medical interest in premenstrual disorders was stimulated by the work in the
1930s of R. T. Frank, who began exploring the role of estrogen on women’s
mood changes. Later, Dalton popularized the use of progesterone to treat pre-
menstrual negative behaviors (5). As debate about the validity of premenstrual
disorders grew, clinicians and researchers struggled to find treatments for the
women who complained of such symptoms. Many of these symptoms centered
on anger, but symptoms also included cyclic depression (even, at times, suicidal
thoughts) and marked loss of functioning in daily life.

The course of menstrual cycle symptomatology is not clearly defined by re-
search to date but, clinically, it appears to begin in adolescence, increase in the
late twenties to early thirties, and disappear with menopause, whether menopause
is induced or naturally occurring (3,5). It has been noted by many that a woman’s
experience of menstrual symptoms is related to that of her mother and culture. An
increasing number of studies from diverse cultures continue to investigate this
theory, with some finding a genetic rather than a social influence (1–3,5).

In an attempt to stimulate research into the menstrual cycle and associated (dis-
abling) psychological changes, The Diagnostic and Statistical Manual of Mental
Disorders, 3rd edition, Revised (DSM-III-R) included a proposed new diagnosis in
an appendix for further research: late luteal phase dysphoric disorder (LLPDD) (6).
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LLPDD was defined as a dysphoric disorder associated with the menstrual cycle
that caused significant impairment in a woman’s social and occupational function-
ing. It was, thus, distinguished from the more common minor premenstrual symp-
toms experienced by many women and from variously, often imprecisely, defined
premenstrual syndromes (PMS) (5). The premenstrual syndromes consist of a va-
riety of both physical and behavioral symptoms showing varying degrees of sever-
ity; the 1983 guidelines from the National Institute of Mental Health required a
30% increase in the intensity of symptoms for six days prior to the onset of
menses before a diagnosis of PMS could be made. The mainly dysphoric disorder
causing severe impairment (LLPDD) was seen as a distinct, severe, psychological,
and far less frequent, premenstrual disorder. This chapter focuses on that disorder
rather than on the less severe premenstrual disorders (PMS).

The decision to introduce a description of a mental disorder that could occur
only in women was controversial. However, it was hoped that research using the
LLPDD criteria would resolve the arguments for and against such a diagnosis. In
1992, the World Health Organization (WHO) published the tenth edition of the
International Classification of Diseases (ICD-10). In the ICD-10, premenstrual
disorders were listed only as “premenstrual tension” under “Diseases of the Gen-
itourinary System (N00–N99): N94, Pain and other conditions associated with
female genital organs and menstrual cycle” (7). In contrast, the LLPDD criteria

Menstrual Cycles and Mental Health 259

BOX 18.1
Case Example

A 35-year-old woman was asked by her
supervisor if she was having problems at
home because she was frequently irrita-
ble or absent from the workplace and
her behavior seemed to change unpre-
dictably. She noted that her husband
and young daughter had made similar
observations on many occasions over
the past few years. Concerned about
the number of sick days she was taking
from the workplace and about her inter-
personal relationships at home, she con-
sulted her family physician. An addi-
tional history of appetite change, sleep
disturbance, and suicidal ideation led to
a psychiatric referral. The sporadic and
unpredictable course of her symptoms
led to further questioning. It appeared
that she felt sad and angry around the
time of her menstrual period; this was
confirmed by charting the symptoms
over several months. Discussion mean-
while explored her marital relationship,

her feelings about her job, and her per-
sonal and family background. When
symptom free, she was productive,
known for her humor, and enjoyed her
family and her work. She noted upon
reflection that the symptoms had
started during her late adolescence but
had not affected her life and function-
ing until recent years. She would be
feeling well and would awaken one
morning and have difficulty getting out
of bed. For the next eight to ten days
she would be tearful, have difficulty
concentrating, feel irritable, awaken
early, have a great desire for chocolate
and other sweets, lose interest in her
usual activities, argue with her husband,
and struggle with hopelessness and
thoughts of self-harm. Then her menses
would start, her mood would lift, and
she would feel renewed energy and
pleasure in life.
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did not include pain or dysmenorrhea, nor were physical symptoms required for
the diagnosis to be made. In 1994, the DSM-IV was published. Here, the pro-
posed diagnosis of LLPDD was renamed premenstrual dysphoric disorder
(PMDD) and was described in Appendix B, “Criteria Sets and Axes Provided for
Further Study.” PMDD was also listed as a differential diagnosis under Depres-
sion Not Otherwise Specified (8). The new name, premenstrual dysphoric disor-
der, reflected the fact that this dysphoria seemed to be linked to the menstrual
cycle since it appeared in the late luteal phase and disappeared with the onset of
menses. Placing it as a differential diagnosis for depression emphasized the pre-
dominant mood disorder component, reflecting etiologic research that implicated
the serotonergic system, as in other mood disorders (9).

The criteria for this research diagnosis require that the symptoms be present
during the last week of the cycle, remit with the beginning of the follicular phase,
and be absent in the postmenses week. The symptoms must include either de-
pressed mood, marked anxiety, marked lability of mood, or marked anger or
irritability or increased interpersonal conflicts. In addition, at least four more
symptoms are necessary. These can be symptoms such as decreased interest, poor
concentration, fatigue, appetite changes, feeling out of control, and somatic
symptoms. In addition, there must be marked interference with work, school, and
social interactions. The symptoms must not be an exacerbation of a preexisting
illness. Finally, the criteria must be confirmed by prospective daily ratings for at
least two cycles.

The literature review, published in 1994 by the DSM-IV work group, noted
that a small but significant number of women (4.6%) met the criteria for PMDD
but did not meet the criteria for other concurrent mental disorders (10). The
symptoms of PMDD in women responded most consistently to medications af-
fecting serotonin pathways and also to ovarian suppression. No other medications
or supplements were found to be effective in alleviating symptoms of PMDD. A
database reanalysis conducted for the Work Group clarified the set of sympto-
matic criteria for this proposed diagnosis (11). 

Among the important questions requiring answers was why only about 5% of
women develop the severe symptoms of PMDD while the vast majority of
women do not. Was PMDD indeed a distinct, cyclical mood disorder or a dys-
phoric variant of PMS? The actual prevalence of PMDD was not known; neither
was the familial pattern nor the course of the disorder over a woman’s lifetime.
What was the biologic basis of the disorder, given that effective treatments for
PMDD were medications that either suppressed ovulation or affected the seroton-
ergic system? What were the interactions or links between events of the ovulatory
cycle and serotonin? Were the symptoms of PMDD due to abnormalities trig-
gered by the hormonal changes of the menstrual cycle? And if so, were they
linked to estrogen or progesterone or both? Did women with PMDD have a bio-
logic trait abnormality that was present constantly, or was the abnormality spe-
cific to the luteal state (12)?

REVIEW OF THE LITERATURE SINCE DSM-IV

A search of the literature from 1994 to 2004, using Medline and the Cochrane Li-
brary, revealed numerous publications of research studies employing the DSM-
IV definition of PMDD. 
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PREVALENCE

One prospective community study of young women and adolescents over 48
months found a 5.8% baseline prevalence of PMDD, or 5.3% when concurrent
major depressive disorder was excluded. The diagnosis remained stable over the
48 months’ duration of the study. A further 18.5% had premenstrual symptoms
that did not meet PMDD impairment criteria (13). In another small study, women
with prospectively diagnosed PMS or retrospectively confirmed PMDD were fol-
lowed for 5 to 12 years and, in this small group, the PMS symptoms were stable
over time (14). Data from many countries and cultures now support the existence
of negative premenstrual symptoms, including PMDD (15,16). One such study,
of women aged 15 to 52, found significant somatic and psychological premen-
strual symptomatology in 52% of the women sampled with no difference be-
tween age groups except for the greater frequency of pain in adolescents (17). 

Another study examining symptom stability across cycles in women with
prospectively confirmed PMDD, during symptomatic cycles only, concluded that
mood symptoms, including irritability, anxiety, and affective lability, showed the
most stability, and that somatic symptoms, while also stable, were not associated
with functional impairment (18). The authors stated that their data supported
PMDD as a mood disorder and suggested further that, because of the stability of
its symptoms, PMDD might prove to be a model for the study of mood disorders
in general.

CRITERIA

Somatic symptoms discriminated the least between women who met PMDD cri-
teria and those who did not, while anger, irritability, and conflict; a sense of being
out of control; markedly depressed mood; and decreased interest in usual activi-
ties were the most discriminating symptoms (19). Tension, being on edge, and in-
creased interpersonal conflict were also important. 

Problems with concentration and memory are frequent complaints both in
those with major depression and in women with PMDD. A small study that as-
sessed psychomotor speed, attention, and verbal learning and memory re-
ported that women with PMDD demonstrated psychomotor slowing in the
luteal, as compared to the follicular, phase and also compared to women
whose symptoms did not meet PMDD criteria. But the PMDD women’s scores
were still within the normal range despite psychomotor slowing and were
independent of measures for depression. Thus, the authors concluded that cog-
nitive changes during the luteal phase are minor and do not cause impaired
functioning (20). 

Another study examined the degree of symptom severity needed for the diag-
nosis using daily ratings, as required by the DSM-IV criteria (21). These authors
suggested that all studies of PMDD should describe the process of determining
how the severity criteria were met. However, it should be noted that studies of no
other mental disorder diagnosis require demonstrable measurement of severity of
symptoms.

A panel of experts in 1999 evaluated all of the PMDD research data and con-
cluded that PMDD was a distinct clinical entity and was distinguishable from
mood and anxiety disorders (22). 
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ASSOCIATION WITH MOOD DISORDERS

Studies of women who meet PMDD criteria have shown abnormalities in serotonin
binding (23,24). These changes were seen independent of the phase of the menstrual
cycle, indicating a trait susceptibility in this subgroup of women, rather than a state-
specific abnormality. In subjects with PMDD, the most significant complaints in the
luteal phase were of anxiety, not depression, but these complaints of anxiety were
not matched by the increases in autonomic activity that are usually associated with
anxiety. The authors state that these findings further differentiate PMDD from both
anxiety and depressive disorders (23,24). However, another explanation could be
that the complaints of “anxiety” are an expression of the tension and irritability that
accompany depression and form part of the PMDD criteria rather than classical
anxiety disorder symptoms. Data also point to abnormal beta-2 adrenergic receptor
density as a trait in some women with PMDD (25). The authors speculate that the
variable response to antidepressant medications among women with PMDD may
mean that this receptor abnormality does not occur in all PMDD women. However,
the studies had small numbers of subjects and replication and amplification of these
results are needed (25). Others continue to investigate the possibility of comorbidity
of PMDD with PTSD, mood and anxiety disorders (26,27).

1,312 twins completed a questionnaire that included four questions concern-
ing premenstrual tiredness, sadness, and irritability on two separate occasions six
years apart (28). The results discount the influence of family and environment on
the occurrence of premenstrual symptoms but show a marked heritable influence.
The data indicate that the biologic relationship of premenstrual symptoms and
lifetime major depression is weak in terms of genetics and environmental risk
factors. A prospective twin study using the PMDD criteria would be of great
value here. The indication that environmental and familial factors are not impor-
tant in the expression of premenstrual symptoms is contrary to the views of many
(29). The absence of a strong association between premenstrual symptoms and
mood disorder also needs elaboration. While the twin study is interesting, the use
of only a few questions relating to premenstrual experiences limits its usefulness
in understanding the origins of severe premenstrual distress. 

TWO OTHER AREAS REQUIRING MORE RESEARCH

Links between mood disorder and PMDD have also been studied by looking at
circadian rhythm dysregulation as well as seasonal affective disorder (30,31).
These small studies found lower, shorter, and advanced nocturnal melatonin se-
cretion in women with PMDD, and they conclude that such blunted circadian
rhythms may make such women vulnerable to endogenous and environmental in-
fluences that can result in PMDD symptomatology. While there were no differ-
ences in the actual levels of progesterone or estrogen between the women with
PMDD and the normal controls, the studies’ authors suggest that the circadian
rhythm clock in those meeting PMDD criteria is influenced by the hormonal
changes of the menstrual cycle. These studies are especially interesting since
melatonin is synthesized from serotonin (32).

Results from several studies of plasma gamma-aminobutyric acid (GABA)
levels have had equivocal results (33,34). A relationship has been mooted be-
tween PMDD symptoms and cortical GABA neuronal functioning. More re-
search is needed in this area. 
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In summary, evidence to date concerning the association of PMDD and mood
disorders is tentative but suggestive. The serotonergic basis of both PMDD and
mood disorders is reflected in the medications that are often effective for both, al-
though the exact mechanism responsible is as yet unknown. It could be that the same
medications are often effective for both because the two disorders have a similar eti-
ologic basis. Or the medications may affect a common final biologic pathway, such
as altered serotonergic receptors—that is, different biologic abnormalities may lead
to a similar end point, altered serotonin pharmacodynamics. However, such abnor-
malities have yet to be discerned. Another study followed women with PMDD on ei-
ther placebo or L-tryptophan for three cycles (35). Those receiving tryptophan had a
significant diminution in mood symptoms, suggesting a therapeutic effect of in-
creased serotonin synthesis in the late luteal phase of the cycle.

ENDOCRINE STUDIES

Studies investigating a possible endocrine/ovarian or neurobiologic etiology for
PMDD have continued; however, no abnormalities have been found in estrogen
or progesterone levels in women with premenstrual symptoms (36). One impor-
tant study concluded that normal cyclical changes in these hormones resulted in
the abnormal expression of severe mood disturbances premenstrually in some
women (37). In this placebo-controlled study, normal ovarian function was sup-
pressed by leuprolide (a gonadotropin-releasing hormone [GnRH] agonist) and
the hormones were then replaced separately. Once replacement occurred, only
women with premenstrual symptoms had a return of symptoms, including sad-
ness, anxiety, irritability, bloating, and impaired functioning. The return of symp-
toms was related to either estrogen or progesterone and was greatest in the week
or two after the hormones were administered, decreasing in the last week of ad-
ministration. This increase in symptoms did not occur in those women previously
diagnosed with premenstrual syndrome who were given leuprolide plus placebo
instead of the hormones. Interestingly, not all of the symptomatic women were
relieved of their symptoms by the GnRH agonist. The study’s authors did not
note whether the symptoms in the women studied met the criteria for PMDD.
Thus, it is not clear if this finding is applicable to women with the severe symp-
toms of PMDD. Nor is it known why only some women are susceptible. How-
ever, this study effectively summarizes the findings to date regarding possible
hormonal influences on the development of PMDD.

Norepinephrine
The results of one study of a small sample showed that women with PMDD had sig-
nificantly elevated norepinephrine levels both at rest and when under mental stress
when compared to controls (38). These women also exhibited greater ratios of nor-
epinephrine to cortisol at rest and when stressed. However, the women with PMDD
also reported more current life stressors than did the controls, leading the authors to
conclude that a subgroup of women with PMDD, with a history of past and current
stressors, have a dysregulation of the stress response. As mentioned above, another
study suggests a relationship between childhood abuse and other traumatic events
and the later development of PMDD (27). Again, these findings require replication. 

Obviously, a probable connection among the hypothalamus, pituitary, and go-
nadal hormones, and the neurotransmitters will continue to be the subject of fu-
ture research.
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EFFECTIVE TREATMENTS

Inherent problems in regulating neurotransmitters could result in a susceptibility
to the normal hormonal changes of the menstrual cycle, the result being the
symptoms associated with PMDD. However, why women with PMDD (or
women and men with depression) show abnormalities in serotonin pathways is
still not known. What has been demonstrated is the effectiveness of several of the
SSRIs (selective serotonin reuptake inhibitors) in treating the symptoms of
depressive mood disorder and of PMDD. Treatments for PMDD that have
demonstrated efficacy in studies done after the publication of DSM-IV include
ovariectomy, gonadal hormone–releasing agonists, several of the SSRIs, and
clomipramine. Multisite studies of fluoxetine (39) and of sertraline (40) adminis-
tered for the entire cycle demonstrated effective symptomatic relief in women
with PMDD. Other studies have examined the effectiveness of giving the medica-
tion only in the luteal period (41,42), and have found that the intermittent dosing
was effective. 

However, fluoxetine has a long-lasting metabolite that would remain active in
the follicular phase and this might account for its efficacy when given only in the
luteal phase. In contrast, sertraline is short acting but also effective when given
intermittently. Thus, the reason for the effectiveness of these SSRIs is unclear.
Nevertheless, in both cases, the advantage of intermittent dosing is the short pe-
riod during which a medication has to be taken and the resultant diminution in
side effects. Fluvoxamine and paroxetine have also been shown to relieve PMDD
symptoms (43). A meta-analysis concluded that of the SSRIs, fluoxetine was
more effective than sertraline (44). The SSRIs have been shown to be effective at
relatively low dosages compared to those required in major depression (45).
Similarly, the onset of effectiveness is more rapid in PMDD cases than in major
depression. Recent studies have demonstrated the role of serotonin neurotrans-
mission in those cases where SSRIs are effective (46).

In all of the studies cited above, the majority, but not all, of the women with
PMDD were relieved of their symptoms and had few side effects from the med-
ications. As mentioned in the discussion of hormonal influences on the occur-
rence of premenstrual dysphoria, this finding again points to a varying etiology
for PMDD, with some cases not responding to serotonin agonism. Future studies
should focus on women who do not respond to SSRI treatments, on women who
drop out of treatment due to the side effects of the SSRIs, and on women who do
not experience symptomatic relief following ovarian suppression.

CLINICAL IMPLICATIONS

The literature reviewed here indicates that PMDD must be considered as a differ-
ential diagnosis in all women with dysphoric mood complaints. However, pre-
menstrual exacerbation of a preexisting mood disorder must not be confused with
PMDD, nor should the mood and behavioral effects of concurrent psychosocial
stressors. Importantly, the diagnosis of PMDD should be made only if the re-
search criteria are met.

Once such a diagnosis is confirmed, the indicated treatment appears to be
pharmacologic. An SSRI can be prescribed from midcycle to the onset of menses.
Some women, however, find it easier to remember to take the medication if it is
given throughout the month. The effective dosage will probably be lower than
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that needed for depressive disorders. Clinical experience has shown that, as with
the use of SSRIs for depressive disorders, the effectiveness of the medication
may diminish after a number of months. An increase in the dosage usually brings
relief once again. When this occurs, women should be reevaluated and other di-
agnoses, including acute stress responses, ruled out before the medication is in-
creased or changed. 

It is not clear if women who do not respond to treatment with one SSRI will
respond to other SSRIs or to ovarian suppression. Therefore, a variety of SSRIs
should be tried before declaring them ineffective. Because of the side effects of
ovarian suppression, most clinicians prefer to use this treatment only when SSRIs
have failed. 

In addition, as with PMS, it is recommended that women with symptoms
meeting PMDD criteria limit their intake of salt and caffeine and increase exer-
cise (47). Recently, researchers have been studying the effectiveness of new oral
contraceptive agents containing low-dose estrogen and a spironolactone analog,
drospirenone, in treating PMDD (48). Also, at least one study has demonstrated
improvement of symptoms in women with PMDD after six months’ treatment
with cognitive-behavioral therapy (CBT) equal to the effects of fluoxetine
(49).This work deserves replication and indicates a treatment approach that ap-
pears to assist some women with their negative perceptions of menstruation and
its psychological consequences.

As noted at the beginning of this chapter, fears remain that women’s symp-
toms will be medicalized and treatments given to remove symptoms while ignor-
ing the social realities of women’s lives. Attribution of a woman’s expression of
anger, unhappiness, or anxiety to her menstrual cycle is often a convenient and
socially accepted excuse or a way of denigrating her feelings and thoughts. How-
ever, this sociologic fact cannot be used alone to dismiss the research findings
summarized above. Women and men do live in societies and cultures that have
differing gender expectations and rules, just as there are biologic differences
between men and women. Exploring the latter does not mean ignoring or mini-
mizing the former. Rather, finding biologic explanations and treatments for
gender-specific disorders should assist, not harm, women. 

OTHER RESEARCH 

In addition to the research areas noted above in this chapter, the literature is
sparse about premenstrual exacerbation of medical and psychiatric disorders.
There is a well-established clinical literature and impression that a number of dis-
orders grow worse in the immediate premenstrual period, but research data are
difficult to find (50–52). Nevertheless, clinicians must be aware of the possibility
of premenstrual exacerbation of symptoms of physical and mental disorders. This
is important in the management of women with disorders and symptoms, espe-
cially when medication is prescribed. Increasing the dose of medication accord-
ing to symptom worsening in the premenstruum may result in severe side effects
during the rest of the cycle. As well, both the woman and the clinician may de-
cide that the disorder is not responding to appropriate treatments for the disorder
and lose hope for recovery or stabilization, instead of considering the possibility
of a premenstrual exacerbation. Similarly, treatment of premenstrual symptoms
may be ineffective if underlying medical or mental disorders are not treated ade-
quately (53,54).
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CONCLUSION

Since 1994, researchers into the etiology and treatment of PMDD have been
using the criteria for PMDD as listed in the DSM-IV appendix for proposed dis-
orders. The availability of these research criteria has standardized the definition
of the type of cases studied and made replication attempts possible, unlike in
prior years when studies confused a variety of definitions of PMS. This has en-
abled investigators to distinguish this severe dysphoric disorder more carefully
from more common premenstrual symptoms. Nevertheless, the links between
PMDD, major depression, and anxiety disorders require more clarification.

Treatment studies have demonstrated the efficacy of the SSRIs in treating
PMDD, while oblating the ovarian hormones by chemical or surgical means is
also effective. Hormonal menstrual cycles do not seem to cause the symptoms of
PMDD, but rather, the normal hormonal surges appear to precipitate dysphoric
symptoms in susceptible women. Why these women are susceptible is still un-
known, but twin studies discount familial and environmental factors, pointing in-
stead to inherited factors. However, not all women who meet the PMDD criteria
are relieved of their symptoms by the SSRIs or by ovarian suppression. Thus, it
appears that different etiologic factors may result in the symptoms of PMDD, and
these remain to be elucidated.

The complex endocrine-pituitary-hypothalamic axis remains the focus of bio-
logic investigations. The social, personal, and occupational benefits of the devel-
opment of treatments for this severely disabling disorder have been substantial
(55). While the etiologic basis for PMDD requires further research, a similar con-
clusion can be stated about most other mental disorders. Finally, as when diag-
nosing and treating all mental disorders, consideration must be given to the psy-
chosocial and cultural aspects of the lives of women who complain of
premenstrual symptoms. This, too, remains an area requiring further research. 
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CHAPTER 19

Pregnancy and
Mental Health

Anne Buist

Pregnancy is a unique developmental transition resulting in a woman being no
longer responsible just for herself but also for another. (See also Chapter 13.) Because
of the enormous physical and mental changes that must occur in the transition, it is a
time of particular vulnerability, both physically and mentally. Mental health is influ-
enced by multiple factors from the woman’s earlier life and own development, current
relationships and support, and the cultural context in which the pregnancy occurs.

Different theoretical models influence the understanding of both motherhood and men-
tal illness in the perinatal period; the medical model emphasizes the role of hormones,
sleep deprivation, and early influences on biologic responses to stress; feminist theories
look at the influence of the medicalization of childbirth reinforcing feminine helplessness
as a cause of difficulties, while attachment and interpersonal theories emphasize the im-
portance of changing relationships at this time of developmental change (1). Theorists in
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evolutionary psychology emphasize the role of depression as a response to inadequate sup-
port, in order to ensure their partner, in particular, increases his investment in the child (2).
These theories all provide valid views and are not necessarily at odds with one another.

How the mother adapts to these changes as she prepares for motherhood will depend
on multiple factors. (See also Chapter 20.) This will include her own theoretical per-
spective, biology, personality, background, general health, current supports, and
whether this child was planned and wanted. This chapter examines the psychosocial
and physical aspects of pregnancy that have been seen to influence mental health, and
then looks at screening for mental health issues in health care. It finally outlines what
our current understanding is of depression, anxiety, and psychosis in pregnancy and
their effects on both mother and infant. The aim is to improve understanding of mental
health issues in pregnant women for all health professionals in order to enhance preven-
tion, early identification, and assertive management and, thus, improved outcome for
this and future generations.

PSYCHOSOCIAL FACTORS AND MENTAL HEALTH

DEVELOPMENTAL PHASE

Erikson’s theory of life stages describes the parent as one who has a firm sense of
self both within and separate from the relationship with a partner, and that from
this position, parents are able to develop and see their child as a separate individ-
ual who is dependent on them and whose needs are placed first. For teenagers,
many single parents, and those whose childhoods were emotionally deprived,
such developmental tasks have often not been mastered prior to parenthood. 

Teenage pregnancies have reduced considerably in some Western countries,
by more than two thirds in the last 30 years in Australia, for example. They now
constitute 18 per 1,000 pregnancies (3). This compares to the United States at
51.5 per 1,000 and the United Kingdom at 29 per 1,000 (the highest in Europe)
and is six times the rate in the Netherlands (4). Differences in the prevalence are
likely to relate to different cultural and religious attitudes in these countries,
which influence sex education, availability of contraception, and financial sup-
ports for teenagers. The experience of pregnancy when it does occur in this set-
ting will affect the transition to motherhood (Table 19.1) and may have unrealis-
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Life stresses
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tic expectations attached, such as “My child will be the one person who will love
me unconditionally” or “This is the one job I will do well.”

Older mothers—particularly first-time mothers and those who have become
mothers as a result of in vitro fertilization (IVF)—present with different psycho-
logical conflicts. Delaying the age of first-time motherhood has been a universal
trend, with the average age 29 years in Australia up from 25.8 years in 1991 (3).
For those mothers who delay longer (1 in 35 wait until 35 or older for their first
child), reduced fertility has become an increasing concern, balanced, though not
evenly, by improved reproductive technology. If there have been difficulties in
conceiving, the woman may have difficulty believing she will have a healthy
child and may be anxious about the viability of the infant. This can be heightened
by any physical difficulties experienced during pregnancy. Idealization of moth-
ering may produce a flurry of activity in preparing the nursery but often also
widens the divide between what motherhood is thought to be about and the real-
ity of the experience in the postpartum period. These expectations may contribute
to a negative transition. Improved obstetric care has meant better maternal and
child outcomes but also shorter hospital stays and a high dissatisfaction with
postnatal supports (5).

THE MEANING AND EXPERIENCE OF PREGNANCY

Historically, society has viewed motherhood as a natural and sacred role, but the
epitome of fulfillment and bliss that radiates from women on the covers of
mother and baby magazines is for many women an elusive myth. In order to con-
tinue the species, it is in society’s interests to promote such views. Rapid change
in technology, however, has meant a marked change in women’s roles. With reli-
able contraception available in the Western world, motherhood is now viewed as
a choice.

For many women, the desire to have an infant is a complex one. The motiva-
tions are not always conscious, and the woman’s ability to see her infant as sepa-
rate depends on her ability to understand, to some degree at least, these motiva-
tions. In some cases, the pregnancy will be unplanned or unwanted. Studies have
varyingly associated this circumstance with an increased risk of depression,
although it appears that the “unwanted” carries a greater risk, given that the defini-
tion of unplanned varies from a failure of contraception to participation in an ac-
tive sexual relationship with a steady partner where neither is taking precautions to
prohibit pregnancy. These unwanted pregnancies may also include both first preg-
nancies, where the risk of depression is highest, and grandmultiparity with short
interpregnancy breaks, where the risk has also been noted to be increased (6).

Where a woman elects to terminate a pregnancy, as some 1.5 million women
do each year (7), there is debate and controversy regarding potential psychological
sequelae. Researchers such as Reardon et al. (8) have concluded that there is an in-
creased risk of psychiatric admission following abortion, and pro-life organiza-
tions support this association with testimonies of grief and regret. The research,
however, has been significantly hampered by methodologic flaws such as not as-
sessing the woman’s mental state at the time of her decision, no controls, and the
impossible scenario of how she would have been had she not had the termination.
Major (9) noted Reardon et al.’s (8) conclusions to be misleading; indeed women
with a mental illness have been noted to be more likely to have unwanted pregnan-
cies rather than the termination itself necessarily leading to mental illness.
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It is not uncommon for women to experience some sadness or guilt from a ter-
mination, either at the time or after subsequent children, but this is usually tran-
sient and does not warrant a psychiatric diagnosis (7).

The experience of a completed pregnancy may have particular relevance to
mental health after birth. In Gross et al.’s (10) study, women who reported their
pregnancy as being very hard or one of the worst times of their life were at least
4.6 times more likely than comparison women to be depressed postpartum.

PERSONALITY

Emotionally deprived and abusive or chaotic backgrounds are more likely to be
associated with development of personality styles that pose challenges to parent-
hood. Factors that influence personality development are summarized in Table 19.2.
Personality, in turn, will affect how women respond to pregnancy and motherhood
and the circumstances in which they conceive.

Individuals diagnosed with borderline personalities have many unmet emo-
tional needs. The vulnerability in their infant is likely to awaken these needs and
put them in competition with their infant, more as a sibling than as a mother. In
pregnancy, this may manifest as the inability to consider the needs of the fetus.
The use of drugs, smoking, and poor obstetric care are likely results. In the set-
ting of becoming mothers, childhood traumas and their own vulnerability are
likely to surface—with potential for negative mental health outcomes for both the
woman and her child (11).

Temperament and childhood experiences that have shaped the woman’s per-
sonality will influence coping strategies during a considerably heightened level
of physical and emotional change. Avoidance strategies have been associated
with more negative outcomes of fertility and pregnancy, including depression and
failed in vitro fertilizaton. High self-esteem is associated with a smoother transi-
tion to motherhood. Huizink et al. (12) looked at coping strategies in normal-risk
nulliparous pregnant women and identified two key strategies that were used:
emotional-focused and problem-focused coping. The former was associated with
more distress and pregnancy complaints. 

Women’s relationship to their bodies and the feeling of control—or need for
control—are likely to influence attitudes. Women with perfectionistic personality
styles are at greater risk of postnatal depression (13); the idealization of mother-
hood most likely begins in childhood but becomes a focus during pregnancy.
Women with eating disorders may have particular difficulties of control with re-
spect to body image disturbance and intake. Although researchers have found that
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there is a reduction in anxiety about weight and body image in pregnancy, this
nevertheless remains the most significant concern (14).

SOCIAL FACTORS

Lower socioeconomic status and education, poor social supports, and poor mar-
ital relationship as well as an increased number of life stresses come up consis-
tently as being linked with an increased risk of perinatal depression (Table 19.1;
10–16). Teenage pregnancies have a high rate of each of these factors (4). The
practicalities of caring for a child (or more than one) physically and emotionally,
especially when there are financial difficulties and no child care support, put a
burden on a mother who may already be vulnerable to depression and poor cop-
ing due to a variety of factors: genetic loading, poor role models, and stress in
her childhood (11). Such stresses may also be correlated to difficulties in the
pregnancy. Morten et al. (17) found stress increased the risk for preterm delivery
at 30 weeks, the risk increasing with the level of psychological distress. Such
stresses then add further pressure on the transition to motherhood.

RELATIONSHIP ISSUES

In the setting of pregnancy, the role of the partner becomes crucial. The relation-
ship, whether stressful or abusive, can add its own independent risk (10) to the
woman’s mental health. Domestic violence is underreported and underrecorded,
with an estimated 1 in 3 to 4 women between 16 and 59 experiencing domestic vi-
olence and one woman dying every three days as a result in the United Kingdom
and the United States (18,19). In Australia, 23% of women report lifetime partner
abuse; 61% of these women had children in their care, and 42% were abused when
they were pregnant (20). For 20% to 30% of women, the abuse happened for the
first time in the course of pregnancy (18,20). Similarly, 1 in 5 women in the
United States report domestic violence, with pregnancy rates estimated at between
8% and 26% of pregnant women (21). In this setting, the frequent direction of the
physical attack is toward the abdomen, which not only may result in intrauterine
damage and prematurity, but also  is likely to increase stress on the woman regard-
ing her unborn infant and its viability as part of the family unit. 

Partners of women who are depressed are in turn more at risk of depression,
and men themselves have particular issues adjusting to the changes in family
structure and expectations of fathers, which make them more likely to experience
stress (22). Morse et al. (22) noted men to have considerable stress in the gender
role, torn between the traditional provider model of husband and father, and the
current expectations of attending the birth and participating—potentially
equally—in baby and child care. Such confusion is likely to have an impact on the
relationship and on the mother’s mental health.

CULTURAL FACTORS

Cultural expectations and society’s support for parents vary. In Scandinavian
countries there have been practical changes with respect to child care and mater-
nity leave, but other countries have been less able or willing to consider such
changes. In non-Western countries such as India, economic hardship and sex of
the infant are cited as major factors in maternal depression (23).
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Women whose beliefs mean that birth control is not an option may find them-
selves at odds within their culture if the child is not wanted, although they may
find more social recognition of the importance of motherhood and support from
within this same culture.

PHYSICAL FACTORS AND MENTAL HEALTH ISSUES

HORMONAL BASIS OF MOOD DISORDERS RELATED TO PREGNANCY

During pregnancy, there are dramatic increases in plasma progesterone (10-fold to
18-fold) and estrogens (up to 1,000-fold). Significant changes are also observed in
several other steroid and peptide hormones, including corticotrophin-releasing
hormone, prolactin, and oxytocin (24). However, attempts to identify a consistent
relationship between one or more of these hormones and symptoms of depression
and anxiety have been contradictory and inconsistent. Moreover, studies have looked
primarily at postnatal mood changes rather than antenatal ones. Some hormonal
studies suggest possible mechanisms for the early onset of symptoms postnatally
but not for the increase in mood symptoms that appear to occur in the second and
third trimesters and continue, for some women, after they give birth (25).

Studies that have evaluated hormonal therapies have not implicated proges-
terone as having a potential role in increasing depression in those at risk (26).
This may be of relevance to women considering the “minipill” (progesterone
only) postpartum.

Studies that have been more pregnancy focused have postulated a dysregula-
tion of the maternal-placental-fetal axis secondary to depression, possibly involv-
ing placental blood flow, as a cause for the association between depression, anxi-
ety, and stress and preterm birth, as well as increased risk for operative deliveries
(17,27,28). Studies have been inconsistent, with small numbers, and the meaning
of the complex interplay of hormonal changes—potentially only in genetically
vulnerable women—remains unclear.

INFERTILITY

A number of studies are now investigating psychological issues in women who
conceived a child (or children) through assisted technology. There were early
suggestions that women on IVF programs were more likely to be anxious, partic-
ularly while waiting to conceive, and stress may be a factor in causing infertility.
At such times there are added pressures on the relationship, changing the sexual
relationship from one of intimacy to goal-driven necessity. Women on fertility
drugs must deal with side effects such as nausea and vomiting as well as uncer-
tainties about the safety of metformin hydrochloride in the first trimester and the
small but serious risk of ovarian hyperstimulation syndrome. This is more likely
to occur when fertilization has occurred, so the woman faces both the loss of the
fetus and a risk to her own life.

Recent studies suggest that the progression to parenthood after conception is not
more troubled than for other mothers. Women on IVF appear similar to naturally
conceiving women on measures of anxiety, depression, self-esteem, and marital
satisfaction, both antenatally and postnatally. There are possible differences in in-
fant temperament (IVF infants being less easy to soothe) and parenting character-
istics: IVF mothers are less positive about breastfeeding, less concerned about the
sexual relationship and the husband’s sharing of duties, as well as less concerned
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about decreased attractiveness and restriction of independence (29,30).These dif-
ferences are largely in keeping with the nature of the pregnancy being very
wanted and waited for, with increased emphasis on the mothering role and less on
the relationship with the partner.

POOR SELF-CARE

Women with a serious mental illness are significantly less likely to seek and re-
ceive adequate antenatal care, often delaying visits and not adhering to dietary
suggestions. In addition, they have higher rates of smoking. As a consequence,
there is a significantly higher risk of prematurity, intrauterine growth retardation,
and low-birth-weight babies. These have been linked with maternal depression,
but the evidence is contradictory (27,28).

If women are on psychotropic medication, there are the potential risks to the
infant from medication they are receiving and risks to both mother and child if
the medication is ceased. Illicit drug use poses a further hazard. These risks are
discussed in subsequent sections.

SUBSTANCE USE

Substance use through pregnancy has potentially long-lasting effects on the in-
fant; prescription medications contain warnings of risks, and women are gener-
ally resistant to use of medications because of this. However, a significant num-
ber of women continue to smoke through pregnancy. In the United Kingdom one
study in 2000 reported a rate of 19% in mothers aged 25 to 29 years, increasing to
29% in the 20 to 24 year old age group, and 39% in teenage mothers whose fe-
tuses also have a higher exposure to alcohol and a range of illicit substances.
(30A). An estimate of antenatal alcohol use in the United States is around 17%,
and illicit drugs 3% (31). These women, with comorbid mental health (depres-
sion, personality disorders, and schizophrenia) and substance abuse issues, con-
stitute an important and increasing group who are involved postpartum with pro-
tective services (32).

Alcohol has been associated with significant birth defects (fetal alcohol syn-
drome) and intrauterine growth retardation. Illicit drug use and teratogenicity are
less clearly related, but there is an increased risk of intrauterine growth retardation,
stillbirth, withdrawal, and deaths from sudden infant death syndrome (SIDS) (33).

SCREENING FOR MENTAL HEALTH ISSUES IN PREGNANCY

Although the vast majority of pregnant women in the Western world see a health
professional during their pregnancy, for many with mental health issues, those issues
go undetected (34). Given the high rate of contact and the potential for early inter-
vention with respect to child outcomes, the concept of screening for both depression
and domestic violence has been targeted by a number of countries (34,35).

In both cases, there has been controversy around the introduction of screening
programs. The major concern has been lack of studies showing acceptability of
the screening and the lack of appropriate treatment or resources (35,36).

In Ramsay’s review (35) a majority of women found being asked about do-
mestic violence acceptable, depending on the circumstances. This brings into
play the importance of seeing women without their partner, which is not al-
ways possible. A postnatal study on depression screening found a higher level
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of unacceptability (36), but this appears more related to service delivery than the
tool itself and has not been replicated by others (37). There is no uniformity
about how questions on domestic violence are asked. 

The Edinburgh Postnatal Depression Scale (38) has been validated in preg-
nancy and used widely for screening, though not in a systematic manner. Al-
though it does not include the somatic symptoms of other depression scales that
can be misleading at a time of physical change, the high level of anxiety in preg-
nancy—accounting for 47% of the pregnancy score in Ross et al.’s (39) study—
has led to concern about its suitability. Of note, it is of use as a screen for current
depression, and not as a predictor of later postnatal depression (PND) although
antenatal depression is a key risk factor for PND (40). 

Whether screening for depression during pregnancy or postpartum is preferred
has not yet been evaluated, though it is currently being assessed by the beyond-
blue Australian National Postnatal Depression initiative, which found health pro-
fessionals less able to identify antenatal depression than postnatal depression
(34). Adequate access to resources and evidence-based treatment needs to be
available before screening is undertaken widely. In pregnancy, there have been no
specific treatment trials and the potential ramifications for the fetus should be
taken into account when considering treatment using medications in major de-
pression. To date, postnatal treatments aimed at improving infant outcome have
been unsuccessful. It is possible that this treatment would be better beginning an-
tenatally before a negative pattern of interaction has been established.

DEPRESSION AND ANXIETY

PREVALENCE

Significant depressive and anxiety symptoms occur in over 20% of pregnant
women and, in pregnancy probably more than at any other time, appear inter-
woven. The actual prevalence of disorders is unclear, depending on whether self-
report or structured interview is used, what questionnaires were utilized, as well
as the characteristics of the population. It appears, however, that these symptoms
are more common antenatally than postnatally, reported in some 25% (25),
though more likely to represent a level of 12% from a meta-analysis and are high-
est in the second and third trimesters (41). This may represent some “normal”
pregnancy anxiety but also stress effects on women where there are physical or
psychological concerns about continuing with a pregnancy.

Evans et al. (25) in a large study concluded that depressive symptoms were
more common antenatally than postnatally, but this was based on one screening
tool, the Edinburgh Postnatal Depression Scale (EPDS; 38), which picks up anxi-
ety symptoms (39) and is not diagnostic for depression. 

Over one third of women with preexisting panic disorders have been noted to
have a reduction in anxiety symptoms in pregnancy, but a small number (20% to
30%) have worsening of symptoms (42).

PRESENTATION

Because anxiety is common in pregnancy, an underlying disorder is frequently
missed. Other symptoms such as fatigue and lethargy are also mistakenly attrib-
uted to the woman’s physical rather than psychological state. Women often
downplay their symptoms, but continued (if fluctuating) lowered mood and tear-
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fulness are more suggestive of a mood disorder than a normal transition to moth-
erhood.

Although some mild concern in the pregnant woman for the well-being of
the fetus can be beneficial (e.g., ensuring that she reduces or ceases alcohol and
smoking), any ongoing concern that is without basis, whether specific or gen-
eral, is not “normal.” Persistent lowered mood and tearfulness are also sugges-
tive of a depressive disorder, not pregnancy. Suicide risk at this time is less than
in the nonpregnant population, the exceptions being those who cease preexist-
ing antidepressant medication because they were pregnant and women with
bipolar disorder (43).

ANTENATAL PREVENTION

A number of researchers have attempted to improve postnatal outcome through
psychological interventions in high-risk populations in pregnancy. These studies
have failed to produce conclusive results, largely because of their poor design, in-
adequate numbers, and high dropout rates (40). 

