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Preface

The primary goals of diagnosis are to provide clinicians with a meaningful
framework that recognizes the underlying clinical condition beyond the symp-
tom presentation, to facilitate communication among clinicians, and to enhance
decision making to improve the patient’s health status. In any field of medicine
and clinical psychology, including psychosomatic medicine, the diagnostic
process can be considered as much effective as it gets closer to the top achieve-
ment levels of these 3 interrelated purposes. However, a wide array of medical
symptoms cannot be explained by the biomedical model and confined to the
current branches of internal medicine. In turn, several health-related problems,
strongly affecting daily functioning and influencing symptom presentation,
cannot be fully recognized without the more comprehensive, multifactorial per-
spective provided by the biopsychosocial model of health and illness. In this
perspective, any illness is viewed as the common final pathway resulting from
interacting systems at the cellular, tissue, organismic, interpersonal, and envi-
ronmental levels, so that each of these factors has a relative weight in facilitat-
ing, sustaining, or modifying the course of diseases, varying from illness to
illness, from one individual to another, and even between two different episodes
of the same illness in the same individual. The relationships between physical
illness and psychological factors are subsumed in two chapters of the DSM-IV.
One, Somatoform Disorders, is included in the main diagnostic axis I and is
based on the assumptions that somatic symptoms are likely to mimic ‘real’
symptoms of medical disease while not showing any evidence of it and are not
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secondary to another psychiatric disorder. This view pertains to the concept of
the excessive distance between the physical problem (inexistent or not being a
plausible cause for actual symptoms) and the patient’s perception, thoughts, and
behavior. The second chapter is the rubric of Psychological Factors Affecting
Medical Condition (PFAMC) that requires the presence of a general medical
condition and of psychological factors that adversely affect the course or treat-
ment of the condition, or that increase physical or emotional risk for the patient.
PFAMC are placed in the residual section of ‘other conditions that may be a
focus of clinical attention’ and therefore are too vague, lack specific criteria,
and are not useful and not used in clinical practice. Somatoform disorders have
attracted considerable criticism since their introduction in the DSM-III and the
need for considerable changes in preparing the 5th edition of the DSM has been
highlighted. Somatoform disorders have been criticized because they have been
formulated by dichotomous thinking; they include criteria that are too restric-
tive (e.g. somatization disorder) or too vague (e.g. undifferentiated somatoform
disorders); they tend to overpsychologize somatic symptoms (when axis I dis-
orders are present) or to underestimate somatization symptoms (when medical
diagnoses are established); they underestimate the prevalence of somatization
because they are limited to the more severe clinical forms; they underrecognize
the dimensional nature of somatization along a continuum spectrum of degrees
(severity, impairment, chronicity, comorbidity, health care utilization); they
lack appropriate consideration of subsyndromal symptoms, personality and
behavioral factors, and they include syndromes that are not used by physicians
for the same illness (such as fibromyalgia and undifferentiated somatoform dis-
order or functional abdominal pain and pain disorder), thereby producing inef-
fective communication. Both Somatoform Disorders and PFAMC miss the
primary goals of the diagnostic process. The debate is still ongoing, several
papers and editorials have been published recently, and some proposals for
DSM-V have been advanced. They range from softer (e.g. clustering of the
many somatoform disorders in few categories identified by some specifiers) to
harder alternatives (e.g. abolition of the rubric of somatoform disorders).

On the basis of a growing body of research, this volume deals with research
data and clinical views to formulate a new proposal for the DSM-V, introducing
the Diagnostic Criteria for Psychosomatic Research (DCPR) in the chapter of
PFAMC. The DCPR syndromes were developed about 10 years ago by an interna-
tional group of investigators and are based on the recognition that a wide body of
evidence that has accumulated in psychosomatic medicine relating to concepts of
quality of life, stressful life events, somatization, and personality disorders has not
resulted in operational tools whereby different psychosocial aspects of medical
diseases can be characterized. The DCPR approach focuses on psychological char-
acteristics of patients presenting symptoms across different medical disorders.
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The first chapter by Fabbri and colleagues explains the rationale for the
introduction of the DCPR in the DSM-V and emphasizes their usefulness assess-
ing for psychological and behavioral problems affecting the onset, the course,
and the treatment of patients in the different medical settings. In the second
chapter, Sonino and colleagues examine the psychological factors affecting sev-
eral endocrine disorders (Cushing’s syndrome, Graves’ disease, Addison’s dis-
ease, primary aldosteronism, thyroid dysfunctions, hyperprolactinemia, and
hyperparathyroidism). Particular attention is paid by the authors to the associa-
tion between DCPR clusters and the construct of allostatic load, conceived as the
chronic exposure to fluctuating or heightened neuroendocrine response resulting
from repeated or chronic environmental challenge. Porcelli and Todarello’s chap-
ter focuses on patients with functional gastrointestinal disorders in whom the
most prevalent DCPR syndromes (alexithymia, persistent somatization, sec-
ondary functional somatic symptoms, and demoralization) are consistent with
the psychosocial correlates outlined in the literature as health care seeking
behavior and somatosensory amplification. In the following chapter, Grassi and
coworkers underscore that DSM criteria are particularly problematic in oncology
because of the need to adapt them to the cancer-related life conditions, while
psychological problems identified by the DCPR as health anxiety, demoraliza-
tion, and alexithymia are associated with several cancer-related physical symp-
toms, poor well-being and quality of life, and high health concerns. The
psychological factors affecting cardiovascular disorders are reviewed by
Rafanelli’s group. In this chapter, the role of ‘classic’ (stressful life events,
depression, anxiety, anger, and hostility) and DCPR-related (demoralization,
health anxiety, irritable mood, type A behavior, and denial) psychological factors
are discussed in relation to coronary heart disease, essential hypertension, con-
gestive heart failure, heart transplantation, coronary artery bypass grafting, and
cardiac rehabilitation. In the subsequent chapter, Picardi and Pasquini review the
psychological factors (demoralization, type A behavior, secondary somatic
symptoms, irritable mood, and health anxiety) that influence dermatological
conditions such as alopecia aerata, atopic dermatitis, psoriasis, and vitiligo. The
skin is a sensory organ involved in socialization processes, which is responsive
to various emotional stimuli, and affects an individual’s body image and self-
esteem. The last two chapters are concerned with two areas closer to psychiatry.
Bellomo’s group highlights findings on psychological factors in the setting of
consultation-liaison psychiatry and Fassino and colleagues discuss issues of
patients with eating disorders. Both conditions have important biological and
psychiatric determinants involved in the presentation and the treatment of symp-
toms and require a multidisciplinary approach in order to provide highly inte-
grated management. Finally, two appendices report the complete list of criteria
for the 12 DCPR categories and the structured interview for their assessment.
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The goal of this volume is to provide the best tools in diagnosing psy-
chosocial correlates of medical disorders. The distinct DCPR categories are
consistent with concepts expressed by a large body of research and outstanding
authors in psychosomatic medicine and are therefore suggested as specifiers of
‘psychological factors affecting medical conditions’ in the future DSM-V. The
aim of the DCPR is to translate psychological characteristics observed in vari-
ous medical settings into operational criteria, which may entail clinical value,
and may be studied across disorders, regardless of their supposed functional or
organic nature. The review papers included in the present volume strongly sup-
port the use of the DCPR in medical settings and hopefully will generate inter-
est for a more effective clinical practice.

Piero Porcelli, PhD
Nicoletta Sonino, MD
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Development of a New Assessment
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Abstract

The Diagnostic Criteria for Psychosomatic Research (DCPR) are a diagnostic and con-
ceptual framework that was proposed a decade ago by an international group of investigators.
The DCPR’s rationale was to translate psychosocial variables that derived from psychoso-
matic research into operational tools whereby individual patients could be identified. A set of
12 syndromes was developed: health anxiety, thanatophobia, disease phobia, illness denial,
persistent somatization, conversion symptoms, functional somatic symptoms secondary to a
psychiatric disorder, anniversary reaction, demoralization, irritable mood, type A behavior,
and alexithymia. These criteria were meant to be used in a multiaxial approach. The aim of
this work is to survey the research evidence which has accumulated on the DCPR, to provide
specification for their development and validation and to examine the specific DCPR clus-
ters. Their implications for classification purposes (DSM-V) are also discussed.

Copyright © 2007 S. Karger AG, Basel

The last decade has witnessed an increased interest in the assessment of
those psychological factors that may modulate the vulnerability to or the
course, prognosis and rehabilitation of physical diseases.

The chapter on somatoform disorders, which was introduced in the DSM-III
[1] and retained in its subsequent editions, has become a key tool for performing
such assessment. From the very beginning, the classification of somatoform disor-
ders has attracted considerable criticism for its failure to adequately cover the



clinical phenomena of somatization [1-8], defined by Lipowski [4] as the ten-
dency to experience and communicate psychological distress in the form of physi-
cal symptoms and to seek medical help for them. Part of the problem has been the
process for development of the somatoform disorders within the DSM iterations.
The committee that developed the criteria also was charged with establishing crite-
ria for impulse and dissociative disorders. Furthermore, the committee did not
include the many international investigators whose careers have focused upon such
somatoform issues. It is thus not surprising that the current taxonomy is limited
from both an evidence-based perspective as well as from a clinical vantage point.

Recently, Mayou et al. [5] suggested that the DSM-V abolished the diag-
nostic category of somatoform disorders and redistributed some of its current
diagnoses into other groupings. Hypochondriasis should be renamed as ‘health
anxiety disorder’ and placed together with body-dysmorphic disorder within
anxiety disturbances. Somatization disorder would be defined by a combination
of personality disorder (axis II) with mood or anxiety disorders (axis I). Somatic
symptoms and syndromes and pain disorder could be classified on axis III for
reporting current general medical conditions. Dissociative and conversion
symptoms would stay on their own [5].

Hiller and Rief [9] and Noyes et al. [10] acknowledged that the classifica-
tion of somatoform disorders lacks support in many areas and requires substan-
tial modifications. However, they suggested that the diagnoses of hypochondriasis
and somatization disorders have traditionally been recognized, are clinically
distinct forms of somatic distress, and entail prognostic and therapeutic impli-
cations [9, 10].

Mayou et al. [5] advocated a greater use of ‘psychological factors affecting
medical condition’ on axis I. However they did not provide further indications
which may help the clinician in implementing this shift. The essential features
of the diagnosis are the presence of a general medical condition and of psycho-
logical factors adversely affecting its course and treatment or constituting
health risks and stress-related physiological responses. Examples are provided
by major depression in the setting of myocardial infarction, symptoms of anxi-
ety and depression affecting the course and the severity of irritable bowel syn-
drome, type A personality in coronary artery disease, unsafe lifestyle and
stressful life situations precipitating pain.

It thus appears that the focus of assessment of current strategies based on
DSM is too narrow and/or misplaced and is not in line with the spectrum of
manifestations of psychological distress and illness behavior in the medical
setting which have resulted from the use of dimensional tools (particularly self-
rating scales).

A diagnostic and conceptual framework was proposed a decade ago by
an international group of investigators [11]. The rationale of these Diagnostic
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Criteria for Psychosomatic Research (DCPR) was to translate psychosocial
variables that were derived from psychosomatic research into operational
tools whereby individual patients could be identified. A set of 12 diagnostic
criteria was developed. These criteria were meant to be used in a multiaxial
approach.

Some of the DCPR clusters were based on Pilowsky’s concept of abnormal
illness behavior, characterized as the persistence of a maladaptive mode of per-
ceiving, experiencing, evaluating, and responding to one’s health status, despite
the fact that a doctor has provided a lucid and accurate appraisal of the situation
and management to be followed, if any, with opportunities for discussion, nego-
tiation, and clarification, based on adequate assessment of all relevant biologi-
cal, psychological, social and cultural factors [12]. Health anxiety, hypochondriasis
and disease phobia pertain to the illness-affirming expressions, whereas illness
denial to the illness denying modalities. All types of DCPR may occur in con-
junction with psychiatric disorders listed in the DSM-IV such as major depres-
sive episodes or panic disorder, or medical disorders, regardless of the functional/
organic dichotomy.

The aim of this work was to survey the research evidence which has accu-
mulated on the DCPR.

We will first provide specification for the DCPR development and valida-
tion and then examine the specific clusters.

The Diagnostic Criteria for Psychosomatic Research

The DCPR consist of a set of 12 ‘psychosomatic syndromes’, developed
with the aim to translate psychosocial variables of prognostic and therapeutic
value in the course of physical conditions into categorical criteria (see appendix 1).
The 12 clusters are concerned with alexithymia, type A behavior, disease pho-
bia, thanatophobia, health anxiety, illness denial, functional somatic symptoms
secondary to psychiatric disorders, persistent somatization, conversion symp-
toms, anniversary reactions, irritable mood and demoralization. Despite their
clinical importance, these areas have been neglected by traditional psychiatric
nosography, mainly because of their subsyndromic nature.

The specific criteria included in each of the DCPR clusters represent the
most relevant features of the related syndrome, as evidenced by reviewing per-
taining psychosomatic literature.

Since their development, several studies found the DCPR more suitable
than DSM-IV and ICD-10 [13] criteria in identifying psychological distress and
impaired quality of life both in patients with medical, functional or psychiatric
disorders and in the general population [14-30].

Development of a New Assessment Strategy in Psychosomatic Medicine 3



A structured interview [26] was developed to assess the presence of the
12 syndromes. It showed excellent interrater reliability (with k-values ranging
from 0.69 to 0.97) [15], with good correlations with dimensional instruments
for the assessment of psychosocial distress, such as the Toronto Alexithymia
Scale [14, 31], the Psychosocial Index [29] and the General Health Questionnaire
[22]. Both quantitative and qualitative differences emerged between the DCPR
and DSM-IV systems. In fact, the psychosomatic syndromes were not only
more prevalent (about double) than the psychiatric disorders, but they fre-
quently led to the identification of psychosocial distress in the absence of a
DSM-IV diagnosis. Furthermore, some evidence suggested that DCPR and
DSM-IV categories are not linked by a hierarchical relationship. This was par-
ticularly evident in the case of demoralization and major depression: not all
patients with depression also present with demoralization and vice versa.
Finally, DCPR diagnoses significantly predicted the treatment outcome of
patients with functional gastrointestinal disorders (FGID) [25].

The DCPR criteria dealing with type A behavior, irritable mood and
demoralization syndromes require the presence of a specific relationship
between psychological symptoms and the precipitation or exacerbation of a
medical condition, mainly through the elicitation of stress-related physiologic
responses. Traditional psychometric tools, both categorical and dimensional,
are limited to subjective expressions (cognitive, affective and behavioral), yet
they do not add anything to the understanding on how those psychological
clusters modulate physical status. For example, it has been proposed that the
mixed results about the predictive role of type A behavior in cardiovascular
vulnerability could depend on the instruments adopted for its identification
[32]. DCPR diagnoses may represent an attempt to overcome this problem,
putting the relationship with physiological alterations as key identification
criteria.

Health Anxiety

Pilowsky’s concept [12] of abnormal illness behavior, Kellner’s work
derived from the use of the Illness Attitude Scale (IAS) [33-35] and more
recent literature [36] suggest that the differential diagnosis between hypochon-
driasis, disease phobia, thanatophobia and health anxiety is worthy of clinical
attention and may entail prognostic and therapeutic implications.

Health anxiety may encompass nonspecific dimensions of abnormal ill-
ness behavior, such as generic worries about illness, concerns about pain and
bodily preoccupations (accompanied by the tendency to amplify somatic sensa-
tions). In the case of health anxiety, worries and fears about health readily
respond to appropriate reassurance, characteristic element that differentiates
health anxiety from hypochondrias. These forms of health anxiety may be
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short-lived unlike hypochondriasis, disease phobia and thanatophobia that tend
to persist over time [37].

Grassi et al. [17] reported that 55 out of 159 oncology patients (37.7%)
met the criteria for health anxiety, Porcelli et al. [24] reported that health anxi-
ety was present in 11.6% of patients suffering from FGID and Grandi at al. [16]
found that 7.7% of patients that underwent a heart transplant presented with
health anxiety. Porcelli et al. [25] in a later study, aimed to identify predictors of
treatment outcome in patients undergoing treatment for FGID found that the
DCPR category of health anxiety was significantly more prevalent in improved
(21.5%) than unimproved (2.5%) patients. Health anxiety was also found to be
a significant independent predictor of improvement.

Thanatophobia

In 1928, Ryle [38] described this syndrome as the sense of dying (angor
animi). About 20 years later, he provided the following lucid, autobiographical
description of the symptoms:

‘It had never occurred to me that I should have an actual opportunity of observing the
symptoms in my own person until the autumn of 1942, when I developed angina pec-
toris. . . My first manifestation (. . .) was a sudden and intense attack of the sense of dying.
I had just climbed the stairs of the refectory at the medical school at Guy’s and sat down to
lunch when it swept upon me. I remember thinking to myself in the very words employed
over the radio by a gallant fighter pilot as he fell to his death, ‘This is it’ and I could not
doubt that I was about to die. The sensation then as afterwards passed in a few seconds.
On several subsequent occasions I was almost as convinced that the end had come.
Thereafter I must have experienced the symptoms, in varying degree, probably on 200 or
more occasions within a period of 5 or 6 years, and I have long since come to accept it
philosophically.’

Kellner [33] associated the conviction of dying soon (although for no
objective reason) with the fear of news which reminds of death, such as funer-
als of obituary notices. Thanatophobia may occur in the setting of hypochondri-
asis [35], panic disorder [39], and disease phobia [40]. In the latter condition,
the phobic quality of these fears may result in panic attacks. Morselli [41] also
differentiates that fear of dying that manifests itself in isolated attacks of
intense quality in phobic patients from the more chronic worry of melancholic
patients. Mayer-Gross et al. [42] remark the association between the idea and
fear of death and obsessive illness. However, thanatophobia may occur also in
the absence of other psychological symptoms. Its prevalence in medical
patients deserves attention.

More recent studies that investigated the prevalence of thanatophobia in
the medical setting have found that criteria for thanatophobia were met by 8.2%
of oncology patients [17], 6.9% of transplanted patients [16], 4.9% of subjects
in cardiac rehabilitation [26], and 1.6% of patients with FGID [24].

Development of a New Assessment Strategy in Psychosomatic Medicine 5



Disease Phobia

Bianchi [43] has defined disease phobia (nosophobia) as ‘a persistent,
unfounded fear of suffering from a disease, with some doubt remaining despite
examination and reassurance’. Ryle [44] included in disease phobia the fear of
inheriting or acquiring a disease and attributed a causal role to medical articles
published in lay press.

Disease phobia is often secondary to hypochondriasis, yet it may also be
observed in the absence of other psychiatric disorders deserving a proper noso-
logical status and specific therapeutic implications [45, 46]. Despite this, up to
the development of DCPR, disease phobia has been neglected by psychiatric
nosography and very few dimensional tools allow its quantitative assessment.
One of the nine IAS was specifically focused on disease phobia [34] and later
inspired the homonymous DCPR cluster. A scale for disease phobia also
emerged from the factorial analysis of the Whiteley Index [47] and, together
with the TIAS, proved to be very valid and sensitive in differentiating hypochon-
driasis from somatization [9].

Differential diagnosis between hypochondriacal beliefs and disease phobia
is worthy of clinical attention and may entail prognostic and therapeutic
implications.

Fava and Grandi [36] underlined two main clinical features of disease pho-
bia. The first one is the specificity and longitudinal stability of the symptoms
(e.g. patients who fear to have cancer are unlikely to transfer their fear to
another disease, AIDS for example). In hypochondriacal patients, on the con-
trary, a switch in the object of fear is likely to occur over time. The second char-
acteristic of disease phobia is the phobic quality of the fears [40] that tend to
manifest themselves in attacks rather than in constant, chronic worries like in
hypochondriasis. Those two main phenomenological differences between
hypochondriasis and disease phobia lead to different therapeutic approaches.
Warwick and Marks [48] successfully used exposure to illness cues and preven-
tion of reassurance with 17 subjects suffering from disease phobia. The phobic
quality of the fear, typical of disease phobia, often leads to avoidance that can
be faced with in vivo exposure. In contrast, the constant fear of diseases charac-
teristic of hypochondriacal patients often leads to doctor shopping behaviors
that may not respond to exposure. In this sense, the relationship of disease pho-
bia to hypochondriasis is similar to the one of panic disorder to generalized
anxiety [36]. Further, disease phobia was found to respond to imipramine,
unlike hypochondriasis [49].

Using the DCPR, disease phobia has a nonmarginal prevalence in clinical
populations, since this syndrome was identified in a percentage of subjects
varying from 2.2% in dermatological patients [23] to 19% in consultation-
liaison psychiatry patients [15].

Fabbri/Fava/Sirri/Wise 6



Illness Denial

The concept of denial derived from psychoanalytic theory indicating an
ego-defense mechanism against unpleasant feelings [50]. Later, denial was
included among the emotion-focused coping strategies engaged by people
when a stressful situation has to be faced [51].

In the conceptual framework of abnormal illness behavior [12], illness denial
represents a psychological response to one’s own illness and covers several phe-
nomenological phenomena ranging from an unrealistic optimism to the complete
denial of disease. According to the broad spectrum of illness-related features that
can be denied, distorted or minimized, many components of illness denial have
been identified [52]. For instance, patients can deny urgency, seriousness, affect,
personal relevance, responsibility, long-term prognosis (including the possibility
of death), implications of the diagnosis, the need of therapy [52, 53].

Denial of physical illness has been described in a variety of clinical set-
tings, especially in patients with cancer, diabetes, renal, cardiovascular and neu-
rological disorders [15, 52, 54-56]. Much has been debated about the
adaptive/maladaptive role of illness denial [51, 52]. In the early stage of life-
threatening diseases, after diagnosis, and in the terminal phase, a certain degree
of denial alleviates psychological distress and in women with nonmetastatic
breast cancer may be associated with a longer survival [55].

Denial is termed as maladaptive when it prevents the adoption of healthy
behaviors and results in a delay in seeking medical care and nonadherence to
therapies or lifestyle modification programs [51]. In these cases, denial may
worsen the course of disease, as was found to occur in diabetic patients where
it was associated with hematic markers of poor metabolic control [54].
Nonacceptance of illness may be displayed by counterphobic behavior; this is
the case of the hemophilic patient who engages in risky behaviors. In healthy
subjects, illness denial may represent a risk factor for unsafe health habits, as
found for HIV/AIDS-related denial [57].

Despite its clinical relevance, maladaptive illness denial has been
neglected by psychiatric classifications [13, 58]. Some authors proposed the
inclusion of denial in the DSM-IV as a subtype of adjustment disorder [59-61],
whilst distinctive criteria for the recognition of denial in physical illness have
been provided by the DCPR [11]. DCPR criteria for illness denial identified
this phenomenon in several clinical contexts, with a prevalence ranging from
2% in dermatological inpatients [22] to 29% in consultation-liaison psychiatry
patients [15].

Persistent Somatization
Somatization is a widespread clinical phenomenon which cuts across diag-
nostic categories, both of psychiatric and medical type.

Development of a New Assessment Strategy in Psychosomatic Medicine 7



Kellner [3] summarized some characteristics of patients suffering from
various functional medical disorders, such as nonulcer dyspepsia, urethral syn-
drome and irritable bowel syndrome. He also suggested that it may be advantageous
to conceptualize a somatizing patient as someone in whom psychophysiological
symptoms have clustered.

The DCPR category of persistent somatization attempts to overcome some
conceptual flaws of the DSM-IV diagnosis of somatization disorder, which
appears to be rarely used and of limited utility in clinical settings, mostly
because of its very restrictive criteria [62].

Recently, various studies in different medical settings have used DCPR in
order to assess the frequency and characteristics of persistent somatization. The
prevalence of the syndrome ranged from 1.5% in heart-transplanted patients
[16] to 21% in endocrine patients [29]. In a sample of 190 subjects suffering
from FGID [24], the percentage of patients meeting the criteria for persistent
somatization goes up even higher reaching as much as 38%. In this study, in
more than 2 out of 3 cases, persistent somatization was not associated with
DSM somatoform disorders and thus somatization phenomena that would have
otherwise been missed could be detected. This phenomenon can be explained
by the fact that, despite the fact that the criteria for persistent somatization are
more selective than those used to define undifferentiated somatoform disorder,
the former could be diagnosed also in the presence of a comorbid psychiatric
condition. Interestingly, DCPR persistent somatization seldom occurred in a
community sample [20].

According to evidence, cognitive-behavioral strategies represent the
preferable psychological treatment for somatization. In a review [63] of 31 con-
trolled studies, cognitive-behavioral therapy for somatization had a superior
result to control conditions in 71% of the studies.

Conversion Symptoms

Symptoms or deficits affecting voluntary motor or sensory function that are
not explained by organic causes are often labeled as ‘conversion symptoms’.

The differentiation between somatization disorder and conversion accord-
ing to DSM-IV is mainly based on the number of symptoms instead of more
precise clinical features. In their review article, Stone et al. [64] highlighted that
a misdiagnosis of conversion symptoms was reported in early studies but this
rate reached a level of only 4% in studies after 1970. The authors explain this
decline ‘.. .as probably due to improvements in study quality rather than
improved diagnostic accuracy. . ., pointing out how the difficulties in making a
diagnosis of conversion disorder are still prevalent.

According to the DSM-IV classification, the diagnosis of a conversion dis-
order is frequently made by exclusion of another somatoform disorder or a
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medical condition. Yet, Engel [65] provided a set of more stringent criteria,
which lead to a definition of conversion symptoms.

One of Engel’s criteria is concerned with ambivalence in symptom report-
ing (e.g. the patient appears relaxed or unconcerned as he describes distressing
symptoms). This definition only partially overlaps with the DSM ‘la belle indif-
férence’, which has not been found to be a discriminatory symptom of conver-
sion [66]. Engel’s criteria were incorporated in the DCPR diagnostic criteria for
conversion symptoms.

The identification of conversion phenomena is made more difficult by the
observation that symptoms ascribed to a conversion process may frequently
represent a prodromal phase of a medical, mainly neurological, disorder [67].

Porcelli et al. [24] found that 5% of subjects suffering form FGID present
with DCPR conversion symptoms and Ottolini et al. [21], in a population
of subjects on their first episode of myocardial infarction, found conversion
symptoms in 7% of the patients. This confirms previous findings on the occur-
rence of conversion symptoms also in the setting of life-threatening medical
illness [67].

The treatment of conversion symptoms should be multifaced, combining
psychopharmacotherapy and psychotherapy [68—71].

Functional Somatic Symptoms Secondary to

a Psychiatric Disorder

Psychosomatic research in the field of functional symptoms had suggested
a high percentage of psychiatric comorbidity [2], and a primary-secondary dis-
tinction had been found to be feasible [72]. This diagnosis allows to establish a
hierarchical relationship between psychiatric morbidity and the onset of func-
tional medical disorders, which would otherwise be subsumed under the not
particularly clinically meaningful rubric of comorbidity. This hierarchical rule
was found to have clinical and predictive value [73].

In the study of Porcelli et al. [24], 29.9% of patients with FGID were found
to have Functional Somatic Symptoms Secondary to a Psychiatric Disorder.
Interestingly, in more than half of the cases of mood and anxiety disorders,
FGID were not judged to be secondary to a psychiatric disorder.

Anniversary Reaction

The relationship between anniversaries and the onset or exacerbation of ill-
ness has been of long-standing clinical interest, particularly as to how anniver-
saries reactivate old repressed and unresolved conflicts [74]. Hilgard [75]
observed that symptoms may be precipitated in a parent when the parent’s child
reaches the age at which the parent had experienced a traumatic episode in
childhood. In a subsequent report, Hilgard and Newman [76] extended the
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precipitating trigger situation to include the age of the adult patient as it
coincides with the age of the parent who died during the patient’s childhood.
Anniversaries do not need to be tied to age, but may be related to other period-
icities. The concept of nemesis [77] is closely related to anniversary reactions.
The patient believes he or she is destined to repeat in his or her life the pattern
of a significant other person’s life which ended in tragedy or catastrophe. Engel
[74] outlined the links between anniversaries and the giving up-given up
complex.

The DCPR criteria for anniversary reaction may be a special form of con-
version as well as other types of somatization. Grandi et al. [16] found that
0.7% of patients undergoing heart transplantation presented with anniversary
reaction and Porcelli et al. [24] found a similar figure (0.5%) of anniversary
reaction in patients with FGID.

Demoralization

According to Frank [78], demoralization represents the common reason
why subjects seek psychotherapeutic treatment and results from the conscious-
ness of being unable to cope with a pressing problem, or of having failed one’s
own expectations or those of others [79].

Several definitions of demoralization have been proposed, ranging from
‘a normal response to adversity’ [80] and ‘a non-specific psychological dis-
tress’ [81] to a specific syndrome resulting from the convergence of distress and
subjective incompetence [82].

Schmale and Engel [83] identified a psychological state, the so-called
‘giving up-given up syndrome’ that clearly describes the distinctive features of
demoralization and is characterized by feelings of helplessness, hopelessness,
subjective incompetence and loss of mastery and control. This syndrome was
found to frequently occur before the onset of medical disorders and can be
exacerbated or triggered by a physical illness, especially if life-threatening or
disabling, or by painful and prolonged treatments, such as chemotherapy and
mastectomy [80, 83].

Hopelessness, the most relevant feature of demoralization, independently
from depression, was associated with suicidal intent and action in both medical
and psychiatric patients [84] and seemed to increase the risk and worsen the
prognosis of cardiovascular diseases and cancer [84—86].

Despite its clinical and prognostic relevance, demoralization has not
been adequately recognized by traditional psychiatric classifications and a
very few dimensional instruments have been specifically developed for
its assessment. The most relevant are the Demoralization Scale of the Psychi-
atric Epidemiology Research Interview [81] and the Beck Hopelessness Scale
[87].
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The application of the DCPR operational criteria has permitted to document
the occurrence of demoralization across different medical settings, substantiat-
ing previous findings that used dimensional tools [88, 89]. Demoralization was
found to be one of the most frequent psychosomatic syndromes in medically ill
patients, with a prevalence of almost 30% [15-18, 22, 24, 29]. In cardiology, it
has been identified as a prodromal symptom of cardiac events [21, 27].
Demoralization appeared to be far less frequent among subjects recruited in a
community sample [20]. These findings suggested that demoralization and
major depression are overlapping but distinct clinical phenomena, not hierarchi-
cally linked: patients can be demoralized but not depressed and vice versa.