Other researchers have looked at the use of prophylactic medication in those at
risk. This strategy is useful only for those women who have previously been
treated successfully with medication. Prophylactic treatment of the woman dur-
ing pregnancy results in fetal exposure to psychotropic medication; an alternative
is to commence treatment immediately postpartum. The risks need to be weighed
and discussed with the patient. The benefits of mood stabilizers are well docu-
mented in women with bipolar disorder. The benefits of antidepressants are less
clear, with initial positive findings not replicated in a randomized controlled trial
(RCT) and further assessment still pending (44).

TREATMENT ISSUES

One of the key considerations in managing antenatal psychiatric illness is the po-
tential impact of treatment or lack of treatment on the fetus. It is probably for
these reasons, as well as society’s strong albeit mixed messages about mother-
hood, that there is a significant underrecognition of mental illness at this time.
Whether a woman seeks help and what if any help she receives depend on her
own view of motherhood and mental illness, as well as that of her health profes-
sional and on the services that are both affordable and accessible.

A recent Australian survey (34) suggests that women have a low likelihood
of considering mental illness in pregnancy, and both they and health profes-
sionals share a reluctance for biologic treatments, although this is truer for the
women. In milder to moderate cases, biologic treatments may be unnecessary;
in all cases a holistic approach is needed. Ideally, the approach should be tai-
lored to the woman’s needs but should also take into consideration her own
perception and concepts of herself as a whole being as well as mother and her
construct of mental illness. In a society that is underresourced in the health
sector, this is not always possible, but if used as a principle is likely to have
better outcomes.

Few studies look specifically at treatment of depression and anxiety in preg-
nancy, aside from reports on potential effects of drugs on the fetus. Antidepres-
sants have not been shown to be teratogenic and may be used with caution if
necessary, but, given potential concerns for subtle neurobehavioral changes in
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the infant, increased attention to supports and psychological interventions is im-
portant to consider. These considerations are reviewed more extensively else-
where (45) and summarized later in this chapter.

PSYCHOSIS

PREVALENCE

Although postpartum psychosis and relapse of bipolar psychosis postpartum have
been long recognized, occurring in 1 in 600 women, much less is known about
psychosis in pregnancy. Historically it was thought that women with schizophre-
nia had low fertility (c.f. high fertility in bipolar illness) but this may at least in
part relate to the segregation of the mentally ill into asylums, as well as severe ill-
ness preventing relationships, plus medication effects.

Women with an existing psychosis will have an increased risk of relapse if,
when trying to conceive or on finding they are pregnant, they cease medication.
This is a common response, but many of these women relapse and need to recom-
mence medication (46,47). The pregnancy itself, however, appears not to confer
an increased risk of psychotic illness.

PLANNING AND MANAGING A PREGNANCY

For women with a history of psychosis, planning pregnancies in advance is
preferable to unplanned pregnancy (46,48). Any woman of reproductive age
being treated with a mood stabilizer should be warned of the risks of terato-
genicity and relapse. Ideally, her partner should be involved in planning discus-
sions, and the information given should be documented. General principles of
planning include encouraging women to be well for at least a year before con-
sidering pregnancy and minimizing stresses and maximizing supports. This in-
cludes consideration of lifestyle issues that will promote good health both
through the pregnancy and into the postpartum period. Each case will be differ-
ent, and the risk:benefit ratio for decreasing or ceasing medication needs to be
considered, but the doctor can only provide the best current evidence; the
woman and her partner must ultimately make the decision. It is important also
to discuss options if deterioration occurs, regarding medication, hospital ad-
mission, and child care for older children. If mood stabilizers must be contin-
ued through pregnancy, then close monitoring of blood levels and splitting of
doses to prevent peaks of drug concentration may decrease the risk of negative
outcomes.

Liaising with the obstetrician is also important, and decreasing medication
prior to delivery and/or commencing again after delivery are all issues of which
women need to be aware. In addition, good sleep management is important,
though the role of sleep deprivation needs further research (48).

EFFECTS OF TREATMENTS ON THE FETUS

While the effects of the illness on the fetus include factors related to poor self-
care and changes in hormones and blood flow discussed earlier, treatments may
also affect development when medication is used in pregnancy and require care-
ful consideration of the risks and benefits not just to the mother but also to the un-
born fetus. These concerns can be divided into three broad areas:
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First, the development of the fetus can be adversely affected by the exposure
to medication in the first trimester. This is a danger for women who are being
treated for mental disorder and then become pregnant. Many will not realize that
they are pregnant until five or six weeks’ gestation, and much of the damage to
the fetus has already occurred by this time. Many women will choose to
abruptly discontinue medication on the return of a positive pregnancy test, either
because of their own fears of harming the fetus or on the advice of their clini-
cian. In Einarson et al.’s (47) study of 36 women who discontinued medication,
70% of women who did so reported adverse effects—including 11 of 26 women
who developed suicidal ideation. Sixty percent of these women subsequently
elected to recommence their medications. Three women did not continue with
the pregnancy (one abortion, two miscarriages), and the remaining children
were well at birth. The authors concluded that discontinuation could have seri-
ous adverse effects. 

For those women whose infants have been exposed to medication or who develop
an illness in the first trimester, it is important to know which medication is safest.
Dose and peak levels may also be relevant, but less information is available on this.

There are now a number of naturalistic studies on antidepressants. Numbers are
adequate to conclude that tricyclic antidepressants appear to be safe, and that the
SSRIs, fluoxetine and sertraline are unlikely to be teratogenic. With the SSRIs,
however, there have been potential short-term effects noted in the newborn, and use
should be cautious. In particular, placental transfer varies among drugs, and one
study suggests significant differences, with less fetal exposure to sertraline com-
pared to fluoxetine (49).

Less is known about the antipsychotics, although the old style neuroleptics
have been in use for over 50 years with no evidence of teratogenicity. Increas-
ingly available data on olanzapine suggest that it may also be safe (50).

Benzodiazepines conversely have been associated with teratogenic effects;
doses of 30 mg/day of valium or equivalent carry an increased risk of cleft palate,
and should be avoided in this dose range (46).

Mood stabilizers carry the most risk of teratogenicity. Lithium has been asso-
ciated with a risk of 0.1% of heart malformations, and anticonvulsants with neu-
ral tube defects at a rate more than 5% (46). Valproate risk may be higher. 

The second issue for the fetus is the potential for problems at birth. Once the
umbilical cord is cut, the infant must metabolize the medication. Infants who are
premature, who are unwell, and who continue to be exposed to the drug via
breast milk are at particular risk. Where delivery can be planned, decreasing med-
ication briefly can decrease this exposure. This is only applicable to short-acting
agents. Particular problems that have been noted at birth include irritability, seda-
tion, floppiness, and cyanosis (the latter two with lithium). These appear to settle,
but long-term outcomes are underresearched. Fluoxetine in pregnancy has been
associated with a risk of prematurity and given its long half-life, may present par-
ticular problems. See review of studies (51).

The final concern is a longer-term developmental issue for infants exposed to
these drugs. Short-term studies on tricyclics, sertraline, and citalopram have re-
vealed no current concerns.

Overall, Cohen and Rosenbaum (46) in their review concluded that taking the
above information into account, many psychotropics do not appear to have nega-
tive effects and this fact needs to be weighed against the potential adverse effects
of ceasing medication. 
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CONCLUSIONS

Pregnancy is a time of enormous change from a biologic, psychological, and social
perspective and of immense importance from a political, feminist, and evolutionary
perspective. In preparing the woman for motherhood, pregnancy begins a process
of development for the woman that continues into the postpartum period. It is a cru-
cial time of biologic development that will impact heavily on the child’s future.

Change is often difficult, and for those women whose circumstances—such as
current illness or inadequate resources—are such that the pregnancy represents a
burden, this time is likely to be particularly arduous and hold significant mental
health implications. Risks to the infant may come from a number of avenues: ex-
posure to medication or illicit drugs, inadequate antenatal care, trauma, and al-
tered placental blood flow and hormonal changes.

Mental illness has been thought to be less frequent in pregnancy than at other
times, but recent studies suggest a similar prevalence of depression and anxiety to
that postpartum, an increase in relation to women without children. In addition,
those women with a preexisting illness may be at higher risk of relapse, particu-
larly if medication is ceased abruptly. 

Despite this high level of mental illness, women have low likelihood of seek-
ing help, and though health professionals have an increasing awareness of post-
natal disorders, they are less likely to detect antenatal mental illness. This is
largely a question of training and resources. As yet, we do not know how to pre-
vent illness, aside from careful drug monitoring of those with preexisting illness,
so the key is identification of those who are unwell or at high risk and the institu-
tion of appropriate strategies. Establishing the effectiveness of such supports
needs to be a high priority for researchers, with the potential for better outcomes
for a large number of children, as well as their mothers, and reduced cost of inter-
generational issues at a mental health and economic level. 

REFERENCES
1. Beck CT. Theoretical perspectives of postpartum depression and their treatment implications.

MCN Am J Matern Child Nurs 2002;27(5):282–287.
2. Hagen EH. The functions of postpartum depression. Evol Hum Behav 1999;20:325–359.
3. Australian Institute of Health and Welfare Perinatal Statistics Unit. Australian Mothers and

Babies 2000: Canberra, 2003.
4. Social Exclusion Unit. Teenage Pregnancy. Office of the Deputy Prime Minister, London, UK.

Crown 1999; 143–422.
5. Brown S, Darcy M, Bruinsma F. Victorian Survey of Recent Mothers 2000. Centre for Mothers

and Babies. Latrobe University, 2001.
6. Gurel SA, Gurel HG. The evaluation of determinants of early postpartum low mood: the

importance of parity and inter-pregnancy interval. Eur J Obstet Gynecol 2000;91:21–24.
7. Stotland NL. Psychiatric aspects of induced abortions. Arch Women Ment Health

2001;4(1):27–31.
8. Reardon DC, Cougle JR, Rue VM, et al. Psychiatric admissions of low income women following

abortion and childbirth. Can Med Assoc J 2003;169(10).
9. Major B. Abortion Points Debated. Can Med Assoc J 2003;169(2).

10. Gross KH, Wells CS, Radigan-Garcia A, et al. Correlates of self-reports of being very depressed
in the months after delivery: results from the pregnancy risk assessment monitoring system.
Matern Child Health J 2002;6(4):247–253.

11. Buist A. Childhood abuse, postpartum depression and parenting difficulties: a literature review of
associations. Aust NZ J Psychiatry 1998;32:370–378.

12. Huizink AC, de Robles MPG, Mulder JH, et al. Coping in normal pregnancy. Ann Behav Med
2002;24(2):132–140.

13. Boyce P, Parker G, Barnett B, et al. Personality as a vulnerability factor to depression. Br J
Psychiatry 1991;159:106–114.

280 SECTION V ● Reproduction 

4700_LWW/Romans_ch19pp269-282  02/22/05  11:05 AM  Page 280



14. Patel P, Wheatcroft R, Park RJ, et al. The children of mothers with eating disorders. Clin Child
Fam Rev Psychol Rev 2002;5(1):1–18.

15. Logsdon MC, Usui W. Psychosocial predictors of postpartum depression in diverse groups of
women. West J Nurs Res 2001;23(6):563–574.

16. Bergant AM, Heim K, Ulmer H, et al. Early postnatal depressive mood: associations with
obstetric and psychosocial factors. J Psychosom Res 1999;46(4):391–394.

17. Morten H, Henriksen TB, Sabroe S, et al. Psychological distress in pregnancy and preterm
delivery. Br Med J 1993;307:234–239.

18. Baird K. Domestic violence in pregnancy: a public health concern. MIDIRS Midwife Digest
2002;12(Suppl 1).

19. American Psychological Association. Violence and the Family. Report of the American
Psychological Presidential Task Force in Violence and the Family. Washington, DC, 1996:10.

20. Australian Bureau of Statistics. Women’s Safety Survey. Catalogue no 4128.0. Canberra, 1996.
21. Family Violence Prevention Fund and the Trauma Foundation. San Francisco. CA 1994.
22. Morse C, Buist A, Durkin S. First time parenthood: influences on pre and postnatal adjustment in

fathers and mothers. J Psychosom Obstet Gynaecol 2000;21:109–120.
23. Chandran M, Tharyan P. Post-partum depression in a cohort of women from a rural area of Tamil

Nadu, India. Br J Psychiatry 2002;181:499–504.
24. Russell JA, Douglas AJ, Ingram CD. Brain preparations for maternity—adaptive changes in

behavioral and neuroendocrine systems during pregnancy and lactation: an overview. Brain Res
2001;133:1–38.

25. Evans J, Heron J, Francomb H, et al. Cohort study of depressed mood during pregnancy and after
childbirth. Br Med J 2001;323:257–260.

26. Granger ACP, Underwood MR. Review of the role of progesterone in the management of
postnatal mood disorders. J Psychosom Obstet Gyn 2001;22:49–55.

27. Dayan J, Creveuil C, Herlicoviez M, et al. Role of anxiety and depression in the onset of
spontaneous preterm labour. Am J Epidemiol 2002;155(4):292–301.

28. Hedegaard M, Henriksen TB, Sabroe S, et al. Psychological distress in pregnancy and preterm
delivery. Br Med J 1993;307(6898):234–239.

29. Gibson FL, Ungerer JA, Tennat C, et al. Parental adjustment and attitudes to parenting after in
vitro fertilization. Fertil Steril 2000;73:5650–5674.

30. Greenfield D, Klock SC. Transition to parenthood among in vitro fertilization patients at 2 and 9
months. Fertil Steril 2001;76:626–627.

30A. Catherine Dennison. Teenage pregnancy: an overview of the research evidence. Health Develop-
ment Agency (NHS) 2004; 11.

31. Office of Applied Studies. Results from the 2002 National Survey on Drug Use and Health:
National Findings. DHHS Public no SMA 033836. NHSDA Survey H-22. Rockville, MD, 2003.

32. Buist A, Minto B, Szego K, et al. Mother–Baby Psychiatric Units in Australia: The Victorian
Experience. Arch Women Ment Health 2004;7(1):81–87.

33. Horrigan TJ, Schroeder AV, Schaffer RM. The triad of substance abuse, violence and depression
interrelated in pregnancy. J Subs Abuse 2000;18:55–58.

34. Buist A, Barnett B, Milgrom J, et al.. To screen or not to screen—that is the question in perinatal
depression. Med J Aust 2002(7/10/02 Issue):S101–S105.

35. Ramsay J, Richardson J, Carter YH, et al. Should health professionals screen women for
domestic violence? Systematic review. Br Med J 2002;325(August 10):1–13.

36. Shakespeare J, Blake F, Garcia J. A qualitative study of the acceptability of routine screening of
postnatal women using the Edinburgh Postnatal Depression Scale. Br J Gen Pract
2003;53(493):614–619.

37. Cox J, Holden J. Using the EPDS in clinical settings: research evidence. In: Royal College of
Psychiatrists. Perinatal Mental Health: A Guide to the EPDS. Glasgow: Bell & Bain, 2003:26–33.

38. Cox JL, Holden JM, Sagovsky R. Detection of postnatal depression: development of the 10-item
Edinburgh Postnatal Depression scale. Br J Psychiatry 1987;150:782–786.

39. Ross LE, Evans G, Sellers EM, et al. Measurement issues in postpartum depression part 1:
anxiety as a feature of postpartum depression. Arch Women Ment Health 2003;6:51–57.

40. Austin MP, Lumley J. Antenatal screening for postnatal depression: a systematic review. Acta
Psychiatr Scand 2002;106:1–8.

41. Bennett HA, Einarson A, Taddio A, et al. Prevalence of depression during pregnancy: systematic
review. Obstet Gyn 2004; 103(4):698–709.

42. Hertzberg T, Wahlbeck K. The impact of pregnancy and puerperium on panic disorder: a review.
J Psychosom Obstet Gyn 1999;20(2):59–64.

43. Appleby L, Mortensen PB, Faragher EB. Suicide and other causes of mortality after post-partum
psychiatric admission. Br J Psychiatry 1998;173:209–211.

44. Wisner KL, Wheeler SB. Prevention of recurrent postpartum major depression: clinical trial.
Hosp Community Psychiatry 1994;45(12):1191–1196.

45. Marcus SM, Barry KL, Flynn HA, et al. Treatment guidelines for depression in pregnancy. Int J
Gynaecol Obstet 2001;72:61–70.

Pregnancy and Mental Health 281

4700_LWW/Romans_ch19pp269-282  02/22/05  11:05 AM  Page 281

www.ebook3000.com

http://www.ebook3000.org


46. Cohen LS, Rosenbaum JF. Psychotropic drug use during pregnancy: weighing the risks. J Clin
Psychiatry 1998;S9(2):18–28.

47. Einarson A, Selly P, Koren G. Discontinuing antidepressants and benzodiazepines. Can Fam
Physician 2001;47:457–672.

48. Yonkers KA, Wisner KL, Stowe Z, et al. Management of bipolar disorder during pregnancy and
the postpartum period. Am J Psychiatry 2004;161:608–620.

49. Hendrick V, Stowe ZN, Altshuler LL, et al. Placental passage of antidepressant medication. Am J.
Psych 2003; 5:993–996.

50. Gardiner SJ, Kristensen JH, Begg EJ, et al. Transfer of olanzapine into breastmilk, calculation of
infant drug dose and effect on breast-fed infants. Am J Psychiatry 2003;160:1428–1431.

51. Buist A. Guidelines for the use of antidepressants in pregnant and lactating women.
Psychopharmacology. Submitted 2004.

282 SECTION V ● Reproduction 

4700_LWW/Romans_ch19pp269-282  02/22/05  11:05 AM  Page 282



283

CHAPTER 20

Postpartum and Its Mental
Health Problems 

Sophie Grigoriadis

No time in a women’s life is as likely to be filled with as much change as the post-
partum period. Changes in all aspects of a woman’s life (biologic, psychological, as well
as sociocultural) during the first year following childbirth define the postpartum period.
Although the addition of a new family member is usually a time of joy and excitement,
for many women the postpartum time is not the period of well-being depicted by
women’s and parenting magazines. Instead, it is a high-risk period for significant psychi-
atric illness.

Many adaptations need to occur following childbirth. Following labor, the physio-
logic changes of pregnancy resolve during the early postpartum period. Changes in
body shape require increased attention to diet and exercise with consideration for the
needs of lactation if nursing. Over and above the medical complications that may occur
during the early and late postpartum period, maternal sleep deprivation is common and
can lead to exhaustion. The infant is completely dependent on the caregiver around the
clock and the immediate postpartum time is centered on the infant’s needs, which pose
physical as well as psychological demands. Both mother and infant need to learn the
skills involved in breast-feeding, an intense physical connection between mother and in-
fant. Pain during feedings (from irritated nipples or mastitis) can create heightened anxi-
ety and interfere with the process and the formation of the maternal–infant bond. Feed-
ing difficulties can heighten insecurities the mother may have regarding the adequacy of
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care she is providing. Over time, the new mother becomes increasingly attuned to her in-
fant’s cues and usually comes to terms with her new maternal role and identity. As her
infant develops, the challenge of parental adjustment impacts on both the mother and her
relationship with her partner. Although the presence of the child solidifies the family
unit, the mother’s time for herself is reduced as are time for the couple and for socializa-
tion. The many challenges can lead to a resurfacing of old conflicts between partners or
to the development of new ones. Housing and economic difficulties can negatively affect
the developing relationship with the infant further. Economic necessity or career aspira-
tions may require the mother’s return to work and decisions on how to coordinate child
care and previous working commitments (1). In Western societies, where women are
usually expected to be the primary caregiver for their infants following childbirth, an
emotionally and instrumentally supportive relationship between the partners can help
moderate stress on the mother. In non-Western societies, traditional rituals enable the
mother to receive much needed family and community support following childbirth—a
potentially protective factor (2). The physical changes and the combination of new and
multiple demands in all aspects of life postpartum can be overwhelming to many
women, and some develop psychiatric illness for the first time; others experience a re-
currence of illness.

POSTPARTUM PSYCHIATRIC DISORDERS

Postpartum psychiatric disorders are characterized by the onset of emotional
symptoms during the weeks or months that follow childbirth. These mood and
anxiety disorders have been described since antiquity, but they continue to be
poorly recognized, undertreated, and underresearched. Recently, there has been a
growth of interest, but the length of time characterizing the postpartum period has
not been consistently agreed upon. Although this categorization is not reflected in
the nosology of the Diagnostic and Statistical Manual of Mental Disorders, 4th
edition, Text Revision (DSM-IV-TR), most researchers categorize the mood dis-
turbances of this period into postpartum blues, postpartum depression (PPD), and
postpartum psychosis. Panic disorder or postpartum obsessive compulsive disor-
der typify the anxiety disorders of this period. Debate has ensued over whether
the disorders manifesting during the postpartum time are distinct from the mood
and anxiety disorders that manifest at other times of the life cycle (3). Given that
research in postpartum psychiatric illness has only recently begun to gain mo-
mentum, the relationship and potential overlap between the categories remains to
be adequately delineated and are still empirical. Moreover, at the early onset of
symptoms, many clinicians find it difficult to differentiate between normal post-
partum emotional adjustment and postpartum psychiatric illness. 

POSTPARTUM MOOD DISORDERS

Etiology
The temporal association between childbirth and psychiatric illness reinforced the
hypothesis that the etiology of postpartum disturbance rests in a biologic aberration.
Early theories examined the “withdrawal phenomenon” related to the rapid shift in
the hormonal environment and the consequences on the activity of neurotransmitter
or circadian systems. Gonadal steroids such as estrogen and progesterone, cortisol
and the hypothalamic-pituitary-adrenal (HPA) axis, androgens, thyroid hormones,
polypeptide hormones, mineralocorticoids, inhibin, �-endorphins, and go-
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nadotropins have been examined as potential etiologic factors in postpartum mood
disorders (4). However, studies investigating potential biologic aberrations have
been negative, inconsistent, or not replicated. Nonetheless, there may be endocrino-
logic changes that are causally linked to postpartum mood disorders in a vulnerable
subgroup of women who may be specifically sensitive to changing titers of repro-
ductive hormones. In a key biologic study, Bloch and colleagues pharmacologically
simulated pregnancy, parturition, and the postpartum period and found that women
with a history of PPD developed significant mood symptoms during the hormonal
add back and withdrawal periods; none of the control women developed symptoms
(5). These investigators suggest that women with a history of PPD are differentially
sensitive to the mood-destabilizing effects of the marked changes in gonadal steroid
levels. It has also been suggested that estrogen plays a role in the regulation of circa-
dian rhythms and may, in part, contribute to sleep loss. Sleep loss in turn has been
suspected to have an etiologic role in the onset of postpartum psychosis in suscepti-
ble women (6). The mechanism of these changes remains to be determined. 

A positive personal or family history of a mood disorder has been well associated
with all types of postpartum psychiatric illness in retrospective, cross-sectional, and
prospective studies (7). Recurrence of a postpartum episode is common; rates as
high as 70% for postpartum psychosis and up to 50% for postpartum depression
have been reported. From 20% to 50% of women with bipolar disorder experi-
ence a relapse during the postpartum time. Women with a history of major de-
pression are also at risk for relapse during the postpartum, especially those with
severe and recurrent illness, and rates as high as 30% have been reported (8). (See
also Chapter 19.) The development of depressive symptoms during pregnancy in-
creases the likelihood of postpartum depression regardless of history for major de-
pression (9). Although there is a subpopulation of women who develop their
index episode during the postpartum time (up to 50%) and subsequently experi-
ence psychiatric illness only following future childbirths, the majority of women
go on to develop nonpuerperal episodes (8).

Attempts to delineate risk factors for vulnerability to psychiatric disturbance
during the postpartum time (for example, age, marital status, parity, educational
level, and socioeconomic factors) have been inconsistent and weak (8). Primi-
parous women may be at higher risk for postpartum psychosis than multiparous
women, and obstetric complications (cesarean section, perinatal death) may also
increase the risk for postpartum psychosis; replication of these findings is
needed. Moreover, the impact of psychosocial factors in the development of post-
partum psychiatric illness can be significant. High levels of marital conflict or
dissatisfaction, low levels of social and spousal support, and increased number of
life events during pregnancy have consistently been reported by women with
postpartum affective illness (10). Studies attempting to link personality traits and
coping styles with the risk of illness during the postpartum have not produced
consistent findings. It is likely that many risk factors act synergistically to predis-
pose women to postpartum affective disorders or increase the likelihood of the
development of such disorders.

Most of the research in postpartum mood disorders has been done on PPD.
Robertson and colleagues identified risk factors for PPD following their compre-
hensive review of the literature and grouped the factors as strong to moderate,
moderate, small, and no effect (11). Strong to moderate risk factors include de-
pression and anxiety during pregnancy, stressful recent life events, lack of social
support, and a previous history of depression. Moderate factors include high levels
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of stress related to child care, low self-esteem, neuroticism, and difficult infant tem-
perament. Small factors include obstetric and pregnancy complications, cognitive
attributions, quality of relationship with partner, and socioeconomic status. Ethnic-
ity, maternal age, level of education, parity, and gender of child (within Western so-
cieties) were found to have no effect. These authors concluded that the identified
risk factors for postpartum depression are methodologically robust, replicated
within numerous studies across sample populations, and well established.

Postpartum Blues
Postpartum blues is a mild, transitory mood state characterized by rapid mood
shifts, mild depression, irritability, anxiety, tearfulness, fatigue, insomnia, poor
appetite, headaches, poor concentration, and confusion (7). Symptoms generally
begin within the first week postpartum, last a few hours up to two weeks, and
resolve spontaneously without sequelae. The mother’s functioning is only mini-
mally affected, and if treatment is necessary, it is limited to support and reassur-
ance. Given that the incidence has been reported to range from 26% to 85% of
new mothers, it has been debated whether postpartum blues constitute a normal
variant of maternal behavior rather than a psychiatric disorder (7). It may be of
value to identify women experiencing these symptoms because as many as 25%
will develop PPD during the first postnatal year (9). 

Postpartum Depression
Postpartum depression (PPD) is estimated to occur in 10% to 15% of women,
and prevalence ranges from 5% to over 20% have been reported (9). This wide
variation reflects the fact that the disorder has been poorly characterized and un-
reliably diagnosed. This is due in part to the poorly defined diagnostic criteria
and conflicting definitions of the postpartum period. Most experts currently do
not support the notion that PPD is phenomenologically distinct from major de-
pression that occurs at other life stages. PPD is now included in the DSM-IV-TR
as a major depressive disorder with postpartum onset, beginning within the first
four weeks after delivery. Historically, the clinical course of PPD was not well
characterized; it was thought to begin insidiously after the second or third week
postpartum, most patients developing symptoms within six weeks. The severity of
the disorder is variable, ranging from mild dysphoria to melancholia to psychotic
depression. Commonly, women are tearful, report mood lability, obsessional
thinking (especially with regard to the infant’s health), feelings of hopelessness,
somatic complaints (especially fatigue), anorexia, sleep disturbance, poor con-
centration and memory, and feelings of guilt and inadequacy. Clearly some of the
symptoms, such as alterations in sleep pattern, energy, libido, appetite, and body
weight, are common during the postpartum period; their overlap with the symp-
toms of depression as well as with medical disorders common during the postpar-
tum time often renders accurate diagnosis difficult. The duration of postpartum
illness is variable, depending on the severity of the illness, with most episodes
lasting no more than three months (12); however, some residual depressive symp-
toms are common up to one year following delivery (13). Women with a previous
history of major depression may have more severe and prolonged illness. With
treatment, the prognosis is good. The outcome may be better for those women
who receive treatment early (8). 
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Few treatment studies have been conducted in women with PPD. There is one
randomized controlled trial (RCT) comparing fluoxetine to a hybrid cognitive-
behavioral counseling approach, one open-label trial of sertraline, one open-label
trial of venlafaxine, a fluoxetine case series, and one retrospective chart review of
several antidepressants and the most recent RCT which compares paroxetine to
paroxetine plus cognitive-behavioral therapy combination therapy in postpartum
women with depression and comorbid anxiety disorder (14–18A). The limited in-
formation about antidepressant treatment for PPD often leads clinicians at present
to extrapolate from studies of nonpostpartum samples; such extrapolation may not
be appropriate. Many women with PPD breast-feed, and the amount of antidepres-
sant entering breast milk must be given special consideration. Hendrick and col-
leagues also argue that women with PPD recover more slowly and may not have
the same response profile as women with depression not related to childbearing
(18). Therefore, not only are trials needed to compare the efficacy of various treat-
ments in postpartum women with special considerations for lactation, but studies
addressing response profiles such as rapidity of response in the management of
PPD would also advance the field. The evidence for estrogen as a treatment is also
still at the initial stages (19,20). Although Gregoire and colleagues demonstrated a
positive response to estrogen that was sustained at three-month follow-up and there
was no evidence of endometrial hyperplasia, over one third of the women in that
study were also using an antidepressant (20). As a result, the evidence from this
study may support estrogen as an adjunctive treatment, not necessarily as a primary
treatment. Other interventions being investigated for the treatment of PPD include
bright light therapy (21) as well as sleep interventions (22). It is difficult to compare
the efficacy of these studies because of differing diagnostic criteria, rating scales
used, and sample populations. Moreover, many of the results are still preliminary
and require replication with larger samples. However, double-blind placebo-
controlled crossover trials of pharmacologic interventions cannot be easily de-
signed because postpartum psychiatric illness can be such a risk to the mother, her
infant, and the family that it may be unethical to include a placebo arm. 

The best evidence for psychotherapy as an effective treatment for postpartum
depression is for interpersonal psychotherapy (IPT); the evidence comes from
three studies, two open trials, and a wait list controlled trial (23–25). Although
IPT reduces depressive symptoms and improves social adjustment, it also in-
volves a time commitment by the new mother and may not be appropriate as
stand-alone treatment for women with severe depressive symptoms. Cognitive-
behavioral therapy (CBT) (14,18A, 26,27), counseling by health nurses (28) or
health visitors (29), peer support (30–32), and partner support (33) have been
shown to be helpful, although randomized controlled trials with larger sample
sizes need to be conducted. If breast-feeding, some women avoid drugs despite
the severity of their depressive symptoms. This is because the long-term effects
of antidepressants on breast-fed infants are unknown. Studies comparing differ-
ent treatment modalities to determine which treatments are most suited to certain
clinical presentations would significantly advance the field, because it is unlikely
that one treatment would be the first choice for all patients. 

Very little published research examines predictors of treatment response in women
with postpartum depression. Hendrick and colleagues, in their retrospective chart re-
view, reported that neither symptoms of depression during pregnancy nor the timing
of a postpartum depression onset (before or after four weeks postpartum) predicted
antidepressant response (18). Subsets of PPD subjects have been reported with psy-
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chomotor retardation, symptoms of anxiety, or obsessive thoughts. It is unknown at
this time if symptom profiles can mediate or predict response to treatment. Moreover,
postpartum depression affects the mother, child, and family unit, and treatment of one
in isolation may be insufficient. The treatment of PPD may eventually require a mul-
tidimensional model with different interventions targeted at mother, infant, or family
unit at different times. Because many disciplines may be involved in the care of a
woman with PPD and her family, it is important to acknowledge that clinicians’
choice of intervention is affected by the theoretical perspective from which they prac-
tice. Although this chapter is written from the medical viewpoint, which is the domi-
nant theoretical perspective currently, a comprehensive treatment plan can include
different points of view with a resultant array of interventions (34).

Postpartum Psychosis 
Postpartum psychosis is relatively rare, with an incidence in the range of 0.1% to
0.2% (8). It is an agitated highly changeable psychosis that typically occurs
within the first two to four weeks postpartum; however, the presentation can be
dramatic with symptom onset within the first 48 to 72 hours following delivery.
Typically, women first appear restless and irritable and show sleep disturbance.
The psychosis evolves rapidly and is characterized by depressed, elated, or labile
mood; disorganized behavior; and delusions or hallucinations, all of which cause
significant dysfunction. The delusions often include beliefs about the infant; au-
ditory hallucinations instructing the mother to harm or kill herself or her baby
have been reported. In contrast to women with nonpsychotic depression, in
whom thoughts of harming the infant are also common (35), women with post-
partum psychosis are more likely to act on their thoughts (36). Although postpar-
tum psychosis is more commonly associated with delirium and confusion than
with affective psychosis, there has been debate about whether postpartum psy-
chosis is a discrete diagnostic entity or a form of bipolar disorder. In a recent re-
view of the literature, it was concluded that not all cases of postpartum psychosis
fall into the bipolar spectrum although substantial evidence for a fundamental
link between the two exists (37). In the DSM-IV-TR, postpartum psychosis is
given as an example of a psychotic disorder not otherwise specified. Given the
close relation with affective disorders, the postpartum onset specifier can be ap-
plied to major depressive disorder, bipolar disorder, or brief psychotic disorder. 

Postpartum psychosis is typically a psychiatric emergency. Aggressive treat-
ment is critical, and hospitalization is usually indicated, especially if there is a
risk of suicide or harm to the infant through neglect, abuse, or infanticide. The
immediate goals include protecting the infant, stabilizing the mother, and subse-
quently helping her with the process of maternal role attainment. Systematic and
empirically derived guidelines in treating this disorder are lacking. Although
treatment is directed at the underlying illness if it is known, short-term treatment
typically includes the use of antipsychotic medication for the acute phase. High-
potency antipsychotics such as haloperidol are generally preferred over low-potency
medication (38). When the psychosis is deemed a manifestation of an underlying
bipolar disorder, treatment with a mood stabilizer or treatment with an atypical
neuroleptic with antimanic properties are options (37). Lithium has most com-
monly been used. Prophylactic lithium immediately following delivery has been
suggested in women who have experienced a previous episode or are known to
have bipolar disorder (39). Prophylactic estrogen treatment has also been found
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effective in two of three small studies (40–42). Electroconvulsive therapy (ECT)
may be the treatment of choice in postpartum psychosis (and severe depression)
when rapid restoration of the patient’s function is paramount. The appropriate du-
ration of pharmacologic treatment has not been well established. Although evi-
dence for systematic empirically derived psychosocial treatments is also lacking,
women often require education about child care as well as instrumental and emo-
tional support from partners, family, friends, and community agencies. Individual
or marital therapy may also be indicated. In addition to the issue of infant expo-
sure to medication, breast-feeding may also not be advisable in women with post-
partum psychosis because of their need for sleep and reduction of their stress
level. Moreover, as described earlier, it has been argued that sleep loss may be
causally linked to the development of postpartum psychosis. 

POSTPARTUM ANXIETY DISORDERS

Postpartum anxiety disorders have only recently received research attention. It
has been suggested that a previous history of an anxiety disorder may be a greater
risk factor for a postpartum depression or anxiety than a history of a depressive
disorder (43). The postpartum time appears to be a period of increased vulnera-
bility for recurrent panic symptoms, although the extent of risk conferred by the
preexisting condition is unknown. Panic disorder can have a variable and compli-
cated course during the postpartum time (44). The symptoms of panic disorder
are typical of those experienced during other life stages. Some women can de-
velop symptoms for the first time postpartum; in a small analysis, 11% of women
reported experiencing panic symptoms for the first time after childbirth (45). The
increased vulnerability to panic symptoms may be related to the abrupt changes
in reproductive hormone concentrations on monoaminergic binding sites or rapid
decline in progesterone levels following delivery. During pregnancy, the elevated
progesterone levels produce hyperventilation and decreased PCO2 levels. The rise
in PCO2 levels following delivery may correspond to the decrease in progesterone
and may thus predispose to panic attacks (46). 

Women with obsessive compulsive disorder are also at increased risk for relapse
postpartum. Although this area has not received much attention, one retrospective
study found up to 29% of women evaluated described symptom worsening fol-
lowing childbirth (47). Postpartum onset of OCD has also been described, and in
one study, 8 of 16 patients reported symptom onset following childbirth (48).
Features include a rapid escalation of obsessions related to harming the baby and
heightened anxiety; mothers typically become avoidant of their infants. Symptom
onset is usually within the first six weeks postpartum and women go on to de-
velop panic attacks and depression. A high rate of relapse following subsequent
pregnancies has been reported (49). 

Recent studies have investigated the possibility of development of post-traumatic
stress disorder (PTSD) following traumatic labor; rates ranging from 1.7% to 6%
have been reported (50,51). In keeping with the recent emphasis on the presence
of postpartum anxiety symptoms, the results of a recent community-based study
suggest generalized anxiety disorder is even more prevalent than postpartum de-
pression; the small sample size of this study, however, precludes definitive con-
clusions (52). No doubt, treatment for anxiety disorders during the postpartum
will soon receive more research attention; to date, these disorders are believed to
respond to the same interventions used at other life stages. 
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LACTATION ISSUES

Breast-feeding has been promoted as the best source of infant nutrition and as a
result, many pregnant women plan to nurse in North America. However, breast-
feeding requires a significant adjustment by the mother in the postpartum period
and is a skill that must be acquired. The process can be impeded if the infant has
a poor “latch” on the nipple, for example, or by nipple irritation, cracks, or fis-
sures, which can lead to mastitis and further anxiety around feedings. Postpartum
psychiatric illness can also impede the process not only because it may be more
difficult to acquire the requisite skill but also because of concerns that psy-
chotropic medications may affect the infant through the breast milk. Reviews on
this topic have concluded that all psychotropic medications investigated are ex-
creted into breast milk, and thus the infant is always exposed to some amount of
the drug the nursing mother is taking (53). Most of the data available are for anti-
depressants, especially of the selective serotonin reuptake inhibitor (SSRI) class.
Drugs that are found in the breast-feeding infant at a concentration of less than
10% of that in mother’s plasma generally are felt to be safe for the infant, and
most studies have found that most SSRIs meet this criterion. Mood stabilizers
and antipsychotics are not as benign. Lithium was contraindicated during lacta-
tion, but now the American Academy of Pediatrics has changed its classification
to “should be given to nursing mothers with caution” (54). Use of valproic acid
and carbamazepine during breast-feeding can be safe, although the data mostly
come from the epilepsy literature. The use of lamotrigine is not compatible with
breast-feeding (55), and antipsychotic (both typical and atypical) use has not
been advised (56). No information is available to date on the use of gabapentin
and topiramate. A thorough risk:benefit assessment needs to be conducted for
each woman, and her partner should be involved in the decision-making process.
The consequences of untreated maternal psychiatric illness, previous psychiatric
history, and treatment response also need to be taken into account. Minimizing
simultaneous exposure of the infant to maternal mental illness and medication
should be a goal. Despite the fact that data with the SSRIs indicate that adverse
events are limited in the short term, data on the long-term effects of psychotropic
exposure through lactation are lacking. 

IMPACT ON CHILD OUTCOME

Maternal psychiatric illness affects not only the mother but also the mother–infant
dyad, thus directly affecting both the infant’s immediate well-being and longer-
term growth and development. Most of the research on maternal mental illness
has been conducted on depressed mothers and has demonstrated deleterious ef-
fects on mother–infant attachment, infant cognitive competence, and child devel-
opment and behavior. Depressed mothers perceive their infants more negatively
and as more difficult to care for (57). Infants as young as 6 weeks old respond
with distress and avoidance to disrupted maternal communication (58). Martins
and Gaffin, following a meta-analysis of seven studies on the effects of maternal
depression on mother–infant attachment in children less than 3 years old, found
the infants of depressed mothers displayed significantly reduced likelihood of se-
cure attachment and increased likelihood of avoidant and disorganized attach-
ment (59). Further, childhood behavioral disturbance has been associated with
PPD at five-year follow-up (60). In terms of cognitive effects, 18-month-old in-
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fants of mothers who had postpartum depression were found to perform signifi-
cantly less well on cognitive tasks than infants of mothers in a control group (58).
Although preliminary, PPD may also have an impact on child physical develop-
ment: infants of mothers with PPD were found to be significantly more under-
weight and shorter than infants of mothers who were controls (61). It is not
known if the effects of maternal depression are long-standing, but recently al-
tered cortisol levels have been reported in 13-year-old adolescents whose moth-
ers had PPD (62). The presence of other variables, such as neonatal risk factors,
may potentiate the effects of maternal psychiatric illness, but this remains to be
investigated. 

The research that does exist on the effects of maternal anxiety disorders on in-
fants also supports detrimental developmental effects. Children of mothers with
anxiety disorders have been found to have increased rates of psychiatric difficul-
ties, behavioral inhibition, and insecure attachment (63,64). Extended longitudi-
nal studies are needed to confirm these findings. 

Most of the studies evaluating the impact of maternal depression and anxiety
on infant functioning have not explored the impact of treatment. For example, the
chronicity of a mother’s depression may determine the effect on the infant. In
mothers who recovered within six months postpartum, the depressive behavior in
the infants also remitted, and their development was normal at one year (65).
However, Murray and colleagues, following their controlled trial comparing rou-
tine primary care, nondirective counseling, CBT, or brief psychodynamic ther-
apy, found that although psychological treatments had significant benefit to the
mother–infant relationship and infant behavioral problems in the short term, the
treatments had no significant impact on infant cognitive development or child
outcome at age 5 years and suggest that more prolonged intervention may be
needed (66). More research is required to delineate the extent to which treatment
can ameliorate the aforementioned effects. Early and prolonged intervention for
both the mother and infant may be able to limit or even prevent detrimental ef-
fects. 

Maternal psychiatric illness not only interferes with optimal mothering and
provision of adequate care to the infant, it can lead to neonaticide (murder of the
infant within 24 hours following its birth) or filicide (murder of a child after 24
hours following its birth by the parent), especially if left untreated. Psychiatric
morbidity is a risk factor for filicide although most women with mental illness do
not harm their children. Estimating accurate incidence rates has proven difficult
because most cases are purportedly not discovered (67). Regardless, infants of
mothers with PPD are at risk through neglect, lack of judgment, accident, or di-
rect homicidal act. 

CULTURAL CONSIDERATIONS

It has been hypothesized that PPD may represent a “culture-bound syndrome”
found in Western societies, and a number of explanations have been proposed to
explain the phenomenon (68). In Canada, mother and infant are discharged very
soon after delivery usually to an isolated environment without extended family;
typically there is no provision for help at home during the first few weeks after
birth. In contrast, cross-cultural studies of non-Western societies found that high
levels of community and family support are activated by childbirth (2). In this
way, education, social support, child care services, and social recognition of the
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new life stage are ensured. Cultural patterns may facilitate the prevention or mask
the experience of negative emotional states (68), although more research is
needed into the relationship of childbearing rituals to postpartum adaptation and
its relation to psychiatric illness. The ideology of motherhood in Western society,
which idealizes the exclusive care of the infant by the mother, may be important
in the development of postpartum psychiatric difficulties. More traditional soci-
eties share infant care among relatives. Role conflict has been implicated in the
development of postpartum psychiatric difficulties (68). It has also been argued
the medicalization of childbirth by Western societies may also be an important
factor because it may interfere with individualized sensitive care of the mother
(69). Indeed, lower rates of postpartum psychiatric disorders have been reported
in non-Western societies, although methodologic issues have hindered the inter-
pretation of accurate incidence rates. 

Results from cross-cultural studies comparing postpartum depression, how-
ever, have found similar rates across cultures. For example, recently Affonso and
colleagues found Asian and South American women to have higher rates of de-
pressive symptoms than European and American women, challenging the notion
that PPD is most common among Western women (70). Others have also found
similar rates in Western and non-Western countries (71) although what has been
labeled PPD in Western society is not always viewed as an illness by non-
Western societies (72). More research is needed on the global perspective of post-
partum psychiatric disorders. Limiting factors include the cultural differences in
the presentation of psychiatric illness, which render common assessment instru-
ments inappropriate. The development of a body of cross-cultural comparative
research, however, may rest on the development of uniform diagnostic criteria
and diagnostic instruments. 

IMPACT OF LIFE-CYCLE STAGE AND CHALLENGES

Robinson and Stewart argue that with the birth of a new child, the family system
needs to be reorganized; many couples at this time revert to traditional roles (1).
As a result, the woman accepts the larger share of parenting tasks. This transition
may be easier for women who decide to have children earlier in life and not work
outside the home. Women who have focused on their careers often delay child-
bearing, and, undoubtedly, the new maternal role impacts on previous career
strivings, although to date this notion has not been systematically investigated.
Employed mothers have reported stresses such as feelings of inadequate energy,
time, and resources; unrealistic expectations; guilt about their infants’ needs;
anger and resentment; and unmet personal needs (73). Research is needed into
the role of such factors in the development of postpartum psychiatric illness. The
recruitment of other caregivers either in the home or at a daycare center impacts
the mother’s adjustment; whether such arrangements mediate the effects of ma-
ternal postpartum psychiatric illness on the infant needs study. 

Postpartum psychiatric illness can significantly impair the developmental task
of parenthood. Mothers may have difficulty attaining the maternal role and caring
for the new child. For example, mothers with postpartum depression report diffi-
culties in managing their infant’s crying and other demands. Research into the fa-
ther’s role in postpartum psychiatric illness remains rudimentary. Although it is
known that marital discord is an important variable in the development of post-
partum depression, it is not known if the father can help mitigate the negative im-
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pact of maternal postpartum illness on both the mother and infant. Many coun-
tries are experimenting with different options for parental leave from work fol-
lowing childbirth. It is not known what impact extended paternity leave will have
on maternal psychiatric illness. Although there is some evidence of paternal psy-
chiatric illness in reaction to maternal postpartum depression, it has not been well
studied (74). Recruitment of an ill partner in the treatment plan of the mother
would be plagued by difficulty at the outset. Undoubtedly, paternal postnatal psy-
chiatric illness would add to the adverse impact of maternal illness on parenting
tasks, further stress the family unit, and affect the psychological development of
the child, although research into this is lacking. 

CONCLUSIONS

The postpartum time is unique, with multiple neuroendocrine and psychosocial
challenges for the mother. It is not a period of happiness and satisfaction for all
women, and ironically it is at this time, when women suppress their own needs
relative to those of the new infant, that they are at special risk for illness. The
public health impact of postpartum psychiatric disorders is substantial. Although
research in the area has received more attention recently and is evolving rapidly,
unfortunate high-profile cases in the media involving filicide or suicide in post-
partum depressed mothers have also raised public awareness. Much work needs
to be done. This chapter has highlighted emerging concepts that can further ad-
vance knowledge and the focus of future investigations. Despite the debate on
whether or not postpartum psychiatric disorders are distinct entities, these disor-
ders do need to be investigated separately. Their consequences have a wide im-
pact, and they pose unique challenges such as safety of the infant and mother, the
risk of toxicity to the breast-fed infant, and time constraints on the mother’s avail-
ability for treatment. Research has begun to focus on interventions, and postpar-
tum treatment is an emerging standard of care. Nonetheless, women coming for
treatment continue to face the dilemma that there is a serious lack of evidence to
guide clinicians on therapies for postpartum disorders. Although beyond the
scope of this chapter, work is also needed to accurately identify women at risk for
onset or relapse of illness and to identify strategies for prevention. Clearly, atten-
tion needs to be paid to all aspects of the postpartum period. This is best ad-
dressed by a multidimensional approach to etiology and treatment. 

REFERENCES
1. Robinson GE, Stewart DE. Postpartum disorders. In: Stotland NL, Stewart DE, eds. Psychologi-

cal Aspects of Women’s Healthcare. The Interface Between Psychiatry and Obstetrics and Gyne-
cology. 2nd Ed. Washington, DC: American Psychiatric Press, 2001:117–139. 

2. Cox JL. Childbirth as a life event: sociocultural aspects of postnatal depression. Acta Psychiatr
Scand 1988;344:S75–S83. 

3. Whiffen VE. Is postpartum depression a distinctive diagnosis? Clin Psychol Rev 1992;12:485–508.
4. Bloch M, Daly RC, Rubinow DR. Endocrine factors in the etiology of postpartum depression.

Compr Psychiatry 2003;44:234–246.
5. Bloch M, Schmidt PJ, Danaceau M, et al. Effects of gonadal steroids in women with a history of

postpartum depression. Am J Psychiatry 2000;157:924–930.
6. Sharma V, Mazmanian D. Sleep loss and postpartum psychosis. Bipolar Disord 2003;5:98–105. 
7. O’Hara MW, Schlechte JA, Lewis DA, et al. Prospective study of postpartum blues: biologic and

psychosocial factors. Arch Gen Psychiatry 1991;48:801–806.
8. Nonacs R, Cohen LS. Postpartum psychiatric syndromes. In: Sadock B, Sadock V, eds. Compre-

hensive Textbook of Psychiatry. 7th Ed. Philadelphia: Lippincott Williams & Wilkins, 2000:
1276–1283.

Postpartum and Its Mental Health Problems 293

4700_LWW/Romans_ch20pp283-296  02/22/05  11:05 AM  Page 293

www.ebook3000.com

http://www.ebook3000.org


9. O’Hara MW, Swain AM. Rates and risk of postpartum depression: a meta-analysis. Int Rev Psy-
chiatry 1996;8:37–54.

10. O’Hara MW. Social support, life events and depression during pregnancy and the puerperium.
Arch Gen Psychiatry 1991;43:569–573.

11. Robertson E, Celasun N, Stewart DE. Risk factors for postpartum depression. In: Stewart DE,
Robertson E, Dennis CL, et al., eds. Postpartum depression: literature review of risk factors and
interventions. Report for Toronto Public Health. Toronto: University Health Network and Toronto
Public Health, 2003:9–70.

12. Cox JL, Murray D, Chapman C. A controlled study of the onset duration and prevalence of post-
natal depression. Br J Psychiatry 1993;163:27.

13. Cooper PJ, Campbell EA, Day A, et al. Non-psychotic psychiatric disorder after childbirth: a
prospective study of prevalence, incidence, course and nature. Br J Psychiatry 1988;152:799–806. 

14. Appleby L, Warner R, Whitton A, et al. A controlled study of fluoxetine and cognitive-behavioural
counselling in the treatment of postnatal depression. Br Med J 1997;314:932–936.

15. Stowe ZN, Casarella J, Landry J, et al. Sertraline in the treatment of women with postpartum
major depression. Depression 1995;3:49–55.

16. Cohen LS, Viguera AC, Bouffard SM, et al. Venlafaxine in the treatment of postpartum depres-
sion. J Clin Psychiatry 2001;62:592–596.

17. Roy A, Cole K, Goldman Z, et al. Fluoxetine treatment of postpartum depression. Am J Psychia-
try 1993;150:1273.

18. Hendrick V, Altshuler L, Strouse T, et al. Postpartum and nonpostpartum depression: differences
in presentation and response to pharmacologic treatment. Depress Anxiety 2000;11:66–72.

18A. Misri S, Reeby P, Corral M, Milis L. The use of paroxetine and cognitive-behavorial therapy in
postpartum depression and anxiety: A randomized controlled trial. J Clin Psychiatry 2004;
65:1236–1241.

19. Ahokas A, Kaukoranta J, Wahlbeck K, et al. Estrogen deficiency in severe postpartum depres-
sion: successful treatment with sublingual physiologic 17beta-estradiol: a preliminary study.
J Clin Psychiatry 2001;62:332–336.

20. Gregoire AJ, Kumar R, Everitt B, et al. Transdermal oestrogen for treatment of severe postnatal
depression. Lancet 1996;347(9006):930–933.

21. Corral M, Kuan A, Kostaras D. Bright light therapy’s effect on postpartum depression. Am J
Psychiatry 2000;157:303–304.

22. Parry BL, Curran ML, Stuenkel CA, et al. Can critically timed sleep deprivation be useful in
pregnancy and postpartum depressions? J Affect Disord 2000;60:201–212.

23. Klier C, Muzik M, Rosenblum KL, et al. Interpersonal psychotherapy adapted for the group
setting in the treatment of postpartum depression. J Psychother Prac Res 2001;10:124–131.

24. Stuart S, O’Hara MW. Treatment of postpartum depression with interpersonal psychotherapy.
Arch Gen Psychiatry 1995;52:75–76.

25. O’Hara MW, Stuart S, Gorman LL, et al. Efficacy of interpersonal psychotherapy for postpartum
depression. Arch Gen Psychiatry 2000;57:1039–1045.

26. Chabrol H, Teissedre F, Saint-Jean M, et al. Prevention and treatment of post-partum depression:
a controlled randomized study on women at risk. Psychol Med 2002;32:1039–1047.

27. Meager I, Milgrom J. Group treatment for postpartum depression: a pilot study. Aust NZ J
Psychiatry 1996;30:852–860.

28. Wickberg B, Hwang CP. Counselling of postnatal depression: a controlled study on a population
based Swedish sample. J Affect Disord 1996;39:209–216.

29. Holden JM, Sagovsky R, Cox JL. Counselling in a general practice setting: controlled study of
health visitor intervention in treatment of postnatal depression. Br Med J 1989;298:223–226.

30. Chen CH, Tseng YF, Chou FH, et al. Effects of support group intervention in postnatally
distressed women: a controlled study in Taiwan. J Psychosom Res 2000;49:395–399.

31. Morgan M, Matthey S, Barnett B, et al. A group programme for postnatally distressed women
and their partners. J Adv Nurs 1997;26:913–920.

32. Dennis CL. The effect of peer support on postpartum depression: a pilot randomized controlled
trial. Can J Psychiatry 2003;48:115–124.

33. Misri S, Kostaras X, Fox D, et al. The impact of partner support in the treatment of postpartum
depression. Can J Psychiatry 2000;45:554–558.

34. Beck CT. Theoretical perspectives of postpartum depression and their treatment implications.
MCN Am J Matern Child Nurs 2002;27:282–287. 

35. Jennings KD, Ross R, Popper S, et al. Thoughts of harming infants in depressed and
nondepressed mothers. J Affect Disord 1999;54:21–28. 

36. Attia E, Downey J, Oberman M. Postpartum psychosis. In: Miller LJ, ed. Postpartum Mood
Disorders. Washington, DC: American Psychiatric Press, 1999:99–117.

37. Chaudron LH, Pies RW. The relationship between postpartum psychosis and bipolar disorder: a
review. J Clin Psychiatry 2003;64:1284–1292. 

38. Altshuler LL, Cohen LS, Moline ML, et al. The Expert Consensus Guideline Series. Treatment of
depression in women. Postgrad Med 2001;(Spec No):1–107.

294 SECTION V ● Reproduction 

4700_LWW/Romans_ch20pp283-296  02/22/05  11:05 AM  Page 294



39. Stewart DE, Klompenhouwer JL, Kendell RE, et al. Prophylactic lithium in puerperal psychosis:
the experience of three centres. Br J Psychiatry 1991;158:393–397.

40. Ahokas A, Aito M, Rimon R. Positive treatment effect of estradiol in postpartum psychosis: a
pilot study. J Clin Psychiatry 2000;61:166–169.

41. Sichel DA, Cohen LS, Robertson LM, et al. Prophylactic estrogen in recurrent postpartum
affective disorder. Biol Psychiatry 1995;38:814–818.

42. Kumar C, McIvor RJ, Davies T, et al. Estrogen administration does not reduce the rate of
recurrence of affective psychosis after childbirth. J Clin Psychiatry 2003;64:112–118. 

43. Matthey S, Barnett B, Howie P, et al. Diagnosing postpartum depression in mothers and fathers:
whatever happened to anxiety? J Affect Disord 2003;74:139–147. 

44. Cohen LS, Sichel DA, Dimmock JA, et al. Postpartum course in women with preexisting panic
disorder. J Clin Psychiatry 1994;55:289–292.

45. Sholomskas DE, Wickamaratne PJ, Dogolo L, et al. Postpartum onset of panic disorder: a
coincidental event? J Clin Psychiatry 1993;54:476–480.

46. Klein DF, Skrobala AM, Garfinkel RS. Preliminary look at the effects of pregnancy on the course
of panic disorder. Anxiety 1994–1995;1:227–232. 

47. Williams KE, Koran LM. Obsessive-compulsive disorder in pregnancy, the puerperium, and the
premenstruum. J Clin Psychiatry 1997;58:330–334.

48. Maina G, Albert U, Bogetto F, et al. Recent life events and obsessive-compulsive disorder
(OCD): the role of pregnancy/delivery. Psychiatry Res 1999;89:49–58.

49. Sichel DA, Cohen LS, Rosenbaum JF, et al. Postpartum onset of obsessive-compulsive disorder.
Psychosomatics 1993;34:277–279.

50. Wijma K, Soderquist J, Wijma B. Posttraumatic stress disorder after childbirth: a cross sectional
study. J Anxiety Disord 1997;11:587–597.

51. Creedy DK, Shochet IM, Horsfall J. Childbirth and the development of acute trauma symptoms:
incidence and contributing factors. Birth 2000;27:104–111.

52. Wenzel A, Haugen EN, Jackson LC. Prevalence of generalized anxiety at eight weeks
postpartum. Arch Women Ment Health 2003;6:43–49.

53. Stowe Z, Llewellyn A, Hostetter A, et al. The use of psychiatric medication during breast-
feeding. In: Steiner M, Yonkers KA, Ericksson E, eds. Mood Disorders in Women. London:
Martin Dunitz, 2000:329–351. 

54. American Academy of Pediatrics Committee on Drugs. Transfer of drugs and other chemicals
into human milk. Pediatrics 2001;108:776–789. 

55. Chaudron LH, Jefferson JW. Mood stabilizers during breastfeeding: a review. J Clin Psychiatry
2000;61:79–90. 

56. Patton SW, Misri S, Corral MR, et al. Antipsychotic medication during pregnancy and lactation
in women with schizophrenia: evaluating the risk. Can J Psychiatry 2002;7:959–965. 

57. Murray L, Cooper PJ. The impact of postpartum depression on child development. Int Rev
Psychiatry 1996;8:55–63.

58. Murray L. The impact of postnatal depression in infant development. J Child Psychol Psychiatry
1992;33:543–561. 

59. Martins C, Gaffin EA. Effects of early maternal depression on patterns of infant–mother
attachment: a meta-analytic investigation. J Child Psychol Psychiatry 2000;41:737–746.

60. Sinclair D, Murray L. Effects of postnatal depression on children’s adjustment to school:
teacher’s reports. Br J Psychiatry 1998;17:58–63.

61. Patel V, DeSouza N, Rodrigues M. Postnatal depression and infant growth and development in
low income countries: a cohort study from Goa India. Arch Dis Child 2003;88:34–37. 

62. Halligan SL, Herbert J, Goodyer IM, et al. Exposure to postnatal depression predicts elevated
cortisol in adolescent offspring. Biol Psychiatry 2004;55:376–381. 

63. Weissman MM, Leckman JF, Merikangas KR, et al. Depression and anxiety disorder in parents
and children: results from the Yale Family Study. Arch Gen Psychiatry 1984;41:845–852.

64. Manassis K, Bradley S, Goldberg S, et al. Attachment in mothers with anxiety disorders and their
children. J Am Acad Child Adolesc Psychiatry 1994;33:1106–1113.

65. Field T. Infants of depressed mothers. Infant Behav Dev 1995;18:1–13.
66. Murray L, Cooper PJ, Wilson A, et al. Controlled trial of the short- and long-term effect of

psychological treatment of postpartum depression. Br J Psychiatry 2003;182:420–427. 
67. Craig M. Perinatal risk factors for neonaticide and infant homicide: can we identify those at risk?

J Roy Soc Med 2004;97:57–61. 
68. Stern G, Kruckman L. Multidisciplinary perspective on postpartum depression: an anthropologi-

cal critique. Soc Sci Med 1983;17:1027–1041.
69. Hayes MJ, Roberts S, Davare A. Transactional conflict between psychology and culture in the

etiology of postpartum depression. Med Hypotheses 2000;54:7–17.
70. Affonso DD, De AK, Horowitz JA, et al. An international study exploring levels of postpartum

depressive symptomatology. J Psychosom Res 2000;49:207–216.
71. Thorpe KJ, Dragonas T, Golding J, et al. The effects of psychological factors on the mother’s

emotional well-being during parenthood: a cross sectional study of Britain and Greece. J Reprod
Infant Psychol 1992;10:205–217.

Postpartum and Its Mental Health Problems 295

4700_LWW/Romans_ch20pp283-296  02/22/05  11:05 AM  Page 295

www.ebook3000.com

http://www.ebook3000.org


72. Oates MR, Cox JL, Neema S, et al. Postnatal depression across countries and cultures: a qualita-
tive study. Br J Psychiatry 2004;184(Suppl 46):s10–16. 

73. Hall W. Comparison of the experience of women and men in dual-earner families following the
birth of their first infant. Image 1992;24:33–38. 

74. Zelkowitz P, Milet TH. The course of postpartum psychiatric disorders in women and their
partners. J Nerv Ment Dis 2001;189:575–582. 

SUGGESTED READINGS
Appleby L, Warner R, Whitton A, et al. A controlled study of fluoxetine and cognitive-behavioural

counselling in the treatment of postnatal depression. Br Med J 1997;314:932–936.
Chaudron LH, Pies RW. The relationship between postpartum psychosis and bipolar disorder: a

review. J Clin Psychiatry 2003;64:1284–1292. 
Martins C, Gaffin EA. Effects of early maternal depression on patterns of infant–mother attachment: a

meta-analytic investigation. J Child Psychol Psychiatry 2000;41:737–746. 
Murray L, Cooper PJ, Wilson A, et al. Controlled trial of the short- and long-term effect of psycho-

logical treatment of postpartum depression. Br J Psychiatry 2003;182:420–427. 
Riecher-Rossler A, Hofecker Fallahpour M. Postpartum depression: do we still need this diagnostic

term? Acta Psychiatr Scand Suppl 2003;418:51–56.

296 SECTION V ● Reproduction 

4700_LWW/Romans_ch20pp283-296  02/22/05  11:05 AM  Page 296



297

CHAPTER 21

Menopause and
Mental Health 

Donna E. Stewart, Mona J. Khalid

“We did not change as we grew older; we just became more clearly ourselves”
(1). Menopause is a normal life stage characterized by major changes in hormone se-
cretion, reproductive status, bodily appearance, and sexuality in a psychosocial, cul-
tural, and economic context (2). The transition to menopause happens over a course of
several years for most women. The majority experience little or no psychological diffi-
culty, but during this time a small subset of women appear more vulnerable to new or
recurrent psychological problems, including depression, anxiety, and psychosis. How-
ever, the fact that some women experience difficulties should not overshadow the fact
that many women welcome the cessation of menstruation and the end of the risk of un-
wanted pregnancies. Increasingly, women at midlife enjoy the opportunity to return to
education, further establish their careers, or develop new interests. 

THE CONTEXT OF LIFE AT MENOPAUSE

For many women, the onset of menopause signals the beginning of aging. It is at
this time of life that many women begin to notice changes in their physical ap-
pearance and may develop minor health problems. It is also a time when children
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may be leaving home, partners may be thinking about retirement, and the women’s
own work situation may be changing. A woman’s experience of menopause is
shaped by the psychological, social, and cultural context in which she lives (3).
The woman whose partner leaves her or who develops health problems during
midlife will clearly view the menopause very differently than will the healthy, ac-
tive woman who gets a job promotion. Women who had hoped for children now
realize they will never have any. Many women at midlife also join the “sandwich
generation,” who are responsible simultaneously for child rearing and for the care
of aging parents. Caring for sick relatives may especially burden women at risk
for depressive and anxiety symptoms and may rob them of their autonomy and
ability to care for themselves (although some women feel enriched and empow-
ered by their caregiving roles) (4). Women also may be affected by the ill health
of their spouses or friends, and those women entering retirement may face a
marked decrease in standard of living. 

In North America and Europe, women are also affected by the substantial dif-
ference between the way society views middle-aged women and the way it views
middle-aged men. Too often women of this age group are seen as being “over the
hill,” while men of a similar age are seen as “mature,” “experienced,” and at the
peak of their prowess (5). These perceptions have obvious repercussions in the
workplace.

Perceptions and symptoms of women at midlife also vary across cultures. In
some cultures women gain respect and support as they age; in others they are
marginalized. It is well known that women in Japan experience few menopausal
symptoms, while many women in North America experience severe vasomotor
symptoms. Body image concerns are common at midlife. New wrinkles appear,
abdominal obesity is common, and fitness may decline. Arthritis may appear, and
physiologic breast atrophy and hot flashes announce to the woman, and some-
times her associates, that menopause has arrived. 

Changes in sexuality also occur at midlife. Reduced libido, thinning and dry-
ing of the vaginal lining as a result of decreasing estrogen levels, and societal at-
titudes toward midlife women’s sexuality may all play a role. (See Chapter 15 of
this book, on women’s sexuality and sexual disorders.) Several studies have
found that the partner’s sexual health is probably the strongest determinant of
women’s sexual activity, particularly if sexual activity is solely defined as pene-
trative vaginal intercourse. It is too easy to attribute all the changes at this time of
life to hormonal fluctuations rather than looking at the woman’s relationship with
her partner and their total life context.

Factors known to influence the health of women as they age include educa-
tion, socioeconomic status, gender-based division of domestic chores, abuse, vio-
lence, access to health care, and paid employment (6). Women more often work
in informal sectors, as part-time workers, or in family businesses where they are
less likely to be protected by pension plans, health insurance, and other benefits.
Cognitive abilities greatly affect women’s quality of life. Early symptoms of for-
getfulness as a symptom of benign aging may begin in the postmenopausal pe-
riod and lead to anxieties about incipient Alzheimer disease or other dementias.
The fact that most women age well and remain cognitively intact is often over-
looked. 

During the last five years, public interest in menopause has increased enor-
mously. Wholesale advocacy of hormone replacement therapy was shattered in
2002 when the Women’s Health Initiative published the unexpected negative out-
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comes of its investigations, which threw both women and their physicians into
uncertainty about the best medical management of menopause (7). 

PHYSIOLOGY OF PERIMENOPAUSE AND MENOPAUSE

The average age of menopause in North American and European women is 51.3
years, but 1% of women have a premature menopause before the age of 40.
Women who are smokers and those who have been diagnosed with depression are
likely to have an earlier age of onset of menopause (8). Menopause is defined as
12 consecutive months of amenorrhea, and it is diagnosed retrospectively. Well
before menopause, however, most women begin to experience symptoms of the
transition, a phase termed perimenopause. As ovarian function declines, follicle-
stimulating hormone (FSH) concentration rises in an attempt to stimulate resist-
ant ovarian follicles. Luteinizing hormone (LH) and inhibin B also decrease, and
when all ovarian follicles have been depleted, the ovary stops producing signifi-
cant amounts of estrogen. Because there is no further corpus luteum formation,
progesterone secretion also stops. Elevated FSH and LH concentrations may be
used to confirm the diagnosis of perimenopause, but such measurements are
often unreliable because fluctuations are common. Menstrual cycles may become
irregular, longer, and often heavier (9). Episodes of amenorrhea and vasomotor
symptoms such as hot flashes may be experienced. It is during perimenopause
that women experience most of the physiologic symptoms described in the next
section and may be more prone to psychological symptoms. 

The Massachusetts Women’s Health Study and the Study of Women’s Health
Across the Nation (SWAN) found that the perimenopausal transition usually
began about four years before the cessation of menstrual periods. Previous stud-
ies have shown that mean serum sex hormone–binding globulin decreases by
43% from four years before and two years after the final menstrual period (10). 

With the onset of menopause, the ovarian production of estradiol, proges-
terone, and testosterone almost ceases. Changes occur in the amount of total
estrogen as 17�-estradiol decreases and estrone, a less active form of estrogen
(resulting from the conversion of testosterone and androstenedione by the en-
zyme aromatase), becomes the predominant estrogen after menopause (11). De-
clining estrogen levels are considered responsible for most of the symptoms 
discussed in the next section. 

SYMPTOMS OF PERIMENOPAUSE 

VASOMOTOR SYMPTOMS

Vasomotor symptoms, including hot flashes, night sweats, and sometimes feelings
of faintness, accompanied by palpitations and dizziness, are the commonest symp-
toms experienced in perimenopause. Severe vasomotor symptoms may disrupt
sleep and be distracting and a source of embarrassment during waking hours (12). 

The etiology of hot flashes is still incompletely understood, but it is likely that
changes in the thermoregulatory set points located in the anterior portion of the
hypothalamus are most likely responsible (13). A small increase in core body
temperature precipitates a hot flash in symptomatic women. Many women expe-
rience sweating, which may be profuse, at the start of a hot flash. Heart rate, skin
blood flow, and temperature increase during hot flashes, which may last from
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several seconds to a few minutes. The average hot flash lasts about four minutes
(14). Women often respond to the increase in core body temperature by attempt-
ing to cool down through sweating, vasodilatation, and behavioral changes (such
as removing clothing). Once these cooling mechanisms return the core body tem-
perature to normal, the hot flash terminates. Although the precise role of estrogen
in the etiology of hot flashes is unknown, estrogen therapy effectively alleviates
them. 

The frequency of hot flashes and the way in which they are experienced within
and among individual women vary tremendously (15). Although they may occur
spontaneously without obvious precipitants, they can also be triggered by stress,
heat, exercise, hot drinks, caffeine, and alcohol in some women (15). Approxi-
mately 20% of North American menopausal women never experience hot flashes
or night sweats (16). Although 20% experience hot flashes for four years or
longer, clinical experience suggests that many women have flashes for a longer
time. Approximately 70% of women reported that they were not bothered by
their hot flashes, while another 30% consulted a physician for treatment, usually
because hot flashes or night sweats were frequent, severe, or embarrassing. 

The Study of Women’s Health Across the Nation (SWAN) investigated many
factors associated with menopause in American women. Participating in this
study between 1995 and 1997 were 14,906 women between the ages of 40 and 55
from seven regions across the United States. Over 12,000 of these women re-
ported hot flashes and night sweats. Vasomotor symptoms were more frequent
among African American women (45.5%), Hispanic women (35.4%), and Cau-
casian (31.2%) and less common among those of Asian ancestry (20.5%). The
duration of the vasomotor symptoms for the majority of women in other studies
was less than seven years (60.0%), but 15% reported symptoms for more than 15
years (8). It is vital to understand that more than estrogen levels determine vaso-
motor phenomena. Stressful contexts, cultural norms, and psychosocial factors
appear to moderate both the experience and reporting of hot flashes (17). 

Insomnia caused by hot flashes is one of the primary reasons women seek
medical care and estrogen therapy during the menopausal transition (15). Estro-
gen therapy rapidly reduces the frequency and severity of hot flashes, improves
sleep, and may reduce the frequency of other perimenopausal symptoms such as
joint stiffness and aches, fatigue, and transient memory disturbances. 

MENSTRUAL AND BODY CHANGES

Irregular menstrual bleeding is a hallmark of perimenopause. Menstrual periods
may become irregular; intramenstrual spotting may occur; menstrual periods may
be excessive and prolonged; or there may be intervals without periods. These ef-
fects may vary from cycle to cycle and may be unpredictable. 

Breast tissue undergoes involution at menopause and becomes less glandular,
less dense, and more fatty. This process results in less firmness in the breast and
may cause sagging or a change in shape. Some women complain of intermittent
breast tenderness during perimenopause. 

Skin changes occur primarily in the collagen layer and may result in thinning
and more wrinkling. Atrophy of the vaginal mucosa results in less lubrication,
which may cause discomfort during intercourse. The labia majora decline in size,
and pubic hair may become sparse. Thinning of the urethral and bladder lining
may result in more frequent lower urinary tract infections.
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Cognitive and affective symptoms may also occur in perimenopause and
menopause and will be discussed later following the section on the effect of re-
productive hormones on the central nervous system. 

EFFECT OF REPRODUCTIVE HORMONES
ON THE CNS DURING MENOPAUSE

Estrogen receptors occur in most cells in the body but are particularly numerous
in the brain, breast, and the urogenital system. The occurrence of abrupt hor-
monal changes, especially in estrogen, during the perimenopause has effects on
many organ systems. It is not fully understood how estrogen works in the brain,
but estrogen � and � receptors are particularly active in the medial amygdala,
hippocampus, and limbic systems—the same areas that are so salient for emo-
tions. Estrogens act through nuclear receptors as transcription factors by binding
as dimers to specific response elements in DNA and regulating the expression of
targeted genes. Estrogens may rapidly up-regulate or down-regulate the excitabil-
ity of neurons and may exert an agonistic effect on serotonergic activity by in-
creasing the number of serotonergic receptors, the uptake of the neurotransmitter,
and the synthesis of serotonin (18). Accordingly, it is not surprising that rapid
changes of estrogen during perimenopause may result in affective perturbations
in some women. 

Progesterone receptors are also found in the limbic system and hypothalamus
(19). Progesterones may act as hypnotics and anxiolytics and also may have a
negative effect on mood, resulting in dysphoria and irritability (20). Women who
are prescribed progesterone (progestins) as a part of hormone therapy to prevent
the increased risk of endometrial carcinoma incurred by unopposed estrogen fre-
quently report negative mood symptoms during the interval they are taking pro-
gestins.

Testosterone and all other androgens decrease significantly with aging. Pro-
duced by the adrenal glands and ovaries, androgens include dehydroepiandro-
sterone (DHEA) and dehydroepiandrosterone sulfate (DHEAS). Plasma testos-
terone levels appear to correlate with women’s sexual drive, and lower
testosterone levels during perimenopause may lead to a lack of sexual desire and
interest. Studies have explored the clinical utility of exogenous testosterone in
enhancing libido, sexual response, and mood (21). The side effects of this treat-
ment may include acne, hirsutism, and deepening of the voice as well as in-
creased risk of cardiovascular disease. Although exogenous testosterone is cur-
rently a popular treatment, the effects of its long-term use in women have not
been studied sufficiently. 

DHEA and DHEAS may have a positive effect on mood, and women with
higher levels may be less likely to experience depressive symptoms (22). Contin-
uing studies are exploring the use of DHEA for depression in menopausal women
(23).

Selective estrogen receptor modulators (SERMs) are synthetic compounds
that act as estrogen agonists or antagonists on selected organs (24). Although ta-
moxifen and raloxifene are the only ones currently available for clinical use, nu-
merous SERMs are currently being investigated for their ability to target specific
organs and to avoid others. These new chemicals represent an exciting area for
future research, but it is not currently possible to determine their full effects on
the central nervous system or in the modulation of mood or cognition. 
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A variety of other substances with potential therapeutic effects are being in-
vestigated, including phytoestrogens and herbal preparations. Of the many herbal
preparations that have been advocated for the treatment of perimenopausal symp-
toms, most have been disproved in double-blind, randomized control trials
(RCTs) There is however, some continuing interest in use of black cohosh, for
which both positive and negative trials have been reported (25,26). 

MOOD DISORDERS IN PERIMENOPAUSE AND MENOPAUSE

The psychiatric literature has long included descriptions of mood disorders in
perimenopausal and menopausal women. Early investigators (27) described a
mixed depressive and anxiety state combined with vasomotor symptoms and
other somatic symptoms. Involutional melancholia, a severe form of depressive
illness with psychotic features, was described in earlier editions of the Diagnostic
and Statistical Manual of Mental Disorders (DSM-II and DSM-III). Studies dur-
ing the 1970s (28,29) disputed the existence of involutional melancholia, and the
diagnosis was subsequently dropped from the DSM. 

More recently, new evidence is emerging that depression may accompany
menopausal transition in some women (30). 

Although most longitudinal community-based studies do not show an increase
in depressive symptoms or depressive illness in menopausal women, some that
have looked specifically at the perimenopausal stage have found a positive asso-
ciation (30–32). However, 45% of perimenopausal women attending gynecologic
outpatient clinics have clinically significant scores on depressive rating scales
(10,33,34). The SWAN study (35) measured psychological distress; symptoms
included sadness, anxiety, and irritability for at least two weeks. The results of
this cross-sectional survey found that perimenopausal women had significantly
more psychological distress than premenopausal or postmenopausal women. A
recent prospective study (30) focused on the increased likelihood of depressive
symptoms during transition to menopause and the decreased likelihood after
menopause, after adjusting for history of depression, severe premenstrual syn-
drome, poor sleep, age, race, and employment. Measurements of hormone levels
provided corroborating evidence that the changing hormonal milieu contributes
to dysphoric mood during transition to menopause. 

Anxiety symptoms and irritability have also been described in perimenopausal
women (33). The association of anxiety or panic symptoms during perimenopause
may be difficult to distinguish from the physiology of hot flashes. This may also
explain why estrogen may alleviate these symptoms in some women. 

Recent studies, such as the Stages of Reproductive Aging Workshop, or STRAW
(36), have examined the relationship between depression and reproductive aging and
hormone disturbance, attempting to use more reliable methods such as measure-
ments of hormone levels and structured diagnostic interviews to characterize more
carefully the stages of reproductive aging. Recent RCTs employing standardized
psychiatric diagnostic interviews have studied the response to estradiol in depression
during menopause (37,38). Schmidt et al. (37) found in an RCT that 17�-estradiol
effectively treated perimenopausal depression independent of its salutary effects on
vasomotor symptoms. In another RCT Soares et al. (38) found that transdermal
estradiol was an effective treatment for depressed perimenopausal women and that
the antidepressant effects lasted beyond a four-week washout period despite increas-
ing intensity and severity of somatic symptoms. 
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Animal studies also demonstrate that sex hormones influence several neu-
roregulatory systems that are involved in the pathophysiology of affective
disorders and the action of antidepressant treatments (39–41). Exciting new
research with cyclic AMP response element binding protein (CREB) and
brain-derived neurotropic factor (BDNF) has begun to explain the therapeutic
actions of antidepressants. Interestingly, estradiol is also reported to influ-
ence many neuroregulatory processes by increasing CREB activity (42) and
BDNF (43).

Various theories have been proposed to explain the occurrence of depression
in some perimenopausal women. These include “the hormone withdrawal or defi-
ciency theory,” which postulates a correlation between the plasma levels of estro-
gens or androgens and the severity of depressive symptoms. However, systematic
studies have been unable to confirm previous reports of lower basal plasma levels
of LH, estrogen, FSH, testosterone, or free testosterone in depressed women
compared to nondepressed women (22,44). Interesting hormonal research work
in women with a first onset of depression during perimenopause found signifi-
cantly lower levels of plasma DHEA and DHEAS but not cortisol compared to
nondepressed controls (44). 

In summary, there seems to be increasing evidence that some perimeno-
pausally depressed women improve with the restoration of ovarian function (45)
and that estrogen therapy may improve mood in depressed perimenopausal
women (38,44). Interestingly, Morrison et al. (46) have reported that estrogen has
no more effect than placebo in postmenopausal depressed women, in contrast to
previous studies in perimenopausal women, thereby suggesting that women un-
dergoing menopause are more responsive to estrogen than those in whom hor-
mone status has stabilized. 

A “domino” theory of hot flashes and dysphoria has also been proposed in
which it is suggested that hot flashes and perimenopausal depression either share
the same pathophysiology or that a causal relationship exists between them (for
example, hot flashes lead to sleep disruption, which results in dysphoria). How-
ever, recent evidence would suggest that hot flashes and depression can occur in-
dependently and that women with perimenopausal depression without hot flashes
also respond to estrogen treatment (37). Moreover, Soares et al. (38) have shown
that in depressed women successfully treated with estrogen, hot flashes may re-
turn when the estrogen is withdrawn but the depression may not necessarily
recur. In short, hot flashes are not necessary or sufficient to cause depression in
perimenopausal women. 

Negative life events, psychosocial factors, and attitudes toward aging have
also been postulated as etiologic factors in the onset of perimenopausal depres-
sion (47,48). Recent work does not support this concept because depressed peri-
menopausal women do not report more negative events than controls but rather
appear to demonstrate an increased vulnerability to the negative impact of these
events (49). It may be that genetic predisposition (50,51), self-efficacy (52),
health, and social support (53) determine whether negative events trigger depres-
sion. 

It appears that some women are at increased risk of depression during peri-
menopause, and these women more often report other hormone-initiated mood
disorders (34). The apparent reduction in depression rates after menopause sug-
gests that it is the transitional phase that presents increased risk for some women
rather than a stabilized period of lower levels of gonadal hormones (30).
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MANAGEMENT OF MOOD DISORDERS
IN PERIMENOPAUSAL/MENOPAUSAL WOMEN

Clinical inquiry should include questions about past episodes of depression or
bipolar affective disorder and the circumstances under which these appeared. Af-
fective and anxiety symptoms should be elicited as well as their relationship to
vasomotor symptoms such as hot flashes. Other symptoms associated with peri-
menopause and menopause such as vaginal dryness, urinary incontinence, sexual
dysfunction, and sleep disturbance should be sought. Any comorbid conditions
and their treatment should be assessed in relation to their ability to cause mood
disorders (such as the treatment of hypertension). The woman’s reaction to her
aging and perimenopausal symptoms may be important if these lower her self-
esteem. As noted earlier, work, relationships, social, economic, and cultural con-
texts of a woman’s life are vitally important, and queries about these factors
should be part of the assessment. 

In women whose depressive symptoms appear to be secondary to vasomotor
symptoms (hot flashes, insomnia), low doses of estrogen for the shortest time pos-
sible may be helpful. In women with a past history of depression and only mild to
moderate perimenopausal symptoms, the usual management with antidepressant
medication or psychotherapy is most likely to be helpful. As mentioned earlier,
hormonal measures such as FSH and LH may fluctuate from cycle to cycle and are
not necessarily useful in determining the best course of treatment. For treatment-
resistant women, antidepressant medication may be augmented with low doses of
estrogen. Any contraindication to estrogen therapy such as a personal history of
breast cancer obviously precludes its use. Progestins should be administered se-
quentially or cyclically with estrogen to women with intact uteri to prevent in-
creased risk of endometrial cancer due to unopposed estrogen. However, progestins
may cause depression and other dysphoric states in some women. 

Recent research has documented the benefits of venlafaxine and paroxetine in
the management of hot flashes, but these medications are not as effective as es-
trogen. Although estrogen is no longer appropriate for the prophylaxis of cardio-
vascular, cerebrovascular, or Alzheimer disease, it is still a reasonable choice for
the management of acute perimenopausal vasomotor symptoms when used at the
lowest effective dose for the shortest time possible. 

Newer treatments for depressed perimenopausal women currently under inves-
tigation include DHEA, SERMs, and phytoestrogens. As previously mentioned,
testosterone has also been used to improve libido, but the long-term effects of its
administration in women are unknown. Psychotherapy is useful to treat depression
during perimenopause and menopause as at other times of life and may be used ei-
ther independently or as an adjunct to other forms of treatment. 