Some authors have suggested that demoralization in medically ill patients
may be reduced by a regular, supportive and emphatic relationship between the
patient and the health care providers [80, 84]. Yet, a specific psychotherapeutic
intervention, mainly based on cognitive and behavioral techniques, is required
when demoralization becomes chronic and severe [84]. Future studies should clar-
ify whether relief from demoralization results in better illness course and outcome.

Irritable Mood

The most clinically relevant features of irritability have been well
described by Snaith and Taylor [90] in the following definition: ‘a feeling state
characterized by reduced control over temper which usually results in irascible
verbal or behavioral outbursts, although the mood may be present without
observed manifestation. It may be experienced as brief episodes, in particular
circumstances, or it may be prolonged and generalized. The experience of irri-
tability is always unpleasant for the individual and overt manifestation lacks the
cathartic effect of justified outbursts of anger’.

Several phenomena related to irritable mood have been differentiated:
inward and outward irritability, hostility, aggression and anger are similar but
distinct phenomena. Irritable mood can represent a mood state independent of
other anxious or depressive disorders [90], yet irritability may be secondary to
all the major psychiatric disturbances and type A behavior [91-94].

There are different pathways linking irritability and physical illness [91].
Irritability can be induced by physical illness, as frequently observed in
endocrine disorders [29, 95] and may represent a psychological response to
hospitalization, disability, pain, treatments and diagnostic procedures, as seen
in prenatal examination [91]. However, irritability and other related mood states
seemed to be involved in the development of medical diseases [96].

Several findings have evidenced a relationship between hostility, in partic-
ular its cynical component, and increased risk of cardiovascular diseases, such
as hypertension, atherosclerosis, atrial fibrillation, coronary heart disease
(CHD), myocardial infarction, especially in younger subjects [85, 96-98].
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Unexpressed anger has been addressed as a predisposing factor to cancer [85],
chronic pain and functional somatic symptoms [33]. Increased levels of irri-
tability have been observed both in organic [99, 100] and FGID; in particular
anger seemed to influence colon activity [101] and trait anger reactivity pre-
dicted the severity of FGID [101]. Further, hostility and irritability were found
to be significant predictors of unhealthy behaviors, such as smoking and exces-
sive alcohol consumption [96, 102].

In a sample of 609 outpatients recruited from medical settings, DCPR irri-
table mood was identified in 27% of patients, while major depression was pre-
sent in 19% of patients. Even though there was considerable overlap between
the two diagnoses, 67% of the patients with major depression were not classi-
fied as irritable, and 77% of the patients with irritable mood did not satisfy the
criteria for major depression [19].

An important line of research is concerned with treatment of irritable
mood and whether such treatment entails beneficial effects on the associated
medical illness.

TBype A Behavior

The term ‘type A behavior’ was introduced by the two cardiologists Meyer
Friedman and Raymond Rosenman in 1959 [103] to indicate a ‘specific emotion-
action complex’ frequently observed in their patients resulting from the encounter
of individual predispositions with particular situations perceived as stressful or
challenging. This behavioral pattern was hypothesized to be a strong predisposing
factor to CHD.

The type A man was described as ‘aggressively involved in a chronic,
incessant struggle to achieve more and more in less and less time’ [104]. The
most relevant features of type A behavior encompass excessive involvement in
work and activities subjected to deadlines, time urgency, rapid speech and
movements, hostility, competitiveness, desire for achievement. Conversely,
these features are reduced or relatively absent in the so-called type B subjects,
who are described as calm and easygoing [103].

Compared to type B subjects, type As respond to particular laboratory stres-
sors, perceived as challenging and competitive, with an increased sympathetic
nervous system activity, resulting in a greater discharge of catecholamines, espe-
cially norepinephrine. Type A behavior appeared to be also associated with a
greater activity of the hypothalamic-pituitary-adrenocortical axis, as suggested by
higher daily average and peak plasma ACTH values in type A than type B [105].

Both large prospective, as the Western Collaborative Group Study [106]
and the Framingham Heart Study [107], and retrospective studies confirmed
the relationship between type A behavior and increased cardiovascular morbid-
ity and mortality [32]. In 1981, the accumulated evidence led the National
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Heart, Lung and Blood Institute to recognize type A behavior as an independent
risk factor for coronary artery disease. Afterwards, however, the studies con-
ducted on the predisposing role of type A behavior in CHD found contradictory
results and addressed cynical hostility and time urgency as the two components
of type A behavior most predictive of cardiovascular risk [32, 108—-110].

Several studies assessed type A behavior with self-administered question-
naires, such as the Jenkins Activity Survey [111], yet semi-structured inter-
views seem to be more reliable for the recognition of the characteristic
motor-expressive signs of type A behavior pattern [11, 26, 107]. DCPR allowed
to identify type A behavior also in noncardiological settings, such as consultation-
liaison psychiatry patients (11%) [15], patients with skin diseases (12%) [22],
FGID (8%) [24] and cancer (8%) [17]. Beresnevait¢ et al. [14] have performed
a multimethod investigation of type A behavior, using also DCPR. The DCPR
classification showed high levels of agreement with JAS-SF in measuring type
A behavior.

Multifaceted psychological treatments aimed at modifying type A behavior-
related lifestyle have been proposed and often resulted in a significant reduc-
tion of long-term cardiac recurrences [32, 109, 112-115].

Alexithymia

The term alexithymia was introduced by Sifneos [116] to describe the
impoverished fantasy life with a resulting utilitarian way of thinking and a char-
acteristic inability to use appropriate words to describe emotions. Research has
shown that the inhibition of emotional expression and particularly a life-long
tendency to suppress anger have been found to involve an increased risk for a
variety of health problems both using alexithymia or similar psychological con-
structs [117]. It has also been underlined that alexitymia is more common in
patients with long-lasting psychosomatic conditions that in other subjects
[117].

Using the DCPR interview, the clinician is able to observe and focus on the
patient’s emotional responses and therefore capture important pieces of infor-
mation that would otherwise be lost using a self-rating scale (i.e. Toronto
Alexithymia Scale) [117]. Nonetheless, the integration of self-rating instru-
ments and observer-rated ones is always advisable.

Porcelli et al. [24] found that alexithymia, as measured by DCPR and other
self-rating measures, appears to be particularly frequent (47.4%) in patients
with FGID [24, 118], and the authors also found that the overlap rate between
alexithymia and psychiatric diagnoses, particularly mood (66.7 %) and somato-
form disorders (48.2 %), is extremely high. This finding supports the results of
other research in the field [119—123]. In a more recent paper, Porcelli et al. [25]
aimed to evaluate the clinical utility of DCPR in predicting treatment outcome
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of patients with FGID. They found that the proportion of patients diagnosed
with alexithymia was significantly higher in the unimproved (82.2%) than in
the improved group (23.1%), and the authors also found that alexithymia was
an independent predictor of symptom stability.

Introduced in the 1970s as a psychological characteristic of psychosomatic
patients, alexithymia is presently conceived as an unspecific personality trait of
vulnerability to disorders of affect dysregulation. A possible explanation for
Porcelli’s findings might be that alexithymic patients may, on one hand experi-
ence more severe somatic symptoms (as a consequence of sustained arousal of
the physiological component of emotion response systems) and, on the other
hand, may also respond poorly to treatment because of their difficulties in pro-
cessing emotional and somatic stimuli [124, 125].

Grassi et al. [17] found that 26% of oncology patients present with alex-
ithymia. This study also confirmed Porcelli’s finding that underlined a persis-
tent overlap between alexithymia and DSM diagnostic categories such as mood
(33.3%) and anxiety disorders (33.3%). Grandi et al. [16] reported that 12.4%
of patients undergoing heart transplantation presented with alexithymia.

Conclusions

In the early 60s, Kissen [126] suggested the importance of asking who the
patients are, within a given illness population, for whom psychosocial variables
are of primary significance, instead of asking which psychological factors give
rise to which illness.

The developments of psychosomatic medicine in the subsequent 4 decades
[127] have supported his view. Psychosomatic investigators have attempted to
demonstrate that a certain psychological characteristic (x) is more prevalent in
the condition ‘a’ compared to the condition ‘b’. Even when they did find signif-
icant differences by reliable statistical and psychometric methods, this did not
mean that every patient with ‘a’ also presented with ‘x’ and that a patient with
‘b’ might not present with ‘x’ features. Not surprisingly, replication attempts
have often been disappointing as one would expect from characteristics of
modest sensitivity and low specificity in heterogeneous medical entities [11].
The use of DCPR has disclosed, for instance, that not all coronary artery dis-
ease patients display type A behavior [16, 26] and, vice versa, that type A
behavior is also present in dermatology [22], gastroenterology [24] and cancer
[17] patients.

The development of specific criteria for the DSM category of psychologi-
cal factors affecting physical condition follows Kissen’s strategy [126]: to trans-
late psychological characteristics observed in various medical settings into
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diagnostic criteria, which may entail clinical (prognostic and therapeutic) value,
and may be studied across disorders. These criteria would also fulfill Halliday’s
wish, expressed 60 years ago [128] of acquiring phenomenological aids that
may allow identification of psychosomatic distress across different somatic
disorders (whether of functional or organic nature). By using these categories,
in the field of functional medical disorders, psychosomatic specialists may
bring together a large number of seemingly unrelated disorders whose
names have been scattered so far under the headings of the various anatomical
systems [128] and pave the ground for multidisciplinary work in clinical
medicine [129].

We have proposed to designate Psychological Factors Affecting Medical
Conditions as a new section of DSM that consists of the six most frequent
DCPR syndromes that have been shown to affect medical conditions [130]. We
propose expanding this category with reliable qualifiers to better describe the
elements of the psychological factors. The clinical specifiers consist of one
DSM-IV somatoform diagnosis (hypochondriasis) and six syndromes which
derive from DCPR and the concept of abnormal illness behavior. These syn-
dromes should become the focus of assessment of psychological distress and
illness behavior in the setting of medical disease. DCPR were in fact found to
be more suitable than DSM-IV criteria in identifying distress and impaired
quality of life. These syndromes should be used in conjunction with all other
axis I and II diagnoses and would eliminate the need for diagnoses now sub-
sumed under the rubric of somatoform disorders, with the exception of body
dysmorphic disorder which can be placed among the anxiety disorders.
Somatic symptoms and syndromes can find room in the third axis of DSM. The
advantage of this classification is that it departs from the organic/functional
dichotomy of medical disturbances and from the misleading and dangerous
assumption that if organic factors cannot be identified, there should be psychi-
atric reasons which may be able to fully explain the somatic symptomatology.
Psychosomatic literature provides an endless series of examples of investiga-
tions where psychological factors could only account for part of the unex-
plained medical disorders [127]. Similarly, the presence of a nonfunctional
medical disorder does not exclude, but indeed increases the likelihood of psy-
chological distress and abnormal illness behavior [67].

The diagnostic proposals presented in this chapter will hopefully allow a
more specific designation of problems that commonly present to both primary
care as well as psychiatric physicians. The current classifications have not
advanced our knowledge of such somatic complaints that often have concurrent
issues that comprise much of this discussion. In addition, the DCPR will be a
unique educational vehicle for all physicians who are woefully ignorant of
somatoform disorders, in both classification and management.
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Abstract

In recent years, there has been growing interest in the psychosocial aspects of
endocrine disease, such as the role of life stress in the pathogenesis of some conditions,
their association with affective disorders, and the presence of residual symptoms after ade-
quate treatment. In clinical endocrinology, exploration of psychosocial antecedents may
elucidate the temporal relationships between life events and symptom onset, as it has been
shown to be relevant for pituitary (Cushing’s disease, hyperprolactinemia) or thyroid
(Graves’ disease) conditions, as well as the role of allostatic load, linked to chronic stress, in
uncovering a person’s vulnerability. After endocrine abnormalities are established, they are
frequently associated with a wide range of psychological symptoms: at times, such symp-
toms reach the level of psychiatric illness (mainly mood and anxiety disorders); at other
times, however, they can only be identified by the subclinical forms of assessment provided
by the Diagnostic Criteria for Psychosomatic Research (DCPR). Indeed, in a population
study, the majority of patients suffered from at least one of the three DCPR syndromes con-
sidered: irritable mood, demoralization, persistent somatization. In particular, irritable
mood was found to occur in 46% of 146 patients successfully treated for endocrine condi-
tions, a rate similar to that found in cardiology and higher than in oncology and gastroen-
terology. Long-standing endocrine disorders may imply a degree of irreversibility of the
pathological process and induce highly individualized affective responses. In patients who
showed persistence or even worsening of psychological distress upon proper endocrine
treatment, the value of appropriate psychiatric interventions was underscored. As it hap-
pened in other fields of clinical medicine, a conceptual shift from a merely biomedical care
to a psychosomatic consideration of the person and his/her quality of life appears to be nec-
essary for improving effectiveness in endocrinology. The DCPR have been demonstrated to
be a valuable tool for psychological assessment in the various phases of endocrine disease
from diagnostic to follow-up periods.

Copyright © 2007 S. Karger AG, Basel



In recent years, there has been growing interest in the psychosocial aspects
of endocrine disease. A number of studies have documented important morbid-
ity and impaired quality of life in patients with various forms of endocrine dis-
ease [1-3]. Moreover, psychological distress was found to persist even with
cured, or acceptably compensated, endocrine disorders of different kinds [4].
Patients have become more aware of these issues. Their difficulties in coping
with endocrine illness and its often severe psychiatric consequences have
indeed led to the development of several patients’ associations in recent years.
As the issues of psychological well-being, functional capacity, and social and
interpersonal components of medical illness are further developing [5], the
domain of quality of life may provide new insights also into clinical endocrinol-
ogy. Research evidence for an updated psychosocial comprehension of
endocrine disease is available. We will try to highlight some of the areas in
endocrinology where the psychosocial aspects of illness may have important
clinical and research implications.

Psychosocial Antecedents

Short-term acute, experimental stress has become the focus of a large vol-
ume of endocrine research, but the validity of laboratory stressors as models for
those of real life has been questioned, and the extension and applicability of lab-
oratory results to long-term situations is purely inferential [6, 7]. Nonetheless,
many kinds of psychological stress, both acute and chronic, in experimental or
real-life situations, have been shown to involve the hypothalamic-pituitary-
adrenal axis. Psychological factors may either raise or lower the level of
pituitary-adrenal activity. The outcome is the result of important variables includ-
ing the quality of emotional reaction, the style and effectiveness of psychological
defenses, and whether the threat is of an acute or chronic nature [6, 7]. Chronic
stress incorporates several elements, including life events. By ‘life events’ are
meant discrete changes in the subject’s social or personal environment, that
should be external and verifiable rather than internal or psychological. They may
play a substantial role in uncovering a person’s vulnerability to a particular phys-
ical or psychiatric disorder [8]. By structured methods of data collection and
control groups, this has been demonstrated for some endocrine conditions, con-
firming clinical observations scattered throughout the literature.

Several intriguing issues have emerged in studying Cushing’s syndrome.
Stressful life events in the year before the first signs of disease onset were
investigated by Paykel’s Interview for Recent Life Events [8] in 66 consecutive
patients with Cushing’s syndrome of various etiologies and in 66 healthy sub-
jects matched for sociodemographic variables [9]. The patients with Cushing’s
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syndrome reported significantly more losses, undesirable events and uncon-
trolled events than controls. The results did not depend on the well-known rela-
tionship between life events and depression, since there were no differences
between patients with and without major depression. When patients with pituitary-
dependent Cushing’s disease and patients with pituitary-independent Cushing’s
syndrome (primary adrenal hyperfunction and ectopic ACTH production) were
evaluated separately and compared with their matched controls, a causal role
for stressful life events was found exclusively in Cushing’s disease [9], support-
ing the hypothesis of a limbic-hypothalamic involvement in the pathogenesis of
this condition [10].

By the same rigorous method employed for Cushing’s syndrome, life events
have been investigated in 70 consecutive patients with Graves’ disease and found
to be significantly more frequent than in controls [11]. The same conclusions
were drawn by different studies: by mailing a questionnaire about life changes to
219 patients with Graves’ disease and 372 control subjects [12]; by a self-reporting
questionnaire recalling life events, daily stress and coping in 95 patients
compared to their matched controls [13], and by using Paykel’s Interview for
Recent Life Events in 100 newly diagnosed patients with Graves’ disease and
100 controls [14]. Stressful life events may affect the regulatory mechanism of
immune function in a number of ways [5, 7, 15]. Within the complex pathogene-
sis of autoimmune thyroid hyperfunction, these studies, as well as several clini-
cal uncontrolled observations, emphasize the role of emotional stress.

Life events, using Paykel’s scale [8], have also been investigated in 52 con-
secutive patients with hyperprolactinemia and found to be significantly more
frequent than in controls [16]. There were no significant differences between
patients with prolactinoma and those with idiopathic hyperprolactinemia. The
findings lend support to previous investigations suggesting that early adverse
experiences may influence hormone patterns in later life. Indeed, exposure dur-
ing childhood to an environment characterized by an absent or alcoholic, violent
father may condition some women to develop hyperprolactinemia and/or galact-
orrhea later in life as a response to specific environmental changes, such as mar-
riage or actual or threatened loss of an important person [17]. Accordingly, both
entrances and exits from the social field were reported significantly more fre-
quently by hyperprolactinemic patients compared to controls [16].

Life changes are not the only source of psychological stress. Subtle and
longstanding life situations should not too readily be dismissed as minor and
negligible, since chronic, daily life stresses may be appraised by the individual
as taxing or exceeding his or her coping skills. McEwen and Stellar [18, 19]
suggested a formulation of the relationship between stress and the processes
leading to disease, based on the concept of allostasis, the ability of the organism
to achieve stability through change. They propose that ‘through allostasis, the
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autonomic nervous system, the hypothalamic-pituitary-adrenal axis, and the
cardiovascular, metabolic and immune systems protect the body by responding
to internal and external stress’ [19]. The allostatic load is the cost of chronic
exposure to fluctuating or heightened neural or neuroendocrine response result-
ing from repeated or chronic environmental challenge that an individual reacts
to as being particularly stressful. It emphasizes the hidden burden of chronic
stress on the body over long periods of time [18, 19].

The psychoneuroendocrine balance between health and disease may be
affected by allostatic load exceeding personal resources [20, 21]. Patients with
endocrine disorders displayed significantly higher levels of allostatic load, as
measured by the Psychosocial Index [22], compared to controls [23]. The allo-
static load was significantly more pronounced in endocrine patients who also
suffered from psychiatric illness or psychological clusters identified by the
Diagnostic Criteria for Psychosomatic Research (DCPR) [4].

In clinical endocrinology, exploration of psychosocial antecedents may
thus elucidate the following. (a) Temporal relationships between life events and
symptom onset or relapse. (b) Presence of grief reactions, including the loss of
a body part or bodily function. Gradual changes which occur with chronic pro-
gressive disease may give the individual time to perceive and tolerate the
changes, whereas sudden modifications are potentially more disruptive and
grief inducing [5]. (c) Perception of an environment by the person as exceeding
his/her resources (allostatic load). Often patients deny a relationship between
their allostatic load and symptomatology, since they are unaware of the latency
between stress accumulation and symptom onset. Symptomatic worsening dur-
ing week-ends and vacation time is a common manifestation of this latency.
This information may be crucial in assessing patients with borderline labora-
tory findings (e.g. slightly elevated prolactin levels).

In our clinical experience, the suggestion of lifestyle modifications may
considerably improve mild hormonal alterations linked to allostatic load.
Further, appraisal of life stress may have important implications for clinical
decisions, such as termination of the long-term pharmacological treatment in
hyperprolactinemia [16], and in the presence of unexplained somatic symptoms
or delayed recovery [2].

Psychological Aspects

Endocrine disorders may be associated with a wide range of psychological
symptoms. At times, such symptoms reach the level of psychiatric illness,
mainly mood and anxiety disorders [2], as listed in table 1. At other times, how-
ever, psychiatric nosography fails to capture psychological distress and this can
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Table 1. Endocrine disorders associated with high psychiatric morbidity

Endocrine disorder Psychiatric characteristics

Cushing’s syndrome Major depression is a life-threatening complication which
may affect 50-60% of patients. It occurs in both
pituitary dependent and -independent forms
Antidepressants are often ineffective, while inhibitors of
steroid production are generally effective. Anxiety is
frequently present. At times, mania may alternate with
depression [27]

Addison’s disease Depression (characterized by apathy, negativism, social
withdrawal and irritability) is often present and generally
responsive to steroid replacement [54, 55]

Primary aldosteronism It is particularly associated with anxiety disorders [32]

Hyperthyroidism Major depression (often associated with anxiety and
irritability) is the most common complication. It is
generally responsive to adequate endocrine treatment.
Sometimes, antidepressant drugs are required [54, 55]

Hypothyroidism Depression, paranoid disorder, and severe cognitive
disturbances may occur. At times they may persist even
after appropriate treatment [54, 55]

Hyperprolactinemia Depression, hostility and anxiety are common.
Bromocriptine was found to be superior to placebo,
while antidepressant drugs were ineffective [37, 38, 54]

Hyperparathyroidism It may be associated with a variety of psychiatric
alterations, particularly in women [55]

only be identified by the use of forms of assessment for subclinical symptoms,
such as the DCPR [24]. Indeed, in an investigation on 146 patients treated for
endocrine disease, 62% presented at least one psychiatric diagnosis, whereas
66% suffered from at least one of the three DCPR syndromes considered
(demoralization, irritable mood, persistent somatization). Eighty-one percent of
the patients presented with either a psychiatric or psychological (DCPR) diag-
nosis. About one fifth of the patients had a DCPR cluster only. We will briefly
describe the main psychological correlates of endocrine disease, including both
DSM-IV (table 1) and DCPR (table 2) syndromes. At times, psychological
symptoms may precede other manifestations of an endocrine disorder and/or be
early indicators of its relapse [25].

Depression
Depressive symptoms are frequently encountered in the medically ill [26].
However, only a limited number of patients suffer from a major depressive

Psychosocial Approach to Endocrine Disease 25



Table 2. Endocrine disorders associated with DCPR psychological clusters

Endocrine disorder Psychological characteristics

Cushing’s syndrome Demoralization and irritable mood
are common both in the acute
phase of illness and in the phase of
recovery, particularly when the
latter is delayed [4, 27]

Primary aldosteronism Demoralization is frequently reported
in conjunction with anxiety [32]
Hyperthyroidism Irritability is very common [33] and

is often associated with anxiety and
depression. It may persist after
normalization of thyroid hormone
levels [4]

Hyperprolactinemia Hostility and irritable mood are
frequently present and may persist
in some cases with normalization of
prolactin levels, together with
persistent somatization and
demoralization [4, 34-38]

disorder, that is depressed mood associated with loss of interest or pleasure,
appetite changes, sleep disturbances, psychomotor retardation or agitation,
fatigue, feelings of worthlessness and guilt, suicidal thoughts. When depres-
sion is associated with a physical disorder, the potential relationships in the
development of the mood disturbance range from a purely coincidental occur-
rence to a direct causal role of organic factors. The latter is subsumed under
the rubric of symptomatic depression or organic mood disorder, whose key
feature is the resolution of psychiatric disturbances upon specific treatment of
the organic disease [26]. Symptomatic depressions are commonly associated
with endocrine disorders (table 1), and among them mainly with Cushing’s
syndrome [27]. In many physical diseases (e.g. myocardial infarction), the
presence of depression was found to connote an unfavorable prognosis [5].
Similarly, in pituitary-dependent Cushing’s disease, the presence of depres-
sion was found to be associated with severity of clinical presentation as well
as to entail prognostic value. Indeed, patients were more likely to relapse after
successful pituitary microadenomectomy if they presented with depression
[28].
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Mania

The occurrence of mania, a distinct period of abnormally and persistently
elevated and expansive mood (with symptoms such as grandiosity, decreased
need to sleep, distractibility, increase in goal-directed activity, excessive
involvement in pleasurable activities, pressure to keep talking and flight of
ideas), is much less frequent than that of depression in the medically ill [25, 27].
In Cushing’s syndrome, manic or hypomanic symptoms may however take
place and be among the early manifestations of illness [25, 27]. They are rare in
other endocrine disorders, and may occur as a complication of drug therapy,
such as during treatment of hypothyroidism with high-dose thyroid replacement
[29].

Anxiety

Anxiety, a fearful anticipation of an imminent but intangible danger, may be
related to endocrine illness in a number of ways. It may occur as recurrent,
prominent attacks or as generalized anxiety. One should exclude the presence of
a major depressive disorder, in which case anxiety symptoms may be part of the
symptomatology (as frequently appears to be the case in Cushing’s syndrome).
As with depression, when anxiety disorders are associated with a medical ill-
ness, the potential relationship ranges from a coincidental occurrence to a direct
causal role of hormone imbalances. The relationship of anxiety to hyperthy-
roidism exemplifies this controversial aspect. Anxiety disorders may be precipi-
tated by hyperthyroidism and may abate with its treatment, but may also antedate
its clinical manifestations or predispose to its onset [30]. Pheochromocytoma is
associated with anxiety symptoms, which however do not satisfy the criteria for
a psychiatric anxiety disorder, such as panic disorder or generalized anxiety
[31]. An association between anxiety disorders (mainly generalized anxiety dis-
order) and primary aldosteronism has been recently reported [32].

Irritability

Irritability has been associated with several endocrine disorders. A survey
of neuropsychiatric complaints of 137 patients with Graves’ disease [33] found
that it was the most frequent symptom, occurring in nearly 80% of patients. In
hyperprolactinemia, in a number of independent studies using different meth-
ods of assessment [34-37], hostility and irritable mood were consistently
reported in women (independently of depression) and were responsive to lower-
ing of plasma prolactin levels by bromocriptine but not to placebo [38]. In the
medical setting, irritability is often dismissed as an understandable reaction to
hospitalization, pain and diagnostic procedures. However, it becomes a condi-
tion worthy of clinical attention when it is characterized by a prolonged and
generalized state, with difficult control over temper, or by angry-explosive
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attacks that are egodystonic to the patient, as described in the DCPR [24].
Irritable mood was found to occur in 46% of 146 patients who had been suc-
cessfully treated for endocrine disease [4]. This indicates that it may persist
after normalization of endocrine parameters and lead to considerable strain on
the patients’ interactions with others. In a study comparing irritable mood in a
variety of medical conditions [39], it was significantly more prevalent in cardi-
ology and endocrinology, compared to oncology and gastroenterology.

Demoralization

The DCPR identify a syndrome characterized by the patient’s conscious-
ness of having failed to meet his or her own expectations or those of others or
being unable to cope with some pressing problems. Schmale and Engel [40]
have provided a detailed account of demoralization, which they defined as the
‘giving up-given up complex’. It involves distressing feelings ascribed by the
patient at times more to failures and deficiencies in his/her environment (help-
lessness) and at times more to his’/her own personal failures and inadequacies
for which he/she feels nothing can be done (hopelessness). The patient per-
ceives himself/herself as less competent and less in control [40]. In the various
phases of endocrine diseases (the frequent long interval from the appearance of
the first symptoms to a proper diagnosis, the period for endocrine work-up
which may be lengthy and fatiguing, the long time required to recover after
surgery or radiotherapy), there are important sources of demoralization.
Demoralization according to the DCPR [24] was found to occur in about one
third of remitted endocrine patients, with rates similar to those which were
found after myocardial infarction or heart transplantation and in oncology [41].
Sometimes demoralization may occur in conjunction with major depression,
but in most of the cases it is independent [41].

Persistent Somatization

Somatization is defined by Lipowski [42] as the tendency to experience
and communicate psychological distress in the form of physical symptoms and
to seek medical help for them.

The DCPR criteria for persistent somatization identify patients in whom
psychophysiological symptoms have clustered [24]. These functional symptoms
may occur in conjunction with endocrine disturbances and may aggravate the
clinical picture. In a sample of 146 patients with remitted endocrine disorders,
persistent somatization was found to occur in about one patient out of 5 [4].

Impaired Quality of Life
Psychiatric and psychological variables may have profound effect on the
quality of life of patients with endocrine disease.
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The concept of quality of life subscribes to the psychosomatic postulate
that mind and body are two inseparably linked aspects of man. As Lipowski
[43] remarked, ‘how a person experiences the pathological process, what it
means to him, and how this meaning influences his behavior and interaction
with others are all integral components of disease viewed as a total human
response’. Functional capacity (the abilities to perform activities of daily life,
social interactions, intellectual and cognitive function, and economic status),
perceptions (levels of well-being and illness attitudes) and effects of symptoms
of disease (with resulting impairment) are thus the main areas of investigation
in quality of life research [5]. Psychiatric symptoms, particularly depression,
may have a profound influence on quality of life and on how the endocrine dis-
ease process is experienced. However, psychological well-being is not simply
lack of psychiatric distress (even though it may be influenced by it) and was
found to correlate poorly with objective severity of disease [44]. Further, lack
of significant psychopathology according to DSM or of specific psychological
clusters (DCPR) cannot be equated to an absence of compromised quality of
life. For instance, significant psychiatric or psychological disorders were not
found in acromegaly, and yet these patients display considerable impairment in
self-esteem, body image distortion, disruption in interpersonal relationships,
and social withdrawal [45]. Quality of life research in endocrinology has partic-
ularly focused on conditions of growth hormone deficiency, and the profound
psychological implications of growth hormone deficiency in childhood (distur-
bances in identity formation, social withdrawal, impaired self-esteem, distorted
body image) have long been emphasized [46]. A state of functional growth hor-
mone deficiency in childhood may occur as a result of disruption of social rela-
tionships in the neonatal environment. The syndrome, known as psychosocial
dwarfism or abuse dwarfism, is characterized by delayed physical, intellectual
and emotional growth, and normalizes rapidly with improvement of psychoso-
cial environment [47]. Further, Uhde [47] has postulated a link between growth
hormone and anxiety disorders, and particularly social phobia, during develop-
ment. He raised the possibility that the presence of anxiety disorders in some
children, independent of physical or emotional abuse, might produce a growth
hormone deficiency that results in clinically meaningful impairment in stature
or growth acceleration. Conversely, growth hormone deficiency may be associ-
ated with an increased risk of developing an anxiety disorder.