PSYCHOTIC ILLNESS IN WOMEN AT PERIMENOPAUSE
AND MENOPAUSE

As early as 1896, Kraft Ebbing reported that some women became psychotic dur-
ing low estrogen phases of their menstrual cycle, and in the early 1900s Kraepelin
(54,55) reported that schizophrenia stemmed partly from disturbed hormonal bal-
ance. Since that time a number of investigators have reported the association of
low estrogen with an increase in psychotic symptoms, particularly in women suf-
fering from schizophrenia. Seeman (56) reported that women may be protected
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against the early onset of schizophrenia and this protective effect wears off in
midlife. Although men and women have the same overall incidence and lifetime
prevalence of schizophrenia, the onset occurs sooner in men (57). Late-onset
schizophrenia is more common in women than in men (58), which supports an
estrogen protection hypothesis. This theory is also supported by the observation
that psychotic symptoms tend to be low during pregnancy, when estrogen levels
are high. Clinical reports indicate that women respond better than men to antipsy-
chotic medication and that women of child bearing age tend to respond better
than older postmenopausal women (59). 

Late-onset schizophrenia, which predominantly occurs in women, is charac-
terized by a severe symptomatology and course (60). Jeste (61) reported that
women with late-onset schizophrenia were more likely to have paranoid delu-
sions but better premorbid adjustment. Moreover, women with schizophrenia ap-
peared to have fewer negative symptoms. 

An open-label pilot study by Kulkarni et al. (62) showed more rapid symptom
improvement in women who received estrogen augmentation of antipsychotic
medication than in women who were treated with antipsychotic medication
alone. (See Chapter 14.)

Because many women gain weight around the time of perimenopause and
menopause and because antipsychotics also increase weight gain, this may be a
major problem in the management of women with psychosis. Antipsychotics may
also cause prolactin elevation in women resulting in decreased libido, poor vagi-
nal lubrication, and galactorrhea. Some newer antipsychotics may also increase
the risk of diabetes mellitus. 

There is controversial evidence on whether estrogen decreases the risks of tar-
dive dyskinesia when administered with antipsychotics (63).

Although bipolar affective disorder shows no overall difference in sex preva-
lence, women are at increased risk for rapid cycling bipolar disorder (64).
Women with bipolar disorder also appear to experience more relapses or exacer-
bations during low-estrogen phases of the cycle, or perimenopause, similarly to
women with schizophrenia (65). Burt et al. (66) and Soares and Almeida (67)
have reported increased incidence of depression in bipolar women during peri-
menopause and advocate comprehensive assessment of somatic symptoms such
as vasomotor symptoms and sleep disturbance in developing a management plan. 

MEDICAL ASPECTS OF PERIMENOPAUSE AND MENOPAUSE

After menopause, women enter a period of increased risk for a variety of medical
conditions including cardiovascular disease, stroke, thyroid diseases, cancer, os-
teoporosis, arthritis, and dementia. The major causes of morbidity and disability
are osteoporotic fractures, arthritis, and dementia (68,69).

WOMEN’S HEALTH INITIATIVE

The Women’s Health Initiative (WHI) is a large, multicenter observational and
interventional primary prevention study that recruited 161,809 postmenopausal
women between 1993 and 1998 (70). One arm of the study, involving 16,608
postmenopausal women with intact uteri in a double blind, placebo-controlled,
randomized trial of combined estrogen plus progesterone therapy, was terminated
early in May 2002 after an average of 5.2 years (7). The results of this study
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showed an increase in coronary heart disease events, strokes, thromboemboli, in-
vasive breast cancers, ovarian cancers, and gallbladder disease in women treated
with estrogen and progesterone and a decrease in fractures and colorectal can-
cers. Subsequently, early termination of the estrogen-only arm of this trial in
March 2004 revealed an increase in risk for stroke in common with the earlier
trial but no increased risk for breast cancer. 

Best evidence to date for the effect of gonadal hormones on memory is the
Women’s Health Initiative Memory Study (WHIMS) (71). This WHI substudy
included over 4,000 postmenopausal women who did not have dementia at study
initiation. The study showed that combined estrogen and progesterone increased
the risk for dementia in postmenopausal women aged 65 or older after an average
of four years of follow-up. In addition, hormone therapy did not prevent mild
cognitive impairment as had previously been reported in less rigorous studies. 

A large primary prevention trial in the United Kingdom, the Women’s Interna-
tional Study of Long Duration Estrogen After Menopause (WISDOM) has also
recently been stopped (72). As a result of this evidence, the U.S. Preventive Task
Force, the North American Menopause Society, the American College of Obste-
tricians and Gynecologists, and the Food and Drug Administration (FDA) have
all recently recommended against using estrogen and progesterone therapy for
the prevention of chronic diseases. The FDA has extended the warning to recom-
mend against using estrogen for the prevention of chronic diseases but states that
for the acute treatment of perimenopausal symptoms such as vasomotor symp-
toms and atrophic vaginitis, the lowest dose of estrogen for the shortest duration
possible is permissible. 

Clinical practice has responded rapidly to recent evidence. Hormone therapy
prescriptions declined substantially after July 2002, and many patients have dis-
continued hormone therapy or are tapering to lower doses. Relative to the period
from January to June 2002, prescriptions from January to June 2003 declined by
approximately 66% for estrogen and progestin combination therapy and 33% for
estrogen-only therapy based on U.S. data from the National Prescription Audit
Database (73).

CONCLUSIONS

Most women go through perimenopause and menopause with mild symptoms
and inconvenience and do not experience psychological problems. However, a
small subset of women, especially those with previous psychiatric illness associ-
ated with hormonal changes, may be vulnerable to psychiatric illness in peri-
menopause. Any assessment of the role of hormonal factors must also include a
consideration of the woman’s life context and other stressors.

Although early evidence suggests that gonadal hormones (especially estrogen)
may be useful in the treatment or augmentation of treatment in selected women
with depression or psychosis, adequately powered randomized controlled trials
of benefits and risks are urgently needed before this becomes a standard practice. 
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CHAPTER 22

Mothering and Depression
Sydney L. Hans

Lifetime rates of depression are higher in women than in men, with nearly one in
five women experiencing a clinically significant episode of depression at some time
during their lives (1). Many women experience more than one episode (2), and many
suffer from subclinical levels of depression for prolonged periods (3). Moreover, major
depression often first occurs during the childbearing years and remains high throughout
early adulthood (4). Between 8% and 15% of women experience clinical depression
during the postnatal period (5). Taken together, these statistics suggest that many
women are struggling with depression and the demands of motherhood at the same
time (6). 

A large and growing body of literature suggests that children with depressed moth-
ers, although a heterogeneous group, are at risk for a variety of mental health and de-
velopmental problems. Children of depressed parents have high rates of depression
themselves when compared to children with parents who have never had psychiatric
illness (7–9). However, children whose mothers suffer from depression are at risk for
other mental health problems as well, including disruptive behavior disorders, anxiety
psychiatric disorders, and alcohol use/abuse during adolescence. Onset of disorders
may be earlier and more impairing in young people with depressed parents.

Children with depressed mothers have been reported to have a variety of other prob-
lem behaviors that do not qualify as mental disorders or psychiatric syndromes. For ex-
ample, infants with depressed mothers are more likely to be irritable and negative than
other infants (10,11), even during the newborn period (12,13), and to show delays in
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cognitive development (14). Toddlers whose mothers are depressed react to stress with
greater negativity and have more difficulty regulating their negative emotions (15).
School-age children with depressed mothers may be less socially competent, have
lower self-esteem, and display more behavior problems at home and in school (16–18). 

A variety of mechanisms have been proposed to explain the associations between
parents’ depression and the behavior or developmental problems of their offspring (8).
It is possible that genetic factors are involved in the intergenerational transmission of
depression itself or in the transmission of neuroregulatory processes related to stress re-
activity or modulation of negative emotion (19,20). Claims have also been made that
children with depressed mothers may be at risk because they are exposed prenatally to
a neuroendocrine environment that interferes in the development of the hypothalamic-
pituitary-adrenal axis (21,22). This hypothesis is supported by documented high levels
of stress hormones in pregnant women and in their newborns (23). The most frequently
invoked explanation for the increased incidence of problems in children with depressed
mothers is that children are exposed to patterns of parenting that place them at risk.
This chapter provides an overview of what is known about how depression affects par-
enting. The chapter also considers ways in which parenting may affect women’s mental
health.

INTERACTIONS BETWEEN DEPRESSED MOTHERS
AND THEIR CHILDREN

Since depression is an affective disorder whose symptoms include sadness, di-
minished pleasure in activities, and a certain amount of self-absorption, one
might expect that depressed mothers would differ from other women in their dis-
play of positive affect and energy with their children. Emotional communication
may be particularly central to the development well-being of very young children
(24), and many studies have examined the emotional communication between
depressed mothers and their infants. These studies typically involve careful and
detailed observations of facial expressions and vocalizations from videotapes
made of mothers and children in structured settings, including during face-to-
face interaction. These reports do, in fact, suggest that depressed mothers have
fewer positive exchanges with their infants (25–28). Their interactions include
less talking and play and more silence and social withdrawal (29,30). Similar
findings come from studies of older children in which depressed mothers are less
warm and positive with their children (31–33). In a study of a nationally repre-
sentative sample, Lyons-Ruth and colleagues (34) examined the impact of mater-
nal depression on whether women engaged in positive routines with their
children such as reading books to them or playing with them. For each symptom
of depression endorsed, the odds that mothers would engage in such activities
decreased substantially.

Not only is parental interactive behavior less positive when women are de-
pressed, but it may be less responsive to their children’s signals and less contin-
gently related to children’s behavior (25,35). A lack of experience with coordinated
interactions with their mothers may deprive infants of important opportunities to
learn to regulate their own physiologic states and emotions or to develop a sense
of efficacy in communication with others. 

Although one tends to think of the core feature of depression as reduced posi-
tive affect, mood disorder can manifest itself through irritability and displays of
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negative affect (36,37). Many studies of mother–child interaction have shown
high rates of display of negative affect by depressed mothers (28,38,39). Espe-
cially as their children get older, depressed mothers may be more likely to show
impatience (40), to criticize their children (16,41,42), and to have flare-ups of
anger (31,42,43).

A meta-analysis (44) reviewing approximately 30 studies of maternal depres-
sion summarized the results with respect to three categories of parenting behavior:
negative, disengaged, positive. The meta-analysis suggested effects of maternal de-
pression on each of these categories of parental behavior. Depression had a small
inverse effect on mothers’ display of positive affect. Depression had a larger,
moderate effect on mothers’ disengagement from children and negativity. 

Some investigators have suggested that there may be two different types of de-
pressed mothers—those who typically are more withdrawn and those who typi-
cally are more intrusive (26,45). Withdrawn mothers are affectively disengaged
from their infants, verbalizing less, and relatively expressionless in face and
voice. Intrusive mothers are overstimulating and interfering, poking and jabbing
their babies, talking loudly, and exhibiting annoyance. The developmental course
for children of these two parenting experiences could be quite different. One
might expect that infants with withdrawn mothers would learn from their mothers
a sense of helplessness, ineffectiveness, and passivity in social relationships. In-
fants of intrusive mothers on the other hand might learn to avoid interaction to
protect themselves from intrusion or to protest and fend off their mothers’ un-
wanted actions by angry displays. 

Other investigators have written about ways in which parents combine disen-
gagement and anger into their interactions with their children. Studies of children
with behavior problems have shown that they and their parents engage in patterns
of “coercive” interactions (46). Coercive interactions begin when parents pas-
sively tolerate children’s noncompliance. Children often escalate their negative
behavior in efforts to seek parental attention, and parents eventually respond with
anger. Thus parents and children get caught up in cycles of interaction in which
children escalate their angry displays, and parents vacillate between disengage-
ment and angry outbursts. Studies of depressed mothers suggest patterns of inter-
action with coercive features. Depressed mothers, when faced with children’s
noncompliance, may alternate between dropping their demands or persisting un-
compromisingly (47). Depressed mothers of older children and adolescents may
be generally lax in monitoring, guiding, and disciplining their children but punc-
tuate their relationship with episodes of anger and harsh punitive discipline
(28,33,48–50). 

A different line of research suggests that, when guiding their children, de-
pressed mothers are less likely than other mothers to give positive feedback to
children (40) and may be especially likely to use child management strategies
that involve guilt and anxiety induction (51,52). By shaming children, parents
may be making children feel a greater burden of personal responsibility and help-
lessness. Moreover, induction of guilt makes children feel responsible for
parents’ emotional states. Several studies of depressed mothers suggest that their
young children may feel the need to care for their parents emotionally. In both
laboratory-based and home-based studies, children exposed to elevated expres-
sion of parental sadness have shown an increased tendency to comfort and care
for their parents (53,54). 
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FACTORS AFFECTING THE PARENTING OF DEPRESSED WOMEN

Although the literature strongly associates depression with problematic parent-
ing, there is a great deal of variability in parenting among depressed parents, and
much remains to be learned about which depressed parents are at greatest risk. 

Women who have participated in studies of depressed mothers have been an
extremely varied group from a clinical perspective. In some studies women reach
diagnostic criteria for syndromal depression, and in others they report elevated
depressive symptoms that could be more transient and less impairing. In some
studies, women meet current diagnostic criteria for depression, whereas in other
studies, women have lifetime but not current mood disorders. Studies relying on
diagnostic criteria might not make distinctions between single and recurrent
major depressive episodes and the more prolonged, but less severe, symptoms of
dysthymia. Although the findings of problematic parenting in depressed women
have been fairly robust across these great differences in levels of severity,
chronicity, and syndrome in depressed mothers, there likely are important differ-
ences in the parenting of women with different clinical experiences. For example,
Lovejoy and colleagues (44), in their meta-analysis of parenting in depressed
mothers, found that maternal negativity was typically observed in samples of
women with current depression but not those where mothers have lifetime, but
not current depression. Lack of positive affect was found in women who met life-
time criteria for depression, regardless of whether the disorder was current. 

Inadequate attention has been given to a host of factors associated with mater-
nal depression, including father’s mental health problems as well as comorbid
mental health and substance abuse problems in mothers themselves. Many de-
pressed women have comorbid personality disorders that could also have strong
impacts on their parenting (55–57). 

Rates of depression are higher in women living in stressed circumstances. In-
adequate attention has been given to whether the relation between maternal de-
pression and parenting difficulties might be a reflection of those more general
stressors rather than simply maternal depression. For example, marital difficulties
in families affected by depression are common (58,59), and a large body of liter-
ature finds links between couple difficulties, including both amount and style of
conflict and problematic parenting (60). Also, women experiencing economic
stresses are especially likely to become depressed. In Lovejoy et al.’s meta-
analysis (44), positive maternal behavior was found to be reduced in depressed
mothers only in those studies conducted with low-income samples.  

Increasingly, research attention has been devoted to whether depressed
women’s parenting may be affected by characteristics of their children. It is too
often assumed that parent–child interaction operates in a “top-down” fashion,
with the primary direction of influence being the parent shaping the behavior of
the child. However, developmental theory and research suggest that parent–child
effects are bidirectional, with children affecting parenting behavior just as parent-
ing influences child behavior (61,62). 

A growing literature suggests that children born to depressed mothers, begin-
ning from the first days of life, may be more difficult to care for than other chil-
dren. Depressed women have, in many studies, reported their children as display-
ing more challenging or “difficult” behavioral characteristics (63–65). Compared
to other women, depressed mothers are more likely to report that their children are
stressed (66), irritable (67), negative (39,68), and vulnerable (69). For example, in
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a study of Finnish mothers (70), depressed women saw their 2-month-olds as
prone to crying, unsoothable, and difficult, and their 2-year-olds as unadaptable
and dependent. 

One could argue that infants of depressed mothers are not necessarily more
difficult, but that their mothers only perceive them that way. However, other stud-
ies, not affected by the potential biases of maternal report, also suggest that chil-
dren with depressed mothers have more difficult temperamental characteristics
and more frequent displays of negative emotionality (71,72). For example, new-
borns of women who were depressed during pregnancy were more likely to be
assessed by blind observers as prone to crying and inconsolability during the
neonatal period (12,13). Data to date do not demonstrate whether such early in-
fant regulatory problems are associated with later parenting difficulties. However,
one provocative study illustrating the potential control of infants over adult be-
havior showed that nondepressed strangers interacting with children of depressed
mothers become less positive and expressive than when interacting with children
of nondepressed mothers (73). 

PARENTING AS A RISK FACTOR FOR WOMEN’S DEPRESSION

A great deal of public and research concern has focused on the risks for depres-
sion during the first months of motherhood. It is often assumed that motherhood
leads to increased risk for depression. A voluminous literature exists on depres-
sion during pregnancy and the postpartum period. Although there is a brief period
after giving birth that many women experience “the blues,” possibly related to
rapid changes in hormonal levels, data do not suggest that rates of major depres-
sion during the months following childbirth are especially elevated compared to
those for young women who have not given birth (5), and links between hor-
monal status to major depressive disorders have not been clearly shown (74).

The physical and social stresses of parenting, however, may be linked to de-
pression in mothers. The transition to parenthood is a stressful period for most
women, involving increased work burdens, deprivation of sleep, and rearrange-
ment of relationships with other family members (75). Some evidence suggests
that women’s depression is related to the amount of burden from childrearing, in-
cluding the number of young children in the home (76). Data suggest that mothers
whose children are more difficult to care for are more likely to experience depres-
sive symptoms. Using maternal reports and objective assessments, infant difficult
behavior accounted for 30% of the variance in maternal depressive symptoms in
one sample of new mothers (63). The authors suggested that parenting difficult
infants led women to perceive themselves as low in self-efficacy, which in turn
contributed to depression. Other parents report that caring for difficult children
contributes to a sense of loss of control in their lives (77). In one longitudinal
study in which infants’ behavior was evaluated by an examiner at three days of
age, infants who were less alert and adept at social orientation were more likely to
have mothers who reported postnatal depression six weeks later (78).

When children are older, parenting stress is clearly linked to women’s mental
health. Mothers whose children have chronic diseases are more likely to experi-
ence depression (79). Increased rates of depression are observed among women
whose children are referred to clinics for mental health services. For example,
Civic and Holt (80) report that women whose children had multiple adjustment
problems, including tantrums and unhappiness, were more than three times as
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likely to have elevated rates of depression than other mothers. Similarly, Harrison
and Sofronoff (81) found that child hyperactivity accounted for 21% of variance
in maternal depression, and that parent perception of low levels of control con-
tributed to this relation. Hammen found that children’s psychiatric problems tend
to occur close in time to onset of maternal major depression, with child problems
often preceding mothers’ depression (82). Similarly, Feske et al. (83) observed that
before onset of major depression, women often report an increase in “entrapping”
difficulties, generally difficulties related to child psychological and behavioral
problems that mothers feel they cannot manage. 

INTERVENTION FOR DEPRESSED MOTHERS

The often close interconnections between depression and the maternal role re-
quire that these issues be considered together in terms of mental health practice.
When mothers are depressed, parenting is likely compromised, and children in
the family are often also stressed. When children are experiencing physical or
mental health problems, their mothers are likely at risk for depression. Mothers’
and children’s senses of well-being are so mutually dependent that treatment will
likely be most effective if the needs of mothers and children are approached
simultaneously. Mental health interventions for women need to target reduction
of women’s symptoms directly with pharmacologic and individual psychothera-
peutic approaches but will be limited in their effectiveness unless efforts are also
made at reducing the enduring social challenges that place women at risk. Phar-
macologic treatment alone is not likely to be effective in terms of supporting
mothers as parents. Treatment modalities, such as family therapy, are well suited
to the systemic nature of women’s depression. 

Direct efforts to help women to be efficacious in their roles as parents seem an
important strategy not only for improving parenting but also for treating symp-
toms of depression. Women need to understand how their parenting behavior af-
fects their children and makes them feel as mothers. A number of programs that
were designed to help parents better care for their children have the secondary
impact of reducing maternal depressive symptoms. For example, the Webster-
Stratton program uses behavioral techniques to help parents manage children’s
disruptive behavior, including breaking cycles of coercive interactions. The pro-
gram not only reduces child behavior problems but reduces maternal depressive
symptoms (84). 

Other interventions focused on younger children are also promising. One in-
tervention study contrasted two alternative models of mother–infant psychother-
apy for clinic-referred infants (85). The Watch, Wait, and Wonder (WWW) pro-
gram is an infant psychotherapy model in which mothers are encouraged to
follow their children’s lead during play interactions supervised by a psychothera-
pist. A more traditional infant psychodynamic model included the infants in the
therapy sessions but focused more at the level of the mothers’ thoughts and feel-
ings about their children and parenting. Both treatment models showed positive
effects in reducing infant symptoms and reducing mother stress and depression,
with the results emerging more quickly for the WWW program. 

Other interventions have been tested where the entry into treatment is the
mother’s depression rather than the child’s behavioral problems. Cicchetti,
Rogosch, and Toth (14) developed a model of toddler–parent psychotherapy in
which children participated in the treatment. The model emphasized improving
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mothers’ communication with their children, fostering positive communication,
helping mothers understand and respond to their children’s cues, and exploring
mothers’ feelings about their children. This intervention shows promising results
with respect to preventing developmental delays in children of depressed mothers 

The programs reported in these studies, however, only demonstrate the poten-
tial of therapeutic models addressing the mental health and parenting needs of
women as well as the developmental needs of their children. Much work remains
to be done at the level of program development, as well as health care, educa-
tional, and child welfare policy, before programs such as these will be widely
available and accessible to families in greatest need. Moreover, intervention
needs to be implemented preventively through mental health screening during
pregnancy as well as parent support and education programs during pregnancy
and the transition to parenthood. However, the message for program developers
and policy makers must be that women’s mental health and parenting are a trans-
actional system in which maternal mental health affects parenting behavior and
child development and in which women’s success in the parenting role has an im-
pact on the mother’s mental health.* 
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Aging 
Section VI Summary
Commentary from China
Helen F. K. Chiu

The three chapters of this section, by Hassett, Perkins, and
Melding, eloquently explore the topics of psychosocial
challenges, cognitive challenges, and physical health chal-
lenges in older women. As Hassett pointsed out in the intro-
duction to Chapter 23, “Age and gender hierarchies shape
female lives across the life course in specific social and his-
torical contexts” (1). I agree. Socio-cultural factors are very
important in determining some of the challenges involved.
Previous research work about older women has been mostly
carried out in developed countries. Relatively few studies
have examined the challenges experienced by older women
in non-Western cultures. It is likely that these issues differ in
diverse cultures, and I would like to illustrate this from a
Chinese perspective using suicide as an example. 

There are interesting differences in the sex ratio in suicide
rates in older people across countries. In most Western coun-
tries, the male:female ratio of completed suicide is around 3
to 1. In China, this ratio is 0.8 to 1 (2). China is one of the
few countries where the suicide rate of females is higher than
that of males. In the Chinese elderly, the male: to female
ratio is 1.1 to 1. In addition, there is a striking difference in
the rates of suicide between the urban and rural areas in
China, with the rural rate three times that of the urban rate
(2). If one looks at the actual suicide rates in older women in
various countries, the differences are even more striking. In
1999, suicide rates of older women aged 75 or above in Aus-
tralia, the United Kingdom, the United States, and rural
China were 3.4, 5.1, 4.6, and 102.2 per 100,000, respectively
(3). Clearly, older women are at considerably higher risk of
suicide in China than in many Western countries. 
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Another interesting phenomenon concerns the relationship between marital status
and suicide. Being widowed or divorced is a risk factor for suicide in Western coun-
tries. In contrast, in older women in Hong Kong (a special administrative region in
China), being married is associated with a higher risk of suicide, compared with the
risk associated with status of being single, widowed, or divorced (4). The reasons for
this intriguing finding are still unclear. 

Although there are few studies have examined the psychosocial stress and chal-
lenges for older Chinese women, it is likely that China's changing family structure and
social attitudes play a significant role. In parallel with its change from a planned to a
market economy, China has undergone tremendous social changes in recent years. In
the past, Chinese culture placed a great emphasis on the family, and adult children had
the responsibility to look after their elderly parents at home. Furthermore, status and
authority increased with age. Close family ties and intimacy acted as buffers against
life stresses. In recent years, the extended family structure has been replaced by the
smaller nuclear family. This may be partly explained by the one-child policy in China.
In addition, young people in rural areas tend to move away from their parents’ home to
big cities to seek jobs (5). Apart from the decreasing family support, there has been a
gradual attrition of the traditional respect for the elderly. The situation is worse for
women in rural areas, where the status of females is still very low. Other important fac-
tors include poor health care services in rural areas and the stigma of mental illness,
which are all barriers to accessing health care. All the above factors are challenges for
the older persons in China and may also be relevant in explaining the high suicide rate
in the elderly. 

The population is aging in many countries in Asia and elsewhere in developing
countries. For instance, the population in China is now 1.3 billion, with 7% aged 65 or
above. This will increase to 13% by 2025; that is, almost 168 million people will be
aged 65 or above. These numbers are enormous. There is, thus, a pressing need for
more research into the challenges experienced by older women in China and other de-
veloping countries, to better delineate potential sources of resilience for older women
in non-Western countries.
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CHAPTER 23

The Psychosocial
Challenge for
Older Women

Anne Hassett

“Age and gender hierarchies shape female lives across the life course in specific
social and historical contexts” (1). Why devote a chapter in a book on women’s mental
health specifically to the psychosocial challenges facing older women? With increasing
life expectancy in developed countries there is a burgeoning literature on adaptive
processes in later life, but until recently this research has lacked a gender-specific
focus. And yet, women dominate the population of older people, are known to suffer
from greater psychological morbidity in later life, and are more likely than men to
spend their later years living alone, and with less financial security (2). Much has been
written about sexism and ageism as forms of societal oppression; older women are vul-
nerable to a double jeopardy in this regard. For women of minority ethnic groups,
racism can be a further compounding factor, which contributes to their marginalization
and disempowerment (3). It is not surprising then that gender and age politics have
been powerful forces shaping a widespread negative perception of aging womanhood.
This is not to deny that ageist practices do not impact on men, but they are to an extent
buffered by the power relations implicit in the gender hierarchy. 

The recognition that later life is a developmental stage in its own right has greatly
expanded the theoretical discourse on aging, so that the focus is no longer solely on is-
sues of loss and decline. Erik Erikson’s epigenetic theory of human development has
been seminal in this regard. He describes the psychosocial challenges that characterize
the sequential stages of the life span, continuing to shape later life with the potential for
mature creativity and the attainment of wisdom (4). Fundamentally, according to
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Erikson’s model, the successful negotiation of the challenges of each life stage is de-
pendent on the maturational building blocks of previous life stages. For example, ado-
lescents’ specific developmental task is defining their individual identities so as to
achieve healthy separateness from their families of origin. This is not simply about
moving away from the parental home but requires the adolescent to identify with and
internalize positive childhood role models. The person who fails to achieve this matura-
tional task will inevitably struggle with subsequent adult developmental challenges.
These include forming intimate relationships, creating a satisfying role in society, and
maintaining a sense of meaning in their later years. However, while this theoretical
framework has been heuristic in its depiction of a more positive culture of aging, overly
simplistic interpretation of Erikson’s later life-stage developmental tasks has resulted in
a tendency to homogenize the experience of aging. 

More recent writers have expanded the focus in social gerontology to include an ex-
ploration of the importance of gender, time, and place in shaping an individual’s later
years. In particular, the far-reaching historical events and societal changes during the
course of the twentieth century have necessitated a closer examination of the impact of
these factors on individual development. In Western societies, increased longevity and
pluralization of lifestyle options have resulted in greater personal choice and responsi-
bility for the individual in determining their own future. And yet, are older women
today better able to actualize their developmental potential than their mothers and
grandmothers? Their life expectancy is now twice as long as for women in the late
nineteenth century, when less than 50% of the population survived beyond adolescence
(5). But what about the quality of these additional years, which, pessimistically, could
be regarded as just lengthening the time that women have to endure ageist and sexist
societal attitudes? For example, the association of female worth and attractiveness with
youthfulness is a prominent ageist stereotype in Western culture. This pervasive social
myth powerfully reinforces women’s preoccupation with the physical signs of aging
long before they need to be concerned about other aging-related issues, such as func-
tional decline and loss of independence. Now that Western women can reasonably ex-
pect to live into their late 70s or early 80s, they are likely to be subjected to socially
sanctioned negative images of female aging over many decades. As a consequence,
aging women are vulnerable to feeling marginalized as they struggle with the populist
notion that their attractiveness, and by implication also their worth, is dependent on
maintaining a youthful appearance (1).

If Western women are growing old in a cultural paradigm characterized by nega-
tive representations of their physical maturation, from where do they draw their re-
silience? Will the vocal generation of baby boomer women challenge these en-
trenched female stereotypes? In order to answer these questions, we need to look
beyond the one-dimensional portrayal of aging as physical and mental decline. We
need to examine the resources that enable older women to maintain a coherent, uni-
fied sense of self and identity in the face of adversity. The following sections exam-
ine the themes of older women’s roles in family life, the workforce, and the broader
community. The term “being older” will not be specifically defined in terms of
chronologic age because of the subjectivity and diversity with which women view
themselves, and others view them, with regard to the aging process. As a conse-
quence the discussion will include women from more than one generation—older fe-
male baby boomers, their mothers, and their grandmothers, who are now the very
old. Only now, with an increased life span for women in developed countries, can this
transgenerational appraisal of aging be undertaken and cohort-specific issues exam-
ined. What is most striking when the three generations of women who might now be
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considered older are compared as separate cohorts is that their early developmental
paths were intersected by very different major historical events. These included
world wars and dramatic sociodemographic shifts in the structure of the family unit
and women’s involvement in the workforce. 

Today’s very old women were born in the early years of the twentieth century,
were adolescents during the First World War, young homemakers during the years of
the Great Depression, and then had to endure another world war. Their lives have
spanned a century of remarkable change, and to have survived and adapted must say
a great deal about the resilience of their psychosocial resources. They are truly the
experts on aging as society has decreed them as being old for the greater proportion
of their adult lives. The next broad cohort of older women comprises those who
would generally regard themselves as now being in the phase of later life, but per-
haps are still struggling with this adjustment. This cohort were young women during
the Second World War, and like their mothers, were subjected to the untimely deaths
of brothers, fiancés, and husbands. They also experienced the emancipation and re-
sponsibility that went with maintaining a male-depleted workforce. However, after
the war, they were expected to return quietly to the traditional role of homemaker.
They received little recognition for their wartime achievements and sacrifices, and
regardless of their aspirations, they were expected to relinquish paid employment to
the returning men. In contrast, their baby boomer daughters grew up during postwar
economic prosperity. This was also a time when new patterns of family life were
emerging, and female participation in the labor force became acceptable once again
and not just as a wartime measure. Although all three cohorts had exposure to the
turbulence of the women’s liberation movement of the 1960s, this occurred during
the late adolescence and early adulthood of the early female baby boomers. This co-
hort would have been most impressionable and likely to embrace a philosophy of
radical change in the way women perceived their role in society and their sense of
control over their own destinies.

These three successive generations of women all share the experience today of being
categorized as older women. However, very different sociohistorical contexts have
shaped each generation’s collective developmental trajectory. One consequence may be
that the older generations’ practical knowledge and accumulated wisdom have become
less relevant for subsequent generations (5). Examining this issue, Grob et al. (5)
compared the biographical narratives of three cohorts of Swiss women—a group born
between the world wars (1920–1925), a group who were early baby boomers
(1945–1950), and a group from “Generation X” (1970–1975). They found that the three
generations of women shared traditional developmental concerns and were similar in the
broad construction of the chronology of their lives. The three groups differed in that, al-
though the Generation X cohort mostly expected to have children, only a minority ex-
pected to marry. In contrast, most of the early baby boomer participants in the study had
married and borne children. Subsequently though, about half divorced, highlighting the
increasingly transitory phase that marriage appears to occupy in women’s lives today.
Overall, there was a progressive shift for younger participants to be more preoccupied
with issues of lifestyle, relationships, and personal freedom. They expected to be able to
exert more control over their destinies but were also more uncertain about being able to
achieve happiness because of the range of choices to be made. The older subjects were
profoundly affected by their experiences during the Second World War, whereas no sin-
gle historical event had shaped the lives of the two younger cohorts. The authors of this
study suggest that their findings illustrate the importance of examining developmental
issues within a sociohistorical context. They conclude that aging is not simply a matter
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of advancing chronologic age, but the aging process for women is greatly influenced by
cohort-specific differences that shift the social context of role definitions and norms
from generation to generation.

SELF-IDENTITY

Although an illusive concept, a sense of continuity is fundamental to a person’s
construction of an individual identity and its preservation over time and into later
life. Characteristics such as age, gender, ethnicity, and class define an external
form of continuity that embeds the person in a particular social role and status.
Internal continuity is more related to self-esteem and personality style, which in-
fluence quality of relationships and the capacity for positive maturation. From
middle age onward, evidence suggests significant continuity in the global aspects
of self and identity, despite aging adults perceiving substantial changes in the ebb
and flow of their lives. This is achieved through the consolidation of personal ex-
periences and their transformation into life themes, which serve to refine and give
meaning to a sense of self and identity (6). This focus on individualistic themes
advances and complements adult developmental theories, which emphasize the
commonality of experiences in the attainment of psychosocial maturation. As a
consequence, aging can be conceived as a continual creation of the self through
the ongoing interpretation of past experiences and their incorporation into a per-
son’s current emotional and social context. However, anthropologist Barbara
Myerhoff notes that continuity in life does not arise spontaneously but must be
“achieved;” that is, the individual needs to actively seek continuity as she or he
goes through ordinary daily existence interpreting, and ultimately finding mean-
ing in, their life circumstances (7). 

Maintaining a degree of continuity in relationships is a major goal for most
older people, enhancing their sense of identity and facilitating adaptation to the
aging process. For older women who have been traditional homemakers, identity
has always been inextricably linked with their role in the family. A century ago
shorter life expectancies and relatively high infant mortality rates meant that,
within the family unit, women had a well-defined and crucial role in maximizing
their children’s chances of surviving to adulthood. In traditional societies particu-
larly, if they survived beyond these childbearing and child-rearing years, their
sense of identity was maintained by their continued role within the family as
“cultural expert” instructing and advising children and grandchildren (1). Today,
as the links between generations of aging women appear to be becoming more
tenuous, a sense of “loss of role” has become an issue for older women. This is
most apparent in Western societies, where transformations in the structure of the
family have been far reaching. Because of mothers’ participation in the labor
force, it is now the norm that persons other than parents are involved in raising
children. Parenthood is no longer such a defining identity for women, either be-
cause they remain childless or because of their participation in work and commu-
nity contexts outside the home. Further, grandparents are less likely to be geo-
graphically close and available for substitute parenting. Nevertheless, today’s
family is more likely to be multigenerational, even if not within one household,
and older women, in particular, can find themselves with multiple responsibilities
toward spouse, children, and aging parents (3). These societal trends are chal-
lenging for the older woman as social roles are now less prescribed but still pow-
erfully influence her sense of identity and its continuity over time with aging. 
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PARENTHOOD

Although parenthood continues to be regarded as a major developmental goal for
women, childlessness is an increasing social phenomenon. In fact, single, child-
less women are one of the fastest growing groups in Western societies. Greater
career opportunities, increasing divorce rates, and unbalanced gender ratios in
middle and later adulthood have been contributing factors to this sociodemo-
graphic shift. In particular, highly educated women are the group most likely to
remain single or become single through divorce (8). And yet, little empirical liter-
ature has explored the developmental consequences for this fast-growing cohort.
Traditional theories focus on establishing a nuclear family unit as a fundamental
rite of passage for women progressing adaptively through the sequence of life
stages. What happens to childless women as they age? Of course, there are di-
verse reasons why women might remain childless. The majority of today’s “old-
est old” women who have remained childless did so because of physiologic infer-
tility or because they did not marry rather than because they deliberately chose
not to have children. Economic hardship during the Great Depression and early
widowhood during World War II were historical factors that have also contributed
to childlessness in this group of older women. However, the last few decades have
seen the rise of voluntary childlessness rather than childlessness occurring inad-
vertently (9). More sophisticated birth control, better career opportunities, and
the greater acceptability of remaining unmarried have allowed women, both mar-
ried and single, to exert choice in regard to parenthood. In particular, this social
shift has challenged the paternalistic stereotype of the “spinster” with its implica-
tion of lack of fulfillment and reduced social credibility. The pathways to child-
lessness have thus become more diverse, and the psychological consequences for
aging women who do not have children are likely to reflect this diversity. 

Koropeckyi-Cox (9) examined the issue of incongruence between attitudes and
childless status in a sample of women 50 to 89 years. She found that those who
considered themselves unfulfilled because of their childlessness described them-
selves as significantly more lonely and depressed than those who were accepting of
their situation. The former group were also more likely to be less educated and have
a marital status of separated, divorced, or widowed rather than never married. Com-
paring these childless women with a group of similar-aged mothers, Koropeckyi-
Cox found that the women who were content with being childless were similar in
their sense of psychosocial well-being to mothers who described mutually support-
ive relationships with their children. Interestingly, she found that mothers who had
a conflicted or distant relationship with at least one child reported levels of depres-
sive symptomatology similar to those of the women who did not want to be child-
less. These findings suggest that it is the discrepancy between attitudes or expecta-
tions and actual circumstances, not parental status per se, which impact on
women’s self-identity and sense of contentment as they age. Further, the ability to
choose to remain childless rather than have this state imposed is likely to be a cru-
cial factor and one more able to be exercised by better educated women. 

OLDER WOMEN WITHOUT A PARTNER 

No discussion about the psychosocial challenge for older women can ignore the
state of widowhood and increasingly separated status, which is shared by a very
large number of women. In modern Western societies loss of a long-term partner
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has come to be defined more by a collapse of old roles and structural supports
than by norms and institutions that can provide new roles and a meaningful sense
of social status. In contrast, preindustrial societies had very clear roles for wid-
ows, in particular. Some were very extreme, such as the expectation that Brahmin
widows in traditional Indian society would throw themselves on their husband’s
funeral pyre. In many African societies, a widow and her children were “inher-
ited” by a male relative, thereby becoming one of his several wives in a polyga-
mous family. These may not have been particularly desirable options for the re-
cently widowed woman, but her destiny was clearly prescribed for her. In
industrial societies, widowhood has evolved into what has been called a roleless
role, a social category without a central source of identity and with little social
credibility (10). Certainly, today’s “old-old” widows were a generation that de-
fined themselves primarily as wife-mother-housewife despite the reality that
these roles often occupied a relatively transient period in their life course. As di-
vorce, separation, and choosing to remain single join widowhood as reasons for
women of the baby boom generation to age without a partner, will we see a shift
away from the negative perceptions associated with this social status? 

A well-established finding in the literature is that having a long-term partner
(usually a marital partner) is one of the best positive predictors of a person’s
health status and mortality. This has been noted in the general population, and es-
pecially among older adults. However, although older married men generally re-
port higher levels of well-being than older single men, the situation is more com-
plex for older women. In particular, never married older women appear to fare
better than divorced or separated older women. Comparing long-term effects for
the latter two groups, Choi (11) found that long-term female divorcees were gen-
erally better educated and financially more secure than long-term widows. How-
ever, they were also more likely to be socially isolated and rely on paid helpers
for functional help when they became frail. Of note, these subjects, who were re-
cruited in the late 1980s in their eighth decade, were still part of that generation
for which divorce was not a typical life-course transition for many women; that
is, it was even less recognized as a credible social status category than widow-
hood. Further, these women were still a small group in terms of numbers, and the
twenty-first century will see a significant increase in the numbers of divorced eld-
erly women who are likely to age alone and have fewer children to provide them
with support. Despite better education, these women will remain at risk of social
marginalization if societal attitudes do not change. 

RETIREMENT

Although women have constituted a steadily increasing component of the work-
force over the last five decades, little is known or written about the impact of
retirement on them. Much of what is written about retirement concerns men, but
are retirement issues different for women? Fundamentally, they must be because
women live longer, have more chronic health problems, are generally poorer, and
are much more likely to be widowed and living alone in later life. Inevitably, if
women outlive their spouses, they must extend smaller incomes over time that
may stretch into decades (12). The opportunity for women to enter paid employ-
ment exploded during World War II, and this major demographic shift has contin-
ued since that time. A driving force has been economic necessity associated with
the increasing number of female-headed households. However, despite their
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gradual inclusion in white-collar occupations, women remain overrepresented in
lower paying occupations. As a consequence, they are far more at risk than men
of financial insecurity after they leave the workforce. The term “feminization of
poverty” is particularly pertinent to older women, especially if they also belong
to an ethnic minority group or their earning capacity is compromised because of
disability or chronic illness. They are also more likely to have to retire early for
health and caregiving reasons. Of note, the majority of women who provide care
for frail elderly parents or other family members are middle-aged or older (12). If
they have to leave the workforce or reduce their working hours in order to serve
as primary caregivers, these women receive minimal financial recognition for the
sacrifice they are making. There is also minimal social credibility accorded the de-
manding work they undertake as caregivers. As well as the increased risk of living in
poverty, these caregiving women are susceptible to social isolation, poor self-image,
and feelings of uselessness. The implications for the development of mental health
problems in these reluctant older women retirees are significant but minimally ac-
knowledged or examined. It is interesting that, although the women’s movement has
greatly improved younger women’s opportunities for choice in employment and
lifestyle, the needs of aging women in preparing for security in old age have only
been minimally addressed in the feminist agenda.

ABUSE

While women of all ages experience abuse, older women are particularly vulner-
able to physical, emotional, and financial exploitation. However, even those who
are not physically frail and/or very elderly are a silenced and invisible group.
Much of what is known about elder abuse has come from population-based stud-
ies in developed countries. The evidence suggests that 4% to 6% of elderly peo-
ple, mostly women, are subjected to abuse at home (13). In addition, institution-
based abuse occurs in hospitals and residential care facilities. In developing
countries there is an utter paucity of data on the rates of elder abuse, except for
isolated reports such as undertaken by the World Health Organization (WHO)
(13). In African and Latin American countries, where civil war and increasing
crime have severely strained the fabric of community life, the WHO reports that
rape and violence toward older female family members have become alarmingly
common. Before any primary or secondary interventions can be undertaken, in-
creasing public and governmental awareness of the problem is necessary. A
major difficulty in exposing the extent of the problem is that the abuse of older
women mostly occurs within the family, usually by spouses or adult children. As
such, it is considered to be a private matter, often by both perpetrator and victim.
This perception entrenches and maintains social isolation and dysfunctional
power dynamics within the abusive family. Financial dependence, limited social
outlets, and ageist community attitudes are further barriers to identifying older
abused women and empowering them to change their situation. There is some ev-
idence to suggest that older women from ethnic minority groups with traditional
ideas about male dominance in the home are particularly at risk of abuse. The ex-
tent of their social isolation is often exacerbated by unfamiliarity with the lan-
guage, norms, and sources of support in the dominant culture (14). 

It is understandable that domestic violence intervention programs predomi-
nantly focus on younger women with small children, as they have the highest re-
ported level of abuse. It is now imperative with an aging population that the needs
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of older abused women are also addressed. One program specifically supporting
older abused women, age 53 to 90 years, found no common sociodemographic
profile. Similarly, generalizations cannot be made about younger abused women.
Their common link was living with an abusive family member. Of the 132
women in this program, 40% were able to free themselves from their abusive sit-
uations with assistance. This figure belies the ageist and sexist stereotype of older
women being passive and resistant to constructive change in their lives (13). It is
hoped that, as the baby boom generation of women age, they will be empowered
by their number and expectation of lifestyle quality to challenge the prejudices
and ignorance that continue to underpin the neglect of older abused women.

WELL-BEING AND MENTAL ILLNESS

Older women suffer from greater psychiatric morbidity than older men, espe-
cially in relation to depression. In developed countries, where the rates of mental
illness are well documented, approximately one quarter of all women are esti-
mated to suffer at least one significant depressive episode during their lifetime.
This contrasts with half that rate for lifetime prevalence in men. Among the eld-
erly, it is estimated that up to 1 in 5 community-dwelling elderly experience
symptoms of depression; once again, the rate for older women is twice as high as
for older men (15). The development of depression and other mental health disor-
ders in later life adversely affects quality of life, and has been associated with in-
creased physical illness, such as cardiovascular disease (16). Functional disabil-
ity, high health care utilization, and increased mortality are other consequences
that necessitate prioritizing the mental health needs of an increasing population
of aging persons. And yet, misdiagnosis, underdiagnosis, and undertreatment of
mental illness in older persons have been well substantiated in the literature (17). 

Fiske, Gatz, and Pedersen (18) examined the relationship between health status
and depressive symptoms in a large Swedish sample, aged 29–93 years. Partici-
pants were asked about 38 medical conditions and completed a self-report meas-
ure of depressive symptoms. The study used a longitudinal as well as a cross-
sectional design so as to examine if depressive symptoms change with age or
whether differences between middle age and old age represent cohort or other se-
lection effects. The findings demonstrated modest increases in depressive symp-
toms with age for both women and men, particularly for older participants. They
also confirmed the higher levels of depressive symptoms among women than
men throughout late life. Although the study did not find an interaction between
health and aging, current physical illnesses were significantly associated with the
level of depressive symptomatology in older female subjects. 

Physical disability and resulting functional limitation are prevalent in older
women, and increase significantly as they join the ranks of the old-old (19). Esti-
mates suggest that more than one quarter of women over 65 years old report diffi-
culty with activities of daily living (i.e., involving mobility and self-care). This
figure rises to nearly half of women over the age of 85 years. Another Swedish
study, of male/female twin pairs born between 1905 and 1925, found that the
women experienced more total health problems, particularly disabling, nonfatal
chronic diseases such as arthritis than their brothers (20). The males, in contrast,
had proportionately fewer health problems, but these were mainly potentially
life-threatening conditions such as serious cardiovascular disease. In terms 
of self-rated health, there were no gender differences between the twin pairs.
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The authors suggest that the men’s fewer but more serious conditions were coun-
terbalanced by the women’s more numerous but less life-threatening health prob-
lems. This is a research area that has generated conflicting findings. Pinquart and
Sorenson (21) found that gender differences in subjective well-being only
emerged in very old subjects. They postulated that this age effect may reflect the
compounding disadvantages of chronic illness with greater longevity for the old-
est women.

Apart from physical illness, other health-related habits, such as alcohol con-
sumption, cigarette smoking, poor diet, and lack of exercise, have also been asso-
ciated with the psychological distress that predisposes women to becoming de-
pressed. The majority of the research in this area is cross-sectional, and so causal
relationships are difficult to establish. Does an unhealthy lifestyle predispose to
depression, or do the motivational deficits and low self-esteem associated with
depression make women (and men) more vulnerable to unhealthy lifestyles? Lee
(22) examined depressive symptoms in relation to smoking, weight, alcohol use,
and exercise status in a sample of 612 Australian women from three age groups
(18–23 years, 45–50 years, and 70–75 years) . She found that unhealthy lifestyle
patterns were associated with psychological distress and depressive symptoms
across the three age cohorts. However, overall, the older women consumed alco-
hol and smoked less than the younger women and reported less psychological
distress. The author acknowledged that changes in socially acceptable behavior
may have produced cohort effects to explain health-related lifestyle differences.
Also, the oldest subjects may have represented a biased group of healthy sur-
vivors who had been able to maintain physical and mental well-being into late
life. She cites evidence to suggest that later middle age is a time when women are
most likely to actively reassess and reorient their values and life goals. These
women, if able to make necessary constructive changes, can then adapt and ad-
just psychologically as they grow older.

Nevertheless, substance abuse is an increasing problem in the older popula-
tion, has been called the hidden epidemic, and is often comorbid with mood dis-
turbance (23). While excess alcohol consumption remains the major form of sub-
stance abuse in older males, misuse of prescription (especially benzodiazepines)
and over-the-counter medications is an underrecognized problem in older women.
It is estimated that older persons receive approximately 50% of all benzodi-
azepine prescriptions, and the majority of these recipients are women. The
Australian National Drug Strategy Household Survey (24) also found that a sur-
prisingly larger percentage (40%) of older women consumed over-the-counter
medications on a daily basis. These included laxatives, vitamins, analgesics, cold
and allergy drugs, and antacids. There is minimal literature about the levels of
misuse of these substances nor the extent to which they are taken as a form of
self-medication to relieve psychological distress as well as physical symptoms.

As well as its association with substance misuse, depression is a strong predic-
tor of suicidality. Because aging women are more vulnerable to mood distur-
bance, it might be expected that they would attempt suicide more frequently than
aging men. After all, they live longer and have higher lifetime rates of depression.
They are also more likely to spend a significant period of their later lives with
some form of chronic disability or illness. Nevertheless, although older women
are more likely to attempt self-harm, their rate of successful suicide is far lower
than for older men (25). In Australia, males over 75 years have always had the
highest rates of suicide, although this has been surpassed by young adult males in
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the last few years (26). A greater tendency by young and older males to use more
lethal means to harm themselves is one significant factor contributing to this gen-
der difference. By contrast, older women are more likely to take an overdose of
prescription medication and are usually not sure about what might constitute a
lethal dose. 

Several authors have reported that women’s suicidal behavior most commonly
occurs in the context of relationship problems that generate feelings of helpless-
ness and inadequacy (25). Haight and Hendrix (25) used a life narrative approach
to identify themes that differentiated a sample of six older women (mean age 81
years) who rated significantly on the Beck Scale for Suicidal Ideation from six
older women (mean age 79 years) who considered themselves satisfied with their
lives. The suicidal women reported that their childhoods were unhappy and non-
nurturing. Consequently, they had experienced difficulty in establishing intimate
relationships and generating love and security in their own lives. They felt intense
loneliness and had a pervasive sense of negativity about their capacity to cope. In
contrast, the “ satisfied” older women experienced a strong social network and
described cohesive, caring families of origin. They appeared to have endured as
many hardships as the suicidal women but were “better copers” and able to es-
tablish satisfying relationships. It is not clear from the reporting of this study to
what extent the suicidal women were suffering from an acute relapse of their de-
pressive symptoms, which would have intensified a negative perspective of their
life trajectories. Overall, the suicidal women reported a lifelong coping style
that seemed to predispose them to impoverished relationships and demoralizing
loneliness. 

Apart from depression and anxiety, older women are also more vulnerable to
developing a psychotic illness in later life. This may be in the context of a depres-
sive or dementing illness, but late-onset schizophrenia is far more common in
women than men (unlike early-onset schizophrenia) (26). No satisfactory explana-
tion for this gender disparity has been generated in the literature, but it is certainly
a striking reality for those who work in aged mental health. From the few epidemi-
ologic studies undertaken in this area, it is estimated that 4% to 6% of community-
dwelling elderly experience psychotic symptoms in the form of delusions or hallu-
cinations; the prevalence is much higher in institutional and residential care
settings. One study noted that less than half the elderly psychotic persons surveyed
were receiving any treatment (27). This finding is not surprising as the majority
are socially isolated elderly women who rarely leave their homes. Their delusional
ideas are usually about having “phantom boarders” in their houses, or they de-
velop false persecutory ideas about their neighbors. Generally, it is only when they
start to act upon their delusional ideas, which may be years after they first develop
symptoms, that they become known to psychiatric services. Calling the police to
remove the unwanted “boarder” or to reprimand the neighbors is a common pre-
cipitant that brings them to treatment. As these elderly women are usually dis-
tressed by their paranoid ideas, it is important that they be treated, even though
they are quite resistant because of their lack of insight. However, a neglected area
with regard to the psychotic symptoms experienced by these isolated elderly
women is that they bring meaning into their otherwise barren lives. Totally remov-
ing these elderly women’s delusional ideas, which have given them a distorted
sense of purpose, often leaves them bereft and vulnerable to depression. This
highlights the complexity of adaptation in later life and poses a challenge for
mental health clinicians. Simply removing symptoms with pharmacologic inter-
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ventions does not necessarily improve quality of life if these older women are then
left with a sense of meaningless and even greater isolation (28). 

RESILIENCE

What determines coping style, and most importantly what are the factors that fos-
ter maturation and resilience, enabling the achievement of “integrity” in later life,
the final Eriksonian psychosocial challenge? These are particularly pertinent
questions for aging women as they struggle to find their place in a changing soci-
ety. The unresolved nature versus nurture debate suggests that both hereditary
and environmental factors influence the development of personality traits and the
unconscious defense mechanisms that are needed to manage life’s stresses and
tribulations. While acknowledging the role of heredity, Vaillant proposes that
healthy psychosocial maturation can be attained only if young children are ex-
posed to love and nurturance (29). As well as providing a model for how to con-
nect emotionally with others, this enables the young child to internalize their
loved parents. From this bedrock of ego development, empathy, healthy interac-
tional patterns, and the capacity to reciprocate affection can develop. Of course,
life is an evolving process and assigning the responsibility for psychosocial mat-
uration solely to childhood experiences does not give much hope to the many
who are emotionally deprived and neglected during this stage of their lives. The
reality is that childhood is a critical developmental stage and achieving later life
satisfaction is more of a struggle if the building blocks of emotional security are
not laid down at this time. The suicidal women described above are testament to
this tenet of psychological development. However, development is not static, and
the adaptability of human nature is such that positive emotional experiences at
any time during life’s pathway can heal psychological damage wrought by trau-
matizing childhoods. As Vaillant observes, “At the heart of this recovery from
disadvantage is resilience.” In his book Wisdom of the Ego he attempts to decon-
struct this concept through illustrative narratives of the participants in three longi-
tudinal studies (29). The lives of these men and women have been followed since
adolescence, and those still alive are now in later life. Although intelligence and
material affluence were the fortune of many of these subjects, these attributes did
not necessarily correlate with their capacity to deal with adversity or to feel con-
tentment in the sunset of their lives. Vaillant postulates that resilience has to be
viewed as multidetermined, and is often context-specific. He considers that a
“balance sheet” in which protective factors outweigh risk factors is too simplistic
to explain the multifarious concept of resilience. A stable sense of self appears to
be crucial, but temperament, luck, and coping styles characterized by altruism,
humor, and sublimation are other significant factors contributing to the capacity
to remain positive and engaged with life despite adversity. 

Among the aging subjects described by Vaillant were a group of women re-
cruited as children in 1922 by Lewis Terman at Stanford University for his longi-
tudinal study of gifted children (29). These highly intelligent female children were
not a representative sample of their generation, but their life narratives provide us
with a snapshot of the opportunities, or lack thereof, that were the lot of intelligent
women born into an affluent society in the early years of last century (even though
not all the families of the Terman women were financially comfortable). As the
course of their adult lives was set long before the women’s movement and the rise
of feminism, the majority of these women were unable to actualize their potential
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in terms of career opportunities and public life. They had no female role models to
provide guidance and mentoring for the application of their intellectual talents,
and consequently their lives were filled with paradox. Vaillant uses the framework
of “defense mechanisms,” or life’s coping strategies, to examine how these re-
markable women coped with the constraints imposed upon their lives. One 78-
year-old woman who had, at age 14 years, told the Terman study interviewer that
she desperately wanted to be a doctor or an astronomer, could rationalize in late
life that learning to cook and raise a garden were achievements in life that had
given her joy. At some level, this very intelligent older woman had been able to re-
frame the disappointments in her life so as not to be bitter and resentful. In con-
trast, another female subject from the Terman study, despite the advantages of
having an affluent and academically gifted family, could never rise above the self-
doubt, hypochondria, and social isolation that characterized her entire life. 

Vaillant and other authors interested in the concept of “successful aging” have
concluded that material affluence and genetic attributes, such as intelligence, are
helpful but do not necessarily correlate with better coping in later life (30–32).
The capacity for creativity, defined in the sense of putting into the world what
was not there before, appeared to characterize the Terman women who could still
experience enjoyment in later life, have a sense of humor, and accept without bit-
terness the denied opportunities in their lives. This creativity did not necessarily
bring them public acclaim but more often took the form of community work or an
absorbing personal activity. They did not differ from the less creative, less con-
tented Terman women in terms of education, social privilege, or even parental
support. However, they were more likely to manifest altruism, “playfulness,” and
emotional connectedness in their coping styles (29). As such, they appeared to
have mastered an adaptive maturity, which enabled them to preserve hope despite
having to endure significant frustrations and losses.

Hope and meaning appear to be central to the maintenance of the creativity and
resilience that characterize “successful aging.” Participation in relationships and
experiencing personal growth were the most important sources of meaning for a
sample of 372 urban Australian women divided into five age cohorts (18–91
years). Interestingly, this was a common finding in both younger and older
women, suggesting some continuity in particular aspects of meaning across the
lifespan. When other sources of meaning were examined, the youngest group
scored highest for participation in pleasurable activities, the middle-aged women
scored highest for interest in social causes, and older women rated the preserva-
tion of values and ideals most highly (33). This study used the same instrument for
measuring sources of personal meaning as undertaken in a previous age-stratified
Canadian sample. Reker and Wong (34) found that there was a qualitative shift
toward a philosophical orientation and innerdirectedness in later life. This in-
creased “interiority” in older persons is also reflected in the findings of studies
that have examined the relevance of spirituality and faith with increasing age.
Neill and Kahn (35) found that life satisfaction was greater for older widowed
American women who described themselves as “religious.” In particular, engag-
ing in organized religious activities provided them with friendships, a sense of
community, and a means of contributing to the welfare of others. Reviewing the
American literature in this area, Van Ness and Larson (36) found that the hope
created by the salutary aspects of “religiousness” was protective for older people
in terms of their vulnerability to depression and suicide. They also noted that reli-
gious older persons report higher levels of life satisfaction and other subjective
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measures of well-being. In contrast, the Australian study cited above found that
participation in religious activities was not rated highly by older or younger
women as an important source of personal meaning. Comparison between studies
that have used different constructs of meaning cannot readily be made, but the
above findings perhaps highlight the importance of sociocultural contexts for the
way in which women make sense of the aging experience. 

FUTURE DIRECTIONS

The growing literature on gender and aging is compelling in its elucidation of
how much more vulnerable women are than men in later life. They have higher
physical and mental morbidity with a longer life expectancy, have disproportion-
ate responsibility for unpaid domestic work and care of dependent family mem-
bers, and are confronted with persistent gender inequalities in the workforce (37).
Ageist, sexist, and racist prejudices, even in developed societies, have greatly
hindered macrolevel structural change that would address the needs of disadvan-
taged aging women. As a consequence, widowhood, childlessness, poverty, and
ethnic minority status greatly increase the likelihood that older women will be so-
cially marginalized, and their quality of life severely compromised. 

And yet, it is also apparent that some older women can call on extraordinary re-
silience in facing loss, physical decline, and adversity. Researchers interested in the
notion of successful aging have identified personal attributes and environmental
circumstances that facilitate positive adaptation to age-related changes, and some
of these have been discussed in this chapter. What is missing from this body of
knowledge is a gender-specific focus to tease out the differences as well as the com-
monalities of the aging experience for women and men. Although life-span
developmental models have greatly enhanced an appreciation of the positive aspects
of aging, there has been a tendency to neglect the heterogeneity of adaptive age-
related processes. Aging women require their own psychosocial research agenda
that is able to examine their specific issues within a matrix that is focused on the in-
dividual within her society, and is multiculturally sensitive. Lessons to be learned
from previous generations of aging women can be included only if a sociohistorical
context is also considered. Longitudinal prospective studies, such as the Terman
study of gifted children, are uniquely suited to exploring the connection between
historical and social shifts and individual life courses (29). However, they will al-
ways be few in number, given the expense, logistic challenges, and time involved.
Identifying and removing negative ageist and sexist stereotypes and the ignorance
that underpins and maintains them would at least be a start in empowering and en-
abling the potential of older women to be expressed. Aging women require younger
women from across the ethnic and class spectrum to join them in this struggle, as
they will be the recipients of the benefits from more gender-egalitarian societies.
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CHAPTER 24

Aging and Cognition
in Women

Chris Perkins

Worldwide, more than 470 million women are over 50 years of age and one-third
of these will live into their 80s. It is anticipated that nearly two-thirds of the current US
population will survive to 85 years or beyond.

Women have a longer life expectancy than men; thus in absolute numbers more
women than men suffer from the neurodegenerative disorders that occur in very old
age. Dementia is the most prevalent of these disorders, occurring in about 5% of people
over 65 years of age and about 20% of those over 80. In 1997, of the 2.32 million peo-
ple who were affected with Alzheimer’s type dementia in the United States, 68% were
women (1). Once they develop Alzheimer’s disease, women on average live longer than
men (2). Dementia is very much a women’s health problem.

Dementia is now the third most common neuropsychiatric disorder in high-income
countries (3). However, as the population in developing countries ages, dementia is also
becoming commoner there. In China, for example, at least 10% of the population are now
over 60 years of age. Although that rate of dementia is low compared to the rate for per-
sons of Caucasian ancestry, an estimated 5 million people in China, mostly women, have
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dementia. Social trends in Asia, such as smaller families and increased opportunity for
paid work for women, mean that the family is less able to fulfill the traditional role of car-
ing for aging parents. Currently in China about 1 in 10 older persons live alone (4). In
India, women surviving into old age are often vulnerable and disadvantaged and may be
the only caregivers for the disabled (5). In Latin America and the Caribbean, where popu-
lations are aging rapidly, most of the elderly are women living in urban centers. A lifetime
of ill health and poverty makes them vulnerable to the diseases of old age (6).

Women not only make up a high proportion of the people suffering from dementia,
but they are also the main caregivers, both as family members and as employees in the
aged care sector. Their services are often underrecognized and undervalued. As the
“baby boomers” enter old age and life expectancy in developing countries increases,
governments and insurers are starting to realize that the support of large numbers of
older people with dementing illnesses will become prohibitively expensive. Thus pre-
ventive, diagnostic, and treatment strategies for the dementias are now receiving urgent
attention. In this chapter we consider the changes in cognition that may occur with age
and the diagnosis, prevention, and management of dementia. We discuss caregiving for
older people with cognitive impairment and the risks of exploitation and abuse in this
very vulnerable population.

“NORMAL” COGNITIVE CHANGES WITH AGE

Older people often report difficulties with cognitive ability, especially memory. It
is difficult to determine what changes in cognition can be anticipated with normal
aging. People become increasingly different from each other as they age, result-
ing in increased variability on tests of cognition. Thus, average scores across an
age group may be less relevant than for younger people. Unrecognized illness
(including dementia) or medication can also affect cognitive ability and confound
the results of testing.

Comparing young and old in cross-sectional studies fails to account for gener-
ational differences in diet, health care, education, and other experiences between
cohorts. These studies may exaggerate the age-related deterioration in cognition.
In longitudinal studies that repeatedly test a group over many years, the less
healthy subjects tend to drop out, leaving more of the more cognitively able
members of the cohort. Such studies minimize the differences in cognition be-
tween older and younger people. However, some changes in cognitive function
with age are broadly accepted.

LEARNING AND MEMORY

Declarative (or episodic) memory declines over time in longitudinal studies. De-
clarative memory is the recognition or recall of previously presented information;
an example is the free recall of word lists or narrative material. Younger people may
have better strategies for remembering over the short term; for example, when
memorizing a list of objects they will group them somehow, such as by the first let-
ter of the name. If older people are taught to do this, their recall improves signifi-
cantly.

Older adults may have more difficulty with working memory, that is, more
difficulty simultaneously retaining and processing information. Remote recall for
many years past is usually good.
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SPEED OF PROCESSING

Perceptual speed is the speed with which simple perceptual comparisons can be
performed, as measured, for example, by timed tasks requiring symbol substitu-
tion. When age-related differences in perceptual speed are controlled for in some
standard psychological tests, some other age-related differences disappear.

The commonly used Weschler Adult Intelligence Scale–Revised (7) has verbal
and performance tasks. For older persons taking the test, little change is found on
the verbal tasks that reflect a person’s accumulated experience, education, and
knowledge (crystallized intelligence). The performance tasks, however, begin to
decline in midlife. These depend on speed and mental flexibility, which diminish
over time. How much these changes actually affect an older person’s functioning
is unclear.

ATTENTION

The ability to sustain attention does not appear to change with age although it be-
comes more difficult to ignore extraneous stimuli and perhaps to shift or divide
attention.

LANGUAGE

Apart from the well-known difficulty of retrieving names or other words, lan-
guage does not normally deteriorate (8).

COGNITIVE IMPAIRMENT NO DEMENTIA (CIND)

The boundary between normal aging and pathologic change that would predict
likely progression to dementia has yet to be identified. Since the development of
the antidementia drugs, it has become important to try to clarify this boundary. If
early cognitive impairment can be detected in an elderly person (and has not al-
ready resulted in sufficient functional or intellectual decline to merit a diagnosis
of dementia), then appropriate treatment may delay or prevent the onset of the
dementia.

The focus of investigation in this area has mainly been on age-associated mem-
ory impairment (AAMI), also known as amnestic mild cognitive impairment
(aMCI). This focus has helped detect decline in people who may go on to develop
Alzheimer’s disease, memory impairment being an important early symptom.
Amnestic MCI is defined as performance at 1.5 SD below age norms on a memory
test, subjective memory complaints, intact general cognition, and not meeting cri-
teria for dementia (9). However, non-Alzheimer forms of dementia often show de-
terioration in other areas of cognitive performance before memory declines. “Cog-
nitive impairment no dementia,” or CIND, includes other cognitive deficits as well
as memory and may predict other forms of dementia as well as Alzheimer’s dis-
ease. CIND, not consistently defined as yet, is characterized by difficulty with
memory and/or other areas of cognition not sufficiently severe to meet criteria for
dementia (10). Various studies show high rates of CIND in the elderly population
(10.7% to 23.4% in those over 65), with the rate increasing with the age of the pop-
ulation studied (11,12). Of possible risk factors for CIND, only education has
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been shown to predict its rate in population studies; people with fewer years of
formal education show a greater rate of cognitive decline than more educated per-
sons (12,13). The current cohort of elderly women may show more cognitive dete-
rioration than their better educated male peers. A recent community study of a
sample of people 70 to 79 years old showed an insignificant decrease in the num-
ber of cognitively normal women compared with the number of cognitively nor-
mal men (14).

The annual rates of conversion from aMCI to Alzheimer’s disease are between
3.7% and 8.3% (15,16); the conversion rates from CIND to dementia (all types)
are 5.8% to 9.4% (17,18).

DEMENTIA

Dementia is defined as the development of multiple cognitive deficits (including
memory impairment) due to

• The direct physiological effects of a general medical condition
• The persisting effects of a substance, or
• Multiple etiologies (DSM-IV)

These cognitive deficits are often accompanied by psychological symptoms such
as anxiety, delusions, and hallucinations. Personality and behavioral changes
occur, and there may be motor disturbances, depending on the type of dementia.

Of the many different types of dementia, the most common are Alzheimer’s
disease (50%–60% of cases); vascular dementia (15%–20%); mixed Alzheimer’s
and vascular dementia (10%); and Lewy body dementia (15%). The frontotempo-
ral dementias (about 10%) and subcortical dementias form a heterogeneous
group of diseases, often affecting people with movement disorders. The bound-
aries between the different types of dementia are blurred clinically and neu-
ropathologically. Recent research has shown that vascular risk factors increase
the likelihood of Alzheimer’s dementia as well as vascular dementia (19,20).
Brain infarction, detected on MRI, appears to hasten or precipitate the clinical ex-
pression of Alzheimer’s disease (21). This suggests that the dementias are not
necessarily separate clinical entities.

In some studies the incidence of Alzheimer’s disease is higher in women than
men. (22). Others (23) find only borderline differences or an increase in the fe-
male over male rate after 90 years of age only. However, men have a higher rate
of vascular dementia (24), and there is a slight excess of males with Lewy body
dementia (25).

The male:female ratio in the frontotemporal and subcortical dementias de-
pends on the etiology. However, given women’s longevity and the increased
prevalence of dementia in people aged over 80, in absolute numbers many more
women than men suffer from dementia.

PREVENTING DEMENTIA

Possible preventive approaches are described in the following paragraphs.

Education and cultural activities. As with CIND, the incidence of dementia is lower in
people with more years of education. A study controlled for education found that
participation in intellectual and cultural activities after formal education reduced
the risk of dementia for women but not for men (27).

340 SECTION VI ● Aging

4700_LWW/Romans_ch24pp337-350  02/22/05  11:06 AM  Page 340



Medications. Treatment of hypertension and the use of lipid-lowering agents may pre-
vent both vascular and Alzheimer’s dementias (19,20). Good diabetic control,
cessation of smoking, the regular use of aspirin, and treatment of extracerebral
sources of embolism may help prevent vascular dementia.

Weight. Women who are overweight in old age may be more prone to developing de-
mentia. For every unit of increase in the body mass index score, the risk of devel-
oping Alzheimer’s disease increased by 36%. These increases were not found in
men (27).

Richness of expression in youth. In the Nun study (a longitudinal study of the Sisters
of Notre Dame in the United States), those with a wide and expressive writing
style in youth were less prone to develop dementia. Low linguistic ability early in
life may reflect suboptimal neurologic and cognitive development, which could
increase susceptibility to the development of Alzheimer’s disease pathology in
later life (28).

Antioxidants. Intake of vitamin E and other antioxidants such as beta carotene and
flavonoids may prevent Alzheimer’s disease (29). Green tea and gingko biloba
may lower the risk of Alzheimer’s disease or slow its progression.

ESTROGEN

The apparently greater incidence of Alzheimer’s disease in postmenopausal women
compared to men of the same age led to interest in using exogenous estrogen to pre-
vent the development of the disorder. This had a theoretical basis in that estrogen re-
duces the formation of beta amyloid (found in plaques in Alzheimer’s disease) and
affects oxidative stress, inflammation, and cerebral vasculature. Observational stud-
ies had also indicated that women who used hormone replacement therapy (HRT)
were less likely to develop Alzheimer’s disease than those who did not take HRT.

The Women’s Health Initiative Memory Study (WHIMS), a randomized, dou-
ble blind, placebo-controlled trial of estrogen and progestin versus placebo in-
volving over 4,000 women aged 65 to 79 years, ran from May 1996 until July
2002. The study was stopped prematurely because of certain increased health
risks (heart disease, stroke, pulmonary embolus, and breast cancer) in the women
receiving the combined hormones. The outcome after 4.05 years was an in-
creased risk of developing dementia (usually Alzheimer’s disease) in the treat-
ment group (hazard ratio 2.05), an increase of 23 cases of dementia per 10,000
women per year. The investigators concluded that combined therapy increased
the risk for probable dementia in postmenopausal women 65 years or older. The
combined therapy also did not prevent the development of mild cognitive impair-
ment (30). The estrogen-only arm of the trial (in women who have undergone
hysterectomy) is continuing.

Other researchers have argued that the timing of HRT administration is important
and that its use at the menopause and early postmenopause (rather than in women
over 65) might be more effective before the brain is affected by estrogen deficit (31).

DIAGNOSIS

Important differential diagnoses of dementia include delirium, depression, and
normal aging. Although investigations for reversible causes of cognitive impair-
ment such as B12/folate and thyroid function tests are recommended (32), it is

Aging and Cognition in Women 341

4700_LWW/Romans_ch24pp337-350  02/22/05  11:06 AM  Page 341

www.ebook3000.com

http://www.ebook3000.org


now rare that a truly reversible condition is found, perhaps because treatable psy-
chiatric and metabolic conditions are less often confused with the primary de-
mentias (33). Routine brain imaging may change diagnosis or management in
10% to 15% of cases. No diagnostic test for Alzheimer’s disease exists yet, but
clinical diagnosis with laboratory and x-ray investigation is about 80% accurate.

The diagnosis of dementia is often delayed because of its insidious onset, the
popular acceptance and expectations of cognitive failure in old age, and the
stigma surrounding the disorder. A family member or concerned friend (rather
than the person with dementia) usually initiates the assessment visit to the pri-
mary care doctor. The information that person offers is vital for both diagnosis
and subsequent management.

Family practitioners often fail to make the diagnosis until the disease is mod-
erately advanced. The situation might be improved with better education of gen-
eral practitioners about the disease and closer liaison with specialist services such
as neurology and psychogeriatrics (34).

GENETICS

Half of early onset Alzheimer’s disease cases appear to be transmitted as an auto-
somal dominant trait. The three causal genes are beta APP and presenilin 1 and 2,
which if present, can help predict the likelihood of early onset dementia. How-
ever, these represent only 2% to 3% of people with dementia; for most people,
dementia begins after the age of 65. In the older age group, 50% carry the
apolipoprotein E epsilon 4 allele. Having this allele may increase the risk of de-
veloping Alzheimer’s disease and hasten its onset by several years. However,
there are clearly other genetic or environmental risk factors. ApoE genotyping
cannot be used as a predictive test for late onset Alzheimer’s disease and is of
only minimal diagnostic value. It may be of use in determining response to treat-
ment, but this needs further investigation.

DISCLOSING THE DIAGNOSIS

Much debate has ensued about the usefulness or harm of telling a person that he
or she has a dementing illness. Most psychogeriatricians tell people with mild de-
mentia their diagnosis and prognosis, although they are less likely to be so open
with people with more severe disease. Sometimes they use more benign labels
like “memory loss” or discuss the situation only with the patient’s family. The ev-
idence on the best course for clinicians to follow is inconsistent: the perspective
of the people diagnosed with dementia has been largely neglected and needs
more good-quality investigation (35). In one study, people who knew they had
dementia feared others would find out, that they would be socially embarrassed,
have long-term dependency needs, and not be listened to. Common effects of
knowing the diagnosis were social withdrawal and hypervigilance for evidence of
cognitive failure (36). However, it is important that patients and their caregivers
(who may be elderly themselves) know the diagnosis so that they can plan for the
future and make informed decisions about treatment. The disclosing physician
needs to assess how much information should be given and at what stage. In fact,
many people with mild dementia are aware there is something wrong and appre-
ciate the knowledge, however painful. The manner in which people are told is im-
portant, ideally gradually, offering hope and ongoing support.
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MANAGEMENT

Over the last decade drugs specifically targeting the disease process in dementia
have been developed. These include the anticholinesterase inhibitors (ACEIs),
which address the cholinergic deficit in Alzheimer’s, vascular, and Lewy body
dementias, and memantine, which blocks the action of glutamate that causes neu-
ronal damage at N-methyl-D-aspartate (NMDA) receptors. The ACEIs are rec-
ommended for mild to moderate dementia, and memantine may be used at any
stage by itself or in combination with the ACEIs. Studies have consistently shown
modest benefits, with slight improvements in cognitive function and a slowing in
the rate of decline compared with placebo.

A recently published study, AD2000 (37) showed no reduction in time to insti-
tutionalization, nor any significant change in caregiver stress or use of services in
a group given donepezil, an ACEI, compared to a group given a placebo. It con-
cluded that there was no economic advantage in using the ACEIs. AD2000 has
been criticized in terms of numbers, diagnostic methods, and study design and
because it fails to take into account the individuals who improve significantly.
However, it remains the largest and longest independent trial of an ACEI. There is
a need for more trials that are not commercially funded to assess fully the long-
term usefulness of ACEIs and to define which groups benefit most.

The antidementia drugs are expensive, and not all countries include them in
their publicly funded benefit schemes. Thus many women do not have the option
of using these medications if they cannot personally afford them.

The mainstay of management remains good medical, psychological, social,
and spiritual care over the prolonged course of the illness as the person with de-
mentia becomes increasingly frail and dependent on others. Many different thera-
pies aim at slowing cognitive decline, reducing behavioral disturbance, and im-
proving quality of life. It is usually a matter of trial and error to decide which
therapy is most beneficial for each individual.

FAMILY CARE

In the United Kingdom, 5.7 million people are household caregivers. Half of
these informal caregivers look after someone over the age of 75. In the United
States, an estimated 5 million people are caring for their parents at any one time
and a similar number of spouses are looking after an elderly partner (38). Many
of those needing care have dementia.

Often, the caregivers are also themselves elderly. In the United Kingdom, 27%
of caregivers are over 65 years of age (39). If the dependent person has a spouse,
that person, wife or husband, usually provides care.

However, if a single parent needs care, it is likely to be provided by daughters
(even if there are sons), or if there are only sons, by daughters-in-law rather than
the sons themselves. Daughters often feel a sense of obligation to provide care.

Over one third of those caring for a relative with dementia report a high level of
stress, depression, or general psychological morbidity (40). In a 1993 U.K. survey
97% of caregivers were suffering from some form of emotional difficulty: stress,
tiredness, depression, or loneliness (41). One third had some form of physical prob-
lem, such as back pain, as the result of being a caregiver (39). In contrast, many
people take on caregiving with a sense of vocation; despite feeling tired, worried,
and frustrated at times, they find that caring is a loving and rewarding task.
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The degree of stress is affected by the nature of the relationship before the
cared-for person developed dementia. It may be difficult for someone to accept
the role of caring for a person the caregiver did not much like even when that per-
son was well. Some spouses feel resentment toward the person, who by becom-
ing ill has prevented fulfillment of their retirement dreams. Caring out of a sense
of duty or guilt increases the emotional stress. However, if the relationship has
been warm previously, the family may accept the situation and get on with the
caring with minimal strain.

Factors affecting stress in a caregiver include care recipient factors such as

• High demands or needs on the part of the person with dementia (e.g. inconti-
nence, night-time disturbance, emotional lability)

• Withdrawal, decreased social activity, apathy, and depression in the person
with dementia. The reduced response to the caregiver by the person with de-
mentia affects feelings of mutuality and satisfaction (42).

Caregiver factors include

• Relationship to the care-recipient. Spouses may be physically frail and finan-
cially poorly off, but they often have a wholehearted commitment to the part-
ner. Daughters usually have responsibilities in paid work or toward other fam-
ily members and thus experience distressing role conflict and disruption of
their lives.

• Living situation. If caregivers live in the same house as the person with demen-
tia, they are likely to notice the strain on the relationship and restriction of so-
cial activities.

Wives report greater strain than their husbands, but also greater emotional and
behavioral disturbance on the part of their partner (43). Wives appear to be more
emotionally involved, compared with husbands, who have a task-oriented ap-
proach to giving care. As time goes on, wives learn to distance themselves emo-
tionally. Husbands report satisfaction in caring for their demented wives because
they feel they can now repay the care their wives previously gave them.

Useful interventions to reduce caregiver stress include education, group sup-
port, practical care, respite care, emotional support, and psychotherapy. There is
no one, simple solution to the multiple problems that arise during the long course
of the illness. Multicomponent programs are necessary to support caregivers.

COMMUNITY CARE

Many older women live alone and if they develop dementia they are at increased
risk of accidents, self-neglect, and exploitation. Balancing the need for choice
and independence with the necessity for protection is often very difficult. Despite
stereotypes of “sweet little old ladies,” many older women are determinedly inde-
pendent, outspoken, and resistant to interference in their lives. They want to re-
main living in their own homes and refuse assistance for as long as possible. Not
wishing to “be a burden,” they minimize their difficulties until later in the de-
menting process, when they fail to recognize that there are problems at all. These
people need careful support from skilled, respectful community workers who at-
tempt to maximize their clients’ dignity and independence while minimizing risk.

344 SECTION VI ● Aging

4700_LWW/Romans_ch24pp337-350  02/22/05  11:06 AM  Page 344



This job is often done by kindly but untrained women who are paid a pittance.
There is a lack of recognition and valuing of the complex nature of their work
and its importance to the welfare, both economic and humane, of society in
general.

INSTITUTIONAL CARE

People with dementia enter formal care when the risks of remaining in their own
homes or the demands on their caregivers are too great or when the caregivers’
health or other circumstances change. Incontinence, sleep disruption, marked de-
pendence, behavioral disorders (such as wandering and irritability), or with-
drawal are common reasons for institutionalization.

Most (up to 80%) of residents in nursing facilities are women. The prevalence
of psychiatric disorders in these institutions is high. In one study 80.2% had some
psychiatric disorder; of these, 67.4% had dementia.

Approximately 20% of residents with dementia have delusions or hallucina-
tions, about 10% also have depression, and another 10% have a superimposed
delirium. It is possible that if some of these conditions were treated with known
effective approaches, cognitive function would improve (44).

Difficult behaviors are common in dementia (up to 90% of persons with de-
mentia manifest some challenging behavior in the course of the dementing ill-
ness). Ideally, these should be managed by behavioral or environmental inter-
ventions. However, such management is often not the case, and there is a high
rate of prescription of neuroleptic drugs in the attempt to control behavior. The
rate of prescription of neuroleptics is higher for men than for women, probably
because men’s behavior is perceived as more dangerous (45). Long-term care
providers complain of inadequate advice input from geriatric psychiatry services
(46).

Quality of Life in Long-Term Care
The quality of life in long-term care for dementia depends on optimal cognitive
functioning, activities of daily living, social interaction, and psychological well-
being (47). These requirements often are not met in underfunded, understaffed
residential settings. Residents in long-term care need autonomy and choice as
much as possible, privacy (if they desire it), dignity, social interaction, meaning-
ful activity, individuality (personal preferences, interests, and backgrounds
should be taken into account), enjoyable (rather than aversive) stimulation, safety
and security, spiritual well-being, clarity of structure (clearly stated rules and
norms governing resident behavior), and functional competence (the staff and en-
vironment should contribute to the maintenance of their everyday skills) (48).
People with dementia cannot always ask for their needs to be met, though their
demeanor and behavior will often signal that something is wrong.

Nonpharmacologic Therapies in Residential Care
Person-centered care

Kitwood, a psychologist who led the Bradford (U.K.) Dementia Group in the
1990s, developed a model of dementia that involves the interaction between neu-
rologic changes affecting the person and her environment (49).

Often, he suggests, professional caregivers of the person with dementia erode her
skills, self-esteem, confidence, and social status through the action of “malignant
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social psychology.” Some examples of such behavior are: disempowerment, in
which a caregiver takes over a task that the person with dementia could have
done herself (with adequate time and support) or by ignoring the person, for ex-
ample by talking as if she were not in the room. Ultimately, the dementia suf-
ferer loses her status as a person, her “personhood.” Caregivers do not intend to
be malicious but merely lack insight into what it might be like to suffer from
dementia.

From this theory, he developed “Dementia Care Mapping,” an observational
quality assurance tool aimed at providing a person-centered picture of care to
enhance the insight of staff in residential settings and bring about positive
change (49).

Numerous other approaches to care, including validation therapy, reality ori-
entation, aromatherapy, art, or other cognitive stimulation therapy, aim to im-
prove quality of life, slow the rate of cognitive decline, and prevent behavioral
disturbances.

Unfortunately, there are often too few staff to use these methods regularly.
Most paid caregivers, either in community roles or as workers in institutions, are
women. They are often recent immigrants, perhaps with a poor grasp of the lan-
guage of their charges, and are poorly paid and poorly educated. Many have to
work overtime to earn a reasonable wage, and there is a high rate of staff turnover
and burnout. These factors have an impact on the quality of care provided to
those at home or in long-term care.