The attention to the compromised quality of life of adults with growth hor-
mone deficiency has been more recent. These patients were found to have diffi-
culties leading a normal professional and private life. They reported social
isolation, low interest in pleasurable activities, sexual and cognitive dysfunc-
tions, fatigue and irritability [46]. Such deficiencies have led to the develop-
ment of a specific quality of life model for adults with growth hormone
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deficiency [48]. Significant psychological improvement upon recombinant
growth hormone was reported in double-blind, placebo-controlled studies [46]
and led to the hypothesis of a central growth hormone effect [49].

Psychological Aspects of Management

A treatment primarily directed to the physical condition may be more
effective than psychotropic drugs in organic affective syndromes associated
with endocrine disease. Examples are provided by the favorable effects of
steroid synthesis inhibitors (i.e. metyrapone and ketoconazole) upon depression
in Cushing’s syndrome and of antithyroid agents on anxiety in hyperthyroidism.
Clinical endocrinologists may, thus, tend to underestimate psychiatric symp-
toms as readily suppressible by adequate medical or surgical treatment.
However, disappearance of psychiatric symptoms upon proper endocrine treat-
ment is not always the case. In our experience and in other investigations using
definite diagnostic criteria for depression, about 70% of patients fully recov-
ered from their depression after successful treatment of Cushing’s syndrome,
whereas there were no substantial changes in the others or even worsening in
some [50]. In those who actually deteriorated, the value of appropriate psychi-
atric intervention was underscored. Of interest is the case of a patient in remis-
sion from Cushing’s syndrome, who responded to an antidepressant drug she
had been exposed to unsuccessfully while being hypercortisolemic. Similarly,
while phobias and hyperthyroidism frequently coexist, and detection and treat-
ment of hyperthyroidism may also solve patients’ long-standing agoraphobia
[51], successful management of thyroid hyperfunction is not always sufficient
to overcome an anxiety disorder. Since anxiety itself may increase a person’s
vulnerability to hyperthyroidism, it is important to assess the coexistence of
phobias and hyperthyroidism on an individual basis.

Establishing etiological priorities in affective disorders associated with
endocrine disease is a complex task that requires considerable clinical skills, and
becomes necessary when the patient responds only partially to ongoing appro-
priate treatment. On the other hand, long-standing endocrine disorders may
imply a degree of irreversibility of the pathological process and induce highly
individualized affective responses based on each patient’s psychological assets
and liabilities. Unrealistic hopes of ‘cure’ may foster demoralization and apathy.
For example, when surgery is performed in Cushing’s disease (usually pituitary
microadenomectomy), the patient is likely to have expectations of a quick recov-
ery to his/her former normal condition. This is seldom the case and patients
should be advised that recovery is a lengthy process, even when all different
problems are properly addressed [27]. Quality of life may often be seriously
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compromised also when the patient is apparently doing fine (by a hormonal
viewpoint). Research on quality of life has frequently emphasized the discrepan-
cies in health perceptions between patients, their companions and their treating
physicians [5]. In clinical endocrinology, there is often the tendency to rely
exclusively on ‘hard data’, preferably expressed in the dimensional numbers of
laboratory measurements, excluding ‘soft information’, such as disability and
well-being. This soft information can now, however, be reliably assessed [5, 48].
The evidence that has accumulated on treatment of growth hormone deficiency
should lead endocrinologists to a multidimensional assessment of treatment
effects, encompassing also psychosocial parameters. For instance, the differen-
tial effects on quality of life that are entailed by different doses and/or schedules
of replacement therapy are frequently acknowledged in the newsletters of
patients’ associations, but have received only scanty research attention [2, 52].

Conclusions

As outlined with a few examples, the interrelationship between hormone
abnormalities and psychological factors is complex and should be viewed in a
multifactorial frame of reference. A first simple implication would be for the
clinician to be reminded of ‘the necessity for the same routine analysis of his
patient’s mental status that is commonly given to the alimentary, circulatory,
excretory, neuromuscular and other function’ [53].

As it happened in other fields of clinical medicine, a conceptual shift from
a merely biomedical approach to a psychosomatic consideration of the person
and his/her quality of life appears to be necessary for improving therapeutic
effectiveness in endocrine disorders [54, 55].
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Abstract

Functional gastrointestinal disorders are a variable combination of chronic or recurrent
medically unexplained gastrointestinal symptoms. They can be conceptualized within the
biopsychosocial model of illness as a dysregulation of the brain-gut axis and its relationships
with psychosocial variables (psychopathology, health care seeking, life events, somatosen-
sory amplification). Psychopathology may be undetected with the standard psychiatric crite-
ria, particularly at a subclinical level. Using the new classification of the Diagnostic Criteria
for Psychosomatic Research (DCPR) for assessing psychosocial components of somatic
illnesses, psychosomatic syndromes were found at a prevalence of 2.5 times greater than
DSM-IV diagnoses. In particular, alexithymia, persistent somatization, functional somatic
symptoms secondary to a psychiatric disorder, and demoralization were the most prevalent
syndromes. Furthermore, psychosomatic severity (as measured with the presence of more
than one DCPR conditions) strongly predicted the treatment outcome in patients with func-
tional gastrointestinal disorders. In particular, alexithymia and persistent somatization were
independent predictors of unimprovement (and health anxiety of improvement) after 6 months
of treatment as usual, after controlling for gastrointestinal symptoms at baseline. DCPR may
therefore be suggested as a reliable assessment instrument for psychological conditions that
are relevant for psychosomatic practice and research settings but that are not included in the
DSM-IV.

Copyright © 2007 S. Karger AG, Basel

The functional gastrointestinal disorders (FGID) are broadly defined as a
variable combination of chronic or recurrent gastrointestinal (GI) symptoms
that are not explained by structural or biochemical abnormalities. The current
consensus definition and criteria (the ‘Rome III criteria’) characterize FGID in
terms of multiple physiological determinants that variously contribute to a set
of syndromes involving the whole GI tract, from the esophagus to the anus [1].



Table 1. Diagnostic Rome III criteria for FD

1. One or more of the following symptoms must be present for the last 3 months, with
onset at least 6 months before diagnosis:
a. Bothersome postprandial fullness (occurring after ordinary-sized meals, at least
several times per week)
b. Early satiation (preventing finishing a regular meal, at least several times per week)
c. Epigastric pain (localized to the epigastrium of at least moderate severity at least
once per week, intermittent, not generalized or localized to other abdominal or chest
regions, not relieved by defecation or passage of flatus)
d. Epigastric burning (same characteristics of pain, without a retrosternal component)
2. No evidence of structural disease (including at upper endoscopy) that is likely to
explain the symptoms

Table 2. Diagnostic Rome III criteria for IBS

Recurrent abdominal pain or discomfort at least 3 days per month in the last 3 months,
with onset at least 6 months before diagnosis, associated with 2 or more of the following:
1. Improvement with defecation
2. Onset associated with a change in frequency of stools
3. Onset associated with a change in form of stool
Subtyping IBS by predominant stool pattern:
e Constipation (IBS-C): Hard or lumpy stools =25% and loose or watery stools <25%
of bowel movements
¢ Diarrhea (IBS-D): Loose or watery stools =25% and hard or lumpy stool <25% of
bowel movements
¢ Mixed IBS: Hard or lumpy stools =25% and loose or watery stools =25% of bowel
movements
¢ Unspecified IBS: Insufficient abnormality of stools meeting criteria for the above

Functional dyspepsia (FD) and irritable bowel syndrome (IBS) are among the
most common forms of FGID (tables 1 and 2).

Although criteria define syndromes for each different segment of the GI
tract, symptoms often overlap and fluctuate over time, but syndromes are con-
sidered relatively stable because the disappearance of symptoms in some indi-
viduals is balanced by similar rates of new onsets. It has been estimated that the
prevalence of FGID is between 10 and 20% in the general population but as
high as 40-50% in clinical practice, gastroenterology settings, and primary
care. The economic impact of IBS is enormous. High direct costs are due to
frequent consultations, pointless tests, inappropriate management, and even
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unnecessary surgery while indirect costs are mainly due to work or school
absenteeism [1-4].

Although the pathophysiology of FGID is not fully understood, there is
accumulating evidence that symptom formation involves an interaction among
multiple factors that vary in importance from one patient to another. These fac-
tors include motility disturbances, altered thresholds of pain and other sensory
input from the gut, GI inflammation and infection, psychological distress, and
personality disturbances [5, 6]. The aim of this work was to review published
data on psychological factors affecting symptom presentation and treatment
outcome in FGID patients with the Diagnostic Criteria for Psychosomatic
Research (DCPR) [7].

Biopsychosocial Model and Functional
Gastrointestinal Disorders

The multidisciplinary nature of the FGID challenges the basic assumption
of the biomedical model of Western medicine, according to which diseases are
caused by identifiable abnormalities in the structure and function of organs and
tissues that in turn have a causal and linear relationship to the individual’s per-
ception of ill health. However this kind of correlation between disease and sub-
jective perception of symptom does not seem to fit with FGID symptoms.
Some physicians may feel frustration when making a diagnosis of FGID
because they are trained to seek pathology and are not at ease with somatic
symptoms at the interface between the medical and the psychological fences of
the clinical field, and therefore they tend to see FGID as a disease with
unknown medical causes [8]. On the other hand, psychiatric classification of
functional somatic disorders is poorly adequate and may lead to the unjustified
attribution of psychological problems that patients do not have, exaggeration of
psychological problems that they do have, and the neglect of any physical prob-
lems that are present [9].

Conversely, in the biopsychosocial model [10] illness is viewed as a multi-
factorial entity resulting from interaction of systems at cellular, tissue, organ-
ism, interpersonal and environmental levels. Psychosocial stress may therefore
exacerbate GI symptoms and modify the experience of illness and illness
behavior such as health care seeking. In turn, chronic GI disorders may have
psychosocial consequences on one’s general well-being and daily functioning
[11]. Even if symptoms may have a more prominent physiological or psycho-
logical basis, no single physiological or psychological cause is responsible for
symptoms of FGID. Rather, FGID can be conceived as a group of biopsychoso-
cial disorders resulting from interaction of multiple systems such as the nervous
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system, psychological factors, altered intestinal motility, and increased sensitiv-
ity [12]. In such interacting systems, events do not occur in isolation. For exam-
ple, activated immunocompetent cells in the intestinal mucosa have been found
to be increased in patients with IBS [13]. Psychosocial stressors may modulate
the immune response of the gut to infectious agents, and in turn, gut-directed
physiological stressors may modulate the responsiveness of the central nervous
system. Altered outputs of central stress circuits, such as the hypothalamus-
pituitary-adrenal axis and the sympathetic arousal of the autonomous nervous
system, may alter the gut immune system and increase intestinal permeability,
thereby increasing susceptibility to inflammatory agents in the gut lumen [14].
The vulnerability to psychological problems or the development of gut dys-
function may be determined by the alteration of the brain-gut axis and/or stress-
ful events or genetic and environmental (from major loss to history of abuse to
exposure to infections) factors in early life [12].

In summary, as claimed by Drossman [15], ‘it is no longer rational to try to
discriminate whether physiological or psychologic factors produce pain or
other bowel symptoms, dysmotility, or inflammation. Instead, [FGID] seem to
be understood in terms of dysregulation of brain-gut function, and the task is to
determine the degree to which each is operative and remediable’ (p. 4).

Psychiatric Comorbidity of Functional Gastrointestinal Disorders

The comorbidity of psychiatric disorders with FGID is well established in
studies using reliable diagnostic instruments and documented in clinical practice
[5, 6]. Although no single psychiatric disorder has been linked to FGID, the
prevalence of psychiatric diagnoses, most frequently mood and anxiety disor-
ders, ranges between 40 and 100%, depending on the population, settings, and
diagnostic criteria [16, 17]. Also, although less information is available for the
inverse association, complaints of functional bowel symptoms (altered bowel
habit, abdominal discomfort, bloating) have been found in 30-70% of patients
with psychiatric disorders [18, 19]. We were able to replicate these findings in
patients recruited in a GI outpatient facility and a psychiatric outpatient clinic
[20]. Thirty-eight of 58 (65.5%) patients with FGID had also a DSM-IV diagno-
sis and 25 of 52 (48%) psychiatric patients fulfilled the Rome criteria for FGID.
While 88% of psychiatric patients with GI syndromes had a mood or anxiety
disorders, GI patients with psychiatric comorbidity had anxiety, mood, somato-
form, and adjustment disorders, at a rate of almost 25% for each diagnosis.

The high rate of co-occurrence of FGID and psychopathology is generally
not interpreted as if the two classes of disorders were directly and/or causally
linked. Psychiatric disturbances might however be conceptualized as one of the
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necessary but not sufficient substrates for the occurrence of FGID, while the
reverse is not necessarily found. Furthermore, FGID patients referred to tertiary
care are more psychologically disturbed that those referred to primary care
[21], so that the close association between FGID and psychopathology should
not be regarded as a characteristic of the illness per se but as more strictly
related to the patient’s health care seeking behavior [22]. However, there is
another possible explanation, namely that the official diagnostic criteria
included in the DSM-IV are limited and less effective when applied to medical
patients, and therefore should be integrated with different criteria for psycho-
logical syndromes affecting these clinical conditions.

Psychosocial Mediators in Functional Gastrointestinal Disorders

Even though symptoms of FGID wax and wane, a subgroup of patients
might be vulnerable to experience prolonged periods of symptoms or to report
medically unexplained symptoms in different body sites (‘serial’ or ‘chronic
somatizers’) [23]. Using different statistical methods, two independent studies
on patients with a variety of functional somatic syndromes found that a general
somatization latent factor accounted for up to 69% of the total variances of
symptoms, and that IBS symptom clustering was a second-order variable distinct
from other functional non-GI disorders [24, 25]. A recent meta-analysis found
that IBS as well as other medically unexplained syndromes were related to (but
not fully dependent on) depression and anxiety [26]. In addition, IBS symptoms
may change their clinical manifestation, as shown by patients with past eating
disorders who later developed functional FGID [27] and cholecystectomized
patients with persistent functional GI symptoms 1 year after surgery [28].

Some of the suggested psychological constructs as probable mediating fac-
tors in the experience, reporting, and persistence of FGID will be briefly dis-
cussed here.

Health Care Seeking Behavior

Several epidemiological studies suggest that people with IBS symptoms
who do not consult a physician are psychologically similar to asymptomatic
population. In contrast, subjects with IBS who seek health care have more anx-
iety, depression, health anxiety, hypochondriacal concerns and are less likely to
see a link between stress and their symptoms. The prevalence of these psycho-
logical disturbances is greater in tertiary care settings [29, 30]. A recent longi-
tudinal study has investigated the association between change of psychological
and bowel symptoms over a 1-year period in a community sample [2]. Although
not associated with symptom change over time, psychological distress predicted
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the persistence of GI symptoms and health care seeking. In particular, greater
anxiety or worry about visceral pain in the preceding weeks was an independent
predictor of frequent medical visits for severely perceived bowel symptoms.

These data suggest that psychological symptoms are not associated with
the IBS per se but with the decision to consult a physician, possibly a specialist,
and therefore with health care seeking. FGID consulters were found to have
higher scores on somatization, emotionality, quality of life, health rating, and
social support than general population. Furthermore, repression and disease
conviction were strong and independent predictors of the frequency of physi-
cian consultations, along with illness variables such as severity and duration of
symptoms [31].

Sexual and Physical Abuse

In 1990s, several studies found a higher prevalence of self-reported sexual
and physical abuse in FGID patients (up to 67% in the US and 32% in Europe)
[32, 33]. These data suggest that sexual abuse contributes to the development of
FGID, perhaps through downregulation of visceral sensitivity threshold, guilt,
maladaptive adjustment, and hypervigilance to illness complaints in early life
[1]. However, numerous methodological problems have been highlighted in such
research. In a population-based survey, abuse was associated with both neuroti-
cism and IBS, but abuse was not associated with IBS after controlling for neu-
roticism and psychological morbidity [34]. The link between abuse and IBS may
therefore be mediated by neuroticism, a personality trait characterized by exag-
gerated responsivity to physiological changes. In fact, childhood abuse has been
found to be associated with higher levels of current psychological distress, irre-
spective of having IBS, idiopathic constipation, or Crohn’s disease [35].

It is likely that sexual abuse is not a cause of FGID. Rather, a more conser-
vative explanation is that abuse is a strong stressful experience with conse-
quences that may last all life long, predisposing individuals to psychological
and somatic vulnerability. Consistently with Lipowski’s [36] somatization con-
struct, the consequences of abuse may be better conceived as associated to a
tendency to communicate psychological distress through somatic symptoms,
thus contributing to symptom maintenance and health care seeking. In fact, lon-
gitudinal data have shown chronic highly threatening stressors significantly and
unequivocally predicted IBS symptom intensity and clinical outcome, indepen-
dent of other confounders, and not the reverse [37].

Somatosensory Amplification

One of the important clinical features of FGID is pain, namely a subjective
dimension of health perception mostly influenced by possible dysregulation of
the bidirectional brain-gut axis. A large amount of studies have consistently
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found lower pain threshold perception during rectal distension, or ‘visceral
hyperalgesia’, in IBS patients compared to healthy subjects [38]. Stress, anxi-
ety, selective attention, or recall of aversive memories can enhance perception
of painful stimuli [39, 40] whereas distraction and relaxation can decrease per-
ceptual sensitivity [41].

Visceral hyperalgesia may be conceived as the physiologic counterpart of
the psychological construct of ‘somatosensory amplification’, that is an ampli-
fying perceptual style entailing a hypervigilance or heightened attentional focus
on bodily sensations, a tendency to select out and attend to certain bodily sen-
sations, and a propensity for responding to them with affect and cognitions that
make them more disturbing and intense [42]. It is related to the cognitive
schemata that individuals use to interpret physical sensations, to label them as
signs of poor health, and to report them to the physician as evidence of clinical
symptoms. Cognitive attribution of physical symptoms to somatic rather than
psychological causes (somatic attributional style) is greater in patients with
chronic functional medical disorders than psychiatric illness [43].

Cognitive schemas, as catastrophizing and social desirability, may con-
tribute to somatosensory amplification and play a mediating role between per-
ception, psychopathology and behavior. Catastrophizing, the tendency to focus
on and exaggerate the threat value of painful stimuli, has been widely studied in
chronic pain patients and was found to partly mediate the effect between depres-
sion and pain in IBS patients. Patients with IBS who experience higher levels of
depression engage in more catastrophic thinking, and partly through this think-
ing style experience more intense pain and greater activity limitations due to
pain (i.e. pain severity). Also, IBS patients showed higher scores on social desir-
ability [44]. They may inappropriately and repeatedly subject themselves to
unnecessary and even harmful medical procedures in search of treatment for an
illness with an organic cause. In another words, individuals may pay attention to
their GI sensations if they are afraid they may have a disease and, in turn, becom-
ing increasingly aware of their GI sensations may reinforce their belief.

DCPR Diagnoses in Functional Gastrointestinal Disorders

Prevalence of DCPR Syndromes in Functional Gastrointestinal Disorders

Based on population studies, there is a general consensus that psychologi-
cal factors do not affect FGID per se. Rather, psychological abnormalities char-
acterize a small proportion of 20-30% of FGID people under treatment
(consulters or patients) who are psychologically different from people who have
FGID symptoms but who do not refer to physicians (nonconsulters or nonpa-
tients). A German study has found, in a representative sample of 2,201 subjects
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from general population, that 288 individuals (13.1%) met the criteria for FGID
and about one half of whom had seen a physician because of their GI symptoms
in the previous year (corresponding to 6.7% of the total sample) [31]. Three
clusters of variables accounted for 40% of the variance in the frequency of med-
ical consultations: illness variables (acute episodes, symptom severity, and
health rating), psychological factors (somatization, depression, emotionality,
and life events), and cognitive somatic rather than psychological attribution of
their symptoms. In a recent study, we compared FGID patients with comorbid
DSM-1V psychopathology referred to a gastroenterology department with psy-
chiatric outpatients who also met the Rome criteria for FGID who were seen in
a psychiatric setting [20]. FGID patients with psychiatric disorders were more
alexithymic and had less psychopathology than psychiatric patients with FGID,
but GI symptoms were not significantly different. Therefore, higher level of
alexithymia seems to characterize referral to a medical care setting, whereas
more severe psychopathology referral to psychiatric care, after controlling for
GI symptoms. Furthermore, FGID patients referred to tertiary care were found
to have higher abnormal illness behavior, psychosocial disturbances, health
care seeking behavior, psychiatric diagnoses, activity disruption, and less phys-
iological correlates for their symptoms than FGID patients referred to primary
care [1]. If these findings are seen from a psychosomatic perspective, the situa-
tion can be reframed by claiming that those patients show a somatization
process, conceived with Lipowski [36] as the results of both the tendency to
experience psychological distress in the form of physical symptoms and to seek
medical help for them.

In a series of 190 consecutive patients (64% of whom were women, aged
on average 37 years) with FGID referred to a hospital-based, tertiary care cen-
ter, psychological disturbances were evaluated with DSM-IV and DCPR.
Eighty-three patients (44%) fulfilled the criteria for FD, 38 (20%) for IBS,
40 (21%) for both FD and IBS, and 29 (15%) for functional abdominal pain.
A quarter of the patients (n = 48) received no DSM-IV diagnosis. In the remain-
ing 142 patients, somatoform disorders, as expected, were the most frequent
diagnostic category (n = 56; 29%), followed by adjustment disorders (n = 42;
22%) and mood disorders (n = 39; 20%); 43 patients (23%) had a DSM-IV
diagnosis of axis II personality disorder.

Table 3 shows the prevalence of DCPR syndromes evaluated with the
structural interview for DCPR [45]. Only 17 patients (9%) received no DCPR
diagnosis. In the remaining 173 patients, alexithymia (n = 90; 47%), persistent
somatization (n = 64; 34%), functional somatic symptoms secondary to a psy-
chiatric disorder (n = 56; 29%), and demoralization (n = 43; 23%) were the
most frequent diagnostic findings and accounted for almost three quarters of
the diagnoses.
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Table 3. Ranking order of DCPR syndromes in FGID

Rank DCPR categories n %
1 Alexithymia 90 47.4
2 Persistent somatization 64 33.7
3 FSS 56 29.5
4 Demoralization 43 22.6
5 Disease phobia 23 12.1
6 Health anxiety 22 11.6
7 Irritable mood 20 10.5
8 Type A behavior 16 8.4
9 Conversion symptoms 9 4.7
10 Illness denial 7 3.7
11 Thanatophobia 3 1.6
12 Anniversary reaction 1 0.5

FSS = Functional somatic symptoms secondary to a
psychiatric disorder.

Table 4 shows the proportions of patients with DSM-IV diagnoses overlap-
ping to DCPR syndromes (below the diagonal) and vice versa (above the diago-
nal). Only the most frequent diagnostic categories (with both diagnostic criteria)
are reported.

Mood disorders were frequently associated with alexithymia (67%) and
functional somatic symptoms secondary to a psychiatric disorder (56%).
Somatoform disorders were more related to alexithymia (48%) than persistent
somatization (34%). The overlaps of patients with DCPR syndromes who also
received DSM-IV diagnoses were lower compared to the previous associations.
Only 9 (5%) of the patients received neither a DCPR nor a DSM diagnosis.

There were considerable overlaps between the DCPR diagnoses of alex-
ithymia and persistent somatization. Interestingly, the overlap between persis-
tent somatization and functional somatic symptoms secondary to a psychiatric
diagnosis was very low (8%). There were fewer patients with no DCPR diagno-
sis (n = 17; 9%) than with no DSM-IV diagnoses (n = 48; 25%), more patients
with one DSM-IV diagnosis (n = 110; 58%) than with one DCPR diagnosis
(n = 47; 25%), and more patients with two or more DCPR diagnoses (n = 122;
64%) than with multiple DSM-IV diagnoses (n = 32; 17%). Only 9 (19%) of
the 48 patients who received no DSM diagnosis were not identified by DCPR.
Alexithymia, functional somatic symptoms secondary to a psychiatric disorder,
demoralization and persistent somatization were the most frequent DCPR diag-
nostic findings also in the remaining 39 patients.
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Table 4. Overlap rates of DCPR syndromes to DSM-IV diagnoses (below the diagonal) and DSM-IV diag-
noses to DCPR syndromes (above the diagonal)

Mood Somatoform Adjustment Anxiety
disorders disorders disorders disorders
(n = 39) (n = 56) (n = 42) (n = 28)

Alexithymia

(n = 90)

Persistent

somatization (n = 64)
FSS

(n = 56)
Demoralization
(n=43)

These findings indicate that DCPR may be viewed as encompassing psy-
chosomatic and subclinical symptomatology, and therefore can be used jointly
with the DSM-IV for assessing psychiatric disorders. Most patients who were
identified by the DCPR as showing one or more psychological conditions were
not detected by the psychopathology criteria of the DSM-IV. In particular, the
ratio of the number of DSM-IV to DCPR categories in our sample was 1 to 2.5.
In particular, a quarter of patients did not fulfill diagnostic criteria for any
DSM-1V disorder, while less than 10% did not receive any DCPR diagnosis;
17% of patients fulfilled criteria for at least one DCPR category but no DSM-IV
disorder, while less than 4% of patients received at least one DSM-IV category
but no DCPR diagnosis. Therefore, the number of DCPR/not-DSM patients
was 4.7 times higher than that of DSM/not-DCPR patients.

About half of patients had alexithymia, more than one third persistent som-
atization, and about one quarter demoralization. Although frequent in our as
well as other clinical samples, none of these psychosomatic conditions is
included in the DSM-IV. This result is particularly impressive if one considers
that the prevalence of the DSM-IV categories of somatoform and adjustment
disorders in our sample was of 29 and 22%, respectively. The difference in the
two classification systems is particularly evident when similar constructs are
compared, i.e. functional secondary somatic symptoms and axis I disorders, and
demoralization and mood disorders.

One of the cardinal rules of the DSM-IV is the hierarchical principle
according to which somatic symptoms should not be secondary to other psychi-
atric disorders which have been often judged to be prominent over the somato-
form symptoms. Medically unexplained symptoms are therefore placed at the
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same level as other axis I syndromes [46]. Many somatoform syndromes are
thus underdiagnosed because the clinician assumes that another axis I disorder
(mostly within the anxiety and depression spectrum) is prominent over the
somatic symptoms. The DCPR criteria for ‘functional somatic symptoms sec-
ondary to a psychiatric disorder’ posit that a psychiatric disorder precedes the
onset of symptoms of autonomic arousal or functional medical disorder.
Therefore, patients may receive such DCPR diagnosis in the presence of an
axis I disorder but also their symptoms might be associated with other psycho-
somatic factors, even if anxiety or depression might be thought to be clinically
evident. As a result, it is not surprising that in more than half of our cases of
mood and anxiety disorders, FGID were not judged to be secondary to
psychopathology.

The DCPR criteria for demoralization include a prolonged feeling state,
preceding the onset or the exacerbation of a medical condition, characterized by
the individual sense of failure to meet one’s own or others’ expectations or
inability to cope with pressing problems. Several clinical manifestations of
demoralization may overlap with symptoms of mood disorder. In our sample,
23% of patients received a DCPR diagnosis of demoralization and 20% a DSM-IV
diagnosis of mood disorder, although about only 30% of patients were classi-
fied with both. This is consistent with the results from a large study (n = 807)
in which DCPR-related demoralization was found in 30% of patients, DSM-IV
major depression in 17% of patients, although only 30-50% of them received
both diagnoses [47]. Also, demoralization was found in 25% of 556 patients
attending secondary health care clinics [48] and was the first-order dimension
in a latent trait analysis of a wide range of symptoms in a large group of patients
referred to consultation-liaison psychiatry [49]. Furthermore, demoralization
was found in the identical proportion of 20% in both FGID groups who
improved and not improved after treatment [50]. The DCPR category of demor-
alization is conceptually close to the ‘giving-up syndrome complex’, as a facil-
itating factor for the onset of disease to which the individual is predisposed
[51], and is phenomenologically different from major depression [52]. Both
demoralized and depressed patients experience a lack of motivation and drive,
which influences their ability to interact in daily life. In the depressed patients,
this inhibition is due to a primary reduction in motivation and drive and not to
their incapacity to act, whereas in the demoralized persons, motivation and
drive are usually intact but the lack of confidence and the feeling of helpless-
ness inhibit their initiative [53]. The fact that demoralization was frequent in
FGID patients, regardless of their symptom change after treatment, suggests
that it may be a chronic feeling state that is not alleviated by improvement or
persistence of somatic symptoms, as mood condition has often been found in
the medically ill [54], and that probably needs specific psychological treatment.
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DCPR Predictors of Treatment Outcome in Functional

Gastrointestinal Disorders

The clinical utility of a diagnostic instrument can be thought of as a func-
tion of the degree and the amount of influence that the instrument has on multi-
ple decisions and outcomes in clinical practice [55]. Concepts included in the
construct of clinical utility are therefore related not only to classification but
also to monitoring and predicting symptom change and treatment outcome
[56]. We therefore evaluated the clinical utility of the DCPR classification, par-
ticularly the ability to predict treatment outcome in FGID patients [50].

One hundred and five patients of the 190 recruited in the previous study
were evaluated at baseline and after 6 months of treatment as usual (TAU) with
the structured interview for the DCPR and the Gastrointestinal Symptom
Rating Scale (GSRS) [57], a rating scale including 15 GI symptoms rated on a
7-point Likert scale ranging from 0 (no symptoms) to 3 (pronounced symp-
toms), including half points (higher score indicate more severe symptoms). The
GSRS total score was used to categorize patients into improved and unim-
proved outcome groups. Patients had to satisfy two criteria to be included in the
improved group. The first criterion was determined by the change in overall GI
symptoms, expressed as the proportion of change from baseline to follow-up
(baseline minus follow-up GSRS total score divided by the GSRS total score at
baseline). The mean GSRS total score change was 50.8%, and the median score
change was 71.4%. Since a positive change in more than two thirds could be
reasonably considered as a good clinical improvement of symptoms, we consid-
ered improved those patients who showed 67.1% (median value) of symptom
change. By itself, however, this criterion is not sufficient to define a responder
because overall symptoms at baseline may vary greatly among patients. The
second criterion was therefore a low level of symptoms at follow-up. The mean
GSRS total score at follow-up was 5.8 (SD = 6.0) and the median was 3 (range:
0-25; a higher score represents higher level of symptoms). We considered
improved those patients who obtained a GSRS total score of =3 at follow-up
(median score). Thus, using both criteria, the improved group included
65 patients with at least 71% of GSRS total score change from baseline to follow-
up, and a GSRS total score of =3 at follow-up while the unimproved group was
formed by 40 patients. TAU was delivered case by case with combination forms
of GI medications (usually antisecretory, prokinetic and antispasmodic drugs),
diet modifications (usually including high fiber intake), psychotropic medica-
tions (usually anxiolytic and antidepressant drugs, in low doses), psychological
counseling, and/or brief psychotherapy. The two outcome-related groups were
not different in sociodemographic variables and the kind of delivered treatment,
while the unimproved group was significantly more severely symptomatic at
baseline.
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Table 5. DCPR syndromes in improved and unimproved FGID groups at baseline

Improved Unimproved X2

patients patients

n (%) n (%)
Alexithymia 15 (23.1) 33(82.2) 35.23%**
Persistent somatization 7 (10.8) 29 (72.5) 41.88***
Health anxiety 14 (21.5) 1(2.5) 7.33%*
Disease phobia 5(7.7) 9(22.5) 4.70*
FSS 18 (27.7) 7(17.5) 1.42
Irritable mood 5(7.7) 6 (15.0) 1.41
Illness denial 3 (4.6) 0 1.90
Type A behavior 7 (10.8) 3(7.5) 0.31
Conversion symptoms 3(4.6) 1(2.5) 0.30
Thanatophobia 1(1.5) 0 0.62
Demoralization 13 (20.0) 8(20.0) 0
Anniversary reaction 0 0
DCPR = 0 15 (23.1) 0 9.94%*
DCPR > 1 25 (38.5) 36 (90.0) 27.01%%*

*p < 0.05; **p < 0.01; ***p < 0.001.

Table 5 shows the frequency of DCPR diagnoses in the two outcome-related
groups. The proportion of patients diagnosed with alexithymia, persistent soma-
tization and, to a much minor extent, disease phobia was significantly higher
in the unimproved (82, 72, and 22%, respectively) than in the improved group
(23, 11, and 8%, respectively). Conversely, the proportion of patients with health
anxiety was significantly increased in the improved (21%) compared to the
unimproved group (2%). Of interest, the same high proportion of patients with
demoralization was found in both groups (20%). Patients were also divided into
three groups on the basis of the number of DCPR diagnoses, i.e. patients without
any DCPR diagnosis (DCPR = 0), with one DCPR diagnosis (DCPR = 1), and
with multiple DCPR diagnoses (DCPR > 1). All unimproved patients obtained
at least one DCPR, while 23% improved patients had no DCPR diagnosis. Also,
a significantly higher percentage of unimproved patients had multiple DCPR
diagnoses (90%) compared to improved patients (38%).

To investigate which variables predicted best treatment outcome, two
regression models were performed (table 6). In the first model (table 6, upper
section), all the 12 DCPR diagnoses and the GSRS total score at baseline were
considered as predictors. The final model resulting from the backward stepwise
procedure showed that alexithymia and persistent somatization significantly
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Table 6. DCPR predictors of treatment outcome (logistic regression)

B SE OR 95% CI
Alexithymia 2.49 0.62 12.07 3.57-40.74
Health anxiety —-2.39 1.27 10.90 0.01-1.11
Persistent somatization 2.71 0.63 14.98 4.32-51.94
DCPR > 1 2.67 0.58 14.40 4.57-45.37
GSRS total 0.90 0.46 2.99 1.00-1.97

predicted unimprovement while health anxiety had a significant buffer effect on
unimprovement. Of interest, GI symptom severity (GSRS total score) did not
enter in the final regression model. The model accurately predicted 91% of the
improved and 73% of the unimproved patients (overall correct classification
rate = 84%). In the second model (table 6, lower section), DCPR severity and
symptom severity were considered as predictors. Using DCPR severity, patients
fell into three categories with no, one, and more than one DCPR diagnosis.
Greater DCPR severity (DCPR > 1) and, although at a much lesser extent,
greater symptom severity at baseline (GSRS total score) significantly predicted
unimprovement. The accuracy prediction of this model was lower than in the
first model, with 74% of the improved patients and 75% of the unimproved
patients being correctly classified (overall correct classification rate = 74%).

These results showed that FGID patients who did not respond to TAU were
all diagnosed with at least one DCPR category and were more likely to have
multiple DCPR clusters (90%) than improved patients. The severity of psycho-
somatic disturbance (measured as presence of more than one DCPR syndrome)
may constitute a useful clinical indicator for treatment planning of ‘difficult
patients’, i.e. patients with severe symptoms of somatization or GI medically
unexplained symptoms. In particular, three main DCPR categories were found
to be strongly associated with the TAU outcomes in FGID patients, two (alex-
ithymia and persistent somatization) with unimprovement and one (health anx-
iety) with improvement.

Alexithymia is a cluster of cognitive and affective characteristics including
difficulty identifying and communicating feelings, trouble distinguishing between
feelings and somatic sensations of emotional arousal, impoverished and restrictive
imaginative life, and a concrete and reality-oriented thinking style. Furthermore, it
is conceived as personality trait of individuals with higher vulnerability to suffer
from somatic as well as psychopathological disorders of affect regulation [58].
Prevalence of alexithymia, assessed with the 20-item Toronto Alexithymia Scale
(TAS-20) [58], ranged from 12% in North-American FD patients [59] to 43 and
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66%, in Italian samples of IBS [60] and FGID patients [61], respectively.
Furthermore, alexithymia was found to influence referral to medical versus psy-
chiatric health care settings [20] of patients with comorbid psychiatric and FGID
disorders. Finally, alexithymia is thought to be involved in the treatment outcome
of somatic patients [62]. In a sample of FGID patients, alexithymia, assessed at
baseline with the TAS-20, was able to predict the final recovery status of unim-
provement after treatment, even after controlling for baseline GI and psychological
symptoms [63]. The DCPR criteria for alexithymia include at least 3 of the follow-
ing 6 characteristics: inability to use appropriate words to describe emotions, ten-
dency to describe details instead of feelings, lack of a rich fantasy life, thought
content associated more with external events rather than fantasy or emotions,
unawareness of the common somatic reactions that accompany the experience of a
variety of feelings, occasional but violent and often inappropriate outbursts of
affective behavior. Two studies evaluated the diagnostic efficiency of the DCPR
alexithymia category against the TAS in Japanese psychiatric outpatients [64] and
Italian FGID patients [65] and found consistent figures of sensitivity (67.4 and
70.2%, respectively) and specificity (74.7 and 81.6%, respectively). In our study
on treatment outcome, the DCPR alexithymia syndrome was highly frequent in the
unimproved group (82%) and the first independent predictor of symptom unim-
provement. There are several potential pathways by which alexithymia might influ-
ence symptom severity and treatment outcome for FGID patients. These include a
limited ability of high alexithymia individuals to cope adaptively with stressful
situations, which may contribute to high levels of psychological distress, and a
possible sustained arousal of the physiological component of emotion response
systems. In addition, high alexithymia individuals may be prone to functional
somatic symptoms because of a tendency to amplify, focus on, and misinterpret
the somatic sensations that accompany states of emotional arousal as well as other
normal bodily sensations (somatosensory amplification) [58, 62, 66]. Conse-
quently, patients with high alexithymia may experience more severe somatic
symptoms and respond poorly to treatment because of the difficulty in cognitively
processing emotional and somatic stimuli.

Persistent somatization was the second most frequent DCPR diagnosis in
unimproved patients (72.5%) and independent predictor of unimprovement.
The DCPR criteria for persistent somatization require that in the previous 6
months the subject had experienced significant somatic symptoms (e.g. aches,
fatigue, dyspepsia, dizziness and tachycardia) without organic cause that
caused repeated medical care and impaired the quality of life, and suffered from
exaggerated side effects from medical therapy. The concept of persistent soma-
tization derives from Kellner’s [67] review of the medical literature. Kellner
suggested that it may be clinically advantageous to conceptualize a somatizing
patient as someone in whom psychological symptoms have clustered. In particular,
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he thought that the conception of persistent somatization as symptom clustering
is justified by the clinical observations that people likely to get one medically
unexplained symptom are more likely to subsequently get another medically
unexplained symptom than those without a history of repeated unexplained
symptoms. Other authors have used different labels to capture the characteris-
tics of persistent symptoms in somatizing patients and therefore to overcome
the too stringent criteria of the DSM-IV somatization disorder and the too
broad DSM-IV criteria of undifferentiated somatoform disorder. Categories
similar to DCPR persistent somatization are multisomatoform disorder [68],
pure somatizers [69], or chronic somatizers [70]. The concept of persistent
somatization is therefore related to psychological features theoretically consis-
tent with lower probabilities of improvement after therapy, as individuals have a
high dissatisfaction with their health, multiple and long-standing physical
symptoms, a tendency to somatic amplification leading to increased symptom
report, high disease conviction, and therefore a low ability to subjectively per-
ceive symptom reduction with treatment [71].

Health anxiety was significantly more prevalent in improved (21.5%) than
unimproved (2.5%) patients and also a significant independent predictor of
improvement. Although they might seem similar, health anxiety and hypochon-
driasis are phenomenologically heterogeneous and characterize different sub-
groups of psychological features in subjects with overlapping symptom
manifestations. The DCPR criteria for health anxiety require that the subject is
highly concerned with health worries and fears for having a serious disease, as in
the DSM-IV hypochondriasis, but this feeling state is of short duration (less than
6 months) and is easily reduced by appropriate medical explanations on the
nature of the physical symptoms. Conversely, the DSM-IV criteria of hypochon-
driasis require a long-lasting, nondelusional worry or fear of having a serious
disease that is based on misinterpretation of physical symptoms or sensations
and not relieved by appropriate medical evaluation and reassurance that no ill-
ness is present. Therefore, while the doctor-patient relationship is less likely to
change the individual beliefs of hypochondriacal patients, it may influence
greatly, at least in the short-term, the emotional arousal that accompanies the
patients’ anxiety on their current symptoms. That might explain why somatic
anxiety of hypochondriacal type is associated with poor health status, while
health anxiety, as defined by DCPR, may alleviate the patients’ concerns. In fact,
having greater anxiety or worry about abdominal symptoms in the weeks pre-
ceding medical consultation and greater psychological distress were found to be
important independent predictors of frequently seeking medical care for GI
symptoms over time [2]. However, health anxiety may be also a psychological
state fostering adaptation and recovery. For instance, health anxiety was high in
women before thermography and mammography but significantly decreased
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after the communication of the negative result from the examination [72]. The
improvement in FGID patients with health anxiety may be related to a placebo-
like effect determined by the kind of therapy provided. The treatment format in
our investigation consisted of different forms of therapy (including GI and psy-
chotropic medications, diet modification, psychological counseling, and brief
psychotherapy) that were combined in various ways on a case by case basis.
Counseling was always provided to patients even though they were treated only
with drugs, therefore involving those therapeutic ingredients that are thought to
be part of the placebo response, such as regularly scheduled visits during the
follow-up, education, reassurance and ongoing relationship [73, 74]. This thera-
peutic approach to FGID is quite usual in clinical practice [12]. Placebo response
is frequent in FGID treatments at an average rate of 40% (range 16—71%) [30,
75]. A striking symptom improvement of 80% was reported in FD patients
treated with placebo that was independent of changes in GI motility or gastric
hypersensitivity to distension [76]. In agreement with the literature, our findings
suggest that expectations of symptom relief from treatment, a more positive atti-
tude towards health care providers, and a reduction in anxiety may constitute a
powerful, unspecific therapeutic instrument in patients with health anxiety.

Conclusion

Using DSM-IV criteria in medical settings a basic question arises: whether
patients who do not fulfill these criteria do not indeed present with psychologi-
cal problems which may affect the medical symptoms and are worthy of clinical
attention. The DCPR have been designed to answer to the need of clinicians in
evaluating medical patients who are not detected by the DSM-IV criteria.
Findings from studies using the DCPR in FGID patients referred to tertiary care
suggest that the DCPR are able to detect psychological dimensions and/or sub-
threshold psychopathology which are not identified by the DSM-IV categories,
particularly alexithymia, persistent somatization, and demoralization, and that
DCPR categories are able to predict the treatment outcome, particularly alex-
ithymia and persistent somatization are associated with unimprovement and
health anxiety improvement after TAU (table 7).

The symptom formation in FGID involves a complex interaction among
multiple factors that vary in importance from one patient to another. These factors
include motility disturbances, altered thresholds of pain and other sensory input
from the gut, GI inflammation and infection, psychological distress, and person-
ality disturbances [6]. Personality traits and emotional states may not only induce
effects on the physiology of the gut, but also influence how the symptoms of
FGID are experienced and acted upon, and the outcome of treatment. The
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Table 7. Main results of the application of DCPR assessment to FGID

1. DCPR are able to detect psychological dimensions and/or subthreshold psychopathology which are
not identified by the DSM-IV categories
a. DCPR categories are almost double than DSM-IV categories
b. There are much less patients not identified by DCPR than those not identified by DSM-1V
c. There are much more patients identified by DCPR but not by DSM-IV than those identified by
DSM-IV but not by DCPR
2. The most prevalent DCPR conditions in FGID are alexithymia, persistent somatization, functional
somatic syndromes secondary to a psychiatric disorder, and demoralization
3. DCPR categories are able to predict the treatment outcome
a. Patients who do not respond to TAU have more severe psychosomatic conditions, as measured by
more than one DCPR category
b. Alexithymia and persistent somatization are able to predict unimprovement after treatment
c. Health anxiety is able to predict improvement after treatment
d. Demoralization is a common condition shared by all patients, and therefore does not predict
treatment outcome

observed continuum of comorbid symptoms demonstrates clouds of patients with
considerable overlapping, even though subgroups of patients with different etiol-
ogy, psychosomatic correlates, and treatment needs might be identified [77].

Figure 1 shows a schematic representation of the possible development
pathways of FGID from symptom manifestation to treatment outcome.

Normal somatic sensations (i.e. mild and transient perception of change in
one’s own body functioning) may generate no symptoms, or even FGID-like
symptoms. However, that is not sufficient for individual care seeking. Other
important mediators are necessary before being diagnosed with FGID. Two of
the most important mediating complexes are interrelated, the brain-gut axis and
the psychosocial system. A likely unifying hypothesis is that FGIDs result from
a dysregulation that may occur at any level of the interactions both within the
bidirectional brain-gut axis and between this and other physiological and psy-
chosocial systems. From a psychological perspective, FGID symptoms may be
conceived as a somatization process. In particular, they may be viewed as an
abnormal cognitive processing of emotional and visceral stimuli, a tendency to
perceive somatic stimuli as evidence of symptoms of disease, and to seek
repeated and often unnecessary medical care. Variables such as somatosoensory
amplification, psychopathology (anxiety, mood, and somatoform, disorders),
past and/or current life stress (e.g. sexual and physical abuse; parental reinforce-
ment of sick role in early life), demoralization, persistent somatization, and alex-
ithymia are psychosocial factors that interact with the brain-gut axis and
contribute to stepping up from GI sensations to FGID symptoms. Not all FGID
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Fig. 1. Development of FGID. ENS = Enteric nervous system; ANS = autonomic ner-
vous system; CNS = central nervous system; HPA = hypothalamic-pituitary-adrenal axis;
ACC = anterior cingulate cortex; HRQL = health-related quality of life; Nonresponders =
FGID patients who do not respond to TAU (treatment-as-usual).

patients present the same degree of psychological abnormalities. According to
the severity of affected cofactors such as quality of life, multiple health care vis-
its, psychiatric comorbidity, or abnormal illness behavior, mild to moderate
FGID patients may be seen in primary and secondary care settings, while more
severe FGID patients in tertiary care centers, with estimated prevalence of 95
and 5%, respectively [1]. Psychopathology, however, might be underdetected if
investigated with the standard psychiatric criteria, particularly at the subclinical
level of manifestation. Because the DCPR classification has been proved to have
clinical utility in both assessing clinical and subclinical psychological conditions
and predicting treatment outcomes, it may be suggested as a reliable assessment
instrument for psychological conditions that are relevant for psychosomatic
practice and research settings but that are not included in the DSM-IV [78].
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Abstract

The area of psychological factors affecting cancer has been the object of research start-
ing from the early 1950s and consolidating from the 1970s with the development of psycho-
oncology. A series of problems in the DSM and ICD nosological systems, such as the
difficult application of the criteria for psychiatric diagnoses (i.e. major depression, adjust-
ment disorders) and the scarce space dedicated to the rubric of psychosocial implications of
medical illness (i.e. Psychological Factors Affecting a Medical Condition under ‘Other
Conditions That May Be a Focus of Clinical Attention’ in the DSM-1V) represent a major
challenge in psycho-oncology. The application of the Diagnostic Criteria for Psychosomatic
Research (DCPR) has been shown to be useful in a more precise identification of several
psychological domains in patients with cancer. The DCPR dimensions of health anxiety,
demoralization and alexithymia have been shown to be quite frequent in cancer patient (37.7,
28.8 and 26%, respectively). The overlap between a formal DSM-IV diagnosis and the
DCPR is low, with 58% of patients being categorized as non-cases on the DSM-IV having at
least one DCPR syndrome. The specific quality of the DCPR in characterizing psychosocial
aspects secondary to cancer is also confirmed by the fact that some dimensions of coping
(e.g. Mini-Mental Adjustment to Cancer subscale hopelessness) correlate with the DCPR
dimension of demoralization, while a quantitative approach on symptom assessment (e.g.
stress symptoms on the Brief Symptom Inventory) is not useful in discriminating the patients
with and without DCPR syndromes. More research is needed in order to understand the rela-
tionship between DCPR constructs (e.g. alexithymia) and psychosocial factors which have
been shown to be significant in oncology (e.g. emotional repression and avoidance). The role
of specific DCPR constructs in influencing the course of illness is also an area that should be
investigated.

Copyright © 2007 S. Karger AG, Basel



Cancer is one of the most common diseases worldwide and it is the second
leading cause of death [1]. According to the World Health Organization, 15 mil-
lion people have been newly diagnosed as having cancer and almost 8 million
people died of cancer in 2005, and more than 20 million people in the world are
living with cancer. The incidence of cancer has increased from 1950 to 2005 as
a result of a rapidly ageing population in many countries, and an increased
exposure to cancer risk factors such as tobacco use, unhealthy diet, physical
inactivity, some infections, and carcinogens. These figures are extremely clear
in explaining the reasons why the evaluation and understanding of the psy-
chosocial variables related to cancer and its treatments has been the focus of
psychiatric and psychosomatic literature since the 1950s.

The first approach was based on what the psychosomatic movement had pro-
posed as a psychoanalytic formulation of medical illness. In this context, it was
suggested that early family dynamics, traumatic events, unconscious sexual con-
flicts and personality traits were etiologically linked with the onset of cancer [2, 3].
As reported by Holland [4], this approach later branched into two areas relevant to
cancer, one related to the series of studies in the area of psychobiology of stress
(e.g. psychoneuroendocrinology, psychoneuroimmunology), the second related to
the development of consultation-liaison psychiatry. This second area gradually
prevailed in the literature starting from the 1970s, with clinicians more interested
in understanding how to help cancer patients and their families, rather than in
speculating on psychological causes of cancer. In fact, unlike psychodynamic for-
mulation, the psychological response of patients with cancer, the effects of treat-
ments on social roles and return to work, the effects of psychiatric disorders or
maladaptive coping styles on the patients’ quality of life, interpersonal relation-
ships, adherence to treatment and possibly prognosis were close to the experience
of oncologists and health care professionals involved in cancer care.

On these bases, the development and the diffusion of psycho-oncology
(it does not matter if considered by some as a subspecialty of oncology, by
others as a subspecialty of consultation-liaison psychiatry or psychosomatic
medicine) in the last 20 years has made clear the need to consider the multiple
psychosocial implications of cancer as an integral part of cancer care, with the
mission that all cancer patients and their families throughout the world receive
optimal psychosocial care at all stages of disease and survivorship [5].

General Psychosocial Implications of Cancer

Starting form a biopsychosocial approach, the consequences of cancer
diagnosis and treatment (surgery, chemotherapy, radiotherapy, hormone therapy)
are extremely significant.
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Fig. 1. The interplay of factors in the biopsychosocial approach to cancer.

At the physical level, cancer can cause significant changes in the body and
consequently the image the individual has of his own body. The type of cancer
(“visible’ cancers, like breast cancer, or ‘less visible’ cancer, like leukemia), its
stage, its biological characteristics and the effects of treatment (e.g. physical muti-
lations, stomas, pain, nausea and vomiting, hair loss, fatigue) are important in
determining the different emotional responses of the patients. Functional activity,
feeling of dependency from others, sexuality, are only examples of the somatic and
biological concomitants of cancer and cancer treatments. From the psychological
point of view, the loss of certainties, instability of one’s own emotional state (e.g.
fears, anxiety, worries, sadness), change of perspective in the future and threat of
possible death and dying are only some of the numerous experiences cancer
patients have to deal with during the trajectory of illness. At a spiritual level, the
meaning that human beings give to their life (e.g. personal values, the meaning of
time and being, transcendence) are further areas to be considered. The interper-
sonal level is a also touched by cancer and cancer treatment, since the sense of
belonging (to be with, to communicate as to put in common with someone) in the
family, in the microcosm of close relationships and in the macrocosm of society
(e.g. work, social activity, policy) is also threatened by cancer. Possible feelings of
loneliness, abandonment, anomia, marginalization or even stigmatization are prob-
lems that cancer patients should deal with during their trajectory of illness (fig. 1).
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These factors fluctuate during the different phases of the disease (diagnosis, active
treatment, discharge from the hospital, follow-up, surviving cancer, palliative care)
and its course (remission, recurrence, progression and end of life) with psycho-
social implications changing over time.

Clinical Implications of the Psychosocial Dimensions
in Cancer Patients

The importance of these aspects has been taken into consideration by
consultation-liaison psychiatry and psycho-oncology studies. It should be noted
that the majority of studies tried to examine the impact of the above-described
psychosocial dimensions in favoring the onset of psychiatric disorders. A bulk
of data showed that of 40—50% of cancer patients, in any phase of illness, can be
diagnosed as having a psychiatric diagnosis according to the DSM-IV or ICD-
10 criteria, such as adjustment disorders, major depression, and posttraumatic
stress disorders [5]. However, the application of the usual criteria used in psy-
chiatry showed to be problematic, both for their low specificity and sensitivity
and the need to modify and adapt the diagnostic criteria of several psychiatric
diagnoses. Furthermore, the largest area of emotional reactions, including dis-
tress, anger, denial and other psychosocial dimensions and/or conditions is
extremely important in oncology.

In fact, a series of studies have shown that psychosocial factors, other than
psychiatric diagnoses, have a remarkable role in negatively influencing the
patients’ quality of life, their interpersonal relationships, behavioral dimen-
sions (e.g. adherence to treatment, maladaptive coping and maintenance of at-
risk behavior) and possibly prognosis and survival. Grassi et al. [6] and Grassi
and Rosti [7] have shown that, among cancer patients, a series of attitudes and
perceptions of health status, subsumed under the concept of abnormal illness
behavior (e.g. affective inhibition, disease conviction in spite of medical reas-
surance, frictions in interpersonal relationships, inability to perceive the role
of psychological factors in symptom perceptions) are related to depressive
states, not necessarily meeting the criteria of a DSM or ICD psychiatric disor-
der. Furthermore, maladaptive coping styles, such as hopelessness-helplessness
and anxious preoccupation, have been related to other psychosocial dimen-
sions, including poor social support and personality variables, such as external
locus of control, irrespective of a formal psychiatric diagnosis [8]. The dimen-
sion of demoralization, as a clinical syndrome separated from major depres-
sion has been shown to be extremely common and important in cancer
settings, even though it cannot be correctly detected by psychiatric noso-
graphic systems [9].
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The role of psychological factors in molding the course of cancer has also
been studied. In a prospective study of 578 breast cancer patients, it has been
shown that hopelessness response (rather than a formal diagnosis of major
depression) is implicated in increasing the risk of relapse or death at both
5 years after diagnosis and 10 years later [10, 11]. A different study carried out in
patients with locoregional breast cancer showed that cancer survival is affected
by a complex combination of psychosocial factors, among which minimizing
was found to predict a favorable prognosis and anger repression (nonexpres-
sion) and escape behavior an unfavorable prognosis [12]. Similar data on the
role of minimization in increasing survival of metastatic breast cancer patients
were reported by Butow et al. [13]. Low levels of psychological distress, low
fatigue and lack of anxiety independently predicted longer recurrence-free and
overall survival, controlling for biological factors, among 1,588 breast cancer
patients at an average time of 12 years after diagnosis [14]. The role of psycho-
logical factors in molding the prognosis has also been shown in a study of lung
cancer patients in which interviewer-rated emotional distress was significantly
associated with shorter survival, independent of the influence of the biomedical
prognostic factors [15], and in a study of patients with metastatic melanoma
[16] in which minimization and anger were independently predictive of survival
over time.

Current Evaluation of Psychological Factors Affecting
a Medical Condition

According to these data, the assessment of the different psychosocial
dimensions in medically ill patients, and specifically in cancer patients should
be a routine approach in clinical care. A number of psychometric instruments
have been proposed and are available with regard to this. However, the risk of
reducing the complex subjective and experiential dimensions in multiple-
choice instruments has been raised by Fava et al. [17], who consider more struc-
tured and clinical approach as the necessary way to overcome the problem of
reductionism in medicine. On the other hand, in a more articulated clinical tool
such as the DSM-IV [18], a short rubric is dedicated to this vast area
(‘Psychological Factors Affecting a Medical Condition’) under the chapter
‘Other Conditions That May Be a Focus of Clinical Attention’. Likewise, the
ICD-10 [19] summarizes this area in chapter 21 under the rubric ‘Factors
Influencing Health Status and Contact with Health System’ (code Z00-Z99).

According to the DSM-IV (table 1), psychological or behavioral factors
may adversely affect cancer, as well as almost every general medical condition,
in different ways. They may influence the course of cancer, interfere with treatment
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Table 1. Diagnostic criteria for psychological factor affecting cancer (adapted from DSM-IV-TR) [18]

A. A general medical condition (coded on axis III) is present
B. Psychological factors adversely affect the general medical condition in one of the following ways:
(1) The factors have influenced the course of the general medical condition as shown by a close
temporal association between the psychological factors and the development or exacerbation of,
or delayed recovery from, the general medical condition
(2) The factors interfere with the treatment of the general medical condition
(3) The factors constitute additional health risks for the individual
(4) Stress-related physiological responses precipitate or exacerbate symptoms of the general
medical condition
It is necessary to indicate the nature of the psychological factors (if more than one factor is present, indi
cate the most prominent):
Mental disorder affecting cancer (e.g. an axis I disorder such as major depressive disorder delaying
recovery from surgery after cancer or influencing psychoneuroimmunological pathways)
Psychological symptoms affecting cancer (e.g. depressive symptoms delaying recovery from surgery or
reducing adherence to treatment, such as hormone therapy, chemotherapy, radiotherapy)
Personality traits or coping style affecting cancer (e.g. pathological denial of the need for surgery in a
patient with cancer)
Maladaptive health behaviors affecting cancer (e.g. smoking; poor or unbalanced diet; lack of exercise;
exposure to risk factors for cancer)
Stress-related physiological response affecting cancer (e.g. stress-related exacerbations of pain, nausea,
vomiting)
Other or unspecified psychological factors affecting cancer (e.g. interpersonal, cultural, or religious factors)

of cancer, constitute an additional health risk for the individual, precipitate or
exacerbate symptoms by eliciting stress-related physiological responses (e.g.
pain, nausea and vomiting).

The psychological or behavioral factors that influence cancer include axis I
disorders, axis II disorders, psychological symptoms or personality traits that
do not meet the full criteria for a specific mental disorder, maladaptive health
behaviors, or physiological responses to environmental or social stressors.

From the DSM-IV criteria, it derives that there must be reasonable evi-
dence to suggest an association between the psychological factors and cancer.
In other words, psychological factors should have a clinically significant effect
on the course or outcome of the general medical condition or place the individ-
ual at a significantly higher risk for an adverse outcome, although it is not
always possible to demonstrate direct causality or the mechanisms underlying
the relationship. From the clinical point of view, psychological and behavioral
factors can be represented by an axis I disorder (e.g. major depression), person-
ality traits or coping styles (e.g. high hostility levels in the relationship with the
staff, coping styles based on giving-up and resignation), maladaptive health
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behaviors (e.g. sedentary lifestyle, continued smoking, excessive alcohol use),
stress-related physiological responses (e.g. tension increasing the experience of
pain, anxiety favoring chemotherapy-related nausea).

Some problems arise in this classification, however. First, an overlapping
between psychiatric diagnoses and psychosocial dimensions is evident (axis I,
personality traits and maladaptive coping). Furthermore, no specific explana-
tion is given about how to assess the dimensions mentioned, indicating that
more detailed examination of the different psychosocial dimensions involved in
medically ill patient is needed.

Development of the Diagnostic Criteria for Psychosomatic Research
and Its Application in Cancer Settings

The development of the Diagnostic Criteria for Psychosomatic Research
(DCPR) has provided new insight in this area. The DCPR are a series of syn-
dromes specifically developed by an international group of investigators
[20, 21] to translate psychosocial variables that were derived from psychosomatic
research into operational tools whereby medially ill patients can be identified.
The DCPR consist of 12 clinical categories — or clusters — which, through a
semistructured interview, explore a variety of possible psychological conditions
and emotional responses to medical illness. These are represented by eight
clusters dealing with the concept of abnormal illness behavior (health anxiety,
irritable mood, demoralization, illness denial, alexithymia, type a behavior,
thanatophobia, disease phobia) and four dealing with somatoform disorders
(functional somatic symptoms secondary to a psychiatric disorder, persistent
somatization, conversion syndrome, anniversary reaction).