Many residential facilities provide adequate physical care for people with de-
mentia and ensure their physical safety while ignoring their psychological, emo-
tional, and spiritual needs. Legislation governing the residential care sector is
often more focused on the adequacy of fire evacuation plans and food preparation
than the residents’ less tangible needs for stimulation, company, and meaningful
activities.

ELDER ABUSE

Elder mistreatment affects 3.2% of the over-65 population in the United States.
The rates vary in different countries but are not directly comparable because of
differences in definition (e.g., whether or not theft is included). Neglect is fre-
quent. The very frail elderly, especially those with depression or dementia, are
likely targets, as are those who need assistance with activities of daily living or
those who are socially isolated (50).

As Tomlin states: “American studies have shown the classic victim to be an
elderly person over the age of seventy-five, female, role-less, functionally im-
paired, lonely, fearful and living at home with one child” (51).

People with dementia are very vulnerable to abuse, often physical perhaps re-
lated to their own disruptive behavior. With limited memory and communication
skills, they may find it difficult to recall or report incidents of abuse. They may
not be believed if they do complain, or they may indeed not report accurately
(e.g., a woman may recall an abusive incident from the past as if it has just oc-
curred). There is also the possibility that someone with dementia will misinter-
pret a procedure (e.g., receiving personal care from a male nurse) as abuse. It is
very important for caregivers of people with dementia to be alert to the possibility
of abuse, but they should also be aware that the person with dementia might mis-
understand the situation.
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FINANCIAL ABUSE

Theft from elderly persons with dementia is probably widespread, coming in a
variety of forms—the neighbor who takes the person with dementia to the bank
to withdraw money; the son who, via his power of attorney, uses his mother’s
money to finance his business; or the unscrupulous secondhand dealer who buys
the person’s antiques at rock-bottom prices. Money and jewelry disappear so
often from residential care that families are usually advised to take all valuables
home. Home care workers who help with shopping have to be fastidious about
providing receipts for all spending.

Most jurisdictions have provisions for the appointment of a property manager
to assist or take over the financial affairs of the person with dementia. It is (of
course) possible for such persons to abuse their position, and in many jurisdic-
tions no legislative sanctions on such behavior exist.

More subtle forms of abuse include families not paying for essential care in an
attempt to maximize their inheritance, or residential providers charging extra for
services that should be included in their basic contract (e.g., asking for payment
for basic hygiene products).

PHYSICAL AND PSYCHOLOGICAL ABUSE

People with dementia can be irritating in the extreme, particularly to someone
who does not understand the nature of the disorder. If a caregiver, whether family
or paid, is stressed, it is not surprising that anger or frustration may boil over at
times. The caregiver may yell, handle the person roughly, or hit her. Caregivers
also often put up with abuse from the person with dementia.

Tying a person in a chair, locking her up, ridiculing or ignoring her, or refus-
ing to meet her needs is also abusive. Usually the abusive person is not malicious
but acting out of ignorance or desperation; he or she may feel guilty. The proper
response generally should not be punitive but should inquire into why the abuse
has occurred and how repetition of the behavior can be avoided.

Abuse by family members may be precipitated by their mental illness or alco-
hol abuse. Other caregiver factors include a poor premorbid relationship with the
care recipient and previous abuse.

SEXUAL ABUSE

The prevalence of sexual abuse of persons with dementia is unknown, partly be-
cause it is difficult to define when it occurs. Complex ethical issues arise. If a
husband demands his conjugal rights from a woman who cannot consent, when
does this become abuse? Is it only if she seems upset by it? Is sexual contact with
a man whom the woman with dementia misidentifies as her husband acceptable?
What if he also has dementia, so that neither can truly consent? Who decides
whether to “allow” their relationship to develop?

Adult children are often shocked by their mother’s involvement with a man
who is not their father and say it is out of character and not what she would have
wanted if her mind were not impaired. Should their view be considered, espe-
cially if their mother seems to be enjoying the relationship? Residential care staff
are also often uncomfortable with such “affairs,” and there are rarely suitable
rooms in which to conduct them.
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There is a paucity of intervention studies in elder abuse. The causes of abuse
are multifactorial, and therefore the responses need to be equally complex, apply-
ing to both caregiver and victim (52).

SUMMARY

Cognitive decline in old age is already a major issue for older women and will
become increasingly important as longevity increases in both developing and de-
veloped countries. Older women with cognitive decline are often badly off eco-
nomically. In many countries, they are triply or quadruply stigmatized: they are
old, female, cognitively impaired, and poor. They are at high risk for abuse.

Services are frequently inadequate to provide the care that could improve
quality of life for persons with dementia. Their caregivers, who are mostly
women, suffer from the stigma associated with their clients: they too are at risk of
being exploited.

However, the enormous increase in their absolute numbers will mean that peo-
ple with dementia and their caregivers cannot be ignored indefinitely. There are
signs of growing interest in the prevention and treatment of the neurodegenera-
tive disorders, perhaps because everyone, rich or poor, male or female, young or
old, knows someone with dementia.
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CHAPTER 25

Vicissitudes and
Disappointments: Loss
and Illness in Late Life

Pamela Melding

“Old age is not a disease—it is strength and survivorship, triumph over all kinds
of vicissitudes and disappointments, trials and illnesses” in the words of the late Maggie
Kuhn, civil rights activist (1). In historical times, longevity was greatly revered. People
who attained old age not only had excellent survivorship but also were considered by
their social groups to be a source of wisdom and cultural knowledge. Such accolades
are not earned simply by reaching old age but accomplished! Old age is a major devel-
opmental period of the life cycle and one with more challenges, “vicissitudes and dis-
appointments, trials and illnesses” to confront than at any other stage of life. Among
these are changes to the physical self as organ systems become vulnerable to disease
and decline. Simultaneously, older people have to confront the relational self as they
retreat from the active world and their roles in the family and society change. Decline
of the physical body and retreat from the active world allow time to confront the
psychological self and bring the need to reminisce and put into perspective all of one’s
life experiences, their personal value, meaning, and quality, in preparation of the final,
ultimate retreat from life itself. Old age itself is certainly not a disease, and persons who
successfully negotiate its challenges have the capacity for “strength, survivorship and
triumph,” as Kuhn asserted. Successfully negotiating the challenges results in resolution
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of emotional conflict, integration of experiences and achievements, and appreciation of
contextual significance and meaning leading to psychological growth—the elements
that are integral to “wisdom.” The reality for many women is successful aging—living
and adapting well despite the problems of old age. But for others, old age can be a time
of difficulty, in which triumph and survivorship seem to be an impossible dream. This
chapter considers some of the challenges to overcome, the major “vicissitudes and dis-
appointments” that can negatively influence mental health, and it looks at some of the
important factors highlighted by aging studies as conducive to the “triumph and sur-
vivorship” of successful aging.

DEMOGRAPHY OF LATE LIFE

The changing population demographics around the world is possibly the most
important factor influencing both physical and mental health of older women
today. Increasing longevity and decreased fertility are the major causes of aging
of the populations in most of the developed and developing world. Between 2000
and 2020, the population of people aged 65 and older is projected to rise rapidly
in all countries of the world, with the greatest rise in the cohort over 80 years of
age (2). The first countries to feel the impact of this change, Japan, the United
Kingdom, Germany, and France, already have to deal with the issues as their eld-
erly people now constitute 20% to 25% or more of their total populations. Others,
such as Canada, the United States, Australia, and New Zealand, with elderly pop-
ulations currently about 12% to 13%, have the benefit of a few years grace to ob-
serve how other countries deal with the challenges. The small surplus of males at
birth is markedly reversed near the end of the life span because total life ex-
pectancy for men is several years less than for women. By age 75 years, women
outnumber men by 4 to 3, and by age 80, there are twice as many women as men.
This trend is more apparent in the most developed countries, where women have
an additional 5 to 12 years of life expectancy, but even in less developed coun-
tries, women have greater longevity than men. Older women are more likely than
men to be the recipients of retirement benefits, geriatric health care, and institu-
tional care (2).

New Zealand is one of the Western countries that has still to see the impact of
population aging. Yet in 2001 a New Zealand national census revealed that 3 of
every 4 older men lived with others while only 1 of 2 women did. Twenty percent
of men lived alone in contrast to 43% of women who did. While the majority of
older men were married, fewer than half of older women were, and if both genders
reached their 80s, half the men were likely to have still living spouses whereas
only about 10% of women would have a partner (3). These demographics are
consistent with similar findings for many other developed countries of the world.

VICISSITUDES, TRIALS, AND DISAPPOINTMENTS

POVERTY

A major consequence of being widowed is that income drops. The New Zealand
census found that the median income for men over the age of 65 was more than
the median income for women of the same age. Studies in other countries find
similar trends. A British Household Study found that health in late life was substan-
tially related to socioeconomic group and that elderly widows were disadvantaged
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economically. Having poorer resources predicted poorer health and mental
health (4).

Poverty is a major social determinant of poor physical and mental health.
Many women become impoverished for the first time in old age, after the deaths
of their husbands. Many of the current generation of older women never worked
in paid employment, or if they did, their working life was interrupted by child
rearing. Those that had jobs outside the home were less likely to be educated be-
yond secondary school and more likely to be in low-paying or part-time employ-
ment. Consequently, financial security for many women came from being mar-
ried. Older women are far less likely than older men to have either public or
private pensions of their own. Many widows have to survive on the residual ben-
efits of their deceased husbands’ pensions. These are often paid at a lower rate for
the surviving spouse and rarely support the living standards the women had while
their husbands were alive (5). Widows also lose a contribution toward fixed do-
mestic costs such as property taxes, utility standing charges, maintenance, etc.,
and thus the discrepancies are larger than might be inferred from the statistics.
State pensions (equivalent to Social Security benefits in the United States) barely
cover living costs for those who have not contributed to private retirement invest-
ment funds, and personal savings diminish over time. Diet, heating, and housing
resources can suffer, increasing vulnerabilities to health breakdown. In addition,
worry over material resources can significantly undermine the psychological cop-
ing of the functionally limited disabled older person (6).

LOSS

Loss is the hallmark of late life. While losses can affect both genders, how they
do so may be very different experiences for men and women. Many loss events in
an older person’s life, such as retirements or bereavements are “on-time,” norma-
tive events that are anticipated and usually taken in their stride. Unanticipated life
events, such as unexpected illness in self or spouse, the loss of an adult child, or
natural disasters, are “off-time” events and have a more profound psychological
impact. When a loss-inducing life event occurs in a person’s life, it can cause a
change in circumstances, represent a threat, or be regarded as a challenge, and
sometimes all three. Krause (7) postulated that the adverse impact of life events is
more severe when an event threatens an aspect of self-image that identifies the
person’s concept of a salient social role, such as spouse, parent, grandparent,
friend, or contributor to the community. Older people subjected to several ad-
verse life events in a short period are much more vulnerable to depression and
poor psychological adjustment than others (8).

BEREAVEMENTS

Bereavements are common in late life. Indeed, some older people joke about fu-
nerals being their most common social experience. While they may take the
deaths of friends and even spouses in their stride as normative events, the impact
for long-lived females may be greater than just coping with the loss of dear com-
panions. The loss of a male partner not only deprives a woman of a confidant and
support but also changes her social and economic status. Although many older
women do try to substitute for a lost partner or dear friend, these substitute ties
often do not fully compensate (9).
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Another consequence of women’s surviving longer than their male partners is
that each gender has to deal with health problems in different contexts. In con-
trast to men, most of whom have partners and expect to be taken care of by that
partner (10), most women are without partner support when they most need it.
Recent widows may have a marked decline in their physical and mental health
status (11). Consequently, women often become increasingly reliant on their so-
cial support networks as they age.

SOCIAL SUPPORT

The importance of social networks and their impact on health in late life should
not be underestimated. A considerable body of research tells us that psychologi-
cal and physical stressors may be moderated in older people if they feel cared for
and esteemed by their social networks. In a classic London study, Murphy (12)
found that older people with confiding relationships were less likely to have de-
pressive illness following a threatening life event. Positive social support possi-
bly may also have a direct effect on illness itself by enhancing immunologic
function (13). Of course, the deaths of a spouse, siblings, and friends shrink the
size and quality of an older person’s support network markedly.

A social network is defined as “those within the person’s larger social commu-
nity who regularly provide support in a range of contexts of day to day life” (14).
Social networks are a major source of assistance for older people; they may in-
clude (a) members of the same household, (b) relatives, (c) confidants, (d) people
perceived by the person as able to provide necessary instrumental and emotional
support. A social network enables a person to cope with life and its problems and
provides access to resources that help from day to day (15).

Not all networks are strong enough to cope with the vicissitudes of old age.
The quality of a support network is probably more important than its size, and
discrete networks can respond in different ways to the problems of old age. Some
are more robust in offering support to older people; others more vulnerable to
breakdown under crisis. Wenger (15) argued that social networks have their own
special characteristics and can be predictive both of types of health problems and
of the response to them. Wenger developed a useful typology of social networks
for older people, based on extensive qualitative research in Wales:

1. The local family dependent support network focuses on close family ties,
often an old person living with an adult son or daughter. There are usually few
neighbors and peripheral friends. The persons being cared for are more likely
to be the old-old (i.e., over 80 years of age) and in poor health compared with
those supported by other types of networks. They are more likely to be wid-
owed and female.

The local family network is associated with older persons with dementia. In the
old-old individuals commonly found in such networks, depression and loneliness
tend to occur with increasing dependency along with fear of loss of autonomy and
of being a burden (16). The caregivers looking after an elderly person may also be
more vulnerable to stress and depression due to the increased burden of care.

2. The locally integrated support network is usually based on the long-term resi-
dence in one area of an elderly person who has maintained active involvement
in community and church organizations over many years. The person sup-
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ported by this type of network has close relationships with local family, who
live nearby, and with friends and neighbors. The network is often large, and
because the network members often know each other, it can be very robust in
times of crises when the network pulls together in collaborative action.

3. The local self-contained support network is one that supports an elderly per-
son who has arm’s-length relationships or infrequent contact with at least one
relative, often a sibling or a niece or nephew, but relies primarily on neigh-
bors. The elderly persons tend to keep to themselves and ask for help only in
an emergency. The relationships are undemanding, the person has lifelong re-
sistance to reliance on others, and dependency is low.

The self-reliant people living in local self-contained networks often deny difficul-
ties. They are often childless, and relatives are not a source of active emotional
support (17). As a result of little interaction they may become subject to feelings
of isolation and loneliness. They may also suffer from unrecognized physical and
mental health problems.

4. The wider community focused support network is exemplified by the middle-
class network of the retirement migrant. Typically, the elderly person supported
by such a network has no relatives nearby but has active relationships with rela-
tives, usually adult children, who live some distance away. Friends have high
salience, and the relationships are characterized by a high degree of reciprocity,
at least in the short term. People in wider community focused networks are usu-
ally educated and assertive, and they like to be their own case managers. They
often go into residential care earlier rather than later if they begin to deteriorate.

5. The private restricted support network is associated with an absence of local
kin, often childlessness, few nearby friends, and low levels of family or com-
munity contacts. Consequently, the network is generally very small. Contact
with neighbors is minimal, and there is a low level of community contacts.
These older people are often suspicious of others and deny any problems.
They are more likely than others to resist medical and social interventions and
to struggle to maintain independence against increasing odds. People with this
type of support network are overrepresented among older persons with mental
health and personality difficulties. Depression is often common, unrecog-
nized, and undertreated. These older people may also adapt very poorly to res-
idential care (15).

Poor economic resources, recent bereavements, social isolation, and im-
poverishment all carry increased risk for physical and mental disorders in late
life (18). Deterioration of social resources for the older person or the inability
of a social network to respond to a crisis is often the trigger for greater inter-
action with health care professionals.

PHYSICAL HEALTH

Of all life events, the most common ones to affect older people are illness stres-
sors (19). Several studies of aging also indicate that illness and disability are the
most stressful of all loss events. Physical aging can lead to deterioration in health
status, often with resulting psychosocial ripple effects that limit independence,
reduce self-determination, and induce a loss of self-esteem. Notably, chronic
poor physical health and disability are major correlates of depression, prolonged
hospitalization, suicide, and poor psychological functioning in old age (20).

Vicissitudes and Disappointments: Loss and Illness in Late Life 355

4700_LWW/Romans_ch25pp351-364  02/22/05  11:06 AM  Page 355

www.ebook3000.com

http://www.ebook3000.org


Both sexes are, of course, prone to physical health losses. The leading causes
of men’s earlier deaths are cardiac disease, stroke, chronic obstructive pulmonary
disease (COPD), and cancer. However, because of their longevity, women are
more prone to disabling diseases such as arthritis, osteoporosis, degenerative dis-
eases of the brain, and hearing and visual impairments (21). Indeed, women have
about two years’ more disablement than their male counterparts. These disabling
diseases can last for many years, decreasing quality of life by causing persistent
pain, restricting mobility, and reducing sensory enjoyment. Loss of visual and au-
ditory acuity not only affects older persons’ sensory enjoyment of life but also
negatively affects their confidence to manage basic activities of daily living and
confidence to socialize and be involved in their communities (22).

Older people frequently experience multiple physical comorbidities. One
physical disorder may tax an individual, but several comorbidities can be over-
whelming (23). While physical debility may result from an acute change in
health status, appetite, nutrition, or bodily rhythms may also be adversely af-
fected. A disease may have secondary effects such as dehydration, metabolic or
electrolyte upsets, severe pain or constipation, and the disease process may have
a cascade effect, with one dysfunctional system putting additional strain on other
marginal organ systems. Treatment may compound the patient’s problem through
sedation or drug interactions.

Illness events have profound psychosocial effects far beyond the immediate
physiologic impact. Illness, especially if accompanied by significant chronicity,
pain, or disablement, has a major impact on the older person’s functioning, social
roles, and relationships. A major insult to self-identity can occur when a person is no
longer capable of taking care of himself or herself and becomes reliant on adult off-
spring or other caregivers. The “life of the party” may lose social confidence or suf-
fer agoraphobia following a serious fall. Physical or cognitive impairment can force
an elderly person to give up driving, limiting opportunities for social engagement.

PERSISTENT PAIN

More than 40% of older people report problems with pain or discomfort to some
degree. The extent to which pain interferes with daily activities increases incre-
mentally with age, women faring much worse than men (24). Many of the dis-
eases affecting older women have disabling, persistent pain as a major feature
(21). The list is long and includes arthritis, osteoporosis, vertebral collapse, sen-
sory neuropathies from diabetes or ischemia, heart disease, stroke, trigeminal
neuralgia, temporal arteritis, and more. Yet, despite acknowledgments from clini-
cians that pain is a symptom in all of these conditions, persistent pain in older
people and particularly older women is underdetected and, worse, undertreated
both in nursing homes and the community (25,26).

McLean and Higginbotham (27) studied cognitively intact residents of nursing
homes in New South Wales, Australia, and found the prevalence of persistent
pain to be high, particularly in women (31% women compared to 21% men),
with a much lower level of treatment recorded. Agreement between the residents’
self-report and the nursing record was borderline (kappa 0.24). The findings of
this study were similar to those of several other studies in other countries. Fox
and colleagues (28), in a systematic review of several international studies, noted
a marked discrepancy between prevalence of pain as determined by self-report or
chart reviews and pain actually treated.
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Why is persistent pain in elders such a neglected issue? There seem to be sev-
eral reasons, starting with a lack of basic education on the assessment and treat-
ment of chronic pain per se in medical and nursing school curricula (25). A good
pain assessment needs to be thorough, but unsurprisingly, assessment of persist-
ent pain is not a priority for the limited time of health practitioners. Sadly, many
persistent pain problems in older people remain underrecognized simply because
health professionals do not ask or have the time to ask about the problem and its
detrimental effect on a person’s functioning or quality of life.

Unlike the senses of hearing or vision, which diminish with age, the notion of
“presbyalgia” or a lessening of nociception or pain sensation with age has mostly
been dismissed in healthy older adults (25). However, Gibson et al. (29) com-
pared acute pain threshold perception in healthy and cognitively impaired older
adults and found that, although acute pain perception was not diminished in the
Alzheimer patients, these patients were slower at reporting the noxious stimuli
and their reports were less reliable. Certainly, a pathologic brain disease may in-
terfere with cognitive or motivational-affective pathways, thus altering pain expe-
rience (30), but this does not necessarily mean that discomfort is any less. Indeed,
central neuropathic pain following stroke is well known to be one of the most dis-
tressingly painful conditions known (31).

Persistent pain in older women appears to be underdetected and undertreated
even in those who are able to verbalize and express it. Many are resigned to their
pain, believe they should “suffer in silence,” or say they “do not want to be a
bother” (32). Sometimes, they may fail to report pain to caregivers and health
professionals due to mistaken beliefs that pain signals a dread disease or that they
might be admitted to the hospital or worse, an institution, if the true nature of
their difficulties becomes known (33). Other concerns that fuel the reluctance to
communicate pain are notions that analgesics will have bad side effects or will
become addictive. Unfortunately, these notions may be also entertained by pri-
mary care physicians (25), which may result in inadequate treatment.

Pain is not just a physical sensation of nociception but suffering is also involved.
Living with a painful condition has deleterious effects on one’s quality of life, and
persons so affected are often depressed. Indeed, pain and disability are major risk
factors for depression in late life (34). Depression also heightens suffering of pain
(35). Pain is also a well-recognized major risk factor for late-life suicide (36).

While the underdetection and treatment of pain in cognitively intact older
women who are capable of expressing their needs are bad enough, the situation is
much worse in cognitively impaired elders in nursing homes (37), most of whom
are women. Language is an early domain affected by the dementias, and the in-
ability to convey inner experience is a major factor in the underreporting of pain,
especially in advanced disease. However, communication can be also expressed
in behavior and body language or be manifest as agitation or challenging behav-
iors (38). Most nursing home residents with advanced dementia are women who
commonly have comorbid painful musculoskeletal conditions. Detection of pain
problems in these patients often proves challenging for clinicians involved in
their care (39). Careful observation by staff and close knowledge of the patient
seem to be important factors in identifying pain in cognitively impaired elders,
who have difficulty in communicating. Indicators of pain can be identified; they
include specific physical repetitive movements, agitation, vocal repetitive behav-
iors, physical signs of pain, and changes in behavior from the norm for that per-
son (40). Both inadequate and inappropriate treatment of persistent pain are
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major issues for these elders. Balfour and O’Rourke (41) in a Canadian study
found that patients with dementia and persistent pain were more likely to have
been treated with benzodiazepines and antipsychotics than were their patients
without dementia, even after taking pain into account.

Detecting and assessing pain in older people lacking communication skills is a
challenge and certainly more difficult, but not impossible, than it is for their cog-
nitively intact counterparts. Several pain scales are now available for use with
cognitively impaired patients who cannot conceptualize or verbally express their
pain experience (37). As a result of more interest in the problems of pain in elders
in the last decade, pain assessment and management is increasingly being incor-
porated into nursing home protocols, prompted by clinical practice guidelines
such as those of the American Geriatrics Society (42).

THE SIGNIFICANCE OF ILLNESS IN LATE LIFE

Psychological stress can result from pathologic changes or the person’s appraisal
of the illness. An illness in late life may have a profound psychological impact,
and the person may appraise a personal meaning about the relationship between
themselves and the illness. The illness may represent a change, a threat, or a chal-
lenge, each view attracting quite different responses (43). Thus, an illness may
represent a major life change, perhaps moving in with others, or even institution-
alization. It may signify a threat to quality of life, or a loss of independence, mo-
bility, and sometimes life. For some, illness presents the challenge of learning to
be one’s own care manager or developing new coping styles.

An older person also perceives an illness stressor from a generational or co-
hort view. People born in the earlier decades of the twentieth century differ in
their worldviews from those born in the post–World War II period. It is useful to
remember that today’s older people have had lives of unprecedentedly rapid so-
cial and technologic change that has undoubtedly shaped their view of life and
the way they perceive and respond to stressors (44). Many of today’s elders are a
cohort of people that were discouraged from expressing how they felt and en-
couraged to adopt a stoic approach to help them cope with global adverse events.
Older people who have had particular adverse experiences such as war combat or
the Holocaust or are victims of sexual abuse may have had a lifetime of seem-
ingly good adjustment to their traumas. Yet, with the increased vulnerability of
aging and physical illness, unresolved painful traumatic memories suppressed for
many years may resurface (45).

STIGMA

If an illness makes a person appear to be “different” in any way, then it is stigma-
tizing. For example, stroke patients with hemiparesis appear physically distinc-
tive, as do patients with abnormal bodily movements, Parkinsonism, or other
physical defects (46). Patients may feel humiliated by having to resort to wheel-
chairs or walking sticks. Sudden reliance on such aids can diminish a person’s
confidence because they indicate loss of normal adult autonomy and independ-
ence to all and sundry.

Many factors influence the impact of stigma on the older person, including the
presence of a medical diagnosis. In some cases, observable symptoms or impair-
ments can serve to validate an illness and thus the associated activity restrictions
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and needs for caregiver assistance. This validation can be perceived in a positive
way by some older persons, such as those with dependent personality traits and
those seeking release from home or family responsibilities. The absence of a
clear medical diagnosis increases the risk of negative effects from stigma, espe-
cially if symptoms are viewed as exaggerated or unfounded by medical profes-
sionals, family members, or peers. This is a common occurrence in some types of
chronic pain conditions, such as myofascial pain syndromes. For older people,
another significant source for negative feelings of stigmatization is the presence
of mental health problems and involvement in psychiatric treatment (47).

EMOTIONAL RESPONSES TO PHYSICAL HEALTH STATUS

The cumulative effect of several disease states, anatomical deformations, pain,
or loss of mobility all can adversely affect mood state (48). Negative mood
states (e.g., depression, anger, fear) complicate the person’s appraisal of an ill-
ness by negatively influencing the person’s perception of the problem itself so
that it may seem worse than the reality. Illness or disease, especially when unex-
pected, impacts on the individuals’ personal sense of their ability to control what
is happening to them. The attribute of “locus of control” is an individuals’ per-
ception of what might be happening to them as either significantly influenced by
themselves or determined by external sources such as health care professionals,
deities/religious/political figures, or chance/fate/luck. The Amsterdam Longitu-
dinal aging study found that a dominant external locus of control is a dominant
vulnerability factor for anxiety disorders in late life (49) and a strong internal
locus of control is protective for depression in women (50). A longitudinal study
of changes in physical functioning for older adults found that a predominant in-
ternal health locus of control was positively related to physical functioning (51)
for women at all levels of baseline functioning but for men only with low physi-
cal functioning at baseline. Such beliefs are important to identify because of
their protective influence on the process of adaptation; they are important in
aging well and essential in coping with the vicissitudes and disappointments of
late life (see below).

COPING

Folkman and Lazarus (52) define coping as “the variety of cognitive and behav-
ioral efforts used by the individual to manage the specific external and internal
demands that are appraised as exceeding the resources of the individual.” Coping
simply is the thoughts and actions used to restore a person’s state of psychologi-
cal equilibrium. Coping has two main functions. The first is to deal with the
person–environmental relationship that is the source of the problem, and the sec-
ond is to regulate the accompanying emotional response (43). When coping re-
sponses fail to do either of these two things, the person cannot maintain a psycho-
logical equilibrium and distress follows. If the disequilibrium or distress is
severe, subnormal functioning or disability results. Multiple factors impinge
upon an older person’s perception of his or her ability to cope with or adapt to
late life stressors, particularly to illness. Personality, education, cognitive skills,
flexibility, resilience, and previous experience are all important elements in
adjusting to and coping with an illness stressor. Individuals’ sense of control will
determine confidence in themselves to adapt and their belief in their self-efficacy
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to overcome the problem (53). Data from the MacArthur studies of successful
aging indicate that strong self-efficacy beliefs have significant positive impact on
subjective perception of functional disability, independent of objective physical
limitations (54). Conversely, a dominant external locus of control undermines
self-efficacy beliefs (53). High internality of control and a positive sense of self-
efficacy are insufficient by themselves. Older people need to believe that their ac-
tions are safe and will not compromise them, that the expected outcome will be
beneficial. If pain or illness affects mobility and activities of daily living, the
older person may prefer to accept increased dependence rather than to struggle
with difficulty to maintain self-reliance. For older people, maintaining a sense of
self-efficacy is often a trade-off between the need for security and the need for
preservation of autonomy or independence.

Coping is a dynamic process that aims to modify meaning of events and the
accompanying stress response. Strategies can focus on the problem or the emo-
tion the problem engenders or both (43). Problem-focused coping may be di-
rected to the many practical problems faced by the older woman such as difficul-
ties with normal daily activities such as dressing and mobility, or it may be
directed to minimizing a health problem by ensuring good nutrition or adherence
to treatment plans. People with a dominant internal locus of control and strong
beliefs or self-efficacy are likely to use problem-focused strategies as a first-line
resource. Emotion-focused coping concentrates on managing the emotional con-
sequences of stressors such as any resulting anxiety, panic, or dysphoria but with-
out changing the realities of the situation. Active, problem-based strategies are
considered, in much of the literature, to be healthier than passive, emotion-based
coping, which is considered less adaptive. For some people it is important to ad-
dress both problem and emotion, either sequentially or simultaneously. Often,
one or another aspect may predominate in an individual’s coping responses. A
person’s coping styles are usually stable attributes of personality that have devel-
oped over a lifetime and they are influenced by the person’s goals and situational
intentions (43). Some research has shown that matching of interventions with an
individual’s primary coping style (i.e., problem-focused or emotion-focused)
produces better symptom and psychological coping outcomes (55).

Coping strategies have been classified in other ways besides problem-focused
versus emotion-focused, such as active (or instrumental) versus passive, behav-
ioral versus cognitive, and illness-focused versus wellness-focused. There is
some overlap in these rather artificial dichotomies especially for sick older peo-
ple whose repertoire of coping responses may be limited. Homebound older peo-
ple participating in an investigation on death and dying (56) indicated that the
problems they considered necessary to cope with most were (a) physical pain and
suffering, (b) risk to personal safety, and (c) threat to self-esteem and the uncer-
tainty of life beyond death. Their coping responses were a mixture of active
problem-focused strategies based on internal self-control and seeking social sup-
port, but also they successfully used more passive emotion-based coping styles of
prayer and preoccupation with objects of attachment. Some cognitive and behav-
ioral strategies such as reinterpretation, mental distraction, and meditation and
use of relaxation techniques can be viewed as both passive and active. Other
adaptive passive strategies commonly used by older people include acceptance,
resignation, humor, and prayer.

Religious coping can span many of these categories of coping. Koenig,
George, and Peterson (57) studied elderly medically ill patients and found that
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those with intrinsic religious or spiritual beliefs had more rapid remission of as-
sociated depressive symptoms. Adaptive religious coping also predicted a more
positive medical outcome in medically ill older people two years later (58). When
an individual has to contend with an uncontrollable and extremely threatening
stressor such as a terminal illness, or if the more active strategies have failed,
such passive and more reflective styles are both effective and beneficial in con-
trolling associated distress and depression (56). Indeed, when conditions of stress
are unchangeable, problem-focused coping is associated with poorer outcomes
than the more passive emotion-based coping (43).

However, some emotion-focused, passive styles such as “catastrophizing”
(i.e., cognitively overestimating the significance and impact of an event or cir-
cumstance) can be as much a means of appraising a stressful situation as a way of
coping with a problem (59). As a means of coping with the vicissitudes and trials
of late life, catastrophizing leads to greater depression, disability, poorer social
support, prolonged illness, increased pain, and poorer all round psychological ad-
justment to adverse events (60). It is important to identify maladaptive coping
styles such as catastrophizing, because these may be amenable to interventions
such as cognitive-behavioral therapy.

TRIUMPH, STRENGTH, AND SURVIVORSHIP

Although this chapter has, so far, concentrated on the vicissitudes and disappoint-
ments that can occur in the lives of older women, it is important to recognize that
older women do survive; they do triumph, and many do age well despite them.
There are losses and gains, decreases in some skills and optimization of others,
with many older people developing the more reflective “wisdom” skills. Several
terms are used in an extensive literature to describe “survivorship” such as healthy
aging, successful aging, positive aging, or aging well. Rowe and Kahn (61) used
rather rigid medically biased criteria to define successful aging, such as (a) ab-
sence of disease, disability, and risk factors like high blood pressure, smoking, or
obesity; (b) maintaining physical and mental functioning; and (c) active engage-
ment with life. In contrast, Baltes and Carstenson (62) offered a much broader per-
spective as “doing the best with what one has,” a concept more in keeping with a
mental health focus. Considerable evidence points out that physical illness, hospi-
talization, poor vision and hearing, restricted mobility, and restricted social net-
works are high risk factors for poorer adaptation, negative psychological function-
ing, and depression, as discussed previously. Subjective well-being often declines
as functional limitations increase, and thus older women would certainly seem to
be more at risk to less successful aging (63), but this is not the whole story by any
means. Older people themselves view successful aging as a complex issue, and
several studies indicate that they value the ability to adapt, to be able to focus on
gains rather than losses, a sense of psychological well-being, and social engage-
ment far more than maintaining physical or cognitive functioning (64). Even at the
very end of life, when a person is dying, these positive attributes of adaptation,
focus on gains, hope, and social engagement are important factors in dying well
(65). Although personality and personal attributes developed throughout the life
cycle, a sense of control and positive self-efficacy contribute hugely to an older
person’s capacity to adapt, cope, age, and die well, there are still many things that
health professionals can do to assist in helping all older people, and especially the
majority who are women, deal with the challenges of late life. We can identify
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which older people are most at risk for mental disorders: the physically ill, the old,
the isolated, the recently bereaved, the poor, and the socially restricted (18). For
many older people, we can treat symptoms of illness, pain, and depression very
successfully assisting greatly with quality of life. We can discourage risky behav-
iors, and we can target individual and social interventions that encourage social
engagement, maintain confidence, foster family relationships, assist with attain-
ment of goals for living, and promote subjective well-being. “Triumph and
survivorship,” facilitating older women to do the best they can under sometimes
difficult circumstances, should be a main aim for mental health care of all older
women.
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SECTION VII

Health Services
for Women

Section VII Summary
An Historical Perspective
Joan Busfield
The idea that a person can become mad or experience some
disturbance of mind has a very long history and predates the
development of any services for dealing with or helping
such individuals. Terms such as “madness” and “mental dis-
turbance” embody the recognition that these conditions con-
stitute a problem either for the persons themselves or for
those around them. We can see two historical strands that
led to the emergence of services for persons with mental
disturbance. On the one hand, persons disturbed in mind, or
their families, might seek help for their problems from a
range of healers, particularly if they had the resources to do
so. People would seek help for a wide spectrum of prob-
lems, ranging from the very severe, real madness, to the less
severe, being “troubled in mind.” Treatments provided also
varied widely (1). On the other hand, particularly as urban-
ization and industrialization spread, separate “madhouses”
and asylums for those considered mad were established by
private entrepreneurs, charitable groups, or local authorities
and soon expanded in size. Initially asylums were for per-
sons with severe disturbances—individuals who were “out
of their minds” and either difficult to look after or control,
or deemed to represent some form of threat to social order. 

The emergence of a specialist grouping of medical prac-
titioners concentrating on the treatment of what came to be
called mental illness can be linked to the growing impor-
tance of madhouses and asylums in the nineteenth century 
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with the first use of the term “psychiatry” occurring in the middle of that century. These
professionals increasingly defined and categorized the terrain of mental illness in order
to make sense of the problems with which they were called upon to deal. In the process,
the definition of mental illness was broadened, and new categories of mental illness
were created. Whereas in the nineteenth century much of the focus was on disorders of
thought, by the middle of the twentieth century, there was a growing attention to disor-
ders of affect or emotion, as well as to disorders constructed primarily in terms of be-
havior rather than thought or emotion (2). Since the mid-twentieth century, there has
been a new focus on services that do not involve confinement, legally compulsory or
otherwise. There has also been a growing reliance on psychotropic medicines as the so-
lution to problems of mental health. This trend has developed almost regardless of psy-
chiatrists’ ideas about causation of mental illness, which are often broader and more
eclectic than their treatment practices would suggest.

How have women fared under the emergence of these complex and changing mental
health systems of advanced Western societies? Official psychiatric constructions of
mental illness, grounded as they are in notions of scientific objectivity, now tend to be
largely gender blind. Nonetheless, gender necessarily permeates practice within the
mental health services. In the first place, patients or clients are always gendered indi-
viduals, and service providers, like other people, necessarily respond to them as gen-
dered individuals in terms of their expectations and understandings. Moreover, the dis-
tribution of problems constituted as mental illnesses varies by gender, in part because
the factors that can give rise to these disorders are not equally distributed by gender.
Simplifying a complex picture, we can say that whereas the levels of thought disorders
such as schizophrenia do not vary much by gender (though there are differences in
onset—see Kulkarni and Bertrand, Chapter 14 in this volume), disorders of emotion,
such as depression, tend to be more common in women (see Rhodes, Chapter 26, and
Astbury, Chapter 27, in the present section of this volume). In contrast, many disorders
of behavior, such as drug-related disorders and antisocial conduct disorders, tend to
occur more frequently in men. This means not only that gendered expectations inform
and shape clinicians’ work, but also that men and women are differentially represented
in the services provided and differentially affected by the treatments offered. Conse-
quently if, as Jill Astbury argues in Chapter 27, we need to look at the social causes of
depression and not simply routinely regard psychotropic medication as adequate treat-
ment, then this is more an issue for women than for men because women are more
likely to experience depression as the category is currently constituted. 

Indeed what is needed above all is greater attention to the reality of women’s lives
and the difficulties they face. Concentration on changing women’s lives for the better is
the key project if we are to improve women’s mental health. 
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CHAPTER 26

Mental Health Services
for Women

Anne E. Rhodes

WOMEN’S NEED FOR AND USE OF MENTAL HEALTH SERVICES

The assessment of need for mental health services occurs at multiple and interacting
levels of society. While debate continues about how best to define and measure that
need for services for the purposes of resource allocation, the consensus seems to be that
key dimensions are diagnosis of a mental illness; duration of the illness; disability and
distress associated with the illness; and the risk of harm to self and others (1–3). Addi-
tional dimensions considered are the proportion of the population affected and likely to
benefit (directly or indirectly) from treatment; the monetary costs of providing the
treatment; and the risk of adverse outcomes from treatment (4).

This chapter focuses on major (unipolar) depression and mental health services for
women. Depression is one of the most common mental disorders in the general popula-
tion. About 10% of women annually suffer from major depression in what could be the
most joyful and productive years of their lives. Depression is one of the most common
hospital discharge diagnoses for women aged 18 to 44 years (obstetrical care being the
most common discharge diagnosis). Because depression affects women during their
childbearing and child-rearing years, untreated depression may also have health conse-
quences for the offspring (5). The functional impairment of depression is comparable to
or greater than that of a number of chronic medical conditions (6). It takes a sizable
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economic toll in the workplace through reduced productivity and absenteeism (7,8).
The Global Burden of Disease Study found that in established market economies,
depression ranks second in terms of disability-adjusted life years. It is projected to
displace ischemic heart disease as the leading source of disease burden over the next 20
years (9). Further studies echo these findings (10). Depression is associated with pre-
mature mortality from cardiovascular disease (11) and suicide. Among those diagnosed
with depression, case fatality rates of suicide range between 2% and 6% (12), and
depression is a factor in at least 60% of suicides (11). 

By definition, a clinical diagnosis of a major depressive episode according to the
DSM-IV system of classification of mental disorders implies that significant disability
and distress are associated with the symptoms. Depending upon severity, an episode is
defined as being mild, moderate, or severe (13). The DSM system, necessary for clini-
cal practice, was not originally designed for the broad purpose of describing pathology
in the general population. Depression is thought to be a dimensional construct that falls
along a severity continuum that can lead to significant distress and disability. Condi-
tions that do not meet diagnostic criteria are more prevalent in the general population
than major depression and can be as disabling (14–17). 

WOMEN, DEPRESSION, AND THE NEED 
FOR MENTAL HEALTH SERVICES

One of the most robust findings from surveys conducted internationally is the
twofold higher prevalence of major depression in women compared to men. Al-
though prevalence estimates vary widely between countries, the difference be-
tween women and men in these estimates does not. This gender difference
emerges between the ages of 11 and 13 years. While hormonal factors may play a
role, the link is not yet clear at this age, nor is it clear for the transition to
menopause (18). 

It has been postulated that the reason more women are identified as having de-
pression than men is that women live longer, have longer episodes of depression,
and have more frequent episodes than men. Therefore, when data are collected at
one point in time, depression appears to be more common in women. Women are
more likely to have a first onset of depression than men; however, there is less ev-
idence to conclude whether the course of the depression varies significantly for
men and women. In general, it has been difficult to draw firm conclusions about
the etiology and natural history of depression due to problems with lifetime recall
and the lack of longitudinal data in representive samples (18,19). As well, the
course of illness may be affected by variations in the way men and women use
mental health services over time. 