Interesting and clinically useful results emerged in the application of the
DCPR in oncology. In a study of 146 patients with a diagnosis of cancer within
18 months and a good performance status, who were evaluated by using both the
DSM-IV and the DCPR, Grassi et al. [22] have indicated that 44.5% subjects
(n = 65) met the criteria for a DSM-IV diagnosis (DSM cases), mainly adjust-
ment disorders (28%) and mood disorders (10.3%), while 71.2% presented
symptoms meeting the criteria for at least one DCPR syndrome. The most fre-
quent DCPR dimensions were health anxiety (37.7%), demoralization (28.8%)
and alexithymia (26%). A lower percentage of patients reported irritable mood
(11.6%), type A behavior (9.5%), thanatophobia (8.2%) and illness denial
(8.2%). DSM-IV and DCPR diagnoses were neither related to the stage of illness
nor the type of treatment received (i.e. chemotherapy and radiotherapy).

The authors showed an overlap between DSM-IV and DCPR diagnoses for
only 57 patients (39% of the total sample and 50.9% of those with DCPR or
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DSM diagnoses). Among those who had no formal DSM-IV psychiatric diag-
nosis (n = 81, 55.5%), 47 received a DCPR diagnosis (58% false negatives;
39.2% of the total sample). Only 8 patients with a DSM-IV diagnosis (adjust-
ment disorder, n = 7; personality disorder, n = 1) were not identified by the
DCPR (5.5% of the total sample, 12.3% of those with a DSM-IV diagnosis). A
further interesting result was that the intensity of distress symptoms was not
useful in detecting patients with DCPR psychosocial syndromes. In fact, by
using the Brief Symptom Inventory, which provides scores of emotional stress
in several dimensions (e.g. anxiety, depression, hostility, interpersonal sensitiv-
ity, general stress), the scores were higher among DSM-IV cases but not among
patients with a DCPR syndrome.

In a different study of 105 breast cancer patients who underwent the DCPR
semistructured interview, the same authors [23] showed that 38.1% subjects
presented symptoms meeting the criteria for at least one DCPR syndrome and a
further 28.6% had more than one DCPR syndrome. Health anxiety (38.1%),
demoralization (28.6%), alexithymia (20%) and irritable mood (14.3%) were
the most commonly reported DCPR constellations, while the remaining DCPR
dimensions were positive in a lower percentage of subjects (irritable mood,
14.3%; type A behavior, 10.5%; illness denial, 9.5%; thanatophobia, 5.7%). In
general, the patients with DCPR syndromes reported higher levels of sadness,
more physical symptoms, poorer well-being, poorer leisure activity and lower
support from interpersonal ties, as subjectively measured by using a 0-10
Visual Analogue Scale, than women without any DCPR syndrome. The two
groups were also different in terms of worries and preoccupation related to can-
cer (e.g. the illness itself, the effects of treatment, feeling different from others,
the impact on sexual life, the future), as evaluated using the Cancer Worry
Inventory. Patients who were positive on the DCPR showed higher scores on the
Cancer Worry Inventory than patients without any DCPR syndrome. Interesting
data were reported when examining the relationship between the single DCPR
dimensions and coping styles, as measured by the Mini-Mental Adjustment to
Cancer Scale (Mini-MAC), a questionnaire specifically devised to explore cop-
ing style in cancer patients (e.g. fighting spirit, fatalism, anxious preoccupa-
tion, hopelessness, avoidance). The patients positive on the health anxiety
dimension reported higher scores on the Mini-MAC anxious preoccupation
subscale, which indicates the presence of feelings of anxiety and tension con-
cerning the illness (e.g. ‘I worry about the cancer returning or getting worse’;
‘I am frightened’). Those meeting the criteria demoralization had higher scores
on the Mini-MAC hopelessness subscale, which indicates the presence of the
patient’s tendency to adopt a pessimistic and hopeless-helpless attitude towards
his/her illness (e.g. ‘I feel that life is hopeless’; ‘I feel like giving up’; ‘I feel
there is nothing I can do to help myself”). Finally, patients meeting the DCPR
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cluster of alexithymia had higher scores on the Mini-MAC avoidance subscale,
which indicates the presence of a coping style characterized by a tendency to
avoid confrontation with illness (e.g. ‘I make a positive effort not to think about
my illness’; ‘I distract myself when thoughts about my illness come into my
head’; ‘I deliberately push all thoughts of cancer out of my mind’).

Somatization in Cancer: A Further Application of the DCPR

Alongside with the data presented, the DCPR might give some important
information on the dimensions of somatization which have never been exam-
ined until now by application of this system in oncology. In general, this is a
complex area in patients affected by a demonstrated medical illness and, as far
as oncology is concerned, somatization in cancer has often been overlooked or
completely ignored, mainly due to the presumption that if somatic symptoms
occur in a patient with cancer, these are due to the disease itself and/or its pro-
gression. However, complaints of tiredness, fatigue, poor concentration and
irritability, likely related to psychological factors, are frequently reported by
cancer patients. Data regarding abnormal illness behavior and somatization
have been reported by a few studies carried out in oncology. Hypochondriasis, a
high tendency to evaluate in somatic terms bodily functions and somatization
were shown to be unchanged in patients who recovered from cancer and who
were evaluated at the time of the diagnosis and 6 years later in a prospective
study carried out by our group [24]. Results in line with these findings were
also reported in a study of 98 consecutive patients referred for psychiatric con-
sultation by Chaturvedi et al. [25]. The authors showed that 28% had prominent
somatic presentation with multiple somatic symptoms confirming an associa-
tion between somatization, depressed mood, and cancer. Common somatic
complaints in this study were pain (19%), fatigue (17%), sensory symptoms
(30%) and mixed symptoms (27%). More recently, Carlson et al. [26] reported
a high prevalence of psychological distress in cancer patients (37%) and among
patients with psychological distress, somatization, followed by depression and
anxiety, were the most frequent reported symptoms.

The importance of this clinical and research area has been recently under-
lined by Chaturvedi et al. [27], who indicated that somatic symptoms magnify
disability resulting from cancer, interfere with treatment adherence and deci-
sions, cause delay in recovery, result in poor outcome and recurrence, and reduce
overall well-being and quality of life. Secondly, somatic symptoms in cancer
may complicate the diagnosis of major depression due to the overlap of symp-
toms occurring as a result of the underlying disease, depression or somatoform
disorder. Furthermore, somatic symptoms in cancer are unique in being interrelated
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with each other, with one somatic symptom causing other somatic symptoms
(for example, pain causing fatigue). It is a difficult task to identify the exact eti-
ology of somatic symptoms in cancer patients, which may be due to different
factors: physical, psychological or both. In a controlled study [28], it was
observed that somatization in disease-free cancer patients was related to anxiety
and depression. Cancer patients with somatization also had excessive somatic
concern and preoccupation, but whether this is the cause or effect of suffering
from persistent somatic symptoms is difficult to conclude. It could be the effect
of persistent somatization since most subjects had no previous evidence of soma-
tization. Depressive symptoms and depressive disorders were encountered
commonly in these patients, and this association between depression and soma-
tization is similar to that documented in psychiatric populations. Assessment of
somatic symptoms and differentiation of their etiology need careful evaluation
of the association with stress and psychological factors. When somatic symp-
toms arise or aggravate after stress, psychological or emotional factors, they are
likely to be psychological somatic symptoms. Those related to progression of
disease or treatments are clearly physical. Some somatic symptoms may have
both physical and psychological factors implicated. Lastly, there may be somatic
symptoms which may not be clearly physical or psychological in origin and may
be idiopathic. The application of the DCPR alongside with a careful investiga-
tion of the history of the patient, as recommended in the assessment of somati-
zation in clinical practice [29], can be of extreme help in better understanding
this clinical area in patients affected by cancer, mainly in those with the early
stage of cancer, after completion of treatment and patients with long survival.

Discussion

The development of the DCPR has been followed by a series of clinical
studies showing that this system can facilitate the identification of psychologi-
cal syndromes (e.g. demoralization, type A behavior, irritable mood and alex-
ithymia), which are not recognized by the DSM-IV, in patients with different
types of medical illness such as gastrointestinal disorders [30], heart disease
[31, 32], endocrine diseases [33], and dermatological disorders [34]. With
respect to this and according to the experience we have collected, the DCPR
represent a promising approach and a useful tool also in the oncology setting.
Several implications can be discussed with regard to how the DCPR can allow
clinicians to have significant information on the psychosocial concomitants
secondary to cancer.

A first general consideration is that through the DCPR it is possible to
identify psychosocial dimensions formally undiagnosed by the DSM-IV alone.
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Furthermore the specification of the phenomenology of these dimensions can
be reached by using the DCPR interview which is able to give precise informa-
tion of the patients’ psychological problems. This is not easy or possible at all
by using the general rubric of ‘Psychological Factors Affecting a Medical
Condition’ of the DSM-IV. It is that the DSM-V may take advantage of the lit-
erature emerged in this area, including the research related to the use of the
DCPR, and may improve the conceptualization of this chapter with the benefit
of the clinical approach to medical illnesses.

A second and more specific consideration regards the characterization of
these dimensions in cancer patients, given the need for a precise assessment of
psychological factors that may negatively influence coping with illness and
mental health [35]. From what we presented, it has been shown that health anx-
iety, demoralization, and alexithymia are the most frequent DCPR syndromes.
These results support the psycho-oncology literature that has focused attention
on demoralization, giving up and hopelessness and avoidance/emotional repres-
sion as significant dimensions to be considered in cancer patients. Regarding
demoralization, its phenomenological expression and the difference between
major depression and demoralization have been pointed out by some authors
[36]. Through the use of the DCPR among medically ill patients, it has been
confirmed that demoralization is a construct that is not necessarily related to
major depression and that it should be examined carefully, avoiding the com-
mon tendency to dismiss it as an understandable (and thus not requiring treat-
ment) condition in patients with medical illnesses [37]. How the DCPR
construct of demoralization fits with other constructs of demoralization should
be examined, however. Kissane [38] and Clarke and Kissane [39] have exten-
sively studied demoralization and indicated the importance of the demoraliza-
tion syndrome as a distinct psychiatric condition in which loss of meaning and
hope can determine a sense of worthlessness on one’s own life and in the future.
The authors have proposed some criteria for the diagnosis of demoralization [9]
and have also developed a scale to measure it in clinical settings [40]. The
DCPR and the criteria for the demoralization syndrome are presented in table 2.

The relationship of demoralization and hopelessness should also be inves-
tigated in cancer patients [41]. In fact, hopelessness, rather than major depres-
sion according the DSM-IV, was found to be a significant factor implicated in
suicidal ideation and wish to die among cancer patients [42] and one of the key
elements in the relationship between individual psychosocial response and can-
cer progression [10, 11, 43]. From the psychobiological point of view, Argaman
et al. [44] have hypothesized that hopelessness may negatively influence the
outcome of cancer via interleukin-1@ (IL-1B). A series of data could be in line
with this hypothesis, specifically the fact that IL-1 is elevated in the brain follow-
ing exposure to inescapable shock, that hopelessness is minimized by antagonizing
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Table 2. The diagnosis of demoralization according to the DCPR [20] and the demor-
alization syndrome [9]

DCPR Demoralization syndrome

1. Feelings of having failed to meet one’s 1. Affective symptoms of existential
own expectations or those of other people distress including hopelessness or
(concerning work, family, social and/or loss of meaning and purpose in life
economic status) 2. Cognitive attitudes of pessimism,

2. Inability to cope with some pressing helplessness, sense of being trapped,
problems personal failure, or lacking a

3. Feelings of helplessness, hopelessness, worthwhile future
and/or giving up 3. Conative absence of drive or

4. This state has been prolonged and motivation to cope differently
generalized (exceeding at least 1 month) 4. Associated features of social alienation

5. This state closely antedated the or isolation and lack of support
manifestation of a physical disorder or 5. Allowing for fluctuation in emotional
exacerbates it intensity, these phenomena persist

across more than 2 weeks

6. A major depressive episode or other
psychiatric is not present as the primary
condition

cerebral IL-1pB, that elevated cerebral IL-1p increases cancer metastasis in
animals.

Regarding the DCPR construct of alexithymia and its relationship with other
psychological factors or coping mechanisms, such as avoidance, more data are
needed. From one perspective, the component of difficulty identifying feelings of
the alexithymia construct was significantly higher in cancer patients experiencing
pain [45]. From another perspective, it has been shown that alexithymia and
repressive coping style are associated with impairments in the recognition of both
pleasant and unpleasant emotions, such as anger or happiness [46]. At the same
time, suppression of emotions has been related to higher levels of psychological
distress in cancer patients [47, 48]. The meaning of alexithymia in cancer patients
(e.g. primary or secondary alexithymia) and its effect have not been clarified.
Also, the difference between cancer patients and the general population is not
known, considering that alexithymic traits have been reported in a high percent-
age of healthy people in a study of a community sample [49].

A third and last consideration of the DCPR application in oncology has to
do with the role of psychometric instruments in assessing psychosocial dimen-
sions of cancer. In relation to the screening instruments for distress, such as the

Grassi/Biancosino/Marmai/Rossi/Sabato 68



Brief Symptom Inventory, our studies have shown that the presence of emotional
stress symptoms per se or their intensity is not sensible and specific enough to
characterize the patients’ problems. In fact, patients positive on the DCPR
dimensions of health anxiety and demoralization can report scores on psycho-
metric instruments in the normal range, according to the usual cut-off score
employed to identify ‘cases’ versus ‘non-cases’. This seems to suggest that not
only subtreshold or subsyndromal disorders cannot be identified by some psy-
chometric questionnaires but that the quality and the mutual interaction of symp-
toms represent a specific area to be taken into account. On the other hand, more
specific psychometric instruments that have been developed to measure specific
constructs (rather than general stress indexes) can be helpful in corroborating
what emerges from a clinical interview. This has been the case for the dimen-
sions of hopelessness, anxious preoccupation and avoidance of a specific instru-
ment to measure coping styles among cancer patients, such as the Mini-MAC,
that were related to the three core DCPR dimensions revealed in cancer patients,
namely health anxiety, demoralization and alexithymia. As far as the latter
dimension is concerned, data regarding the sensitivity, specificity and accuracy,
thus proving that the criterion has good validity, of the DCPR construct of alex-
ithymia have been shown through a comparison with Toronto Alexithymia Scale
(TAS-20) among patients with gastrointestinal disorders [50].

In conclusion, the DCPR represent an interesting tool that can provide
clinicians with a more specific framework with respect to a usual psychiatric
nosographic system, such as the DSM-IV, to understand the several and multi-
form responses of cancer patients to their disease. The need for more research
and the possible refinement of the system according to the data emerged in its
application in different clinical contexts, such as oncology, seem to be the next
steps in the DCPR-based approach.
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Abstract

There are substantial data supporting a strong relationship between cardiovascular dis-
eases and psychological conditions. However, the criteria for scientific validation of the enti-
ties currently subsumed under the DSM-IV category of ‘Psychological factors affecting a
medical condition’ have never been clearly enumerated and the terms ‘psychological symp-
toms’ and ‘personality traits’ that do not satisfy traditional psychiatric criteria are not well
defined; moreover, it is difficult to measure these subtypes of distress and there is always the
need for a clinical judgment. In recent years psychosomatic research has focused increasing
attention on these clinical and methodological issues. Psychosocial variables that were
derived from psychosomatic research were then translated into operational tools, such as
Diagnostic Criteria for Psychosomatic Research; among these, demoralization, irritable
mood, type A behavior are frequently detected in cardiac patients. The joint use of DSM-IV
criteria and Diagnostic Criteria for Psychosomatic Research allow then to identify psycho-
logical factors that seem to affect cardiologic condition. There remains the need to further
investigate if treating both clinical and subsyndromal psychological conditions can improve
quality of life and reduce the risk of morbidity and mortality in these patients.

Copyright © 2007 S. Karger AG, Basel

Cardiovascular diseases, such as coronary heart disease (CHD), hyperten-
sion, chronic heart failure (HF) and arrhythmias, are highly prevalent condi-
tions. Psychiatric illnesses such as mood and anxiety disorders are equally
prevalent [1]. Both conditions, in particular depression and CHD, are common
in the general population but they are even higher in patients with cardiac ill-
nesses. Given the wide prevalence of both medical and psychological diseases,
it is quite likely that in a considerable number of patients the illnesses will coex-
ist. However, there are now substantial data supporting a strong relationship



between these two prevalent conditions. The interaction of heart and psyche
is bidirectional. Emotions and stressful experiences affect the heart directly
through the autonomic nervous system and indirectly through neuroendocrine
pathways. Conversely, cardiac activity and function can reach the level of con-
scious awareness and may be experienced as symptoms [2]. The criteria for
scientific validation of the entities currently subsumed under the DSM-IV category
of ‘Psychological factors affecting a medical condition” have never been clearly
enumerated [3] and the terms ‘psychological symptoms’ and ‘personality traits’
that do not satisfy traditional psychiatric criteria are not well defined; moreover,
it is difficult to measure these subtypes of distress and there is always the need
for a clinical judgment [4]. In recent years psychosomatic research has focused
increasing attention on these methodological and clinical issues. Psychosocial
variables that were derived from psychosomatic research were then translated
into operational tools, such as Diagnostic Criteria for Psychosomatic Research
(DCPR) [5], whereby individual patients could be better diagnosed.

Coronary Heart Disease

CHDs include conditions which derive from atheromasic plaque formation
in coronary arteries. The clinical manifestations of this condition include:
angina (thoracic pain due to the decrease of cardiac blood for transient
ischemia) and myocardial infarction (MI; prolonged ischemia with muscle
necrosis). Cardiovascular problems are the number one cause of death and dis-
ability in the United States and most European countries. By the time that heart
problems are detected, the underlying cause (atherosclerosis) is usually quite
advanced, having progressed for decades. There is therefore increased emp-
hasis on preventing atherosclerosis by modifying risk factors. The recent
INTERHEART study [6] sought to identify modifiable risk factors for acute MI
in more than 25,000 patients from 52 countries. As expected, the traditional risk
factors of dyslipidemia, diabetes, smoking, hypertension and obesity were all
predictive factors of acute MI. However, in a multivariable model, psychosocial
factors (stress at work and at home, financial stress, major life events, locus of
control and presence of depression) were stronger for incident MI than
diabetes, smoking, hypertension and obesity [6]. Until today, international stud-
ies suggest that psychological factors may influence CHD from three different
perspectives [7]: (a) learned behavior at risk for CHD; (b) emotional codeter-
minant or independent factors in the etiopathogenesis and in the acute manifes-
tation of cardiac events; (c) psychological and behavioral factors influencing
the course of the disease, caused by traditional biologic factors. In clinical prac-
tice these three conditions overlap. The psychosomatic relationship is then
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rather complex [7]. Cardiac disease evolves over a long time, often decades,
caused by different factors, both epidemiologic and physiopathologic. The last
link of the chain, the reduction of oxygen to the tissues or ischemia, can be the
result of the interactions of different variables. Only one of these variables can
have an emotional basis. The etiopathogenesis of CHD is then already a subject
to study. Recently, an immunoinflammatory theory of atherosclerotic lesions,
perhaps primitive, has been proposed [8]. From this basis, the importance of
behavioral and emotional factors has to be seen as cofactor, with a pathogenetic
or etiologic role. If from the clinical point of view the stressful event and
the emotional factor appear as provoking and precipitating the acute episode,
which was already prepared for a long period by different factors, psychoso-
matic medicine has attempted to investigate their constructive-formative role
as well [7].

Psychosocial Antecedents

Stressful Life Events

A large number of investigations have suggested a role for stressful life
events in uncovering a person’s vulnerability to an acute CHD [9]. A ‘life event’
represents a discrete change in the subject’s social or personal environment that
should be external and verifiable rather than internal or psychological. The use
of structured methods of data collection has indicated that stressful life events
were significantly more frequent in acute MI compared to control groups [10].
Rafanelli et al. [11], in a case-control study, evaluated the presence of stressful
life events and depressive conditions in the year preceding the occurrence of a
first MI and/or a first episode of instable angina in 97 patients and 97 healthy
subjects. The study compared stressful life events, detected by Paykel’s
Interview for Recent Life Events [12] also related with mood disorders,
detected by the Structured Clinical Interview for DSM-IV (SCID-I) [13] for
determining major and minor depression diagnoses and the semistructured
interview for new Diagnostic Criteria in Psychosomatic Research (DCPR) [14]
for demoralization diagnosis. In the cited study, patients reported significantly
more life events (129 vs. 21), independent and with negative impact than con-
trol subjects. All categories of events, except entrances, were significantly more
frequent in patients than in healthy subjects. The most frequent events in the
CHD group occurred in the following areas: loss (25%), somatic health (19%),
employment (16%), family problems (12%), legal problems (10%) and finan-
cial problems (9%). The CHD group was then analyzed separating patients with
mood disorders from those without. Each subgroup was then compared with its
own subgroup of healthy controls, regarding life events. The same significant
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difference compared to controls applied to patients with and without mood dis-
orders. In view of the methods used (rigorous definition of the event, delay of
the interview until acute phase of the disease has passed, detailed investigation
from the onset of mood symptoms), the results suggest a role for life events in
the pathogenesis of CHD, apart from mood symptoms. On the other hand, there
are subgroups of patients with life events and mood disorders who could be at a
greater risk of cardiac morbidity. There is evidence in previous studies that sev-
eral factors may contribute to the risk of CHD. Although psychosocial stresses
have been reviewed as individual entities, generally these stresses tend to clus-
ter together. As outlined by Rosengren [15], among healthy individuals, there is
a synergy between the presence of high levels of life stress and social isolation
in increasing rate of subsequent cardiovascular events. These data indicate that
psychological factors resulting in cardiac risk elevation are comparable to those
associated with hypercholesterolemia, hypertension, and other major risk fac-
tors for CHD. Furthermore, psychosocial factors also interact synergistically
with conventional CHD risk factors to heighten the risk for cardiac events [16].
Within the complexity of phenomena implicated in the pathogenesis of CHD,
the results of these studies may alert physicians to enquire about the relevance
of stress in the patient’s life, as an integrated part of risk stratification for heart
disease, for primary and secondary care.

Psychological Aspects

Iliness Denial

One of the most common immediate responses to MI is minimization of
danger, also called denial. Illness denial is a maladaptive strategy included in
the abnormal illness behavior, defined by Pilowsky [17] as the persistence of a
maladaptive mode of perceiving, evaluating and responding to one’s health sta-
tus, despite the fact that a doctor has provided a lucid and accurate appraisal of
the situation and management to be followed (if any), with opportunities for
discussion, negotiation and clarification, based on adequate assessment of all
relevant biological, psychological, social and cultural factors. Denial interferes
with the decision process to seek immediate help. Prompt medical treatment is
crucial to the survival of MI, and denial of cardiac events may be a primary rea-
son for patient delay. However, denial has yet to be definitively linked to patient
delay [18]. If such a link exists, dramatic reductions of patient delay might be
possible. Although denial may be an adaptive behavior towards the first 3 days
of recovery from MI [19], there is strong evidence that prolonged denial of the
significance of the illness negatively affects AMI recovery outcome once
removed from the hospital setting [19, 20]. As Sirous [21] concluded in his
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review on denial in CHD, denial likely has a long-term negative effect on car-
diovascular health. The extent and importance of that negative effect on cardio-
vascular health is still quite unknown due to methodological problems
concerning the assessment of denial. The DCPR illness-denying category of
abnormal illness behavior [5] provides room for various psychosomatic situa-
tions occurring in both medical and surgical cardiac settings. Two alternative
explanations have been offered for the denial: (1) denial as a defense against
death anxiety, coupled with a tendency to rationalize the symptoms as not
related to the heart and (2) denial as minimization of the symptoms’ signifi-
cance to avoid the acceptance of the helplessness of being sick and having to
depend on others. Patients with a history of a previous MI or angina tend to
delay calling for help more than do younger persons having their first experi-
ence of chest pain or dyspnea. Education of high-risk patients, such as those
with a history of previous infarction, could reduce the tendency to delay seek-
ing help. Responses and coping strategies, adaptive or maladaptive, are influ-
enced by personality, family and medical factors. Persons who habitually deny
or minimize the threatening significance of events tend to do so after an MI
[22]. There is extensive literature on denial in physical illness and potential
management strategies [23].

Anxiety

In a study by Ottolini et al. [24], anxiety disorders satisfying DSM-IV cri-
teria were identified. Fourteen percent of patients were affected by panic disor-
der (PD), characterized by panic attacks, a sudden onset of intense fearfulness,
accompanied by chest pain, shortness of breath, and palpitations; 12% by ago-
raphobia which includes symptoms related to specific situations such as
enclosed spaces or going out alone; 11% by generalized anxiety disorder
(GAD), characterized by persistent and excessive worry.

Anxiety usually is the immediate emotional response to a cardiac event,
and most often is short-lived, usually peaking early in recovery. Unfortunately,
however, some patients continue to experience intense and persistent anxiety
long after the cardiac event [25]. Researchers have been interested in the over-
lap between anxiety and cardiac symptoms [26-28], and although there are
conflicting findings [29], generally the presence of anxiety does not rule out
organic disease [30, 31]. Some studies show that patients with anxiety utilize
medical services to a greater degree than do patients without anxiety [32].
A few studies demonstrated that increased anxiety predicted subsequent CHD
events (i.e. reinfarction, unstable angina, CHD mortality) [33—36], arrhythmic
events [37, 38], and sudden cardiac death in particular [79—81]. Research
indicates that some patients with CHD actually experience posttraumatic stress
disorder (PTSD). Although originally linked with war or natural disaster, it
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currently is recognized that life-threatening illness can trigger PTSD [1, 39].
The diagnosis of PTSD requires that individual’s response to a life-threatening
event must include severe helplessness, fear, or horror [1]. Symptom criteria
cluster into three broad categories: re-experiencing of symptoms, avoidance of
reminders of the traumatic event and emotional numbing and physiological
hyperarousal. While for most traumatic events the threat is from the environ-
ment, so the person with PTSD scans the external environment for signs of dan-
ger, life-threatening illnesses such as CHD are different because the threat
arises internally. As a result, cardiac patients who experience PTSD may be
hypervigilant for body sensations such as changes in heart rate or respiration
because these sensations are assumed to be signals suggesting that they could
die. Individuals who associate these sensations with the possibility of sudden
death may avoid routine activities that elicit these sensations (e.g. climbing
stairs). Some individuals experience PTSD-like symptoms within days of sus-
taining an MI, and these symptoms may present themselves for as long as 3—18
months after MI and coronary bypass graft surgery [40—42]. Symptoms of
PTSD in MI and cardiac surgery patients are strongly correlated with impaired
social role, functioning, failure to return to work [42], and poorer overall qual-
ity of life [43]. The detrimental impact of PTSD extends beyond psychological
distress and quality of life to include important medical outcomes. A prominent
feature of PTSD is avoidance of reminders pointing to the stressful event, and
taking medication or keeping medical appointments may be a reminder of the
traumatic MI experience [44]. PTSD also influences nonadherence to aspirin
and increased likelihood of an admission because of cardiovascular causes in
the year following MI [45]. A hallmark of PTSD and other anxiety disorders is
chronic sympathetic arousal which may play a key role in the progression of
CHD [44]. Anxious individuals also tend to have reduced heart rate variability,
which can reflect heightened sympathetic arousal or decreased parasympathetic
activity [46]. Increased sympathetic arousal has been linked to the occurrence
of ventricular arrhythmias and sudden death [47].

Depression

Large longitudinal data suggest that depression may precede the develop-
ment of CHD; however, whether depression has an impact on such development
in initially healthy subjects is less clear and drawing conclusions from studies
investigating the association between depressive symptomatology and CHD has
been limited by the various criteria and methods used to define both clinical
and subsyndromal depression. These diverse methods include self-report, clini-
cal diagnosis and symptom checklist [48]. In the study by Rafanelli et al. [11],
DSM-1V criteria were used to retrospectively detect different levels of depres-
sion in patients at first episode of MI or angina; 30% of patients were identified
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as suffering from one or more episodes of major depression 1 year before the
first cardiac episode. Within this group (30%), less than half of the patients
(n = 13) suffered from recurrent major depression. Nine percent of the total
sample were suffering from minor depression. Confirming data on the presence
of affective syndromes in the 6 months before MI result from the study by
Ottolini et al. [24], where 17% of the patients reported major depressive disor-
der as the most frequent DSM-IV diagnosis.

Major depression detected by DSM criteria is reported in about 1 of every
5 patients hospitalized for MI or unstable angina. Depression is more than tran-
sitory psychological distress. In depression, the period of sadness or lack of
interest is abnormally intense, or abnormally long and interferes with a variety
of personal, interpersonal and social activities. Most patients with depression
during the initial MI hospitalization continue to have depression 1-4 months
later [49]. Cardiac patients’ reports of depressive symptoms are usually less
direct and less typical than those in psychiatric setting [50]. They are likely to
complain primarily of unusual tiredness or lack of energy and unexplained
somatic symptoms, including atypical chest pain, dyspnea and palpitations.
Numerous though not all studies suggest that major depressive disorder, and
minor depression that do not meet the criteria for a diagnosis of major depres-
sive disorder [1], in addition to their effects on quality of life [51], are risk fac-
tors not only for the development of CHD events in healthy patients [52], but
also for recurrent events in patients with established CHD [53-55], and for
adverse cardiovascular outcomes after coronary artery bypass grafting (CABG)
surgery [56, 57]. Several prognostic studies in fact have shown that depression
is a predictor for survival after acute MI [34, 58] and the risk is directly related
to the severity of mood symptoms: a 1- to 2-fold increase in CHD for minor
depression and a 3- to 5-fold increase for major depression [59]. A similar
depression-related increase in risk for 1-year cardiac events in patients admitted
for unstable angina has also been found [60].

After MI, depression seems to be a strong predictor of death but not of
nonfatal, recurrent MI [61]. Depressed patients have more frequent and longer
runs of ventricular tachycardia than do nondepressed patients [62], suggesting
that depression may be arrhythmogenic. Several mechanisms have been sug-
gested to explain the observed links between psychological factors and CHD,
including both ‘nonspecific’ and ‘specific’ ones. Among the former there are
various coronary-prone behaviors such as smoking, physical inactivity and poor
diets. Moreover, depression may promote life-style and medication nonadher-
ence, an important issue in the treatment of cardiac patients [63]. Further mech-
anisms, more specific, could explain the heart and mind link. One of the early
important findings is that depression can be associated with hypercortisolemia.
In the cerebrospinal fluid of depressed subjects there is a common elevation of
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corticotrophin-releasing factor. This stimulation leads to hyperactivity of
the hypothalamic-pituitary-adrenal axis and high plasma cortisol levels.
Depression is also associated with stimulation of the sympathetic nervous sys-
tem, which is associated with elevated levels of circulating plasma norepineph-
rine levels [64]. Such stimulation is associated with resultant dysfunction of the
autonomic nervous system. Depressed subjects generally manifest increases in
resting heart rates compared with nondepressed controls and decreased heart
rate variability in some cohorts with depression, as well baroreflex dysfunction
and increased QT wvariability as an index of ventricular repolarization dis-
homogeneity. Depression or related emotional states are also associated with
complex platelet abnormalities (in activation, secretion and aggregation)
such as increased concentrations of functional glycoprotein IIb/Illa receptors
[65] and hyperactivity of the 5-hydroxytryptamine transporter,, receptor
signal transduction system [66]. Furthermore, there is new research into the
evolving understanding of how depression can promote inflammation and
the link between inflammation and atherosclerosis (potentially bidirectional).
Depression is also linked to a range of immune abnormalities, including
increased production of cytokines and acute-phase proteins such as C-reactive
protein [67].

Demoralization

Recently, prospective epidemiological studies have also reported a rela-
tionship between symptoms of hopelessness and the development of CHD
through carotid atherosclerosis [68, 69]. A related phenomenon is ‘vital exhaus-
tion’. Appels and Mulder [70] found that this state, characterized by unusual
fatigue, increased irritability and demoralized feelings, is associated with an
increased risk of MI. Schmale and Engel [71] have provided a detailed account
for demoralization, which they defined as the ‘giving up-given up complex’.
Such a subsyndromal state cannot be identified with psychiatric categories
[72]. The DCPR [5] identify a syndrome characterized by the patient’s
consciousness of having failed to meet his or her own expectations or those of
others or being unable to cope with some pressing problems. The patient expe-
riences feelings of helplessness, or hopelessness or giving up. In the cited study
by Rafanelli et al. [11], DCPR were used to detect demoralization: 20% of
patients were identified as suffering from demoralization 1 year before the first
episode of MI or angina. In 12% of patients, there was an overlap between
major depression and demoralization. Demoralization could not be considered
a cardiac risk factor per se, but the addition of this subsyndromal state to major
depression could individuate a subgroup of patients at a greater risk of a cardiac
morbidity [11]. In the cited study by Ottolini et al. [24] at least one DCPR diag-
nosis was found in all patients; 51% of patients reported demoralization; 14.8%
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was the overlap rate of DCPR demoralization with DSM-IV mood disorders.
There is a phenomenological ground whereby demoralization can be differenti-
ated from major depression [73, 74]. In fact, in the samples of the cited studies
[11, 24], the subjects who had a mood disorder did not necessarily present
demoralization and vice versa. The diagnostic criteria for demoralization
attempt to capture the state of feeling that Schmale and Engel [71] outlined as a
facilitating factor for the onset of disease to which the individual was predis-
posed. This factor thus likely decreases individual vulnerability to disease. The
results of the study by Rafanelli et al. [11] and Ottolini et al. [24] lend support
to the importance of assessing both clinical and subclinical symptoms. Using
DCPR [14], the authors outlined a more specific profile which seems to be
characteristic of MI patients.

Irritable Mood

The experience of irritability is part of the normal human repertoire.
Everyday stresses, such as noise, traffic, a long wait, a rude answer, may elicit
irritable mood [75]. A substantial problem of research on irritability lies in the
various ways it is defined [76]. Slater and Roth [77] defined irritability as a
mode of response to psychological stimuli of a particular kind, such as those in
which the individual is threatened in some way, or is frustrated in a purposive
course of action. A considerable body of evidence has suggested a pathogenetic
role for anger, hostility and irritable mood in physical illness, both of organic
and functional nature [77]. The DCPR definition of irritable mood [5], a feeling
state which requires an increased effort of control over temper by the individual
or results in irascible verbal or behavioral outbursts, is largely based on the
work of Snaith and Taylor [78]. It may be experienced as brief episodes, in par-
ticular circumstances, or it may be prolonged and generalized. Irritability can
covary but differs from depressed mood. It may be part of the type A personal-
ity associated with hostile cynicism. In the cited study by Ottolini et al. [24],
irritable mood was the most frequent DCPR diagnosis (56% of the patients) ret-
rospectively investigated in a sample of 92 patients at first episode of MI. This
syndrome was frequently associated with anxiety disorders.

Health Anxiety

A major problem with the DSM-IV classification of hypochondriacal fears
and attitudes is that they only define the most severe end of the spectrum
(hypochondriasis, characterized by resistance to medical reassurance and multi-
ple fears). There is evidence [79, 80] that other worries are worthy of clinical
attention, such as health anxiety, indicating preoccupations about health in the
absence of a pathology or excessive concern in case pathology is present. The
main aspect of health anxiety seems to be the presence of dysfunctional beliefs
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about health and illnesses which could derive from past experiences of illness in
oneself or others [81, 82]. These worries are part of a vicious circle character-
ized by selective perception and misinterpretation of bodily symptoms which
all together may increase health anxiety. DCPR [5] define health anxiety as
generic worry about illness, concern about pain and bodily preoccupations (ten-
dency to amplify somatic sensations). Worries and fears are characterized as
readily responding to appropriate medical reassurance, even though new wor-
ries may ensue after some time. Health anxiety was one of the most frequent
diagnostic finding and accounted for 41% of the total sample in the study
by Ottolini et al. [24]. Health anxiety was frequently associated with mood
disorders.

TBype A Behavior

The belief that a pattern of aggressive or irascible behavior is associated
with CHD holds a peculiar and persistent fascination for both the lay public and
physicians and psychologists [83]. While the history of the idea can be traced
back for at least several centuries, the scientific study of the possible behavioral
basis of CHD was laid by the pioneering work of Friedman and Rosenman,
who, over 30 years ago, described what they termed the type A or coronary
prone behavior pattern [84, 85]. This pattern was characterized by hard driving
and competitive behavior, ambition, drive for success, a potential for hostility, a
subjective sense of time urgency, devotion to work, restlessness, pronounced
impatience, and vigorous speech stylistic and abruptness of gesture [22, 83].
Type A behavior is exhibited by persons who are constantly engaged in a strug-
gle to achieve, to outdo others, and to meet deadlines. It is not synonymous with
life stress, nor does it represent a response to life stress. Rather, it constitutes
a habitual behavioral state whose precursors have been observed in children [22].
It seems that type A behavior represents specific manifest features of an inter-
action between a set of psychological characteristics and specific stimulus
situations that provoke them and promote their full expression (the social envi-
ronment that offers opportunities and rewards for competitive striving and a
related value system, the easy access to a diet rich in saturated fats and calories,
tobacco and transportation) [22]. Type A behavior was measured using a mildly
challenging structured interview and it was determined both from the content of
the subject’s answers to the interview questions and also from the style in which
they responded. A large number of studies have been conducted in the past
3 decades on the pathogenic role of type A behavior [86] in CHD [87]. Various
methods of assessment have been used and the results have been rather contro-
versial. A substantial problem of psychosomatic research in this field has been
the fact of using dimensional instruments and postulating the presence of
type A behavior pattern in every cardiac patient [14]. The most relevant clinical
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features of DCPR type A behavior pattern [5], such as excessive degree of
involvement in work and pervasive sense of time urgency, elicit stress-related
physiologic responses that precipitate or exacerbate symptoms of the medical
condition. On the basis of early positive findings in the Framingham study [88]
and the Western Collaborative Group’s 8-year follow-up [89], among other evi-
dence, the National Institutes of Health declared type A an independent risk
factor for CHD. However, with the publication of negative findings [90-92] it
was proposed that more specific components of type A, namely hostility and
time urgency, might be key components [87], although there are conflicting
studies due to inadequacies of measurement [83]. In the study by Ottolini et al.
[24], 40% of the patients presented type A behavior detected by DCPR. Type A
behavior was frequently associated with anxiety disorders. The results indicate
that not all cardiac patients present with type A behavior. In those who do, the
onset of irritable mood may interact with type A personality characteristics to
increase psychosomatic vulnerability. In those who do not present type A fea-
tures, the clinical development of symptoms may be different. Unlike other psy-
chosocial factors, type A is distinguished by being the subject of numerous
intervention trials [93].

Cardiac Rehabilitation

Cardiac rehabilitation (CR) programs have been found to play an impor-
tant part in improving recovery, quality of life and in decreasing mortality
[94-98]. They typically include components of physical training, modification
of lifestyle, pharmacological treatment and psychological counseling.

DSM Syndromes

The aim of a study by Rafanelli et al. [14] was to document the prevalence
of psychological distress in a consecutive sample of patients undergoing a CR
program. A consecutive series of 61 patients with recent (within 1 month), first
MI who were referred to a CR program was included in the study. Assessment
included a modified version of the Structured Clinical Interview for eliciting
psychiatric diagnoses [99] according to DSM-IV criteria [100]; also the diagno-
sis of minor depression was included. The CR program of the hospital extends
over 4 weeks and includes the following components: individualized physical
training program and tailored intervention on cardiovascular risk factors (arterial
hypertension, hypercholesterolemia, diabetes mellitus and smoking habits).
Twelve of 61 patients (20%) received a psychiatric diagnosis. Minor depression
was present in 9.8% of the cases, social phobia in 4.9%, agoraphobia without
panic attacks in 3.3%, major depression in 1.6% and blood-injury phobia in
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1.6%. The DSM-IV diagnosis of minor depression was used in this study and
accounted for most of the psychiatric diagnoses. Had this been excluded, as is
common in clinical practice, the results with DSM would have been even more
disappointing. In contrast to unselected samples of patients with recent MI,
depression was not a common psychiatric disorder. There was only 1 case of
major depressive disorder and demoralization and another 8 of minor depression
or demoralization. Depressive symptoms have been linked to CR and outcome
[101]. It is thus conceivable that the presence of depression and/or demoraliza-
tion could prevent patients from participating in the program. In our sample, it
was found that anxiety disorders may play a role in the CR programs.

Another study by Rafanelli et al. [102] assessed, by the same reliable meth-
ods of the previous study [14], clinical distress in a consecutive sample of
patients who underwent CABG. One month after CABG, at the first psycholog-
ical assessment during the CR program, 17 (36.1%) of 47 patients received a
psychiatric diagnosis. The prevalence of mood disorders was 23.4%: 6 patients
(12.8%) reported minor depression; 5 (10.6%) major depression; 3 patients
(6.4%) reported agoraphobia; 2 (4.3%) social phobia; 2 (4.3%) undifferentiated
somatoform disorder; 1 (2.1%) an obsessive compulsive disorder.

DCPR Syndromes

In the cited study by Rafanelli et al. [14], the semistructured interview,
based on a preliminary instrument [103] for subclinical psychological syn-
dromes, the DCPR [5] were also used. Twenty-three of the 61 patients (38%)
had a DCPR cluster, with a total of 31 DCPR diagnoses. There was overlap
between the two classification (DSM and DCPR) systems. Five of the 12 patients
with DSM-IV diagnoses had an associated DCPR cluster. In 18 cases, there-
fore, there was a DCPR cluster without any associated psychiatric diagnosis
(30%). Altogether, about half of the patients received either a DSM or DCPR
diagnosis. The most striking finding was the fact that about a quarter of patients
met the DCPR for type A behavior. According to the DCPR categorical
approach, only a limited number of cardiac patients actually display type A
behavior. It may thus be important to identify this subgroup, particularly when
irritable mood, as in 5 of the 17 patients of that sample, is associated. Two cases
met DCPR for illness denial. Even though in this study it does not appear to be
a common disturbance, its recognition is worthy of clinical attention. This study
therefore underscores the importance of recognizing DCPR syndromes in the
CR patient population. The results indicate that half of the patients undergoing
CR after an MI present psychological distress which can be subsumed under the
DSM or DCPR rubrics. This documents considerable psychosocial needs in this
patient population. The findings indicate that DCPR clusters are more suitable
for classifying psychological distress in the medically ill than DSM criteria. In
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particular, in the cited study [14], only 7 of the 61 patients (11%) had a DSM
diagnosis, but not a DCPR cluster, whereas 30% of patients could not be identi-
fied as presenting psychological distress without the use of DCPR. However,
the data lend support to the integration of clinical (DSM) and subclinical
(DCPR) criteria for assessing psychological distress in the medically ill [104].

In the other study by Rafanelli et al. [102], 1 month after CABG, at the
first psychological assessment during the CR program, 23 of the 47 patients
(48.9%) had a DCPR cluster, with a total of 28 DCPR diagnoses. Eight patients
(17%) reported type A behavior; 7 (14.9%) irritable mood; 4 (8.5%) health anx-
iety; 3 (6.4%) demoralization; 2 (4.3%) illness denial; 2 (4.3%) persistent som-
atization; 1 (2.1%) alexithymia; 1 (2.1%) nosophobia. There was an overlap
between the two classification systems. Nine (19.1%) of the 17 patients with
DSM-IV diagnoses had an associated DCPR cluster. In 14 cases, therefore,
there was a DCPR cluster without any associated psychiatric diagnosis
(29.8%). In the cited study, mood disorders were diagnosed in more than 20%
of patients. These findings are in accordance with those in the literature
[105-114] referring to CABG patients. Differently from those studies, the
authors also included the diagnosis of minor depression, as detected in the pre-
vious study [14] on MI patients. An important and original result in this investi-
gation concerns the presence of subclinical symptomatology evaluated by
DCPR clusters. In almost half of the sample at least one DCPR diagnosis was
found with prevalence of type A behavior and irritable mood, as the cardiovas-
cular literature underlined. These data show the importance to include in a clin-
ical assessment both psychiatric (DSM) and subsyndromal psychological states
(DCPR), not identified by current nosography, evaluations. The DCPR clusters
may have considerable potential for outcome assessment. Further investigations
using this assessment methodology in larger patient populations may clarify the
role of psychosocial factors in the outcome of CR. Outpatient CR programs
offer then an attractive opportunity for systematic screening and intervention
for psychosocial problems.

Essential Hypertension

According to Kaplan [115], hypertension presents the largest risk for car-
diovascular disease. As blood pressure (BP) increases from normal to severe
elevations, the risk for accelerated atherosclerosis, left-ventricular hypertrophy,
CHD, and stroke increases markedly [116-119]. Arterial hypertension is
defined as a chronic elevation of systolic BP at or above 140 mm Hg, a chronic
elevation of diastolic BP at or above 90 mm Hg, or both. In 90% of the peo-
ple with diagnosed arterial hypertension, the cause for their condition is
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unknown [120]. Essential hypertension (EH) is the diagnostic label for elevated
BP of unknown origins. Because EH is a significant risk factor for morbidity
and mortality, the etiology and pathophysiology of EH has been a major focus
of biomedical and psychosomatic research for decades [121]. In particular,
attempts to link personality factors to the pathophysiology of high BP has been
a major area of inquiry and dispute [121-124]. We know that environmental
factors play a significant role in the development of EH. High sodium and
alcohol intakes and obesity are associated with BP rise with age [125-127].
Physically fit persons have lower incidence of hypertension when compared
with less fit persons [128, 129]. Low level of education is related to higher BP
[130]. This relation is largely explained by lifestyle factors [130]. On the other
hand, cognitive and emotional states can influence BP, heart rate, and vascular
perfusion [131]. Past and present theories regarding mechanisms for this poten-
tial relationship centre on (a) cardiovascular reactivity to stress, in which a
recurrent pattern of exaggerated sympathetic nervous system activity is
proposed to upregulate basal BP levels over time; (b) neurohormonal models
suggesting that psychological characteristics may predispose hypertension
development by altering central nervous system control of baroreceptor func-
tion, opioid activity, and neurotransmitter levels, and (c) high-risk behavioral
dispositions associated with psychological characteristics, including poor diet,
obesity, exercise habits, smoking, and alcohol abuse, among others [132—-136].
Psychological factors can raise BP acutely, but whether they affect long-term
BP regulation and lead to development of EH, as stated by Alexander [137] at
the beginning of the 20th century in his psychosomatic hypothesis, is not
known. Over the past decade alone, however, more than 10 longitudinal investi-
gations have released evidence evaluating the effects of psychological factors
on hypertension development. The status of psychological factors as a clinically
important risk factor for high BP development appears promising, but addi-
tional research, potentially including more definite methodological tools in
psychosomatic medicine, such as DCPR, will be necessary to further clarify
this issue [138].

Psychosocial Antecedents

Acute and Chronic Stress

It is well established that acute stress can lead to a transient increase in BP
via changes in cardiac output and vascular resistance [139, 140]. On the other
hand, chronic stress can induce prolonged hypertension [141-143]. Hyper-
reactivity seems to be related to psychosocial aspects. Elevation of BP was asso-
ciated with unexpected unfortunate life events [136, 144, 145]. In the study by
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Osti et al. [144] a consecutive unselected series of 20 outpatients suffering from
EH was included. These patients were compared to a control group of 20 patients
other than hypertensives, matched for sociodemographic variables. Stressful life
events prior to illness onset and psychological distress were investigated.
Patients with hypertension were exposed to undesirable life events before dis-
ease onset. Evidence about the relationship between these factors and hyperten-
sion also points to an autonomic nervous dysfunction [146]. Scarce data are
available on the influence of psychological aspects on 24-hour ambulatory BP
patterns either in normotensive or hypertensive subjects. A study by Fallo et al.
[147] evaluated the relationship between psychological profile and changes in
daytime/nighttime BP rhythm. Nocturnal dipping was defined as the night/day
ratio of ambulatory mean systolic and/or diastolic BP =0.87. Three-hundred and
two outpatients underwent 24-hour ambulatory BP monitoring. They were
administered the Psychosocial Index [148], as an indicator of stress, psychologi-
cal distress, sleep disturbances, well-being, abnormal illness behavior and qual-
ity of life. Patients were divided according to the presence or absence of night
BP dipping. Dippers had lower nocturnal systolic and diastolic BP than nondip-
pers, and higher daytime diastolic BP. Patients with nocturnal BP decline had a
markedly higher level of stress than nondippers. When the sample was divided
according to the presence or absence of hypertension, only subjects with normal
BP showed nocturnal dipping associated with increased stressful life circum-
stances of both acute (e.g. life changes) and chronic (e.g. job strain) nature. The
findings lend support to previous investigations linking nighttime BP dipping to
an increased number of stressful daily events, and particularly to job strain [149].
The findings suggest the need for 24-hour BP monitoring in patients who are
found to be hypertensive during office visits and report life changes and/or stress
at work or in the family. Simple questions such as those included in the cited
inventory (e.g. ‘Did any life changes take place in your life recently? Do you feel
under pressure at work? Do you feel tension at home?’) may be helpful in this
regard. Further research should verify whether stress-reducing techniques may
be beneficial in hypertension characterized by BP nighttime dipping. It is con-
ceivable, even though yet to be tested, that psychological approaches aimed at
decreasing perception of stress (e.g. cognitive behavioral therapy) or levels of
arousal (e.g. relaxation) may be particularly effective [146].

Psychological Aspects

Depression
Recent longitudinal studies [150, 151] have shown a relationship between
depression and the subsequent development of hypertension. An increased

Rafanelli/Roncuzzi/Ottolini/Rigatelli 86



prevalence of hypertension in depressed patients has been described by Adamis
and Ball [152]. They studied the comorbidity between psychiatric and physical
diseases in 75 elderly psychiatric inpatients, and found that depressed patients
had more cardiovascular diseases and hypertension than other psychiatric
patients. Nakagawara et al. [153] also found an increased frequency of hyper-
tension in depressed patients, but only in those with melancholic features.
Significantly higher BP was found in 15 subjects with a clinical diagnosis of
depression [154]. Prospective studies have also suggested that depression may
be a risk factor for the development of hypertension. There is considerable evi-
dence suggesting that hyperreactivity of the sympathetic nervous system and
genetic influences are the underlying mechanisms in the relationship between
depression and hypertension. Some authors have reported that depression
occurred more often in patients with high BP than in those without hyperten-
sion [154, 155]; other authors have not confirmed this relationship [156—-157].
Clinical studies have reported an association between typical (melancholic)
depression and hypertension [150, 154]. Rabkin et al. [154] found a 3-fold
higher frequency of major depression in patients treated for hypertension. The
physiological mechanisms underlying the relationship between depression and
BP probably involve the effect of the sympathetic nervous system.

Although there is no definitive evidence of an association between depres-
sion and development of hypertension, depression can impair the management
and prognosis of hypertension. On the other hand, hypertension has been pro-
posed as a risk factor for the development of depression. Neuroimaging studies
reveal higher frequency of ischemic abnormalities in late-life depression [158].
According to the theory of vascular depression, these abnormalities could rep-
resent a vulnerability to depression [152].

Anxiety

Some studies on increased anxiety [159] as a possible psychosomatic
mechanism in hypertension suggest that it may have a role in the development
of mild high-renin EH. It is well established that anxiety can lead to a transient
increase in BP via changes in cardiac output and vascular resistance [139, 140].
Increased risk for hypertension and cardiovascular mortality has been reported
in anxiety disorders [161-163]. In the study by Paterniti et al. [131] a stronger
relationship between the highest anxiety levels (fourth quartile) and high BP
both in men and in women was found. These results could indicate that patho-
logical anxiety is associated with a higher risk of high BP. The strong evidence
for an association between high BP and anxiety is supported by a large number
of case-control studies that compared either psychological symptoms in hyper-
tensive patients and controls, or BP in patients with a variety of psychiatric dis-
orders and controls [164].
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Anger and Hostility

Anger and hostility have long been considered important psychological
factors in the development of EH [137, 165-166]. Indeed, Alexander’s [137]
classic hypothesis, which postulated that chronic inhibition of anger leads to
sustained elevations in BP, continues to motivate research in this area nearly
seven decades after it was proposed [167, 168]. Although research has identi-
fied distinct patterns of cardiovascular activation associated with anger,
including increased BP and high peripheral resistance [169, 170], the role of
anger in the development and progression of hypertension is still unclear
largely because few prospective studies have adequately tested the anger-
hypertension hypothesis [171]. Several studies have examined the influence of
suppressed hostility or anger (‘anger-in’) on BP and found that anger-in was
positively related to resting BP and/or prevalent hypertension [172], particu-
larly under conditions of stress [173]. However, data from the Framingham
study and others do not support this association [174] and some research has
found that expressed anger and high levels of trait anger are related to higher
BP levels [168, 175]. Moreover, individuals with high levels of expressive hos-
tility or potential for hostility (behavioral measures of hostility associated with
both physical and verbal expressions of anger) have shown exaggerated BP
responses under conditions of stress or harassment [176, 177] and anger
expression has been associated with increased risk of fatal and nonfatal CHD,
including MI and angina pectoris [178, 179]. A study by Everson et al. [180]
examined the relationship between anger expression and incident hypertension
over 4 years in a randomly selected, population-based sample of more than 500
middle-aged men. The data provide strong epidemiological evidence for a pos-
itive relationship between anger expression style and subsequent hypertension,
independent of known risk factors. Findings support the hypothesis that
extreme expression of anger in either direction (anger-in or anger-out, i.e.
withholding or repressing feelings and outright displays of anger and aggres-
sion) may be related to elevated risk of hypertension. Specific mechanisms by
which anger expression increases risk for hypertension remain to be delin-
eated, although the well-documented physiological effects of anger and mental
stress make this association biologically plausible. Several lines of evidence
indicate that anger and mental stress activate the sympathetic nervous system
and hypothalamic-pituitary-adrenal axis, producing increases in heart rate and
BP, higher levels of vascular resistance, and secretion of cortisol, cate-
cholamines, glucose, and insulin [169, 170, 181, 182], all of which may con-
tribute to the development or progression of hypertension [183]. Moreover,
emerging evidence indicates that local growth factors and endothelial mecha-
nisms, which could be influenced by psychosocial characteristics and stress
factors, play an important role in hypertension [183].
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Patients with established hypertension have been observed to show greater
heart rate and BP increases than normotensive subjects in response to behav-
ioral events such as difficult mental arithmetical operations, or interpersonal
interactions designed to arouse fear or anger or to expose personal conflicts
[146]. One early study showed that individuals with hypertension reported more
restrained aggression and more inner tension than individuals with allergies but
without hypertension and hospitalized patients without hypertension [184]. A
more recent study comparing participants with borderline hypertension and
those with normal BP found that the group with hypertension exhibited less
externalized aggression, more internalized aggression, and more submissive-
ness [160]. However, other studies have failed to detect a relationship between
anger or aggression and high BP [185].

Hopelessness

Hopelessness, characterized as a sense of futility and negative expectations
about the future and one’s personal goals, seems to have cardiovascular conse-
quences that are distinct from or stronger than those associated with depression.
The study by Everson et al. [186] examined the relationship between hopeless-
ness and incident hypertension in 616 initially normotensive men, in a 4-year
follow-up prospective study in Finland, an area with high rates of cardiovascu-
lar disease. Hopelessness was measured by 2 items from a battery of psychoso-
cial questionnaires administered at baseline. These items were ‘The future
seems to me to be hopeless, and I cannot believe that things are changing for the
better’ and ‘I feel that it is impossible to reach the goals I would like to strive
for.” Hopelessness was associated with increased incidence of hypertension.
Men reporting high levels of hopelessness at baseline were 3 times more likely
to become hypertensive than men who were not hopeless, after adjustments for
age, body mass index, baseline resting BP, physical activity, smoking, alcohol
consumption, education, parental history of hypertension and self-reported
depressive symptoms were taken into consideration [186].

Hypertensive Personality

The ‘hypertensive personality’ is among the most enduring constructs in
psychosomatic medicine. The construct implies that there is an important rela-
tionship between psychological variables and the likelihood of developing high
BP. A thoughtful review of the literature [123] concluded that although
interpretive caution is required, ‘a character portrait of the “hypertensive
personality” clearly emerges’. This portrait bears a striking resemblance to the
descriptions produced by early analytic thinkers [137] and later observers of the
personality functioning of hypertensive individuals [184, 187]. That is, hyper-
tensive patients are likely to be characterized by three major factors: (a) their
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tendency to have conflicts and problems regarding the identification and
expression of aggressive feelings; (b) their tendency toward interpersonal isola-
tion, and relative anxiety and strong physiological reactions to interpersonal sit-
uations (particularly those that require communication), and (c) their general
use of denial, repression, and other inhibiting or distancing defenses to cope
with underlying conflicts’. The findings by Friedman et al. [188], however, pro-
vide no support for this formulation. The authors’ conceptualization of the rela-
tionship between psychological characteristics in particular and dispositional
variables in general is that they may play a permissive role in the development
of hypertension. A more precise understanding of the relationship between per-
sonality and elevated BP has been impeded by a number of factors. One con-
cerns psychological theory. No theory about the hypertensive personality is
generally accepted, and there is a lack of consensus on which personality or
psychological traits are related to BP [188]. A second factor impeding progress
toward resolving the hypertensive personality debate is that there is no gener-
ally accepted assessment strategy. Hence, several of the studies in the literature
did not use standardized psychological tests [185, 188].

Alexithymia

Alexithymia, a concept introduced by Sifneos [189] to describe impover-
ished fantasy life with a resulting utilitarian way of thinking and a characteris-
tic inability to use appropriate words to describe emotions, has stimulated two
decades of psychosomatic research. It has been found that alexithymia is more
common in patients with long-lasting psychosomatic conditions than in other
subjects. The inhibition of emotional expression and particularly a life-long ten-
dency to suppress anger, have been found to involve increased risk for a variety
of health problems both using the alexithymia [189] or similar [190, 191] psy-
chological constructs. Alexithymia is generally considered as a stable personality
trait [192—194]. Theories of the causes of alexithymia range from neurobiolog-
ical to sociocultural ones. Neurobiological theories suggest that alexithymia
may be related to an interruption of the limbic-neocortical communication, may
be a result of a deficit in interhemispheric communication, or may be a result of
a dysfunction in the right cerebral hemisphere [194]. Psychological theories
suggest that growing up in an emotionally poor and unstimulating environment
or sustaining massive psychological trauma later in life could result in alex-
ithymia [195]. Recently, it has been suggested that alexithymia, regardless of its
cause, reflects a deficit in cognitive processing and regulation of emotions
[194]. Poor ability to be aware of and to cope with emotions may make an alex-
ithymic individual vulnerable to continuous stress. A recent population study
showed that alexithymia is associated with male gender, low educational level,
low socioeconomic status, and weakly associated with advanced age [193].
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Todarello et al. [196] found a rate of 55% of alexithymia in a group of hyper-
tensive patients in Italy, which contrasted with rates of 33% in a comparison
group of Italian psychiatric outpatients and 16% in a community sample. Yula
et al. [197] compared newly diagnosed yet untreated, moderately to severely
hypertensive subjects with a population sample of men and women of matching
age to find out if anger expression, anxiety, hostility, depression, or alexithymia
are associated with hypertension. Alexithymia differentiated men and women
with untreated hypertension from their normotensive control subjects, whereas
anger expression (including suppressed anger) or psychological distress symp-
toms (including anxiety, depression, and hostility) did not. Alexithymia was
associated with elevated BP independent of sodium and alcohol intake, body
mass index, and physical fitness. A relatively small portion of the association
between BP and alexithymia was mediated by lifestyle factors, mainly by
higher relative body weight. Hypertensive and normotensive subjects did not
report differences in psychological distress symptoms, which suggests that
alexithymia could not be a reaction to the awareness of having elevated BP.
Niiranen et al. [198], studied a representative sample of the general adult popu-
lation (1,440 45- to 74-year-old subjects) in Finland not treated for hyperten-
sion. Subjects with sustained hypertension had higher scores in the 20-item
Toronto Alexithymia Scale for measuring alexithymia [199, 200] and were thus
more alexithymic than those with only clinic hypertension (or ‘coat hyperten-
sion’) and normotensive individuals. Further prospective studies measuring
alexithymic personality features, by reliable methods, before elevated BP as
well as studies dealing with the neurogenic mechanisms of alexithymia are
needed to elucidate its role in the pathogenesis of EH. Self-rating scales, such
as the cited Toronto Alexithymia Scale, lack some of the most important pieces
of information which can only be obtained by interviews focused on emotions
and emotional coping [201]. Yet, they may add further data [5].