A further complication is that depression tends to co-occur with other mental
illnesses. Persons with depression are more likely to suffer from anxiety disor-
ders, which, like depression, are more common in women than men (20). Indeed,
the pathway for depression in women may be through anxiety disorders (18), al-
though these disorders do not seem to account for the greater prevalence of de-
pression in women (21). After anxiety disorders, substance abuse is the most
common mental illness to co-occur with depression in women. While women
may report that their depression antedates their substance abuse, depression may
also be a result of the substance abuse (22). 
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A core symptom of depression is suicidal ideation. Suicidal ideation, plans,
and behaviors may arise from depression or from other conditions (e.g., border-
line personality disorder or eating disorder) or life contexts (e.g., a history of
physical or sexual abuse) that co-occur with depression. In treatment settings, ap-
proximately one third of persons with depression are suicidal (23). Although men
are more likely to die from suicide than women, women engage in more suicidal
behaviors, putting themselves at risk for physical harm, associated disabilities,
and premature mortality.

THE TREATMENT OF DEPRESSION IN WOMEN

Clinical depression is quite treatable with antidepressants or some psychothera-
pies or a combination of antidepressants and psychotherapy (24–26). The average
duration of a depressive episode is about three months (27). For antidepressants
to be effective, they need to be taken a minimum of two months (28); therefore,
some consistency or continuity of care with a primary care physician or a referral
to a psychiatrist is desirable. A minimum of four counseling visits has been de-
fined as appropriate for follow-up and medication monitoring (29–31). While the
hormonal links with depression are not well understood, hormonal factors may
play a role in treatment response. There is some research to suggest that men and
women differ in their response to different classes of antidepressants. Women’s
response may differ from men’s as well depending upon age-related or hormonal
factors (32). Current evidence is insufficient to recommend estrogen therapy as a
primary treatment for major depression in perimenopausal and menopausal
women (33). Nonpharmacologic treatment of depression includes psychotherapy
and, in special circumstances, electroconvulsive therapy. Psychotherapy gener-
ally requires multiple sessions with experts who have received specialized train-
ing. Combining or sequencing pharmacologic and psychotherapy may provide
more long-term benefit than any one therapy alone. Combined therapies may be
particularly worth pursuing in those who have a past history of depression (34).
In women with a concurrent anxiety disorder, treatment for depression should be
initiated as it may improve the symptoms of both disorders. Substance abuse is
not a contraindication to treatment of depression. Aggressive treatment may re-
duce the use of these substances (35).

Until recently, there has been a lack of systematic evidence and guidelines
about how to treat suicidal individuals, apart from or in addition to their mental
illness (36–39). Controversy continues regarding the relative merits of prescrib-
ing the newer antidepressants to suicidal individuals. While they are less toxic if
taken in overdose, use of these medications in persons under 18 years of age may
be related to an increased risk of suicide-related adverse events (40). If that risk is
true, young women may be of greatest concern given a greater likelihood of
being prescribed these medications.

During pregnancy women are not “protected” from depression. Pregnant
women are at a greater risk when there is a past history of depression, younger
age, limited social and economic resources, greater number of children, and am-
bivalence about the pregnancy. Antidepressant treatment during pregnancy is
based on the risks of untreated depression for the mother and what is known
about the risks of spontaneous pregnancy loss or teratogenicity of specific anti-
depressant agents. Less is known about the risks of specific antidepressants for
infants during lactation. Mothers may wish to pursue nonpharmacologic options
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or take antidepressants and provide infant formula. Treatment for women with
concurrent substance abuse is particularly important during pregnancy and the
postpartum, given that the toxic effects of substances may affect fetal develop-
ment and early attachment to caregivers. Postpartum psychosis is a rare but se-
vere form of depression that occurs within about two weeks of delivery and re-
quires rapid psychiatric treatment (5,41). 

WOMEN, DEPRESSION, AND THE USE 
OF MENTAL HEALTH SERVICES

Over the past two decades, a series of large mental health surveys has been con-
ducted in a number of countries. A consistent finding across countries was that,
compared to men, women in their reproductive years were about twice as likely
to use mental health services, largely outpatient (3,42,43).

This may be so for a number of reasons. It has been hypothesized that men
and women do not really differ in their use of mental health services; rather, they
differ in the types of mental illness they have. It is the type of mental illness that
determines use of services. Men are more likely to have substance use disorders
or antisocial behaviors or both, whereas women are more likely to have mood or
anxiety disorders or both. Use of mental health services is more common among
persons with mood and anxiety disorders, which do seem to mediate gender dif-
ferences in service use, but only partially (20). Somatic symptoms may be partic-
ularly relevant. Gender differences in use were not found in Puerto Rico (3). In
this sample somatization, an anxiety disorder, was as common in men as women,
unlike in other countries (44). 

Because women tend to have lower socioeconomic status (SES) than men,
when measures of need such as type of mental illness are held constant, one
might expect women to be less likely to use mental health services than men, par-
ticularly specialty services, due to greater financial barriers. This does seem to be
the case in settings where insurance coverage is uneven or lacking. Nevertheless,
the converse does not seem to be true. Although women are more likely to use
mental health services than men in Ontario, Canada, where medical and hospital
services are covered by national health insurance, these gender differences in use
are not higher than those in countries with less coverage (43). 

It is often proposed that women are more willing to seek help for mental
health problems than men, and this translates into greater use of services. Work
by Leaf and Livingston Bruce in the New Haven Epidemiologic Catchment Area
(ECA) site in the United States examined the relationships between willingness
to seek help, mental disorder, and gender with use (45). While the findings were
suggestive, insufficient statistical power to fully test these hypotheses and cross-
sectional data limited this investigation. In cross-sectional studies, measures of
willingness to seek help may be proxies for past use. In a follow-up study of the
Puerto Rico sample, past use was reported more commonly by women than men
and was strongly associated with current use. When levels of need and use over
time were examined, men were more likely to report use when their level of need
was at the highest level (46). Taken together, these findings suggest that even
when the effects of disorder and SES are taken into account, men seek help when
their illness is more severe. 

What happens to depressed men and women when they enter the formal
health care system may also be quite different. Few researchers have been able
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to study the relationships between gender, depression, and the use of different
types of providers over time in the general population. Two large surveys exam-
ined gender and depression according to the use of primary and specialty care
providers. In the ECA survey, among those with new onsets of mental illness,
women were more likely than men to report use in the primary care sector (47).
In a prospective study of mental health visits to physicians according to claims
data in Ontario, women were about twice as likely as men to be seen by primary
care physicians, whereas men were about twice as likely to be seen by psychia-
trists (48). The preferential use of primary care by women in both studies, re-
gardless of measures of need and SES, is of interest. In light of the fact that the
Ontario study was based on insurance claims data, the patterns are not attributa-
ble to a reporting bias (49,50). Essentially, women who had depression were
more likely than men to be seen by a primary care physician, and women with-
out demonstrable need were also more likely than men to be seen by a primary
care physician. In the Ontario study, persons who saw psychiatrists made more
visits than those who saw primary care physicians only. For those who saw
physicians, very few reported seeing physicians and nonmedical providers for
mental health reasons (50).

IMPLICATIONS FOR HEALTH CARE PLANNING 
AND DIRECTIONS FOR FUTURE RESEARCH

The findings from these studies raise two main concerns. First, if women are not
in demonstrable need, should they be accessing mental health services? Earlier it
was noted that depression is not a rigid category. In primary care settings, there
are more persons whose illness is subthreshold or minor in nature. Some may
remit, some may become worse, and some may be recovering from a previous
episode of depression. While ongoing treatment may be indicated in the latter
scenario, supportive care and monitoring may be as effective in the other scenar-
ios (35). An argument has been made that mild cases in treatment consist of high
proportions of older, well-educated females who are at low risk of progressing to
serious mental illness (42). Moral hazard is said to occur when patients or clini-
cians demand payment for care that is not needed.

The second issue pertains to whether women with depression are receiving ad-
equate treatment for their depression in the primary care sector. Concerns about
the detection and treatment of depression in primary care are long-standing
(51,52). Although trials have demonstrated the benefits of treating depression in
primary care settings, uncertainty remains about the quality of care under real-
world conditions (53). Adherence to mental health clinical practice guidelines
falters without specific intervention, typically multifaceted and resource-intensive
(54). The most recent data from the National Comorbidity Survey found that
only about 22% of persons with depression in the United States reported treat-
ment that was adequate in relation to treatment guidelines (31). Currently in
North America, routine screening of adults for depression is not recommended
without systems in place that assure accurate diagnosis, effective treatment, and
follow-up (55).

Much of the care for depression takes place in the primary care sector and
consists of pharmacotherapy and supportive counseling. A trend of less psy-
chotherapy and increased pharmacotherapy for depression has been reported in
the United States that is thought to have arisen from a greater awareness of
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depression, marketing of antidepressants, and managed care strategies that limit
contact with specialty providers (56). Related to this trend, a large drop in visits
to nonmedical providers was observed for those with mood disorders, but this
drop was not offset by conjoint care (57). 

A fear is that these trends may be responsible for the suboptimal detection and
treatment of depression in the primary care sector for women. Much of sub-
threshold or minor depression may represent women who remain in care because
they have not yet recovered from their initial episode. Less advantaged women
may not persist in treatment given insurance and medication costs. While more
advantaged women may not fully benefit, less advantaged women may not re-
ceive any benefit if they cannot afford treatment. In the absence of alternatives,
their illness may become severe with patterns of use of services resembling those
of men. However, when men access care, their depression may be detected and
treated more aggressively for fear of suicide (58). Men may also be more able to
afford specialty services. A disturbing consequence would be if women end up
having to prove they cannot work so that they can go on long-term disability in-
surance in order to pay for treatment.

Cross-sectional data do not capture these processes well. Nevertheless, payers
may apply cross-sectional data to justify curtailing use of mental health services
for conditions that are not considered severe. From the perspective of third-party
payers, managing fewer people with more severe illness may cut costs and boost
profits. From a societal perspective, the hidden costs of impaired functioning in
social roles from a less severely ill but larger proportion of the population may be
immense. In the absence of alternatives, some women would become severely ill,
and their use of services might then follow that of less advantaged women. 

Effective cheaper treatment alternatives for women whose illness is not severe
are worth pursuing. Indeed, the large increase in antidepressant prescription rates,
associated costs (59), and potential for adverse events behooves researchers and
policy makers to examine alternatives. To the extent that depression is an illness
that falls along a severity continuum in the population, bolstering universal inter-
ventions that traditionally fall outside of the health care sector, such as affordable
child care, may aid both more socially advantaged and disadvantaged women.
However, greater coordination between health and social service agencies would
be necessary to ensure that policies are integrated before implementation. 

Offering promise for women clearly suffering from depression are insurance
coverage parity and reforms to primary care (e.g., shared care models and
changes in the mix or supply of providers). Currently, for many women treatment
may consist of pharmacotherapy or supportive counseling or a combination.
Notwithstanding the costs, once the severity of the depression has abated, women
may wish to discontinue antidepressants because of side effects such as weight
gain or inability to achieve sexual climax. There may also be issues of safety to
consider, such as suicidality in younger women. Women who are pregnant or lac-
tating may not wish to take antidepressants. In these instances, evidence-based
psychotherapies may be effective first lines of treatment. Combining pharma-
cotherapy and psychotherapy initially or in phases may help women to recover
fully from depression (34). For women who are not responding to treatment,
stepped care models that increase the range and intensity of interventions may be
necessary. Consultation with specialty providers is recommended when symp-
toms include suicidality or are psychotic in nature or when concurrent disorders
are complicating treatment response (35). Currently, there is a shortage of a
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skilled workforce trained in evidence-based psychotherapies (24,34). Personnel
would need to be trained and recruited for this work. 

New treatment models may be designed better, specifically to triage popula-
tions of concern. Few clinical trials of acute depression have included ethnic
minorities. Ongoing research suggests that Black and Latina women also bene-
fit from antidepressants and psychotherapy (34). Access to care for socially dis-
advantaged women may need to be carefully tailored to their needs because
they face greater barriers to care such as less flexible work hours and access to
transportation and child care (60). Women with young children, including those
who are pregnant, may not be able to participate in treatment without child
care. Women with concurrent substance abuse, pregnant or not, may not dis-
close substance use for fear of stigma, loss of financial stability, and loss of
custody of their children. Depending upon the nature and severity of the sub-
stance abuse, brief interventions may prevent substance dependence and associ-
ated physical health problems. Women may avoid seeking help for substance
use disorders in traditional mixed-sex specialty care settings. Research on
whether women with substance abuse problems do better in settings that serve
women only and with female providers is limited and conflicting. Lesbians or
women with histories of physical or sexual abuse may prefer treatment from
same-sex providers (61,62).

In conclusion, it is not known whether women with less severe conditions are
accessing primary care to their overall benefit or detriment. Because these women
make up a larger proportion of the population (whether in care or not) interven-
tions in the form of withdrawing or reallocating resources demand research and
careful planning across health and social service agencies. For women who are
clearly suffering from depression, primary care reform and parity of insurance
coverage provide hope in improving the detection and treatment of depression.
Nevertheless, reforms will require substantial investment and realignment of pro-
fessional roles (63). To assure reforms are succeeding, longitudinal studies of the
full population will be vital in assessing improvements over time in treatment up-
take and response without increasing existing disparities. This information can be
used to shape where reforms are necessary and to establish a baseline from which
to evaluate reforms. The information can also be used as an accountability mecha-
nism for citizens, communities, and governments. Stigma, shame, and the symp-
toms of depression may prevent women from advocating for a critical discourse
on the dominant paradigms, related therapies, practices, and resource allocation.
Historically, women have been underrepresented in medicine and economic polit-
ical structures that govern health care delivery expenditures. More and more
women are making their individual and collective health needs and priorities
known (64).a
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CHAPTER 27

Women’s Mental Health:
From Hysteria 

to Human Rights
Jill A. Astbury

The womb is an animal which longs to generate children. When it remains
barren too long after puberty, it is distressed and sorely disturbed, and stray-
ing about in the body and cutting off the passages of the breath, it impedes
respiration and brings the sufferer into the extremest anguish and provokes all
manner of diseases besides. (1)

From the ancient Greeks onward, the nature, forms, and causes of women’s
emotional distress have intrigued philosophers, priests, and scientists. How
women’s emotional distress has been named over time reflects beliefs about its
underlying causes, sets limits on the social and psychological terrain scientists
believe is relevant to investigation, and dictates who is entitled to professional
“ownership” of the distress. As the quote above from Plato illustrates, the first
and longest lasting explanation of women’s distress was that it was caused by fe-
male reproductive difficulties. The archetypal female malady was called “hyste-
ria” by ancient Greek philosophers and physicians, after the word “hysterus”
meaning uterus. 

All manner of psychological problems were believed to be caused by the
movement of the uterus around the body. Dangers from the “wandering womb”
were heightened whenever women did not fulfill their biologic destiny to bear
children. Treatments took the form of foul or sweet-smelling potions to coax the
vagrant womb back into its correct position. Right up to the early twentieth
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century, strong-smelling herbs like asafetida, in the form of aromatics, sedatives,
and antispasmodics, were still being recommended in pharmacologic textbooks
as specific antihystericals. 

The construction of “hysteria” as a peculiarly feminine disorder shackled
women’s mental disorders to their supposedly flawed biology for more than
3,000 years. Women’s distress, by virtue of its basis in female difference and
faulty female anatomy, was deemed an illness; ownership of it was assumed by
biologic science and the medical profession.

The prejudicial linking of women’s mental health to reproductive functioning
meant that sources of distress emanating from outside women’s bodies, including
social origins, aroused little scientific curiosity. Indeed, the possibility that fac-
tors external to and separate from the woman, including the violation of her
human rights, could affect her mental well-being remained a neglected space in
the psychiatric imagination until very late in the twentieth century. 

Interestingly, when human rights are discussed in the context of mental health,
it is usually in relation to the rights of the mentally ill not to be stigmatized or dis-
criminated against on account of their mental illness, rather than the other way
around: that stigma and discrimination contribute to mental illness. At least one
study has shown that stigma can be a determinant of emotional distress (2). In this
study, women whose families thought a positive HIV status was shameful were
much more likely than others to experience high levels of emotional distress. Such
women had the highest levels of HIV-related worry of all HIV-positive women and
were the least likely to disclose their HIV status, thus losing the opportunity to ex-
tend avenues for psychologically beneficial forms of social support.

Before sex differences were conceptually distinguished from gender differ-
ences, research into disparities in rates of psychiatric disorders between men and
women were driven by attempts to identify a biologic determinant. For example,
a great deal of biologically based research into the approximately 2:1 ratio of de-
pression in women compared with men has looked to genetic, neurotransmitter,
and endocrinologic sex differences (3).

Assumptions that scientific research and scientists themselves were necessar-
ily objective and value neutral did nothing to foster a more critical approach to
this narrow biologic model of women’s emotional distress. As a result, other pos-
sible variables of interest, such as the role of childhood abuse, were slow to be
recognized, and systematic gender bias in much psychological research was ig-
nored (4). From the 1970s onward and coincident with the rise of second wave
feminism, the importance of gender, women’s social position, and violence to-
ward women have been recognized as increasingly critical determinants of
women’s mental health. Interestingly, this recognition has occurred in parallel
with an upsurge of research into the social origins of depression and other com-
mon mental disorders (5).

In this chapter it is argued that, in order to provide a comprehensive explana-
tion of women’s higher rates of depression, post-traumatic stress disorder, and
other related comorbid disorders, a model of women’s mental health is required
that moves beyond brain chemistry and biologic factors. At the very least, it is
necessary to include events and experiences that themselves alter brain chemistry
and activate biologic stress mechanisms that, in turn, potentiate poor mental
health and damage self-esteem (6). Three concepts are needed to inform this ex-
panded model, namely gender, social position, and human rights. Evidence will
be reviewed to illustrate the importance of all three and their interrelationships.
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The chapter begins with a brief discussion of the right to health as a funda-
mental human right followed by a summary of gender as a mental health risk fac-
tor illustrated by the known pattern of gender disparities in mental health. Re-
search is then reviewed showing the importance of social position in determining
mental health status and underlining how gender, as a critical, cross-cutting deter-
minant of health, has implications for both social position and mental health. Fi-
nally, gender-based violence and its known impact on women’s mental health is
used as an example of the interrelationships among gender, social position, and
human rights.

HEALTH AS A HUMAN RIGHT

The notion of health as a fundamental human right was articulated as far back as
1946 in the Constitution of the World Health Organization: “The enjoyment of
the highest attainable standard of health is one of the fundamental rights of every
human being without distinction of race, religion, political belief, economic or
social condition.”

Despite this early recognition of the importance of the link between health and
human rights, the right to health has been neglected in comparison with other
rights, even though it has the same international legal status as freedom of reli-
gion or the right to a fair trial. As a result of this neglect, the right to health is not
as widely recognized as civil and political rights even though it is cited in numer-
ous conventions. These include the Universal Declaration of Human Rights
(1948), the International Covenant on Economic, Social and Cultural Rights
(1976), the Convention on the Rights of the Child (1989), the Convention on the
Elimination of All Forms of Discrimination against Women (CEDAW) (1979),
and the International Convention on the Elimination of All Forms of Racial Dis-
crimination (1965).

The claims of human beings on society and government arise from their in-
alienable rights as human beings and not because of any special favor or privilege
that may be conferred or withheld on the grounds of “race, colour, sex, language,
religion, political or other opinion, national or social origin, property, birth or
other status,” in the words of Article 2 of the Universal Declaration of Human
Rights. 

Proclaimed by the United Nations General Assembly in 1948, the Universal
Declaration of Human Rights states that “all people are born equal in dignity
and rights” and governments are expected to respect, promote, and protect the
human rights of all citizens regardless of their differences. Statements of princi-
ple are one thing, and the implementation and protection of rights another. For
example, while human rights theoretically cannot be conferred or withheld on the
grounds of sex, there is overwhelming evidence that they are. Women continue to
occupy a subordinate social position globally, and their status as full human be-
ings from a rights perspective has not yet been realized (7). The need to redress
this situation and to articulate gender-specific rights more fully inspired the de-
velopment of CEDAW.

Many human rights frameworks respond with difficulty to issues of concern
for women because they focus on the behavior of government actors rather than
private parties. Some of the most critical violations of women’s rights occur
within the private sphere of the home. The more recent Declaration on the Elimi-
nation of Violence against Women (1993) overcomes this difficulty by including
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as a rights violation violence that occurs within the family, in addition to that
which occurs in the community or that which is perpetrated or condoned by the
State.

A clear overlap exists between the objectives of human rights and health (8).
The linkage between health and human rights derives from “the deep comple-
mentarity of the public health goal to ensure the conditions in which people can
be healthy and the human right goal of identifying, promoting, and protecting the
societal determinants of human well-being” (8, p. 179). 

For this reason, public health policies, programs, and practices are uniquely
placed to promote and protect people’s human rights in the context of their
health. Conversely, health policies, programs, and practices can, through the ex-
ercise of deliberate or inadvertent discrimination, place an additional burden on
the health of the public—especially those segments of the population that are
marginalized and vulnerable. These are the groups who may be “overlooked” in
the framing of health policies for the general population unless care is taken to
include them. Human rights violations can have direct and immediate as well as
long-term negative effects on human health, as illustrated by the health impacts
of torture on human health. While the violation of any right can be conceived as
exerting measurable impacts on physical, mental, and social well-being, it has
been suggested that the health effects arising from human rights violations re-
main “in large part, to be discovered and documented” (9, p. 445).

It can equally well be asserted that there is already a considerable body of evi-
dence regarding the impact of human rights violations on women’s mental health,
even though this evidence was not collected with the explicit goal of identifying
or documenting the mental health effects of human rights violations. Human
rights offer a societal level framework for identifying and responding to the un-
derlying societal determinants of health. As such, a rights perspective is a valu-
able addition to existing conceptions of the social model of health and to the
measurement of social position.

GENDER AND GENDER DISPARITIES IN MENTAL HEALTH

To elucidate gender disparities in mental health, an understanding of gender as a
social construct and analytic category is obviously essential. Gender has the ana-
lytical power to identify and explain differences between men’s and women’s
susceptibility and exposure to specific risks to mental health. Gender is crucially
related to the differential power men and women have to control their lives. It
also impinges powerfully on the ability to respond and to cope with health risks.
Access to health care can also be constrained on gender grounds. The rise of
“user pays” medical care ensures that the cost burden falls most heavily on the
most economically disadvantaged, namely women. Without the concept of gen-
der, it is not possible to begin to ask questions about how the social categories oc-
cupied by women and men differentially affect how they see, experience, and un-
derstand the society in which they live and how they are likely to be regarded and
treated within that society. 

The Global Burden of Disease reveals that 5 of the 10 leading causes of dis-
ability worldwide are neuropsychiatric disorders (10). Depression, besides being
the most prevalent psychiatric condition, makes an increasingly heavy contribu-
tion to the global disease burden. Depression is the most frequently encountered
women’s mental health problem and accounts for more than 1 in 10 years of life
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lived with disability. By 2020, depression is predicted to be the second leading
cause of disease burden and the leading cause of disability burden. 

As noted, earlier attempts to explain the gender difference in depression pro-
ceeded largely as if it is a sex difference and exhaustively investigated possible
biologic reasons for the difference. The dominant place given to biologic factors
resulted in hasty and erroneous interpretation of epidemiologic evidence. 

Data from national surveys can be used to compare population-based rates of
depression over the life span. The gender difference in depression first emerges in
early puberty (11) and declines from midlife onward (12). These changes in rates
of depression over the female life cycle were taken as strong evidence that corre-
sponding changes in female sex hormones were responsible. However, while the
gender difference in depression is most marked during the reproductive years,
strenuous research efforts have not succeeded in tying this difference to changes
in sex hormones related to pregnancy, the use of oral contraceptives, or the use of
hormone replacement therapy in menopause or natural hormonal changes during
menopause (12). Other factors in women’s lives also change over time and have
proved to be important in explaining depression. For example, some of the
methodologically strongest research on depression and menopause has reported
that multiple interacting factors best explain why some women experience de-
pression at this time and others do not. Research undertaken by Kuh and col-
leagues (13) to consider the complex range of factors that impinge on mental
health in midlife is reported here in some detail. Factors from childhood, adoles-
cence, and adult life were all examined in relation to psychological distress
among women in midlife. Participants in this research on midlife health and
menopause were part of the larger Medical Research Council National Survey of
Health and Development (MRCNSHD), a prospective cohort study of a represen-
tative sample of the British population born in 1946 and subsequently followed.
The psychological symptoms on which data were collected when participants
were aged between 47 and 52 years included anxiety and depression, irritability,
tearfulness, and feelings of panic and a composite psychological symptom score.
A very large number of risk factors across the life course were included. Risk fac-
tors belonged to six clusters: family background, characteristics of the child,
adult health, adult socioeconomic circumstances, social support and life style,
and current life stress. The study investigated the nature of links between mental
health in midlife and experiences in childhood or in adolescence and early adult
life. Pathways through which such risk factors as cumulative losses, social adver-
sity, negative events, and experiences over the course of women’s lives influ-
enced their psychological health in midlife were carefully evaluated. 

Importantly, no variation in psychological symptoms in midlife was found ac-
cording to menopausal stage, a finding that is in keeping with the results of the
majority of other studies. However, past psychological distress was predictive of
current distress, and many of the classical social determinants of depression and
poor mental health were found to play a highly significant role in women’s men-
tal health in midlife. These included social position in childhood and adult life
(lower social class, having lived in council housing, lower educational qualifica-
tions, parents who had divorced), negative life events, behavioral risk factors
(smoking and being overweight), and marital status, with divorced or separated
women having higher symptom scores than those who were married or single
(13). A graded relationship was reported between the number of adverse changes
in participants’ family and work life each year between 47 and 52 years of age
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and systematic increases in symptom scores over the same time span. Higher so-
cial support, including emotional support, good social networks, and access to
help in a crisis, positively mediated the likelihood of psychological symptoms.
This research underlines the importance of taking a life course approach to
women’s mental health and employing methodologies capable of eliciting
markedly different life course trajectories.

WHY GENDER?

Women are overrepresented among those diagnosed with three or more comorbid
disorders, and increased rates of depression among women are accompanied by
higher rates of somatization disorder, panic disorder, and certain personality dis-
orders compared with men. High rates of comorbidity are linked with increased
use of services, greater severity of mental illness, and higher levels of disability
(14). Rates of depression are significantly higher among those living in poverty
and experiencing the greatest socioeconomic disadvantage. Once again women
are overrepresented among those living in such circumstances (15,16).

These findings have not usually been considered from the perspective of gen-
der and rights, but it is useful to do so, and such an analysis can suggest different
approaches to mental health promotion and the prevention and treatment of
women’s mental health problems.

SOCIAL POSITION AND MENTAL HEALTH

The critical importance of social environment and social position for health has
been demonstrated repeatedly. Variations in both mortality and morbidity rates by
social class are a consistent finding of epidemiology (17). Adverse mental health
outcomes such as depression are 2 to 2.5 times higher among those experiencing
the greatest social disadvantage compared with those experiencing the least.
Women experiencing such disadvantage have the highest rates of all (12,15,18).

Studies in countries of different income levels have confirmed the existence of
what has come to be called the social gradient in health—significant differences
in both mortality and morbidity extend from the top to the bottom of the social
hierarchy (15,17,19). So strong is the relationship between socioeconomic status
(SES) measured by such indicators as income, education, and employment status
and a wide range of poor health outcomes that SES is typically accorded the sta-
tus of a research control variable in order to facilitate the evaluation of other risk
factors to health. As a result, little detailed research into socioeconomic status as
an etiologic factor in its own right has occurred (19). 

Mann (9) asserts that the biomedical foundation of public health, with its con-
cepts and language borrowed from notions of disease, is ill suited to understand-
ing societal level determinants of health and detracts from analyzing and re-
sponding to the underlying social conditions responsible for poor health. He is
also critical of researchers, program administrators, and policy makers who os-
tensibly seek to improve public health but attempt to do so by designing behav-
ioral risk reduction programs that assume high-risk health behaviors such as
drinking, smoking, and unhealthful dietary choices are under the complete con-
trol of the persons who engage in them. Ironically, such programs tend to ignore
differences in the social contexts that help to explain variations in rates of these
same behaviors. 
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There is abundant evidence that poverty and material disadvantage are critical
predictors of poor mental health. Other dimensions of social position that are im-
portant include environmental stressors such as adverse life events and chronic
psychosocial difficulties that are more common among people living in poverty
and are significantly associated with the lower socioeconomic class predomi-
nance for nonpsychotic psychiatric disorders like depression and anxiety. Less
access to supportive social networks, at both an immediate personal, contextual
level and a broader, societal level, has also been linked with higher levels of mor-
bidity, including higher rates of depression and anxiety (5).

Until now, public health research into the social gradient in health has paid lit-
tle detailed attention to the gendering of social position or to the contribution that
human rights violations might make to the negative mental health outcomes de-
scribed by the social gradient and disproportionately experienced by women.
This omission is even more surprising given that women are so overrepresented
among those living in the greatest socioeconomic disadvantage. Traditional indi-
cators of social position such as household income are not ideal for capturing
women’s social position. Many studies lack substantive data on women’s income,
and this further reduces the predictive value of income as an indicator of
women’s social position (20). Additional data are needed on whether women are
able to access and exercise control over the expenditure of household income.
Assumptions of shared access to household income remain to be tested. Notions
of social disadvantage and inequalities in health need to be rethought by consid-
ering an alternative causal pathway, namely that disadvantage and inequality are
effects of the violation of one or more critical human rights.

Material disadvantage as a cause of differences in mental health status fails to
convince when differences in health status exist between groups toward the top of
the social hierarchy, where poverty is no longer a relevant variable. Neither does
material disadvantage explain different rates of mental illness among women
who experience equal levels of material disadvantage. 

The time for the integration of a gender and rights perspective into research on
social position and health is long overdue. Researchers cannot continue to ignore
the fact that “no society treats its women as well as it treats its men” (7) in their
models of explanation regarding the relationship between the social environment
and health. This ill treatment, like social position itself, has both a material di-
mension and a symbolic dimension. Status and relative position in a social hierar-
chy and latitude in decision making are strongly related to physical and mental
well-being and self-esteem (6,21). Stansfield and colleagues (17), in their longi-
tudinal study of Whitehall civil servants in Great Britain, found that rank or grade
of employment was significantly related to well-being. Work characteristics, es-
pecially skill discretion and decision authority, were closely related to employ-
ment grade and made the largest contribution to explaining differences in well-
being and depression. Those in the highest employment grades had the highest
levels of well-being and the least depression, while those in the lowest grades had
the highest levels of depression. Furthermore, those in the lowest employment
grades experienced a higher prevalence of negative life events and chronic stres-
sors and relatively less social support. Not surprisingly, women were overrepre-
sented among those occupying the lowest grade and had the lowest status jobs
and the least discretion in decision making.

Knowledge is accumulating steadily on the defining social variables and criti-
cal characteristics of situations and experiences that trigger depression. Depres-
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sion is most likely to occur when a person experiences feelings of loss and defeat,
especially in situations involving an intimate tie and situations that engender feel-
ings of entrapment and humiliation denoting devaluation and marginalization
(22). Evidence from research into social rank theory confirms the importance of
the depressogenic effect of perceiving the self as inferior or in an unwanted sub-
ordinate position, lacking self-confidence and behaving in submissive or
nonassertive ways, having a sense of defeat in relation to important battles, and at
the same time wanting to escape but being trapped (21). All these factors appear
to be predictable subjective responses to the lower rank, lower paid, and less
powerful positions that define women’s occupational status and extend to their
intimate relationships. Inequality outside the home in terms of poorer paid, lower
status, and less satisfying jobs can act as a fulcrum that reinforces inequality in-
side the home. 

Research by Brown, Harris, and Hepworth (22) reveals that humiliation is a
defining characteristic of the negative life events experienced by women who be-
came depressed. These researchers observe that the meaning attached to an event,
its symbolism, is significant in triggering depression and that humiliating events
are fitted into understandings that women carry of their position and worth in the
larger society: “Probably equally significant to being humiliated and devalued is
what is symbolized by such atypical events in terms of the woman’s life as a
whole—in particular, the experience of being confirmed as marginal and un-
wanted” (22, p. 19).

This study found that humiliation and devaluation severely undermine
women’s sense of worth as human beings and hence may be considered to violate
the fundamental human right for all people to live equal in dignity and rights.
Currently, measures or indicators of dignity and humiliation are not used in re-
search on depression in women despite their obvious relevance. Autonomy and
control, the obverse of entrapment and humiliation, have been measured and ap-
pear to play an important role in lessening the risk of depression occurring in the
context of what might otherwise be considered a serious loss such as the loss of
an important relationship with a partner. When separation was initiated by the
woman, only about 10% of women in the study whose relationships ended in sep-
aration subsequently developed depression. When the separation was almost en-
tirely initiated by the woman’s partner, around half the women developed depres-
sion. The rate of depression increased again if infidelity was discovered and not
followed by separation (22).

According to Marmot (6), gaining appropriate reward for efforts expended and
having control over life circumstances are critically linked to self-esteem and
gaining respect. In this regard, gender functions as a socially sanctioned conduit
for the granting or withholding of reward for effort and control over life circum-
stances. Systemic denial of effort-based rewards to women constitutes a struc-
tural impediment to self-esteem and violates women’s right to self-determination.
This right is summarized in Article 1 of the International Covenant on Civil and
Political Rights (1976): “All peoples have the right to self-determination. By
virtue of that right they freely determine their political status and freely pursue
their economic, social and cultural development.”

Discrimination on the basis of female gender resulting in inequality in occupa-
tional status, reduced autonomy, and lower rates of pay that is described in re-
search on occupational health (17) results in gendered inequalities in health sta-
tus, especially mental health status. Identifying the particular hazards or risk
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factors to which women’s social position exposes them and ascertaining their
effect on emotional well-being are important in themselves and for providing
evidence on which to base more meaningful approaches to mental health promo-
tion and treatment for women. To do this, additional indicators of women’s social
position taken from a human rights framework need to be developed.

One of the most important indicators of gendered social position is the high
prevalence of gender-based violence, referred to by Lisa Andermann in Chapter 2
of this book. Unfortunately, most research using a social determinants model of
health to give an account of differences in rates of depression across the social
gradient does not include gender-based violence as a salient indicator (16). With-
out examining the role of gender-based violence and other gender-specific risk
factors, a coherent account of why differences in rates of depression occur would
seem to be out of the question.

A further advantage of a rights-based approach is that it is especially sensitive
to individuals and groups who are variously called “vulnerable,” “disadvan-
taged,” or “marginalized.” It is precisely these groups that human rights analysis
identifies and includes, in contrast to traditional public health programs, which
exclude or increase the health burden on such groups through inadvertent dis-
crimination (9). A rights-based approach is capable of determining whether dif-
ferent types of health inequalities are causally related to specific rights violations
and how these in turn are connected with other characteristics of vulnerable
groups, including gender, race, and disability.

GENDER-BASED VIOLENCE: MENTAL HEALTH, GENDERED SOCIAL
POSITION, AND RIGHTS 

Gender-based violence (GBV) is arguably the most emblematic violation of
women’s human rights. The Declaration on the Elimination of Violence against
Women (1993) recognized that such violence violates, impairs, or nullifies
women’s enjoyment of their human rights and fundamental freedoms. Such vio-
lence encapsulates all three features identified by research into the negative life
events and adverse social circumstances most strongly associated with depres-
sion, namely humiliation, inferior social ranking, and entrapment. Gender-based
violence forces submission at an individual level, and, by engendering fear, de-
feat, humiliation, and a sense of blocked escape or entrapment, it reinforces
women’s inferior social ranking and subordination in the wider society.

By definition, gender-based violence expresses contempt for the notion that
women are full human beings “born free and equal in dignity and rights” with
their male perpetrators (Article 1 of the Universal Declaration of Human Rights).
Gender-based violence can result in death, thus violating the absolute right to life;
it necessarily destroys a woman’s right to liberty and security of person (Article
3). When it involves entrapment and total coercive control over every aspect of a
woman’s life, it violates Article 5, that no one shall be held in slavery or servitude.
When it encompasses repetitive, escalating, humiliating physical, sexual, and
emotional abuse, it violates the absolute right of every human being to live in free-
dom from torture and cruel, inhuman, or degrading treatment. It also violates Arti-
cles 12, 13, 16, 18, and 19, the right to privacy, freedom of movement, equality in
marriage, and freedom of thought, opinion, and expression.

The multiple negative health outcomes associated with violence provide the
strongest evidence of the causal relationship between health and human rights. It
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goes without saying that being subjected to violence is utterly incompatible with
the enjoyment of the highest attainable standard of physical and mental health.
Perhaps the most defining characteristic of gender-based violence is that it is
most likely to be perpetrated by someone known and often known intimately to
the woman. This characteristic deserves special attention when seeking to explain
the psychological impact of violence on women’s mental health. If the idea of
having a home encompasses living in a place that affords physical and psycho-
logical safety and security, then a woman experiencing violence at home is in a
very real sense, homeless. Such a woman may have shelter, but she does not have
a place where she can safely let her defenses down as such violence tends to be
repetitive and to escalate in severity over time.

Gender-based violence in childhood and adult life, including physical, sexual,
and emotional violence and abuse, is associated with threefold to fourfold in-
creases in the risk of depression and is also linked with marked increases in psy-
chiatric comorbidity, including increased rates of anxiety, post-traumatic stress
disorder, suicidality, substance abuse disorders, somatization, panic disorders,
eating disorders, and certain personality disorders such as borderline personality
disorder (23–25). Of all these outcomes, the finding of an increased risk of de-
pression is the most thoroughly investigated and reported (16). Evidence indi-
cates that the link between gender-based violence and depression is likely to be
causal.

Large-scale, population-based surveys in a number of countries (25,26) have
found that women who report a history of victimization have significantly in-
creased rates of depression and anxiety compared with those who do not. Even
stronger evidence for a causal relationship comes from prospective longitudinal
studies of women who continue to be subjected to violence compared with
those who are no longer exposed to violence. Studies have found that levels of
depression and anxiety remain unchanged or increase among women still being
subjected to violence, while they decrease significantly in women who are no
longer experiencing violence. This relationship continues to be significant after
previous levels of psychological and physical health have been statistically
controlled (27). 

More recent research that separates out the different forms of violence and its
link with depression has reported that the effect of violence ceasing is related to
the kind of violence a woman has experienced. For women who have experienced
only psychological abuse, the cessation of violence was followed by an insignifi-
cant reduction in the likelihood of depression. For women with a history of phys-
ical or sexual abuse and psychological abuse, the cessation of violence resulted in
a 27% decline in the likelihood of depression; this increased to a 35% decline in
women who experienced multiple forms of abuse (28). 

A dose–duration relationship has been revealed between the severity of vio-
lence and its duration and the number and the severity of subsequent psychologi-
cal disorders. Not only do women who have “ever” experienced violence differ
significantly in their rates of psychological disorder from those never abused, but
women who have been doubly or multiply abused have significantly higher rates
(29). Women who experienced repeated childhood sexual abuse not only have
lower self-esteem than those who experienced few abusive events (30), but they
are more likely to develop psychiatric disorders as adults and to be admitted to a
psychiatric unit or hospital at some time in their lives (31).
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POST-TRAUMATIC STRESS

Women’s risk of developing post-traumatic stress disorder (PTSD) following ex-
posure to trauma has been found to be approximately twofold higher than men’s.
Interestingly, this parallels the gender difference found for depression, and the
duration of PTSD has been found to be longer in women than in men (32). In an
epidemiologic study of trauma and PTSD, Breslau found that PTSD persisted
longer in women than in men and that assaultive violence including rape and sex-
ual assault was associated with the highest risk of PTSD (33). While physical
symptoms following rape tend to decrease over the next 12 months, psychologi-
cal symptoms remain significantly elevated (33).

Women who have experienced domestic violence and sexual assault are at
very high risk of PTSD (34). In the US nationwide study on rape, 31% of women
who reported being raped subsequently developed PTSD compared with 5% who
had never experienced rape (35). There is also a complex interaction between ex-
posure to trauma and the subsequent development of both PTSD and borderline
personality disorder. In an analysis of data from the collaborative longitudinal
personality disorders study, Yen et al. (36) reported that the severity and number
of traumatic events especially of an assaultive and personal nature and an early
onset predicted the severity of subsequent personality disorder. Borderline per-
sonality disorder participants reported the highest rate of exposure to trauma, es-
pecially sexual trauma including childhood sexual abuse.

COMORBIDITY AND THE BURDEN OF VIOLENCE

Depression may be the most common mental health effect of GBV, just as it is
the most common psychiatric disorder in the general community, but it typically
co-occurs with anxiety, post-traumatic stress, and a range of other psychiatric dis-
orders (37). Indeed, Kessler et al. (18), reporting on the U.S. National Comorbid-
ity Survey, noted that women had higher prevalences than men of both lifetime
and 12-month comorbidity of three or more disorders and were more exposed to
violence from an intimate. In other words, psychiatric comorbidity, with depres-
sion as a common factor, is a characteristic finding of research on the impact of
violence on women’s mental health (29,37). 

To complicate the matter further, psychiatric comorbidity can and frequently
does co-occur with physical comorbidity. Just as the form that violence itself
takes can be physical, sexual, or psychological, so too, the health outcomes of vi-
olence can be manifested in physical, sexual, and psychological disorders. For
example, children exposed to sexual, physical, and emotional abuse are at greater
risk of subsequent revictimization and increased rates of multiple adverse health
outcomes in the long term (38). Although the contribution of a single form of vi-
olence, such as childhood sexual abuse, to mental health in adult life can be es-
tablished by statistically controlling for the effects of other childhood risk factors,
it is important to identify all forms of violence as well as other forms of adversity
in childhood in order to gain a comprehensive understanding of the relationship
between adverse childhood experiences and health in adult life.