Heart Failure

HF is the end stage of many diseases of the heart (ischemic heart disease,
hypertensive heart disease, valvular heart disease and cardiomyopathy) and a
major cause of morbidity and mortality. Regardless of the severity of the dis-
ease, a high level of psychological distress is a significant predictor of hospital
readmission [202], poor quality of life [203] and high mortality [204] in cardiac
patients. Many findings in patients with CHD are relevant to patients with HF
because more than one half of patients with HF have underlying CHD [205],
and the two conditions often have shared characteristics. Nonetheless, HF
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patients have to bear a chronic and life-threatening disease trajectory that is
characterized by severe fatigue and dyspnea, deteriorating functional status,
episodic adverse cardiac events and repeated hospital readmission [206]. Thus,
it is not only physically debilitating, but also psychologically distressing.
Moreover, in HF even more than in the case of CHD, the situation is compli-
cated by difficulties in deciding whether to ascribe symptoms like dyspnea,
fatigue, insomnia, anorexia, or even palpitation to disease of the heart or of the
nervous system [207]. For example depression, when severe enough, can result
in malnutrition. Acute mental stress, such as mental arithmetic or a stress inter-
view, can induce transient changes in left ventricular systolic and diastolic func-
tion [208] and, in susceptible individuals, the hypertensive and tachycardic
reactions are impressive.

Psychological Aspects

Depression

Dickens et al. [209] studied 314 patients admitted to the hospital with a
first MI to assess whether HF after MI was predicted by psychosocial charac-
teristics present before the MI. Variables independently associated with worse
HF were older age, a history of angina preceding the infarction, and a previous
depressive episode (measured by ICD-10 criteria). The impact of depression on
postinfarction outcome may result from the influence of preinfarction depres-
sion on the degree of cardiac failure.

Studies have shown that patients with HF have high rates of depression
compared with the general population. Prevalence rates within studies of
HF patients have ranged from 11 to 25% for outpatients and 35 to 70% for inpa-
tients [210]. The wide range of prevalence rates reported across studies is likely
the result of the use of different diagnostic instruments and patient populations
in terms of mean age, gender makeup and disease severity. The prevalence of
depression in CHF patients is similar to rates found in post-MI patients.
However it is considerably higher in certain subgroups, such as patients with
NYHA class III or IV HE. Depression has been implicated in the progression of
CHD as an independent risk factor in both retrospective and prospective stud-
ies. Evidence suggests that the presence of depression is independently associ-
ated with a poor prognosis for patients with existing HF, in terms of severe
functional impairment, mortality and hospital readmission [211], functional
decline [204] or death [204, 212, 213]. Moreover, HF patients who are
depressed incur health care costs that are 25-40% higher than those who are not
depressed, even after controlling for medical comorbidity [214]. In a recent
review by MacMahon and Lip [215], it appears that the risk of mortality in
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patients with HF who are depressed is clearly in need of clinician’s attention but
is notably lower than the depression associated risk in postinfarction patients. In
the study by Fulop et al. [216], the depressed patients with HF used more med-
ical resources after discharge than nondepressed patients. The presence of
depression has been shown to decrease adherence to appropriate medical ther-
apy [217, 218].

Anxiety

Existing evidence suggests that the prevalence of anxiety may be as high as
63% depending on the subgroup of HF patients studied [219]. As many as 40%
of HF patients may suffer from major anxiety, and overall anxiety levels are
60% higher than levels seen in healthy elders [33]. Compared with other car-
diac patients and patients with cancer or lung disease, patients with HF have
similarly high or worse anxiety levels [219]. Although anxiety may be an
expected and even normal reaction to the diagnosis of a serious chronic illness
such as HF, anxiety in patients with cardiac disease is not benign if it persists or
is extreme [220-222]. Haworth et al. [223] found that anxiety is common in HF
patients living at home: 11% had GAD and 8% PD. One previous small self-
report study [224] comprising 50 HF hospitalized participants found a preva-
lence of 16% for GAD and 12% for PD.

Heart Transplantation

A consistent body of literature has indicated a very high prevalence of psy-
chological disturbances in heart transplant patients [225-228]. These subjects
thus offer an excellent opportunity of assessing the performance of different
sets of criteria.

DSM Syndromes

The psychiatric evaluation of patients diagnosed with an organic illness
such as HF is usually made by using DSM criteria. A study by Grandi et al.
[229] aimed to use both DSM-IV criteria and DCPR in a group of outpatients
who underwent cardiac transplantation. One hundred and twenty-nine consecutive
outpatients were recruited from outpatients attending a Heart Transplantation
Unit. All subjects were seen 1 month after the cardiac transplantation. All
patients underwent the Italian version of the SCID [230], leading to DSM-IV
psychiatric diagnoses. One hundred and six patients (82%) received no DSM
psychiatric diagnosis. In the remaining 23 patients, there were 46 DSM diag-
noses. As expected, the use of DSM in this setting has confirmed the prevalence
on axis I of symptoms related to the anxious/depressive syndromes. GAD and
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PTSD were the most frequent diagnostic categories in general and also within
the anxiety disorders, followed by specific phobia and agoraphobia. After this
group, major depressive episodes and adjustment disorders (with anxious,
depressive and irritable mood) were frequent. However, the last diagnostic cat-
egory is not very useful from a prognostic and therapeutic point of view [231].

DCPR Syndromes

In the cited study by Grandi et al. [229], in all subjects (n = 129) DCPR
diagnoses were formulated independently of the DSM-IV diagnostic findings.
Only 41 patients out of 129 (31%) received no DCPR diagnosis. In the remain-
ing patients, there were 141 diagnoses. Demoralization, type A behavior, alex-
ithymia and irritable mood were the most frequent diagnostic findings and
accounted for roughly 75% of the diagnoses. Also common were health anxiety
and illness denial diagnoses.

Feelings of demoralization in heart transplant population seem to be
related to the loss of a working position, the reduction of social links and the
dependence on other people’s support, which creates in the patients a feeling of
impotence and loneliness. Patients who were given a DSM diagnosis also pre-
sented a DCPR diagnosis. Demoralization was frequently associated with mood
disorders and anxiety disorders. As already shown in the literature [232-234],
subjects affected by cardiovascular disease seem to present a behavioral pattern
characterized by hostility and a sense of being under the pressure of time. The
results of the cited study confirm a high prevalence of type A behavior in this
sample. Alexithymia accounted for nearly 12% of DCPR diagnoses. The inhibi-
tion of emotional expression and particularly a lifelong tendency to suppress
anger have been found to involve an increased risk for a variety of health prob-
lems, both using alexithymia [189] or similar [190, 191] psychological con-
structs. Irritable mood appears to be a long-standing syndrome in this
population: patients admit to often feeling irritated by someone else’s behavior
and they declare to make a big effort to contain their anger, which sometimes
explodes anyway. It is, however, important to keep in mind that the very stress-
ful circumstances that they have to cope with could exacerbate and amplify an
already existent attitude. Health anxiety seemed to be quite common among
these patients. Illness denial is reported relatively often in this sample. Mood
disorders appear to be related to irritable mood and alexithymia. The overlaps
were smaller compared to the previous associations. Anxiety disorders were
mostly associated with demoralization, type A behavior and irritable mood
[229]. Thirty-seven (28%) of the patients received neither a DCPR diagnosis
nor a DSM diagnosis. There were fewer patients (31%) with no DCPR diagno-
sis than with no DSM-IV diagnosis (82%). Fifty-six patients (43%) who
received a DCPR diagnosis were not identified by any DSM-IV diagnosis. Only
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3% of patients who received a DSM-IV diagnosis did not receive any DCPR
diagnosis. The most frequent associations were between demoralization, type A
behavior and irritable mood. The findings of the study by Grandi et al. [229]
indicate that diagnostic criteria which may be viewed as encompassing psycho-
somatic and subclinical variable symptomatology (DCPR) fit better with a
medical population than DSM criteria. The number of DCPR diagnoses has
been, in fact, almost triple the number of DSM diagnoses. Only a small per-
centage of patients were not identified by DCPR and this percentage was less
than that entailed by DSM criteria. While patients who were given a DSM diag-
nosis frequently had additional DCPR diagnoses, many patients with DCPR
syndromes did not fulfill any DSM criteria. These findings seem to suggest that
the DCPR detect psychological dimensions which are not identified by DSM
criteria [229]. Finally, the joint use of DSM criteria and DCPR was found to
improve the identification of psychological factors in a population of heart
transplant patients. Even though it is possible to identify depressive and anxiety
symptoms, in the majority of the cases, they are not severe enough to satisfy all
the necessary criteria to make a diagnosis. Using DCPR the authors outlined a
more specific profile which seems to be characteristic of heart-transplant
patients. While the DSM provides important operational tools for identifying
and treating mood and anxiety disorders in heart transplant subjects, it fails to
provide proper identification, prognostic implications and potential therapeutic
implications for this kind of patients in medical practice. There is a pressing
need of research in this neglected area. The DCPR provide a step in this direc-
tion [229].

Psychological Aspects of Management

Findings that emotional states such as anxiety and depression have a major
impact on medical outcomes in cardiac patients suggest that interventions tar-
geting these negative emotions could reduce morbidity and mortality while
improving quality of life. Research on the efficacy of interventions for psycho-
logical conditions in cardiac patients is quite limited, and much of the literature
has been anecdotal, relying heavily on clinical experience and intuition to guide
the selection of treatment strategies [25]. The issue of studying and integrating
psychosocial interventions into clinical practice would benefit from important
measures. The first step in managing cardiac patients should be routine screen-
ing to identify those who are severely distressed. Recent data, as strengthened
in this article, outline the need to evaluate not only clinical syndromes but also
subclinical ones, such as irritable mood, demoralization, illness denial, type A
behavior. DCPR could be added in routine screening to better identify specific
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needs of the patients in cardiac settings. More physicians need thus to be made
aware of the recent developments that establish key psychosocial variables as
risk factors for the development of CHD and as contributing factors to the
expression of disease activity [16]. Secondly, the effectiveness of pharmacolog-
ical and behavioral interventions for cardiac patients needs to be evaluated in
clinical settings. We know that the use of psychotropics in medically ill patients
requires attention. These compounds, in fact, may interact with the disease
causing several complications. In addition, since the cardiologic patient is often
treated with other drugs, the risk of clinically significant pharmacological inter-
actions is obviously improved [235]. Patients with subclinical distress are likely
to benefit from CR programs that combine psychosocial interventions with
exercise training [236, 237]. There is evidence [238] that CR programs that
include psychoeducational components may significantly improve the progno-
sis of patients recovering from MI. It is conceivable, even though yet to be
tested, that programs which are aimed at specific subgroups (e.g. type A behav-
ior, irritable mood, demoralization) may further enhance their effectiveness. In
this direction, a proper identification of the psychosocial needs of patients
undergoing CR appears to be of primary importance. Psychosocial interven-
tions offered by CR programs can vary widely [239], but interventions such as
relaxation training, stress management, psychological support and cognitive
restructuring are likely to be beneficial [240]. In particular, the so-called car-
diac stress management program is a method, based on principles of behavioral
modification, aimed at two objectives: stress management training and change
of habitual behavior. Stress management training involves teaching the person
how to relax, identify situations inducing stress responses in him or her com-
petitiveness, time pressure, achievement motivation, hostility, and other compo-
nents of the type A behavior pattern. Other techniques used to treat distress
could be incorporated easily into CR programs. For example, scheduling pleas-
ant activities is an important component of some evidence-based interventions
for depression [241, 242]. Research indicates that depressed individuals who
increase their level of pleasurable activities tend to experience reduced levels of
depression [243]. Therefore, in addition to encouraging increased physical
exercise, CR clinicians could encourage demoralized patients to become more
engaged in pleasurable activities such as reading, visiting friends or gardening.
Although comprehensive CR programs that include psychological interventions
have been proved effective in reducing subclinical distress [236, 237], these
programs are not designed to treat clinical levels of depression. In fact, patients
with clinical levels of depression are less likely to gain the full benefit of CR
because they tend to drop out of treatment or fail to follow recommendations to
reduce cardiac risk factors [243, 244]. This lends support to the importance of
treating depression in the setting of MI [44]. Because the problem of lifestyle
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factors (e.g. smoking, alcohol use) and psychosocial stress frequently cluster
together, treatment of patients who are noncompliant with lifestyle changes
may benefit from consideration of concomitant psychosocial stresses.
Noncompliance may in fact be a sign of anxiety or depression. Patients who
report clinically significant levels of anxiety and depression at initial screening
should thus be referred to a mental health professional for treatment. Recent
studies have assessed the extent to which depression can be successfully treated
in cardiac populations. In the SADHART study [245], sertraline was signifi-
cantly superior to placebo only in the subsets of patients who had a previous
depression and those with more severe depression; the incidence of severe car-
diovascular adverse events was numerically, but not significantly, greater in the
placebo group compared to the sertraline group. Moreover, even though the
only randomized behavioral intervention trial (ENRICHD Study) [246]
attempting to reduce morbidity and mortality in depressed patients with exist-
ing coronary disease showed that changes in depression did not translate into
improved survival, there remains the need to further investigate if treating
depression can reduce the risk of morbidity and mortality in these patients. As
outlined by Rozansky et al. [16], the efficacy of psychosocial interventions may
be improved by development of “patient-specific’ treatment plans, based on the
‘profiling’ of the major psychosocial risk factors in individual patients. In the
field of recurrent depression, for example, relapse prevention has been
achieved when treatment has been addressed to the individual residual symp-
toms of patients instead of applying the same approach to all patients [247].
Further studies will confirm if the psychological management of subsyndromal
syndromes as well could improve quality of life, through adverse health behav-
iors, lack of adherence, physical symptom perception, functional impairment
and medical utilization. Moreover, there remains the need to further investigate
if the management of DCPR syndromes had prognostic implications preventing
cardiac morbidity and mortality in these patients.

Conclusions

Using DSM criteria in medical settings, a basic question arises, that is
whether patients who do not fulfill these criteria do not indeed present psy-
chological problems which may affect the medical symptoms and are worthy
of clinical attention [229]. As outlined in the article, DCPR were alternative
diagnostic and conceptual frameworks proposed by an international group of
investigators [5]. The findings of the present article indicate that DCPR which
may be viewed as encompassing subclinical symptomatology such as irritable
mood, demoralization and type A behavior, do fit with a cardiac population
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and their use might expand the range of a psychological assessment in the
setting of cardiovascular disease. There remains the need to further investi-
gate if treating both clinical and subsyndromal psychological conditions can
improve quality of life and reduce the risk of morbidity and mortality in these
patients. It is clear that further research on the interactions between mental
and cardiac health is needed at the clinical, pathophysiological, biochemical
and molecular levels if we are to understand the interactions of these two
illnesses [248].
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Abstract

A link between the mind and the skin has long been hypothesized. Indeed, some studies
suggested that psychosocial factors may play a role in the pathogenesis and course of several
skin diseases. Conversely, other studies suggested that psychiatric disorders and psycho-
social difficulties may result as a complication of a primary skin disease. Epidemiological
studies indeed found a high prevalence of psychiatric disorders among dermatological
patients. This is a source of concern, because psychiatric morbidity is associated with emo-
tional suffering, disability, lower quality of life, poorer adherence to dermatological treat-
ment, and increased risk of self-harm. Conditions such as demoralization, health anxiety,
irritable mood, type A behavior, and alexithymia were also found to be frequent in dermato-
logical patients, and to be independently associated with greater psychological distress,
lower quality of life, and poorer psychosocial functioning. Several studies also raised con-
cerns about underrecognition and undertreatment of psychiatric disorders. This large body of
findings suggests that psychosocial issues deserve more attention in everyday dermatologi-
cal practice, and highlights the need for a biopsychosocial approach to the management of
patients with skin disease. To this purpose, the development of efficient consultation-liaison
services enabling an effective collaboration between dermatologists and mental health pro-
fessionals is mandatory.

Copyright © 2007 S. Karger AG, Basel

Skin diseases are quite frequent. For instance, the prevalence of psoriasis
alone in the general population has been estimated between 0.6 and 4.8% [1],
and population-based studies in Europe yielded estimates of 2—3% [2].

These diseases can present with many different symptoms, including pain,
itching, burning, stinging, blistering, thickening, alterations in skin pigmenta-
tion or skin color, and hair or eyebrow loss. The lesions may be visible and may
cause cosmetic damage or disfigurement.



Dermatological diseases may carry a substantial burden on those affected,
and their influence on patients’ lives may be quite destructive. Several patients
report experiences of stigmatization [3], and many of them complain of
restricted daily activities and impaired quality of life [4].

Psychological Antecedents

The Link between the Mind and the Skin

The skin has substantial psychological implications and is tightly linked to
the brain and the mind. It plays a key role as a sensory organ in socialization
processes, is responsive to various emotional stimuli, and affects an individual’s
body image and self-esteem. Also, the skin and the central nervous system are
embryologically related, because both the epidermis and the neural plate derive
from the embryonic ectoderm. Moreover, the skin and the central nervous sys-
tem share many hormones, neurotransmitters, and receptors [5].

Therefore, it is not surprising that the possibility of a causal influence of
psychological factors, particularly emotional stress, on the course of various
skin diseases has long been postulated.

The Role of Stressful Events in Skin Diseases

While many anecdotal observations and uncontrolled case-series support
the common opinion that stressful life events can precipitate the onset or recur-
rence of many skin diseases, the picture emerging from controlled studies is
less straightforward.

The role of stressful life events in triggering or exacerbating lichen planus,
pemphigus and seborrheic dermatitis is either controversial or insufficiently
explored. Their role in psoriasis, alopecia areata, atopic dermatitis, acne,
urticaria, and vitiligo is supported by some studies, although only a few of them
met acceptable methodological standards for stress measurement, and no study
controlled for the influence of possible confounding factors such as discontinu-
ation of ongoing medical treatment, alcohol, smoking, exposure to sunlight, or
seasonal effects [6].

The Role of Social Support and Individual Difference Factors

In a recent series of studies [7—10], we found no or only weak evidence of
an association between stressful events and the onset of alopecia areata or the
exacerbation of psoriasis and vitiligo. Rather, these studies suggested that a key
role in modulating susceptibility to skin disease may be played by poor social
support and by individual difference factors related to emotion regulation, such
as alexithymia and insecure attachment.
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The presence of high alexithymic characteristics, as measured by the 20-
item Toronto Alexithymia Scale, increased the risk of experiencing an exacer-
bation of plaque psoriasis and vitiligo, and tended to increase the risk of
developing alopecia areata.

Insecure attachment, particularly attachment-related avoidance, was also
found to increase vulnerability to skin disease. High attachment-related avoid-
ance tended to increase the risk of developing alopecia areata; also, higher
attachment-related avoidance was associated with a recent exacerbation of
plaque psoriasis and tended to be associated with a recent exacerbation of
vitiligo. Further, high attachment-related anxiety was found to increase the risk
of experiencing an exacerbation of vitiligo.

Moreover, lower perceived social support was found to be associated with
a recent exacerbation of plaque psoriasis and vitiligo, and tended to be associ-
ated with the onset of alopecia areata.

In contrast, no association was found between the onset or exacerbation of
alopecia areata, plaque psoriasis, and vitiligo and either the total number of
recent (last 12 months) stressful life events or the number of undesirable,
uncontrollable, and major events. The only exception was the finding of an
association between the exposure to three or more uncontrollable events and the
exacerbation of vitiligo.

These findings are consistent with the large body of literature document-
ing that good social relationships are associated with health, and that social
support is a protective factor for health [11, 12]. Interestingly, a recent popula-
tion-based study corroborated an association between poor social support and
increased skin morbidity [13]. The importance of social support as a buffering
factor in dermatological patients has been highlighted also by the recent finding
that psychological distress is associated more strongly with poor social support
than with clinical status and physical symptoms of itching in patients with pso-
riasis and atopic dermatitis [14].

Our findings also suggest that individual difference factors may play a car-
dinal role, possibly greater than that of stressful events themselves, in increas-
ing the vulnerability to skin disease. Indeed, stress theories emphasize that
stress is inherent neither to the environment nor the person alone, but results
from their interplay [15]. Stressful events and situations do not impact on an
inert object. Models postulating that causality flows from stress as a stimulus to
the stress reaction as an outcome are overly simplistic. An individual’s emo-
tions, thoughts, and behaviors contribute to the onset and maintenance of stress.

Individual difference factors influence the stress process in many aspects
as they can affect the descriptive situation representations, the appraisal of
stress situations, and the coping processes. They are also crucial in the selection
and shaping of stress situations [16]. Indeed, a role of individual differences is
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also suggested by some studies reporting that some dermatological patients
seem to be ‘stress reactors’, while others are not [17-19].

Alexithymia is characterized by reduced ability to identify and verbally
express emotions, limited symbolic thinking, and poor fantasy life. Individuals
high in alexithymia have impaired emotion regulation, and they may inaccurately
perceive subjective stress states in the presence of stressful events or situations
and thus may be less able to cope with the stressors. Some psychophysiological
studies indeed suggested that alexithymia may bias the perception of stress
and lead to a decoupling between subjective and physiological responses to
stress [20].

Interestingly, a recent Turkish study on patients with alopecia areata cor-
roborated a possible role of alexithymia, while no association with stressful life
events was found [21]. Another recent study suggested a link between lower
ability to integrate and differentiate emotions and reactivity to stress among
patients with psoriasis [22].

Attachment insecurity may affect stress regulation in that it may increase
perceived stress, may affect the intensity or duration of the physiological stress
response, and may determine the success of social support in buffering stress as
it is associated with lower propensity to seek partner support and ineffective
support seeking. Evidence linking attachment insecurity not only with mental
but also with physical health has started to accumulate [23]. Recently, high
attachment-related avoidance was found to be associated with poorer natural
killer cell cytotoxicity, independently of perceived stress and social support [24].

Our finding of an association between insecure attachment and suscepti-
bility to skin disease are consistent with those of a previous pilot study, per-
formed on an heterogeneous sample of patients with various skin diseases [25].
Although insecure attachment may also result in elevated use of external regu-
lators of affect such as smoking or drinking, in our studies the association
between insecure attachment and skin disease onset or exacerbation was inde-
pendent from alcohol or tobacco use.

Research is also starting to reveal interesting relationships between attach-
ment style and subjective quality of life in dermatological patients [26].

Possible Physiological Mediators

Several physiological mechanisms may mediate the interplay between
stress, individual difference factors, and skin disease. Research is gradually
uncovering a complex neuroendocrine-immune network that may reasonably
account for a mind-body connection in the skin [27].

In vulnerable individuals, stress-induced release of neuroimmune sub-
stances may adversely affect cutaneous homeostasis through activation of
inflammatory processes in deeper skin layers [28]. A recent study revealed an
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interesting correlation between low salivary cortisol ratios, a marker of chronic
stress, and an increased number of substance P- and neurokinin-1 receptor-
positive inflammatory cells in the skin of patients with psoriasis [29]. Also,
psychological stress has been shown to alter epidermal permeability barrier,
which may facilitate the development or the persistence of inflammatory skin
diseases [30]. Furthermore, stress has been shown to compromise the skin
wound-healing response [31].

Psychiatric and Psychological Aspects

Prevalence of Psychiatric Disorders among Dermatological Patients

Psychiatric disorders are frequent among patients with skin diseases [32].
In a large epidemiological study on 2,579 dermatological outpatients, we found
a prevalence of psychiatric morbidity, as measured by the 12-item General
Health Questionnaire (GHQ-12), of 25% [33]. In another large study on 545
dermatological inpatients, the prevalence of psychiatric morbidity, as deter-
mined with the Structured Clinical Interview for DSM-IV Disorders Axis I, was
as high as 38%. The more frequent disorders were mood (20%) and anxiety
(16%) disorders, the most common diagnoses being major depressive disorder
(7%), generalized anxiety disorder (6%), dysthymic disorder (5%), and panic
disorder (4%). Adjustment disorders and somatoform disorders were also fre-
quent, with a prevalence of 7% for both diagnostic categories [34]. Visibility of
lesions seems to increase the risk of psychiatric morbidity [35-37], especially
among female patients [37].

Our finding of a high prevalence of psychiatric morbidity among dermato-
logical patients is consistent with previous studies on diagnostically heteroge-
neous patient samples carried out in a variety of nations [35, 38—43]. Several
other studies on patients with specific diseases such as psoriasis, acne, atopic
dermatitis, alopecia areata, urticaria, vitiligo, and pruritus, highlighted the fre-
quent presence of psychiatric morbidity [22, 44-52].

The Issue of Suicidal Ideation

A particularly alarming finding concerns the high prevalence of suicidal
ideation among patients with skin diseases. Recently, we administered the Patient
Health Questionnaire (PHQ), a self-report instrument yielding DSM-IV diag-
noses, to 466 dermatological patients (309 outpatients and 177 inpatients). The
PHQ explicitly and specifically enquires about suicidal ideation: ‘over the last
two weeks, how often have you been bothered by thoughts that you would be bet-
ter off dead or of hurting yourself in some way?’. A percentage as high as 8.6% of
patients reported the presence of suicidal ideation. In 3% of patients, suicidal
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thoughts were experienced more than half of days or nearly all days. Even con-
sidering only outpatients, the prevalence of suicidal ideation was still 4.8%.

The validity of the assessment of suicidal ideation is supported by the fact
that it was absent in 58 patients with minor skin problems (nevi, mycosis, cher-
atosis, warts). In contrast, it was frequent among patients with acne (7.1%),
skin tumors (8.3%), various dermatitides (8.8%), psoriasis (10%), and urticaria
(18.8%) [53].

This finding is in line with previous reports of frequent suicidal ideation
and even cases of completed suicide among dermatological patients. In a study
of 480 patients with psoriasis, mild-to-moderate facial acne, atopic dermatitis,
or alopecia areata who completed the Carroll Rating Scale for Depression, sui-
cidal ideation and death wishes were present among 4 and 7.3% of patients,
respectively [48]. In another study, suicidal ideation as measured by the relevant
item of the Beck Depression Inventory was quite common among patients with
psoriasis (21%) and atopic dermatitis (19%) [54]. A Pakistani study found a
prevalence of suicidal ideation of 8% among acne patients [55].

Furthermore, some patients with acne scars have been reported to have
become suicidal even after successful dermabrasion [56]. Also, several cases of
dermatological patients who completed suicide have been reported [57]. In a
survey of 341 consultant dermatologists in the UK, participants reported that
they knew of 178 and 28 patients who had either attempted or completed sui-
cide, respectively [58].

Correlates of Psychiatric Morbidity

The presence of psychiatric morbidity in dermatological patients has sev-
eral important correlates. First, it is associated with impaired health-related
quality of life [59] and, interestingly, this association is not limited to the social
or psychological domains of quality of life. In a study on 2,136 dermatological
outpatients, for all symptomatic skin conditions the presence of psychiatric
morbidity as determined by the GHQ-12 was associated with greater burden of
skin symptoms on quality of life [60].

This finding is consistent with those of other studies which suggested a link
between emotional state and severity of itch and other cutaneous sensory symp-
toms [61-63]. Indeed, being stressed was found to be associated with severity of
various cutaneous sensory symptoms even in nonclinical subjects [64].

Second, psychiatric morbidity is associated with poorer adherence to der-
matological treatment. In a longitudinal study of 396 first-visit outpatients, a
strong association was found between psychiatric morbidity and poor adher-
ence to the dermatologist’s prescriptions. The risk of poor adherence was
increased about three times in patients with psychiatric comorbidity as com-
pared with patients free from psychiatric comorbidity [65].
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Prevalence of Diagnostic Criteria for Psychosomatic Research

Conditions among Dermatological Patients

In the aforementioned study on dermatological inpatients [34], we found
that the classical psychiatric diagnostic criteria alone may not provide a full
description of psychological distress conditions in patients with skin diseases,
and may be profitably supplemented by the Diagnostic Criteria for Psychosomatic
Research (DCPR) which are particularly suitable for identifying psychological
distress in medically ill patients.

While 38% of participants received a DSM-IV diagnosis, a percentage as
high as 48% of them received a DCPR diagnosis. Overall, 13% received only a
DSM-IV diagnosis, 25% received both a DSM-IV and a DCPR diagnosis,
while 22.8% received only a DCPR diagnosis.

Patients diagnosed with a DCPR condition had most frequently an over-
lapped DSM-1V diagnosis of depressive (28.3%) and anxiety (26%) disorders,
whereas patients with a DSM-IV disorder had substantial overlap with demor-
alization (30.1%), functional somatic symptoms secondary to a psychiatric dis-
order (23.8%), irritable mood (18.0%), and type A behavior (15.0%).

It is worth noting that almost half (47.7%) of patients with a DCPR condi-
tion did not have an overlapped DSM-IV diagnosis [66] and as such would have
not been detected as patients with mental health needs, had the DCPR not been
used.

The most frequent DCPR diagnoses were demoralization, functional
somatic symptoms secondary to a psychiatric disorder (both 14.1%), irritable
mood (13.7%), type A behavior (12%), health anxiety (10.6%), and alexithymia
(5.9%). Table 1 reports the prevalence estimates for all DCPR conditions.

The high prevalence of demoralization is not surprising, given the pro-
found link between the skin, body image, and self-esteem. The frequent occur-
rence of irritable mood is consistent with many investigations highlighting the
frequent presence of irritability and anger in a variety of skin diseases, such as
acne [67, 68], psoriasis [69], and atopic dermatitis [70]. While type A behavior
has been extensively researched in patients with cardiovascular disease, our
findings suggest that it can also be commonly observed among other patient
populations.