Felitti and colleagues (39) demonstrated the importance to adult health of expo-
sure in childhood to multiple adverse experiences, which included psychological,
physical, or sexual abuse; violence against the mother and living with household
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members who were substance abusers, mentally ill, or suicidal or had ever been
imprisoned. It is clear that most of these experiences constitute violations of the
rights of the child. A strong graded relationship was found between the number
of adverse experiences to which the child had been exposed and the number and
kinds of poor health experienced in adult life. Importantly, adverse experiences in
childhood were strongly interrelated. Poor health included health risk behaviors
(smoking, alcohol and drug abuse, physical inactivity, and multiple sexual part-
ners) as well as many of the leading causes of death in adult life. Those who had
experienced four or more categories of childhood exposure compared to those
who had experienced none had a 12-fold increased health risk for alcoholism,
drug abuse, depression, or suicide attempts (39).

Evidence suggests there is a high degree of comorbid psychopathology and
multisomatization associated with violence. Studies that have been designed to
measure all forms of violence and to measure multiple health outcomes have
found complex relationships between the type of violence perpetrated and the con-
sequent health outcomes. For example, analysis of data from the U.S. population–
based National Violence Against Women Survey (NVAWS) (40) revealed that
higher scores on psychological forms of partner violence were more strongly as-
sociated with a range of adverse health outcomes than physical violence scores.
These health outcomes included current poor health, depressive symptoms, sub-
stance use, chronic disease, chronic mental illness and injury (26). Nevertheless,
the majority of studies so far have concentrated on either psychological or physi-
cal comorbidity but not both (23,25,29).

Resnick and colleagues (23) have argued that the most critical task facing re-
searchers and clinicians is to elucidate the important causative and mediating fac-
tors involved in the complex web of interrelatedness among the many negative
health effects of violence and to identify the determinants of specific negative out-
comes. Many of the risk factors for violence that have been identified as independ-
ent risk factors for depression can also be considered to reflect rights violations.
These include unemployment in both the victim and the perpetrator, inadequate
income, history of violence in childhood, and adult life. Moreover, these risk fac-
tors and rights violations facilitate and reinforce the perpetration of gender-based
violence and engender its associated pernicious effects on women’s mental health.
Acknowledging the existence of GBV and its profound impact on women’s men-
tal health demands significant revisions to the models of public health and mental
health. GBV suggests the need to integrate a gender and human rights perspective
into public health research, policy, and programs.

Not only is there a heavily gendered social gradient for depression, but this in
turn is mediated by the occurrence of violence. A large, prospective longitudinal
study has found that women experience an increased risk for victimization when
their income is below the poverty level and when they are newly divorced. In addi-
tion, victimization appears to increase women’s risk for unemployment, taking time
off work, reduced income, and divorce (41). In other words, violence can further
weaken women’s social and material position while increasing their psychological
vulnerability to depression and other disorders. Conversely, the presence of social
support, developing positive subsequent relationships, forging achievements in some
sphere of life, and gaining employment can positively mediate the risk of adverse
psychological health outcomes developing after violence has occurred (25,26,30). 

The same combination of adverse social factors and violence has been re-
ported to predict high rates of psychiatric morbidity in low-income countries (15)
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including Arab countries. Maziak et al. (42) investigated predictors of mental dis-
tress among low-income women in Aleppo, Syria. The most important predictors
of psychological distress were physical abuse, low education (including illiter-
acy), polygamy, residence, age, and age of marriage. Education was a significant
modifier of poor psychological outcome because higher education meant women
were significantly less likely to marry young, enter polygamous marriages, or be
physically abused. Illiteracy not only indicates a denial of the right to education
but increases the likelihood of other rights violations related to age at marriage,
“choice” of marriage partner, and type of marriage entered into, which in turn in-
creases the risk of women being exposed to subsequent physical violence. To-
gether, these violations are risk factors for significant levels of psychological dis-
tress. From a psychiatric perspective it would be accurate to call this distress
“depression,” but other terms might also be accurate.

CONCLUSION

Terminology is always important. As noted at the beginning of this chapter, how
a phenomenon is named reflects beliefs about its underlying causes, determines
which etiologic factors are included in research and which are excluded, and un-
derpins policies, programs, and practices designed to ameliorate the phenomenon
in question. If what is currently named “depression,” treated as a psychiatric dis-
order, and believed to have a biologic basis amenable to psychopharmacologic
rectification were to be renamed “demoralization” and believed to have a basis in
rights violations, then the possibilities for treating and responding meaningfully
to this new disorder would expand. 

Interventions would have to address the source or sources of demoralization,
seek to redress the rights violations that had occurred, and look to ways and
means of protecting and improving women’s enjoyment of their human rights.
Naming is an essential first step and logically precedes measurement. Before
childhood sexual abuse and gender-based violence were named, they could not
become visible as meaningful social, public health, or human rights issues, nor
could the prevalence or the severity of their mental health effects be ascertained.
Increased attention and questioning on an issue drives the search for evidence,
not the other way around (4).

As Marmot (6) notes, autonomy, self-esteem, and health are linked together
and reflect much more than natural endowment. They are also dependent on life
chances, opportunities, and achievements. Life chances and opportunities are en-
abling factors for self-esteem, respect, and good health, including good mental
health. Globally, women’s life chances are lower than men’s, and even in high-
income countries, the level of gender development lags behind human develop-
ment (16). 

Changing the psychosocial context that determines women’s life chances, op-
portunities, and treatment is necessary for any meaningful attempt to be made in
reducing the current burden of ill health associated with depression and other
common mental health problems that disproportionately impact on women.
Some of the most pressing changes that need to be made if women’s right to good
mental health is to be realized include reducing the unacceptably high level of
gender-based violence, increasing women’s status as human beings, eliminating
the gender gap in rates of pay, and equalizing the double shift of paid and unpaid
work.
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It is argued that such changes are essential to change depressed women’s
mood and will be more effective in the long term than psychotropic medication in
maintaining good psychological health and preventing relapse. This is not to say
that psychotropic drugs do not change mood; clearly they can be extremely effi-
cacious in doing so. Nor is it to argue that psychiatry and psychotherapy are not
valuable in assisting women with mental health problems. What is argued is that
an approach based on rights, with a focus on human dignity, is needed to comple-
ment traditional clinical approaches to mental health. It is also asserted that psy-
chotropic drugs or psychotherapy alone can do nothing to change the psychoso-
cial context or the conditions that are currently not conducive to supporting
women’s right to mental health. A large body of evidence on gender-specific risk
factors for mental health that has been reviewed here leaves no doubt that current
social arrangements and their widespread facilitation of rights violations against
women are instrumental in triggering and maintaining women’s high rates of
mental disorders. Identifying and analyzing rights violations in relation to health
contributes a new perspective to the socioeconomic and structural factors usually
considered within a social model of health. Evidence on the mechanisms through
which gender and rights violations link to poor mental health in women is sparse.
Mann (9) suggests that an exploration of the meanings of dignity and the forms
of its violation and how this in turn affects physical, mental, and social well-
being may uncover “a new universe of human suffering” (9, p. 449). Such an ex-
ploration could represent the first step in identifying and understanding how to
reduce gender-specific risk factors for poor mental health. 

Certainly, women’s understandings of what constitutes dignity for themselves
have not previously received attention from public health researchers interested
in mental health at the level of the population. Experiences of self-worth, auton-
omy, adequate income, and safety are some of the likely ingredients of a sense of
dignity that are systematically denied, along with the rights that these experi-
ences represent. In a number of countries, women’s equal right to dignity and
right to life, liberty, and security of person have been subordinated to notions of
family honor. In practice, this is synonymous with men’s honor because women
have not had the power to assert alternative notions of honor that work in their in-
terest. The result is not only that “honor” killings have occurred but that those
who perpetrated them did so with impunity.

A gendered rights-based approach signals a shift away from the biologically
reductionist and tautological propositions that women have mental health prob-
lems because they are women and have a biologically based proneness to such
problems. Research that confines its attention to socioeconomic indicators of risk
typically ignores the normative orders that inform those indicators. The use of a
gendered rights-based approach offers a means of analyzing those normative or-
ders with regard to the impediments they create for women in accessing their
right to mental health.
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CHAPTER 28

“The ones doing the looking are giving themselves the power to define” (1).
This statement by Merata Mita, though drawn from a parallel context, resonates with
meaning when one looks at how women’s health is defined and addressed the world
over. This assumes greater significance in “Third World countries” or “developing na-
tions,” where sociocultural, economic, and political factors further color the “looking”
and the “defining.”

Access to mental health services for women in Third World countries is a multifac-
eted issue, shrouded by blankets of marginalization. Marginalized by gender, the nature
of the health issue, and the socioeconomic conditions of Third World countries, access
to health and health services is particularly challenging (2). The cultural context in
many of the Third World nations has its share of enablers and underminers that influ-
ence women’s health status.

This chapter focuses on interface between many complex factors that affect access
to services for women in Third World countries. It dwells on challenges and opportuni-
ties and the innovations that address some of the challenges. Finally it looks at service
access for immigrant women in Canada. The understanding, gleaned from the initial
section, of factors that influence service access in immigrant women’s home countries
is employed to look critically at how service delivery in the host country needs to be
sensitive and based on a similar understanding. 

Access to Health and Health-Care 
Services 397

Innovations: Toward Better Health 399

Immigrant Women: Access
to Health and Health Care 401
References 403

Understanding Third World Countries
and Their Health Resources 394
“Defining” Women’s Health 394
Women’s Mental Health 395

The Role of Psychosocial Stressors 395
Cultural Factors and Mental Health 397

4700_LWW/Romans_ch28pp393-406  02/22/05  11:06 AM  Page 393

www.ebook3000.com

http://www.ebook3000.org


UNDERSTANDING THIRD WORLD COUNTRIES
AND THEIR HEALTH RESOURCES

So-called Third World countries are widely defined as countries that are poorer
than a certain wealth threshold. Countries above the threshold are called First
World countries. “Developing nations,” “less developed nations,” “nonindustrial-
ized nations,” and “the Global South” are some terms used interchangeably with
the term “Third World countries” (3).

The World Health Report of 2001 (4) reiterates the fact that mental illness is
associated with poverty and disadvantage the world over. By this yardstick, it is
arguable that mental health in developing nations warrants closer attention. How-
ever, due to severe resource constraints, again attributable to the socioeconomic
conditions of the countries in question, that attention is not accorded. 

Statistics show that in low-income countries the median numbers of psychia-
trists and psychiatric nurses are 0.06 and 0.1 per 100,000, whereas in high-
income countries the numbers are 9 and 33.5 per 100,000 (4). The stark in-
equities are illustrated by a case in point: Africa. The African region, with a
population of 620 million people, is served by 1,200 psychiatrists and 12,000
psychiatric nurses. In the European region, which includes countries of the for-
mer Soviet Union, a population of 870 million is served by 86,000 psychiatrists
and 280,000 psychiatric nurses. 

The dearth of resources impedes national and policy-level commitment to
mental health (5). Of the 10 African nations, four that comprise 60% of the popu-
lation of the African continent have no national mental health policy. One third
(33%) have no relevant action program, and 25% have no legislation regarding
mental health (4,6). About one third of the world’s population lives in nations that
invest less than 1% of their respective total health budgets in mental health.
Looking at regional disparities, four fifths (78.9%) of the countries in the African
region spend less than 1% of their health budgets on mental health. Two thirds
(62.5%) of countries in Southeast Asia spend less than 1% of their health budgets
on mental health. In contrast, in the European region, more than 54% of the coun-
tries spend more than 5% of their health budgets on mental health. In terms of in-
come, of the low-income countries, 61.5% spend less than 1% on mental health
(7). Again, this figure is dismal given that, in many countries with poor
economies, the gross domestic product is small (8). 

It is in this highly “lacking” context that we need to juxtapose our discourse of
mental health services for women. It is not surprising that not much literature is
available on the status of mental health services for women in Third World coun-
tries when one considers the reality that health services in general and mental
health services specifically are themselves challenged entities in many of the
Third World countries.

“DEFINING” WOMEN’S HEALTH

Tunnel vision is common in viewing women’s health issues. Gender role expecta-
tions have significantly influenced the defining and addressing of women’s health
needs. A woman is seen primarily as a “reproducer” and “caregiver.” This is more
so in developing countries, where women are defined primarily as “wives” and
“mothers” (9). In participatory action research on South Asian women who had im-
migrated to Canada, a very important theme that emerged was placing family needs
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before self (10). Given this context, often the basic focus among health-care profes-
sionals and policy makers has been on reproductive, maternal, and child health is-
sues (9,11). Even in those areas, issues arise around the locus of control. In many
countries, men continue to be the decision makers and still control women’s repro-
ductive and sexual health decisions (12). This lack of autonomy in itself could lead
to stress and mental health difficulties. A growing recognition of the need for em-
powerment of women in reproductive health matters and related policy making has
resulted in targeted action (13–15). Men’s involvement in reproductive health mat-
ters is now being addressed within the framework of women’s emancipation. Men’s
involvement is seen as being imperative to encourage responsible and shared deci-
sion making in sexuality and reproduction as well as to promote gender equity. Em-
pathy to women’s needs, revision of all forms of negative behavior that adversely
impact women’s physical and mental well-being, and support of women in the ex-
ercise of their rights are important aspects of male involvement (13,16). 

WOMEN’S MENTAL HEALTH

THE ROLE OF PSYCHOSOCIAL STRESSORS

This focus on stressors for women in Third World countries does not make it a
problem exclusive to the developing nations. Any assumption of such a di-
chotomy is artificial and merely serves to reiterate colonial views of the Third
World nations. What is significant is that world over, poverty, lower levels of ed-
ucation, and gender inequalities affect the mental health of the population. Be-
cause the challenges of poverty and educational attainment are greater in devel-
oping nations, gender inequities become more pronounced and warrant closer
consideration there. Leyla Gulcur (17) draws attention to the fact that the existing
human rights treaties and consensus documents address the right to mental health
only in very general terms. They do not address the specific ways in which cul-
tural, social, and economic conditions interact with gender inequalities to pro-
duce gender differentials in mental health. Marginalization, powerlessness,
poverty, overwork, stress, and the increasing incidence of domestic violence have
been linked to mental disorders (18). Research has consistently shown that
poverty, economic dependence, lower educational levels, lack of decision-
making power, and high levels of domestic and child care responsibilities are
negatively correlated with mental health (19). 

A review of evidence shows that in the developed world, around 28% of all
women report at least one episode of physical abuse, whereas in developing
countries, studies indicate a prevalence ranging from 18% to 67% (20). While
this is concerning, we have to exercise caution in drawing inferences regarding
these disparities because the methods employed by studies to collect information
might have been very different. The aforementioned review of evidence (20) also
looked closely at six studies that examined the issue of violence against pregnant
women in developing countries by reviewing six different studies undertaken in
India, China, Pakistan, and Ethiopia. It concluded that the prevalence of violence
against pregnant women in developing countries ranges from 4% to 29%. The
main risk factors identified were low socioeconomic status, low education in both
partners, and unplanned pregnancy. 

A statistical profile of women in Bangladesh shows that life expectancy is
lower for women than for men. The average age at marriage is around 18 years
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for women, while it is 25 years for men. The maternal mortality rate was 600 per
100,000 live births. Literacy rates for men and women in 1991 were 45.5% and
24.2%, respectively. Women generally work more hours in a day than men,
largely doing unpaid family work. They are largely employed in the agricultural
and related industrial sectors and the garment industry. Spousal abuse in
Bangladeshi homes was related to issues of dowry, finances, custody of children,
and suspected adultery (21).

In explaining the source of their psychosocial health problems, like “think-
ing too much,” “worrying too much,” tiredness, insomnia, and multiple somatic
complaints, participants of a study conducted in Ghana, West Africa, identified
a number of primary contributing factors: gender division of labor, heavy work-
loads, the “compulsory” nature of their work, financial insecurity, and the con-
siderable financial responsibility they assumed for their children (9). It is sig-
nificant that reproductive health problems did not figure prominently among
the problems outlined by the women. The authors of the study underscore two
important facts. One is that the psychosocial symptoms described do not find
place in the discussions of the burden of disease in the developing world. This
is because the women themselves are not involved in health-care decisions rel-
evant to them. The second fact is that women in developing countries have too
long been defined as childbearers, and their role as workers and the stresses re-
lated to the nature and proportion of work have been neglected. Studies of
women in developing countries have shown that a higher risk for depression is
partly accounted for by negative attitudes toward women, lack of acknowledg-
ment of their work, fewer opportunities for them in education and employment,
and a greater risk of domestic violence (22). However Gulcar (17) suggests that
disparities between developed and developing nations are not acute. She draws
in on the findings of WHO’s Global Burden of Disease and states that, for
women of reproductive age, of the 10 leading causes of disease burden, depres-
sion has currently become the major leading cause in both developing and in-
dustrialized regions.

A country’s social and political climate also determines the stresses and the
discrimination to which women are subjected. Gender apartheid was practiced in
Afghanistan from 1996, during the Taliban regime. Gender apartheid refers to the
gender-based segregation policies that severely restricted women’s ability to
function in society. Women were not allowed to work outside the home, except to
a limited capacity in health care. Education was denied to them. Their mobility
was severely restricted; they could travel only when accompanied by a male rela-
tive. This resulted in very restricted access to health and other essential services
(23). It is little wonder that a survey by the Physicians for Human Rights showed
a marked decrease in mental health of Afghanistani women under Taliban rule.
Almost all Afghanistani women studied (97%) were diagnosed with depression,
and 42% were diagnosed with post-traumatic stress disorder. This can well be at-
tributed to the then ongoing war as well as the deteriorating conditions for
women in Afghanistan (24). Worldwide, it is estimated that 80% of the 50 million
people affected by war are women and children (25). In a large-scale survey (26)
of the Sri Lankan Tamil community in Toronto, members of which had experi-
enced a decades-long war and ethnic conflict in their home country, it was found
that one third of the respondents reported traumatic events such as witnessing
combat or experiencing physical assault or rape. Rates were higher for women
(36.8%) than for men (30.7%). 
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CULTURAL FACTORS AND MENTAL HEALTH

Collectivistic or primarily non-Western cultures require a high level of related-
ness and moderate levels of autonomy to maintain mental health (27). Many de-
veloping nations have collectivistic cultures, which have greater connectedness
than Western cultures and extensive social networks. Hence in social contexts
where there is a moderate level of autonomy, a woman’s degree of social and
emotional connectedness, by virtue of her gender role as a caregiver, mother, and
nurturer might actually enhance her mental well-being. In a study comparing the
prevalence of alexithymia in rural India among women with functional somatic
symptoms and those without, women without functional somatic symptoms
showed coping such as talking to family members and seeking help and emo-
tional support (28). However when the cultural context in developing countries or
within communities stresses the caregiving and the homemaker roles while de-
valuing the contributions of women and disempowering them, then this is a ready
formula for mental health problems. 

Murthy (29) states that mental health programs in developing countries should
be implemented in ways that strengthen the positive aspects of rural life, which
generally symbolize a collectivistic culture. The availability of community sup-
port for patients, increased cohesion in patients’ families, and simple ways of life
that more easily accommodate a patient’s rehabilitation and community reinte-
gration are the strong points of a rural culture. Developing countries may present
avenues for prevention of mental disorders because their traditional lifestyles
often emphasize the importance of social supports in crisis (30). Research has
shown better prognoses for people with psychiatric disabilities in developing na-
tions than in Western countries. The emphasis on interdependence, the external-
ized locus of control, and family involvement are significant factors in caring for
people with psychiatric disabilities (31). However, further research is needed to
assess whether this cultural advantage is retained for women in particular when
there is a shift from women as caregivers to women as care recipients when fac-
ing a mental health challenge.

ACCESS TO HEALTH AND HEALTH-CARE SERVICES 

A review of the literature highlights the role of sociocultural, socioeconomic, and
sociopolitical factors in influencing the mental health of women (see Chapters 26
and 27 in this volume). It reveals that the health of women is challenged by the
existing social conditions. So unless the importance of the social determinants of
health is acknowledged and pervasive action is undertaken, no health-care sys-
tem, however evolved, will be able to address the mental health challenges for
women in the developing world. Moreover, the paucity of resources in the mental
health-care system of developing nations almost forces definitive social action as
a viable mechanism. 

According to a United Nations Development Program (UNDP) report in 1997
(32), of the 146 countries surveyed, none had a Gender Development Index
(GDI) greater than its Human Development Index (HDI). Around 39 countries had
a GDI of less than 0.500, indicating that the women in these countries did not reach
even half the level of human development as assessed through the three indicators:
life expectancy, educational achievement, and income. This meant that women
were well behind their male counterparts in the ability to access opportunities for
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development. However it is heartening that many developing countries are realiz-
ing the need for gender empowerment to balance the equation. Some developing
countries are surpassing developed nations in achieving gender empowerment in
political, economic, and professional activities. For example Barbados,
Guatemala, and Guyana have UNDP Gender Empowerment Measure (GEM)
rankings in the top third of all countries.

It is in the light of gender empowerment and improving social circumstances
as a means to access mental health services and promotion of better mental health
that the role of grassroots organizations and community mental health initiatives
gains significance. As Farmer (33) very succinctly observes when talking about
behavioral change for better health, “Throughout the world, those least likely to
comply are those least able to comply.”

In the account of the Ghanaian women (9), although the study did not dwell
on access issues, it could be safely surmised that the “compulsory” nature of
work of Ghanaian women coupled with the magnitude of the workload might ad-
versely affect the women’s capacity to take the time to live healthily. It might also
hinder access to services because the women might not be able to cut down on
workload or share it with their male counterparts. 

In the Taliban regime, where women were disempowered, male doctors were
not allowed to see or touch a female patient during examination. This made diag-
nosis and treatment almost impossible. Also, male doctors could examine women
only when a close male relative was present. Female health professionals were
very scarce. All this restricted women’s access to health-care services (34,35). 

India, a nation with great diversity, is mixed in its responses to women’s health
and access issues. While some regions are making major strides in the empower-
ment of women, others are still in a deep slumber. Health services are concen-
trated in urban centers, and women and children are particularly at risk. Gender
inequalities are particularly pronounced in the northern states. The inequalities
have hindered access to education and health services (36). Good (11) notes that
the attitudes of the health-care provider make it difficult for the woman to dis-
close psychological distress or the consequences of sexual violence, which is
very often stigmatized. Communication among health workers, physicians, and
women patients tends to be highly authoritarian in many places in the world re-
gardless of the sex of the physician or the health worker. 

Studies of women’s mental health (25) show that up to 20% of those attending
primary health care in developing countries suffer from anxiety or depressive dis-
orders. In most cases, these needs are not recognized and hence not treated.

Worldwide, the Atlas project evaluated the availability of essential drugs to
treat mental and neurologic disorders and concluded that more than 25% of the
countries do not have the most common prescriptions of antipsychotic, antide-
pressant, and antiepilepsy drugs at the primary care level (37). Also, basic drugs
are relatively less affordable in low-income countries, where 40% of the costs of
mental health care are paid by the consumers (6). These factors will definitely in-
fringe further on women’s access to essential medication in societies with gender
inequalities and marked socioeconomic challenges. 

Another important factor influencing access to care is the differences in ex-
planatory factors attributed to a condition, which are largely determined by cul-
tural factors. Kleinman (38) states that perceptions of illness differ across cul-
tures. Many cultures blend the natural with the supernatural in determining
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explanatory models of illness, and this definitely affects the kind of help sought
(see Chapter 2 in this volume). Kakar (39) elaborates on the different sources of
help that people in India seek to alleviate their psychic distress dependent on their
predominant systems of belief. 

Those who believe in possession by spirits seek relief from shamans; those
who believe that psychic distress is the result of “karma” (the sum effect of one’s
deeds/misdeeds in one’s previous lives) seek help from mystics, priests, and sad-
hus; and those who believe in the medical nature (physical or psychological) of
illness seek help from physicians and psychiatrists. Much of the world outside
North America and Europe regards the conditions or illnesses defined by Diag-
nostic and Statistical Manual of Mental Disorders as products either of fate or of
weak character (40). These assumptions might lend themselves to shifting the
locus of control and to escalating stigma, respectively, thus affecting help-seek-
ing behavior. Another important factor is that often the mental health conse-
quences of rape are not addressed because of cultural beliefs that equate a
woman’s worth with her virginity (41). It is important to consider how these be-
lief systems affect help-seeking behavior in women who live in disadvantaged
circumstances where they have less access to education, health information, and
rights education than their male counterparts.

INNOVATIONS: TOWARD BETTER HEALTH

Recognition of the need to look at women’s mental health has been increasing in
recent years as the spotlight has turned to social origins of psychological distress
for women. Addressing the health concerns of women is therefore happening at
two intersecting levels: addressing the social origins of many problems through
grassroots empowerment initiatives as well as enhancing sensitivity and access
within the “socialized” health-care system to make it more responsive. 

Legal reforms and major educational campaigns addressing domestic violence
have been initiated in developing countries like Ecuador, India, and Mexico as a
result of concerted activity of nongovernmental organizations (NGOs). In Brazil,
feminist action has resulted in all-female police stations to assist victims of vio-
lence (42). Qualitative evaluations in African and Asian settings have found that
interventions like the Stepping Stones program that focus on strengthening inti-
mate relationships through parent training, mentoring, and marriage counseling
have helped men communicate and show new respect for women. Given the link-
ages between domestic violence and mental disorders, such initiatives will defi-
nitely have a positive impact on mental well-being of women (22).

Adult literacy programs and programs to resist oppression are helping to re-
shape community mental health programs throughout the world’s local commu-
nities (43). It is heartening that NGOs in the mental health sector are active in
around 86% of the low-income countries and are often the pioneers of mental
health service reform (44). In the area of reproductive health, as mentioned ear-
lier in the chapter, organizations are working toward increasing the decision-
making power of the childbearer in reproductive health issues, encouraging male
involvement within the paradigm of female emancipation, and improving access
to education and information. An example of this is “Suraksha,” a community-
based NGO in South India that focuses on women’s reproductive rights as well as
their rights to overall well-being (16).
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Community mental health initiatives are gaining ground in developing coun-
tries as a way to address the lack of specialized mental health resources and per-
sonnel. Although they are not focused exclusively on women, these initiatives
have many elements that promote a more gender-sensitive attitude and increased
consumer participation.

A mental health program was drafted in Iran and received approval in 1986.
This program’s basic tenet was the integration of mental health into the primary
care system through strategizing services, training, and administration. It is note-
worthy that this program identified the special needs of vulnerable groups like
adolescents, children, pregnant women, and the elderly (45). Although this is
definitely a step forward, it is interesting to note that this program confines vul-
nerability among women to pregnant women and is thus another instance of
women’s health being seen through a reproductive lens. 

A study in rural India took a community-based approach to combating alco-
holism and promoting mental health of families through a participatory action re-
search model. This gave an opportunity to young people and women to be in-
volved in the community movement called “Liberation from Liquor,” which
included action against drunken men and advocacy to politicians to limit the sale
and distribution of alcohol. This led to a 60% decrease in alcohol consumption
and a reduction in domestic violence (46).

Several developing countries in Asia, Africa, and South America are now
involved in the integration of mental health and primary care (29). The canvas
has spread beyond the formal health system and encompasses the work of
NGOs and citizens using a variety of community-oriented care programs. In
Colombia, ancillary nurses are providing care for persons with nonpsychotic
conditions. This could mean that conditions like “anxiety” and “nerves,”
which go undetected in the female population, now have better chances of
being identified and treated. As identified by the World Health Organization
document “Nations for Health: A Focus on Women” (41), gender-sensitive
training with regard to the identification and management of mental health
problems affecting women is essential. This includes developing sensitivity
and heightened awareness toward psychosocial and sociocultural factors that
impact mental health. In recent years, pilot integrated programs have been
started in Bangladesh, Egypt, Nepal, Pakistan, and Indonesia. All this will in-
crease access to care for previously underserved segments of the population,
including women.

In a nutshell, it can be surmised that women in Third World countries face
challenges both in attaining good health and in accessing health-care services.
Contributing to these challenges are gender inequities, psychosocial stressors,
socioeconomic disadvantages, and the paucity of resources of the Third World
countries as well as their political climate, prescribed gender roles, and ele-
ments of culture. However, the picture is not all bleak. Gender empowerment,
elements of culture, increasing participation in community health initiatives,
and the work of grassroots NGOs are all helping to promote mental health and
well-being of women in developing nations. It is important to realize that dif-
ferent countries and different regions within a country are at different phases of
this journey. Hence, while looking at access issues for immigrant women from
these countries, an appreciation of this diversity and unique personal circum-
stances is essential to develop population-specific strategies for health promo-
tion and intervention.
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IMMIGRANT WOMEN: ACCESS TO HEALTH AND HEALTH CARE

A perusal of the preceding section helps us readily identify factors impinging on
access that accompany the woman in her migration and hence assume relevance
in the host country as well. Some of the factors thus identified are lower levels
of education, gender role identities that focus on caregiving and nurturing,
cultural explanations to mental health, inhibitions to disclosing violence, and
the like. 

When there is a shift from the traditional, collectivist context to the individual-
istic, egalitarian context, the woman brings with her a family-oriented psyche
without the support network that might have been an integral part of her life in
her home country. Add to this the effects of forced migration (in some cases), fi-
nancial strain, the need to take on an additional role (as wage earner), the need to
balance family and outside work, incompatible social skills, and inadequate lan-
guage skills. These demands leave the woman with little or no time, will, or
agency to take care of herself or her health-related needs. 

Studies of Asian women in North America have shown that they continue to
maintain their gender role identities as immigrants (10). In a study of 118 care-
givers for the elderly in South Asian families, 60% of the caregivers were found
to be women. Among female caregivers, 20% were daughters and 38% were
daughters-in-law, while the reminder were other female caregivers. Of the 40%
male caregivers, 34% were sons and only 4% were sons-in-law (47). This finding
is interesting from a sociocultural perspective. While women are expected to be
responsible for the care of their husband’s family, there is no similar expectation
of men. This could be hypothesized as the patriarchal system feeding into gender
inequities. 

Another challenge for women who immigrate to North America is exposure to
freedoms and opportunities that were unavailable to them earlier. These opportu-
nities might conflict with the sex role socialization and the expectations of other
family members, leading to intrapsychic and interpersonal stress as women try to
preserve the norms of their home country and live up to family expectations
while dealing with the aspirations generated in a new cultural context (48,49). An
inquiry into changes in family dynamics, conflicting expectations, and levels of
acculturation becomes important in this context.

Immigrant women face multiple disadvantages in the country of resettlement.
Loss of social networks, financial instability, functional illiteracy, marginaliza-
tion, and racial discrimination are some confounders (50). Because their families
survive on shoestring budgets, immigrant women who are not fluent in the Eng-
lish language might not have the luxury of affording child care to attend English
language classes (50). Immigrant and refugee women are also known to have av-
erage incomes that are much lower than their English-speaking counterparts,
even if they have comparable education and experience (51,52). All of these fac-
tors detract not only from mental well-being but also from the woman’s ability to
access health care. Inadequate fluency in English makes the navigation of the
health system difficult; a low-paying job might not allow the flexibility to meet
the requirements of illness management like taking time off for a doctor’s or
clinic appointment. So here again, as in the immigrant’s home country, there
arises a need to address the social circumstances that influence health and health
care. A summary of recommendations for health promoters recognizes this need
and recommends focusing on reducing informational, cultural, linguistic, eco-
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nomic, and systemic barriers to care, using an empowerment philosophy, and in-
volving the community in planning, design, and delivery of interventions. It also
recommends that this be a dynamic process as attitudes, beliefs, and behaviors
change as a consequence of acculturation (53). The settlement services in Canada
are geared toward facilitating the integration of immigrants and newcomers and
helping them address some of the challenges of resettlement. A number of settle-
ment services are geared toward addressing the issues that immigrant and refugee
women face in the host country. These organizations also play a significant role
in advocating for these women. 

Studies or findings focused on factors influencing access and the responsiveness
of the health-care system yield interesting insights. In a study of the Sri Lankan
Tamil community in Toronto (26), it was found that seniors and women were par-
ticularly likely to encounter linguistic barriers while negotiating the health-care
system. It also found that whether a condition is perceived as “physical” or as
“psychological” greatly influences the propensity to seek help. The cultural ex-
planations of illness might be an important factor in this case. So understanding
what attributions are made to psychological symptoms is imperative in such situ-
ations. This would help in reaching out to different clients in a culturally compe-
tent manner and addressing issues without deriding their belief systems. 

A case study (54) of a female Puerto Rican migrant brings to light the neces-
sity of cultural understanding and cultural competence in addressing mental
health issues. The misdiagnosis of the client, leading to unwarranted medication
and a poor outcome, is followed by her referral to a Latino clinic, where her con-
dition is reassessed and a diagnosis is arrived at based on a cultural understanding
of the client’s behavior and cultural information of normative expressions of dis-
tress in the Puerto Rican population. Appropriate treatment and sustained im-
provement results. This finding draws attention to the fact that people who are
defining mental illness may not be familiar with cultural expressions of distress.
This inference finds support in accounts of mental distress in Ghanaian women as
well as in other studies (9,55,56).

Western psychiatry demarcates “mental functioning” as related to different
parts of the mind rather than to the person as a whole. Expressions of mental dis-
tress are seen as being manifested exclusively through the cognitive and affective
domains, which comprise the mind. It is because of this segregatory approach
that the Western world sees other populations as “somatising” their emotional
disorders (57). This symptom description itself suggests an inherent racism be-
cause the assumption that emotional disorders are manifested through a particu-
lar symptom profile, which then assumes universal coinage, is based on Western
culture from which Western psychiatry derives. Hence expression of distress
through “bodily symptoms” is seen as “different” rather than a natural expression
of the disorder that goes beyond the domains of the “mind.”

A study of health-care utilization patterns among Russian-speaking immigrant
women showed that a greater understanding of immigrant population’s cultural
patterns or orientations toward health-care utilization is needed to improve access
and delivery of health-care services to these populations (58). Findings show a
consistent reliance of these women on their physicians to refer them to services in-
cluding prevention and health teaching on topics that will help them stay healthy.
The women’s unfamiliarity with a health-care system that puts them in charge of
their health-care choices is challenging to them. Similarly, a woman from
Afghanistan who had been conditioned to the extremely restrictive environment of
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gender apartheid might not be proactive in help seeking because the sociopolitical
environment she came from actively discouraged and even punished such behav-
ior. Health-care providers must be sensitive to such dispositions, which result
either from mechanisms of natural socialization or from forced conditioning.

Finally, extreme sensitivity is required in dealing with immigrant and refugee
women who are from war-torn countries or countries where they have been ex-
posed to disaster, extreme trauma, and continued gender oppression. A study un-
dertaken in Saskatchewan, Canada, with women who identified themselves as
suffering from post-traumatic stress disorder found that while there seemed to be
a strong theoretical knowledge of PTSD based on the DSM among service
providers, this knowledge did not appear to be translated into practice. Physicians
and psychiatrists were not identifying symptoms of the disorder among immi-
grant, refugee, and visible minority women clients (59). This leads us back to the
discussion of cultural sensitivity required in identifying expressions of distress.
Because the immigrant and refugee women from areas of disaster are a highly
needy group, overlooking their needs is likely to result in serious mental health
implications.

Any discussion on women’s access to health care should cut through the
boundaries of a formal health-care system and move beyond to an approach that
looks at the social fabric of the macro system, thus working on improving the so-
cial determinants of health, encouraging female participation and empowerment,
and building a more responsive system of care and service delivery.
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substance abuse and, 136, 137, 186
subthreshold conditions and, 113
teasing and, 116–117

Economic status. See Socioeconomic status
Education

cultural, 18–20
for females, 20, 23–24

Elder abuse, 329–330, 346–348
Elderly. See Older women
Electroconvulsive therapy, for depression, 169
Emotional states

neuroimaging of, 153–154
regulation of, 152–153

Empathy, mutual, 6
Erectile dysfunction, 215–216
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Estrogen. See also Sex hormones
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depression and, 169
in menopause, 300, 301–302
premenstrual dysphoric disorder and, 264
schizophrenia and, 125

Estrogen replacement therapy
for Alzheimer’s disease, 341
for depression, 169
for menopausal symptoms, 300, 305–306

Eye-movement desensitization and reprocessing, for
post-traumatic stress disorder, 232

Female circumcision, 20–21
Fetal alcohol syndrome, 184
Fight-or-flight response, vs. tend-and-befriend re-

sponse, 10, 36–37, 45
Financial status. See Socioeconomic status
Fluoxetine

for depression, 169
for premenstrual dysphoric disorder, 264–265

Fluvoxamine, for post-traumatic stress disorder, 233
Friendships. See Peer relationships
Funeral rites, 27–28

Gender-based violence, 385–389. See also Abuse
Gender differences

in mental illness, 24–26, 28–30. See also specific
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in stress response, 35–49
in temperament, 37

Gender equality, mental health and, 16–28,
377–390

Gender identity disorder, 71–82
biologic factors in, 77–79
case examples of, 74–76
clinical presentation of, 73–76
comorbidities in, 73
course and outcome in, 76
definition of, 71–72
diagnostic criteria for, 72
etiology of, 77–81
family psychopathology and, 74
gender differences in, 72
interventions for, 76–77, 81–82

prevalence of, 72–73
psychosocial factors in, 79–81

Gender roles, in childhood, 18–20
Generalized anxiety disorder, 172. See also Anxiety

disorders
Genetic factors. See specific disorders
Genital mutilation, 20–21
Genital sexual arousal disorder, 217
Glucocorticoids, in stress response, 40–43, 44, 45
Grandmother hypothesis, 28
Grandparents, 27

Herbal remedies, for menopausal symptoms, 302
Homosexuality, gender identity disorder and, 76, 77
Hormone replacement therapy

for Alzheimer’s disease, 341
for depression, 169
for menopausal symptoms, 300, 305–306

Hormones. See also Sex hormones
in anxiety, 57, 62
in depression, 57, 62
in stress response, 40–45

Hot flashes, 299–300, 303, 304
Human career, 25–26
Human rights issue, mental health as, 379–380
Hyperactivity. See also Attention deficit hyperactivity

disorder
in conduct disorder, 97–100

Hypothalamic-pituitary axis, in stress response, 40–45
Hysteria, 377–378

Illness, 24
Immigrants, needs and problems of, 23–24, 401–403
Impotence, 215–216
Impulsivity

in ADHD. See Attention deficit hyperactivity disor-
der (ADHD)

in borderline personality disorder, 147
in post-traumatic stress disorder, 147
in substance abuse, 181, 187

Infant attachment. See Attachment
Infant mortality, 17–18
Infanticide, 16–17
Infertility, 274–275
Insomnia, in menopause, 300
Intellectual disability, 237–252

assessment of, 245–247
autism and, 240–247. See also Autism
borderline, 239–240, 242
case example of, 250–251
classification of, 238
comorbidity in, 247–249
definition of, 238
epidemiology of, 239–240
etiology of, 240–242
gender differences in, 239–240
interventions for, 245–247
levels of functioning in, 242–245
mild, 239, 242
moderate, 243–244
profound, 244
psychosocial aspects of, 247–249
in schizophrenia, 201
severe, 239, 244
sexuality and, 242–244
terminology for, 238–239
women’s issues in, 242–245

Interpersonal therapy. See Psychotherapy

Lactation. See Breast-feeding
Lamotrigine, for bipolar disorder, 170
Late luteal phase dysphoric disorder, 258–259. See also

Premenstrual dysphoric disorder
Learning. See also Cognitive function; Education

age-related changes in, 338, 339–340
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Learning disabilities. See also Intellectual disability
ADHD and, 89–90
genetic factors in, 89

Lesbianism, gender identity disorder and, 76, 77
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for bipolar disorder, 168, 170
breast-feeding and, 290
for postpartum psychosis, 288
in pregnancy, 279

Loss, coping with, 26–28, 39, 327–328, 353–354

Major depressive disorder, 167. See also Depression
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preference for, 16–17

Mania. See Bipolar disorder
MAOIs. See Monoamine oxidase inhibitors (MAOIs)
Marijuana. See also Substance use/abuse

fetal effects of, 185
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in pregnancy, 274, 275–280
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Mental retardation. See Intellectual disability
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for bipolar disorder, 168, 170
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Older women (continued)
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Omega-3 fatty acids, conduct disorder and, 101
Opiates. See also Substance use/abuse

fetal effects of, 185
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conduct disorder and, 98–100
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Orgasmic disorder, 218
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Poverty. See Socioeconomic status
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for anxiety disorders, 174
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for depression, 169, 369
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for post-traumatic stress disorder, 231–233
for postpartum depression, 287–288
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for substance abuse, 188
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Selyes’ general adaptation syndrome, 36
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for premenstrual dysphoric disorder, 264–265
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antidepressants and, 169
anxiety and, 62, 171
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discontinuities in, 209
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cessation strategies for, 189
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Stress
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conduct disorder and, 102
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Tend-and-befriend response, 10, 36–37, 45
Teratogenicity

of alcohol, 184–185
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Widowhood, 327–328, 353–354

cultural aspects of, 26–27, 327–328
gender differences in, 39
stress and, 39

Withdrawal, 180
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Women’s sexual interest/desire disorder, 217
Work
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