Abnormal illness behavior is an important focus of attention of DCPR.
Health anxiety was quite prevalent in our sample, and this finding is consistent
with previous studies indicating that it relates to high concern of acute illness
signs and is frequent among subjects who are referred to medical services for
their health status [71]. However, the number of patients with other DCPR con-
ditions characterized by abnormal illness behavior, such as disease phobia, per-
sistent somatization, thanatophobia, conversion symptoms, and illness denial,
was not negligible, being around 2% for each of these conditions.
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Table 1. Prevalence of DCPR conditions among dermatological inpatients (n = 539)

DCPR diagnosis Patients Prevalence (95% CI)
Demoralization 76 14.1 (11.3-17.3)
Functional somatic symptoms secondary 76 14.1 (11.3-17.3)
to a psychiatric disorder
Irritable mood 74 13.7 (10.9-16.9)
Type A behaviour 65 12.0 (9.4-15.1)
Health anxiety 57 10.6 (8.1-13.5)
Alexithymia 32 5.9 (4.1-8.3)
Disease phobia 12 2.2(1.2-3.9)
Thanatophobia 12 2.2(1.2-3.9)
Conversion symptoms 12 2.2(1.2-3.9)
Persistent somatization 11 2.0 (1.0-3.6)
Illness denial 10 1.8 (0.9-3.4)
Anniversary reaction 7 1.3 (0.5-2.6)
Any DCPR diagnosis 258 47.9 (43.6-52.2)
Only one DCPR diagnosis 140 26.0 (22.3-29.9)
Two or more DCPR diagnoses 118 21.9 (18.5-25.6)
Only DCPR without DSM diagnoses 123 22.8 (19.3-26.6)
Both DCPR and DSM-IV diagnoses 135 25.0 (21.4-28.9)

The common presence of mood, irritable, and anxious conditions among
patients with skin disease may also favor the appearance of secondary, func-
tional somatic symptoms through a vicious circle of selective perception and
disease interpretation of somatic sensations [72].

The presence of either a DSM-IV psychiatric diagnosis or a DCPR condi-
tion was associated not only with increased levels of psychological distress as
measured by the GHQ-12, but also with higher impairment of quality of life in
the functioning and emotions domains as measured by the Skindex-29 ques-
tionnaire. It is of particular importance that the presence of a DCPR condition,
but not of a DSM-IV diagnosis, was associated also with higher impairment in
quality of life related to symptoms of skin disease [34].

Alexithymic features, particularly difficulty identifying feelings, were also
found to be associated with reduced global psychosocial functioning, indepen-
dently of psychiatric comorbidity or burden of skin symptoms [73].

Besides DCPR conditions, other individual difference factors such as
attachment security, which has already been commented upon, and disposi-
tional social sensitivity, which was found to be associated with poorer social
functioning and quality of life among patients with acne [74], are also worth of
clinical attention.

Picardi/Pasquini 116



Psychosocial Implications for the Management of Skin Diseases

The Complex Relationship between Dermatological

and Psychosocial Morbidity

The relationship between psychiatric and dermatological morbidity is
complex. Most studies in the field have a simple cross-sectional design which is
not suitable for investigating causal relationships. However, some case-control
studies on patients with various skin diseases [7-10, 21, 25, 75-79], a small
prospective study on patients with psoriasis [80], a prospective study on
patients with atopic dermatitis [81], and a recent prospective study on students
with acne undergoing examination stress [82] did suggest a causal role for psy-
chosocial factors in several skin diseases.

On the other hand, a longitudinal study found an increased risk of develop-
ing psychiatric morbidity in patients with skin disease who do not improve with
dermatological treatment [83]. This finding corroborates several elegant studies
on patients with skin diseases which highlighted the relevance of experiences of
stigmatization [84—87] and illness-related stress [88, 89], and their correlation
with emotional distress and psychosocial disability. Hence, the available evi-
dence suggests that the link between psychiatric and dermatological morbidity
is, likely, bidirectional.

The Recognition of Psychiatric Disorders in

Dermatological Patients

Independently from the direction of the association between psychosocial
and dermatological morbidity, the high prevalence of psychiatric disorders and
psychological conditions of psychosomatic relevance among patients with skin
disease should be taken into serious consideration, as it is associated with emo-
tional suffering, impaired quality of life, poorer adherence to dermatological
treatment, worse outcome, and even risk of self-harm.

Several excellent papers have been published to guide the assessment of
psychopathology in the dermatological patient [5, 90, 91]. This issue is of more
than academic importance, because for most dermatological patients with
comorbid psychiatric or psychological conditions it will take long before they
see a mental health professional. Hence, dermatologists have a key role in early
detection and treatment.

On the positive side, dermatologists are probably even better than psychia-
trists in recognizing the presence of psychopathology in certain patients, namely
those suffering from a psychiatric disorder that presents as a dermatological
complain. The rare Ekbom’s syndrome or delusion of parasitosis is a classic
example. The patient has a delusional disorder characterized by the firm belief
of being infested with parasites despite clear evidence to the contrary, while
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psychosocial functioning in most areas of life is preserved. Such patients often
resist psychiatric referral, and the dermatologist has a major role in treatment.

Self-inflicted skin lesions are a more common problem and can be found
in a broad spectrum of psychiatric disorders. While the patient is often under
psychiatric treatment, sometimes the dermatologist is the first to see the patient
and has an important role in differential diagnosis and referral to mental health
specialists. Self-inflicted lesions are produced through repetitive scratching,
typically do not conform to those of known dermatoses, and are grouped at eas-
ily accessible and usually exposed sites of the body, such as the extensor sur-
faces of the extremities, face and upper back. The lesions are usually of similar
size and shape, they often exhibit delayed healing due to recurrent picking, and
they are characterized as clean, linear erosions, scabs and scars that are fre-
quently hypopigmented or hyperpigmented.

Usually the patient acknowledges the self-inflicted nature of the lesions; in
this case, the old-fashioned diagnostic label ‘neurotic excoriations’ is often
used. If the patient negates the self-inflicted nature of the lesions and denies
emotional distress, the condition is labeled as ‘dermatitis artefacta’ [92]. This
disorder is difficult to treat and should be differentiated from clear malingering.

Trichotillomania is a particular case of self-inflicted skin mutilation that
involves hair pulling. The scalp is the more frequently involved site. The clini-
cal presentation of the lesions is usually characteristic: hairs at the occiput and
base of the head are spared, resulting in a tonsural pattern of baldness. Patches
have irregular borders and contain hairs of varying length, the shortest being
those most recently removed. However, in some cases histology may be needed
for a correct diagnosis [93].

On a less positive side, dermatologists seem to be less able to recognize
mental health issues among patients with a ‘normal’ skin disease. The available
evidence suggests that psychiatric and psychological morbidity goes often
unrecognized among such patients.

In a recent study on 46 dermatologists (82% of all dermatologists working
in a dermatological hospital), we tested the correspondence between dermatol-
ogists’ opinions and the actual data collected in a large epidemiological study
carried out in the same institution a few months before. In patients affected by
some classical skin diseases, such as psoriasis, vitiligo, alopecia, lichen planus,
pruritus, acne, and urticaria, we observed a good concordance between derma-
tologists’ opinions and epidemiological data. However, there was a substantial
underestimation of concurrent psychiatric morbidity in patients with other skin
diseases, such as contact dermatitis, herpes zoster infections, bacterial infec-
tions, insect bites, herpes simplex infections, warts, and nail diseases [94].

Possibly, dermatologists referred mainly to the clinical severity of the vari-
ous skin conditions in order to form their opinions about the frequency of
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depressive or anxiety disorders in each condition. This would explain why they
underestimated the prevalence of anxiety and depression in several relatively
mild conditions. However, there is no straightforward relationship between the
clinical severity of the skin condition and psychological adjustment. Many psy-
chosocial factors may account for the large individual variation in adjustment
[95], and it has been found that the impact of skin disease on quality of life is
more strongly associated with psychiatric morbidity than the clinical severity of
the disorder [33].

Even less encouraging were the findings of another recent study on 277
dermatological outpatients, which directly assessed the dermatologists’ ability
to recognize depressive and anxiety disorders in their patients. The dermatolo-
gists identified the presence of mental health problems in only 13 of 39 (33%)
patients with a psychiatric disorder as measured by the PHQ. In most cases of
disagreement between the dermatologists and the PHQ, the GHQ-12 corrobo-
rated the PHQ classification [96].

Although limitations inherent in self-report psychiatric assessment should
be considered, this study suggests that mental disorders often go unrecognized
in dermatological patients, and its results are consistent with those of other
studies which found that psychiatric disorders go frequently undetected in
everyday dermatological clinical practice [38, 97].

Steps towards Improving the Recognition of Psychiatric Morbidity

Surely, busy clinical routines and limited time do not help dermatologists
to address the mental health needs of their patients. To this purpose, several
steps may be undertaken.

Educational programs for dermatologists might be implemented to
increase their skills in diagnosing and managing mental disorders. The effec-
tiveness of such programs has been documented in general practitioners [98].
Clearly, such programs should not aim at turning dermatologists into psychia-
trists, but rather at helping them to recognize emotional distress and feeling
more comfortable in dealing with psychiatric and psychological issues [99].

Also, self-administered questionnaires to screen for general psychiatric
morbidity, such as the GHQ-12, or to screen specifically for depressive disor-
ders, such as the PHQ or the Primary Care Screener for Affective Disorders,
have been validated in dermatological patients [100-102] and may help clini-
cians to identify patients with concurrent psychiatric morbidity.

However, neither educational nor screening programs by themselves are
likely to bring substantial improvement in patient outcomes. In primary care,
simple guideline implementation strategies and educational strategies were
found to have limited effectiveness in changing clinical practice and improving
the outcome of psychiatric disorders [103].
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Also, an emphasis on increased recognition alone is probably insufficient to
change patient outcomes, particularly in settings lacking systems to assure accu-
rate diagnosis, effective treatment, and careful follow-up [104, 105]. While der-
matologists have a key role in identifying patients with comorbid psychiatric or
psychological conditions, they also need support from mental health profession-
als in order to manage these patients most effectively. Unfortunately, such support
is not always available, and several dermatologists complain about the scarce
availability of local clinical psychology or psychiatric liaison services [58].

Therefore, educational and screening programs aimed at increasing recog-
nition of psychiatric disorders should be supplemented by the development of
efficient consultation-liaison services [106] and the implementation of quality
improvement programs [107], in order to provide effective treatment and care-
ful follow-up of dermatological patients with mental health needs. Given that
mental health services and the professionals working in them are often hard-
pressed, promoting liaison work may be difficult initially, but things tend to get
better once contacts are opened and maintained [108].

The Need for a Biopsychosocial Approach to Skin Diseases

Research findings consistently attest to the importance of addressing psy-
chological and social factors in the management of skin diseases, because such
factors may affect the course and the prognosis of skin conditions.

For instance, psychological distress was found to be associated with increased
time to clearance of psoriasis in patients receiving photochemotherapy [109].
Conversely, cognitive-behavioral stress management techniques delivered in group
format were found to have a beneficial impact on psoriasis clinical severity [110];
also, a meditation-based stress reduction approach reduced time to clearance of
psoriasis in patients treated with phototherapy or photochemotherapy [111].

The limitations inherent in a strictly medical approach to skin diseases
with complex effects on patients’ daily experience, such as psoriasis, were
recently underscored by the finding that while clearance of lesions produces a
significant reduction in psoriasis-related disability, it does not impact upon
emotional distress or coping [112].

The potential benefits of the integration of mental health interventions into
standard care protocols are further suggested by the finding of clinical improve-
ment in most patients referred to a liaison psychiatrist within a dermatology
clinic [113].

All these results corroborate the view that many skin conditions should be
considered in the context of biopsychosocial factors [114]. Building up a fruit-
ful, mutual collaboration between dermatologists and mental health profession-
als in the framework of a shared biopsychosocial approach is an important step
towards improving patient outcomes.
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Conclusions

A large body of literature has been devoted to the fascinating link between
the mind and the skin. On the one hand, psychosocial factors are likely to play a
role in the pathogenesis and course of several skin diseases; on the other hand,
psychological distress and psychiatric disorders may result as a complication or
a consequence of a primary skin disease, in reaction to disfigurement, per-
ceived social stigma, or undesirable lifestyle changes.

As a matter of fact, a high prevalence of psychiatric disorders among
patients with skin diseases was found in many studies. This is a source of con-
cern, because psychiatric morbidity causes substantial suffering and is associ-
ated with greater impairment in quality of life, poorer medication adherence,
increased risk of self-harm and, possibly, worse treatment response and out-
come. Although the dermatologists’ awareness of the problem is rising, psychi-
atric disorders still seem to go often unrecognized and are believed to be less
frequent than they actually are in many skin conditions.

Several DCPR conditions, such as demoralization, functional somatic
symptoms secondary to a psychiatric disorder, irritable mood, type A behavior,
health anxiety, and alexithymia, were also found to be very frequent among der-
matological patients. The presence of a DCPR condition has substantial clinical
relevance as it was found to be independently associated with emotional dis-
tress, impaired psychosocial functioning, and greater burden of symptoms of
skin disease on quality of life.

These research findings suggest that psychosocial issues are an integral
part of skin disease which deserves more attention in everyday clinical practice,
and highlight the need for a biopsychosocial approach to patients with skin dis-
ease. Conceivably, the identification and treatment of comorbid psychiatric dis-
orders and psychological conditions of psychosomatic relevance may favorably
affect the course of skin disease. To this purpose, psychiatric diagnostic criteria
may be profitably complemented by the DCPR.

Such a comprehensive assessment of psychological distress in patients with
skin diseases, coupled with the development of efficient consultation-liaison ser-
vices enabling an effective collaboration between dermatologists and mental
health professionals in the framework of a shared biopsychosocial approach,
should greatly help reaching the ultimate aim of improving patient outcomes.
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Abstract

Consultation-liaison (C-L) psychiatry has an important role in the identification and
management of psychological problems in patients with medical disorders in general hospi-
tals. The diagnostic tools C-L psychiatrists are usually provided with may reveal to be limited
because of particular psychosomatic syndromes and subthreshold psychopathology that are
undetected by psychiatric diagnostic criteria. The Diagnostic Criteria for Psychosomatic
Research (DCPR) were developed with the aim of providing clinicians with operational crite-
ria for psychosomatic syndromes to overcome the limitations shown by the most often diag-
nosed disorders in medical settings as adjustment, somatoform, mood, and anxiety disorders.
In a group of 66 consecutive C-L psychiatry inpatients, a consistent prevalence of 71% DCPR
syndromes was found, particularly secondary functional somatic symptoms, persistent soma-
tization, health anxiety, and demoralization. Their overlap rates with DSM-IV diagnoses
showed that the DCPR syndromes were able to identify psychological dimensions (as somatic
symptom clustering, anxiety triggered by the current health status, and a feeling state of hope-
lessness) that do not meet or are not detected by DSM-IV. Furthermore, the DCPR syndromes
identified patients with clinically significant functional impairment. These results replicate
previous findings in C-L psychiatry using the DCPR categories and pave the way for further
research to clarify their mediating role in the course and the outcome variance of medical and
psychological problems of hospital inpatients referred for psychiatric consultation.

Copyright © 2007 S. Karger AG, Basel

The consultation-liaison (C-L) psychiatrist is called upon to evaluate and
treat a wide variety of psychiatric disorders in patients with general medical



conditions. However, the role of the C-L psychiatrist in clinical practice is not
characterized merely by adding a piece of information (the ‘mind side’ of a clin-
ical problem) to other pieces on the ‘biology side’, as for example it happens with
a gastroenterologist asking for a consultation from a cardiologist. Psychological,
social, and cultural factors are involved in various degrees in the onset, course,
and outcome of pathophysiological processes [1]. Therefore the C-L psychia-
trist is often faced with complex interacting determinants of the overall health
status of the patient and might find the available diagnostic armamentarium as
poorly adequate for the clinical reality [2].

Psychiatric Diagnoses in Medical Setting

The psychiatric taxonomy over the years has been insufficiently attentive
to the way in which psychiatric diagnosis may be affected by the co-occurrence
of physical illness and, in turn, physical illness may be affected by psychologi-
cal factors. Somatic symptoms may overlay psychiatric symptoms to the extent
that psychiatric algorithms do not apply. For instance, insomnia, lack of energy,
anorexia and diminished sexual drive are symptoms common to both major
depression and several medical illnesses, and it is not an easy task for a clini-
cian to know the origin of symptoms. On the other hand, psychological mecha-
nisms such as an obsessive cognitive pattern may be hidden by functional
intestinal symptoms that in turn overlap with typical symptoms of an organic
disease like ulcerative colitis [3]. Patients with several specific medical ill-
nesses may have high rates of psychiatric comorbidity and present challenges
for psychiatrists. For example, severe psychopathology may affect patients with
infective disease such as acquired immune deficiency syndrome and chronic
hepatitis C, including delirium, depression, and symptoms caused by oppor-
tunistic infections and antiviral drugs [4, 5]. Furthermore, more complex psy-
chological characteristics have been recently recognized in specific medical
conditions, such as atypical presentation of delirium [6], psychiatric features of
several paraneoplastic syndromes [7, 8], complex presentation of depression in
cancer patients [9, 10], posttraumatic states following intensive care treatment
and human immunodeficiency virus infection [11]. Driven by frustration and
belief system, when confronted with diagnostic ambiguity, the psychiatrist may
be inclined to make unjustifiable psychiatric diagnoses such as malingering,
hypochondriasis, depression, anxiety, and so on.

A further limitation of psychosocial diagnoses in the medical setting
comes from the fact that many of the issues are not necessarily traditional psy-
chiatric diagnoses, as poor adherence to treatment, bereavement or adaptation
to severe illnesses. For instance, the adjustment disorders category is a diagnostic
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Table 1. Rates of psychiatric diagnoses (%) made in psychiatric consultation in inpa-
tients [adapted from 60]

Study Country Mood Adjustment Anxiety
disorders  disorders disorders
Karasu et al. [41] uUs 21.2 33 4.0
Lipowski and Wolston [42] US 50.2 n.s. 6.8
Craig [43] US 28.6 n.s. n.s.
Perez and Silverman [44] Canada 36.4 15.6 0
Loewenstein and Sharfstein [45] us 27.2 16.5 6.8
McKegney et al. [46] UsS 10.0 33.0 3.0
Hengeveld et al. [47] Netherlands  18.8 8.3 8.4
Malhotra and Malhotra [48] India 313 n.s. n.s.
Hales et al. [49] Us 14.4 18.7 1.3
Kuhn et al. [50] US 26.0 9.0 n.s.
Schofield et al. [51] Ireland 44.0 n.s. n.s.
Sobel et al. [52] Israel 15.9 3.9 6.6
Wallen et al. [53] us 51.3 n.s. n.s.
Clark and Smith [54] Australia 55.0 19.0 3.0
Ramchandani et al. [55] US 10.0 14.0 n.s.
Ormont et al. [56] US 13.9 9.9 2.0
DelJonge et al. [57] Europe 18.5 n.s. 18.5
Grant et al. [58] UsS 56.7 n.s. 16.0
Diefenbacher and Strani [59] us 29.8 n.s. n.s.
Bourgeois et al. [60] US 354 11.7 7.0

n.s. = Not specified.

group with questionable reliability, validity, and clinical utility [12], even
though it is one of the most commonly used diagnoses in the medical setting
[13]. A recent review showed that the rates of referred cases in which a psychi-
atric diagnosis was made ranged from 50 to 99% in seven medical specialty
clinics [14]. The somatoform disorders category is another diagnostic group of
questionable validity and utility. Though they should be expected to be highly
prevalent in medical patients because of the high rate of functional and med-
ically unexplained symptoms, somatoform disorders are very rarely diagnosed
in medical settings, including C-L psychiatry [15] and have been widely criti-
cized and suggested to be abolished in the DSM-V [16, 17]. Table 1 shows the
prevalence rates of some common psychiatric diagnoses in general hospital
medical departments, ranging from 10 to 50% for mood disorders, 3 to 19% for
adjustment disorders, and 0 to 18% for anxiety disorders, according to the vari-
ous medical settings, inclusion criteria, and classification systems.
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It should also be underscored what is hidden in the figures shown in table 1,
namely the high rate (up to 50%) of inpatients for whom a psychiatric consulta-
tion is requested but no DSM-based diagnosis was made. In fact, psychiatric
diagnoses in medical settings, including hospital wards, are biased by mind-
body dualism as it is evidenced in two core concepts that are dominant in the
DSM-1V [18]. First, the diagnosis of somatization is often placed when somatic
symptoms are likely to mimic ‘real’ symptoms of medical disease while not
showing any evidence of it. The critical concept in this view is the distance con-
sidered as clinically excessive between the physical problem (inexistent or not
being a plausible cause for actual symptoms) and the patient’s perception,
thoughts, and behavior. Second, the somatic symptoms should not be secondary
to other psychiatric disorders. This view pertains to the concept of hierarchical
organization, according to which, the somatoform symptoms are placed at the
same level as other axis I syndromes. A viable alternative could consider asso-
ciation instead of distance, and coexistence instead of hierarchy, namely, the
psychological correlates of somatic symptom reporting, regardless of the pres-
ence of other psychiatric syndromes or the questionable distinction of func-
tional illness versus physical disease.

Assessment of Psychosocial Factors with the Diagnostic Criteria for
Psychosomatic Research in Consultation-Liaison Psychiatry

Because of the shortcomings highlighted in the use of DSM-IV categories
in medical setting, a more comprehensive theoretical framework and sensitive
diagnostic tools are needed for the assessment of psychosocial issues in med-
ical inpatients and C-L psychiatry. The most popular framework used to encom-
pass all the multiple factors interacting to shape the course of medical disorders
is the biopsychosocial model [19] which recognizes that psychosocial condi-
tions may alter physiological functioning, exacerbate symptoms of medical
disorders, contribute to persistence of physical symptoms, and modify the
individual experience of medical illness. In turn, medical disorders may have
psychosocial consequences on one’s general well-being, daily functioning, and
health-related quality of life. Among the guidelines for C-L psychiatrists of the
Academy of Psychosomatic Medicine [20], the assessment of patients’ behavior
and personality styles is highly recommended. The C-L consultant is indeed
suggested to assess how well the patient is coping and whether he or she is able
to endure the course of the illness. Furthermore, the consultant is suggested to
integrate information from several domains (e.g. developmental, social, and
occupational history) to form a dynamic life narrative leading up to the current
illness. However, the problem with such an overarching model is that it is very
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general and therefore lacks operational concepts applicable to the practical
tasks of medicine [21].

The DSM-IV rubric of Psychological Factors Affecting Medical Conditions
is not a viable specification of the biopsychosocial model because it lacks diag-
nostic validity, clinical utility and theoretical adequacy. The Diagnostic Criteria
for Psychosomatic Research (DCPR) [22] provide instead a very useful frame-
work for investigating psychological distress, psychosocial determinants, and
subclinical psychopathology of patients with medical conditions. The DCPR
syndromes have been used in C-L psychiatry in a study investigating their
prevalence in 100 inpatients from a general hospital [23]. Only 13% of patients
did not receive a DCPR diagnosis, while 25% of them failed to meet any crite-
ria for psychiatric diagnosis made with the ICD-10 classification system. In
particular, demoralization, alexithymia, and illness denial were the most preva-
lent DCPR diagnoses with rates of 39, 30, and 29%, respectively.

The present chapter reports preliminary data on the use of DCPR categories
in medical inpatients who were referred for psychiatric consultation from two
Italian general hospitals. The aim of this exploratory study was twofold. First, we
aimed to replicate the findings of Galeazzi et al. [23] by using the DSM-IV clas-
sification system. Second, we aimed to evaluate whether the presence of psycho-
logical correlates of medical illness or subthreshold psychopathology in medical
inpatients may result in impaired psychosocial functioning.

The sample consisted of 66 inpatients (26 men and 40 women, mean age
44.4 = 13.3, mean education years 9.4 = 3.2) who were consecutively recruited
from among those referred for psychiatric consultation to the C-L psychiatry
service of two Italian university general hospitals (Perugia and Foggia). Patients
were excluded if they were aged <18 and >64 years, had cognitive impair-
ment, refused to cooperate, and had psychotic, delusional, and significant phys-
ical pain symptoms. All patients agreed to participate and gave their informed
consent. Sociodemographic data, medical information, and psychopathology
(self-reported psychiatric diagnosis received recently or in the past 10 years,
psychiatric or psychological treatments received in the past 10 years) were col-
lected. Each patient received a psychiatric diagnosis through the Italian version
of the Structured Clinical Interview for DSM-IV [24, 25] and a psychosomatic
diagnosis through the Italian translation of the Interview for the DCPR [26].
Because of lower reliability information, the DCPR category of alexithymia
was excluded from the analysis. Psychosocial functioning was assessed with
the Italian version of the Medical Outcomes Study 36-Item Short Form (SF-36)
[27, 28]. The SF-36 consists of eight scales that correspond to the main
domains of functional status and well-being, including health limitations of
physical activities (Physical functioning), physical health limitations on work
and other daily responsibilities (Role functioning — physical), intensity of
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bodily pain or discomfort (Bodily pain), subjective perception of health status
(General health), physical energy and fatigue (Vitality), impact of health or
emotional problems on social activities (Social functioning), mental health lim-
itations on work and other daily responsibilities (Role functioning — emotional),
and subjective psychological well-being (Mental health). Two composite scores
are also obtained for evaluating the Physical Component Scale and the Mental
Component Scale of the quality of life. The characteristics of the sample are
shown in table 2.

Most patients were diagnosed with at least one DSM-IV category (86%).
However, consistently with other studies [29], only one third of them (36%)
reported current or lifetime psychiatric problems, suggesting that psy-
chopathology might have been underestimated by the treating physician, psy-
chological symptoms might have overlapped with somatic illness, patients
might underreport their psychological problems to their physicians, or they suf-
fered from subclinical symptoms. Forty out of 57 (70.2%) patients diagnosed
with DSM-IV disorders reported lifetime and current psychopathology. The
most prevalent DSM-IV diagnostic groups were adjustment (26%), anxiety
(23%), and mood disorders (18%). Only 10 patients (15%) were diagnosed with
one of the somatoform disorders. The figures are quite consistent with those
reported by Galeazzi et al. [23] who found 54% patients with ICD-10 F4 cate-
gory (anxiety, dissociative, stress-related, somatoform, and other nonpsychotic
mental disorders) that comprises syndromes classified as adjustment, anxiety,
and somatoform disorders in the DSM-IV, and 12% with ICD-10 F3 category
(affective disorders).

A total of 71% of patients received at least one and 35 (53%) more than
one DCPR diagnosis. The most prevalent DCPR diagnoses were functional
somatic symptoms secondary to psychopathology (36%), health anxiety (30%),
persistent somatization (23%), and demoralization (23%). Compared to our
results, Galeazzi et al. [23] found higher prevalence of at least one DCPR
(87%) but lower prevalence of single DCPR diagnoses, with demoralization
(18%), alexithymia (13%), and illness denial (13%) as the most prevalent
DCPR categories. Differences between the results of the two studies might be
due to the sample characteristics (differences in sociocultural living contexts
and younger age in our patients) and the use of different psychiatric classifica-
tion systems (DSM-IV and ICD-10).

Tables 3 and 4 show the overlapping rates between DSM-IV and DCPR
diagnoses in our sample.

Large proportions of patients diagnosed with mood and anxiety disorders
had also functional somatic symptoms secondary to the psychopathological
conditions (50 and 73%, respectively), much more than the parent DCPR
categories of demoralization for mood disorders (42%) and health anxiety for
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Table 2. Psychiatric and psychosomatic characteristics
of C-L psychiatric patients

n %

Medical settings

Gastroenterology 19 28.7
Internal medicine 11 16.6
Dermatology 9 13.6
Work medicine 8 12.1
Infective disease 6 9.1
Neurology 6 9.1
Others 7 10.6
Psychopathology

Adjustment disorders 17 25.7
Anxiety disorders 15 22.7
Mood disorders 12 18.2
Somatoform disorders 10 15.1
Others 3 4.5
Any DSM-IV disorders 57 86.4
Self-reported psychiatric disorders 24 36.3
DCPR diagnoses

Functional somatic symptoms 24 36.4

secondary to a psychiatric
disorder

Health anxiety 20 30.3
Persistent somatization 15 22.7
Demoralization 15 22.7
Disease phobia 8 12.1
Illness denial 8 12.1
Type A behavior 7 10.6
Irritable mood 7 10.6
Conversion symptoms 4 6.1
Anniversary reaction 4 6.1
Thanatophobia 1 1.5
Any DCPR syndrome 47 71.2
>1 DCPR diagnosis 35 53.0

anxiety disorders (40%). Both mood and anxiety disorders overlapped also with
persistent somatization (33%) (table 3). Moreover, patients with the most
prevalent DCPR syndromes met the criteria for DSM-IV disorders (table 4). Of
interest, large proportions of patients with DCPR syndromes were not classi-
fied by DSM-IV and no overlap was found between persistent somatization and
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Table 3. Overlapping rates of DCPR categories in patients meeting criteria for DSM-
IV diagnoses

FSS Health Persistent Demoralization
anxiety somatization
Adjustment disorders (n = 17) 17.6 23.5 0 353
Anxiety disorders (n = 15) 73.3 40.0 333 13.3
Mood disorders (n = 12) 50.0 16.7 333 41.7

FSS = Functional somatic symptoms secondary to a psychiatric disorder.

Table 4. Overlapping rates of DSM-IV diagnoses in patients meeting criteria for
DCPR categories

FSS (n = 24) Health Persistent Demoralization
anxiety somatization (n=15)
(n =20) (n=15)

Adjustment disorders 12.5 20.0 0 40.0
Anxiety disorders 45.8 30.0 333 133
Mood disorders 25.0 10.0 26.7 333

adjustment disorders. These findings are substantially consistent with those
obtained by Galeazzi et al. [23] and two studies on demoralization [30] and
adjustment disorders [12].

The role of DCPR syndromes in psychosocial functioning was explored by
analyzing the difference in SF-36 scale scores between patients with (n = 47)
and without (n = 19) DCPR diagnoses (fig. 1).

Overall, except for Vitality and General health (assessing physical health
and energy), all SF-36 scales were lower in patients with DCPR compared to
those without DCPR, suggesting poorer psychosocial functioning. Statistically
significant differences were found for Social functioning (interference of phys-
ical and emotional problems with normal social activities; t = 2.34, p < 0.05;
effect size = 0.28), Role functioning — emotional (problems with work or other
daily activities as a result of emotional problems; t = 2.31, p < 0.05; effect
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Fig. 1. SF-36 scores of patients with (n = 47) and without (n = 19) DCPR diagnoses.

size = 0.28), Mental health (feelings of nervousness and depression; t = 2.11,
p < 0.05; effect size = 0.26), and Mental Component Scale (psychological dis-
tress and social disability due to emotional problems; t = 2.42, p < 0.05; effect
size = 0.29) that were worse in patients with DCPR. Since all patients were
hospitalized because of their physical illness and the physical health-related
scales of the SF-36, including the composite Physical Component Scale score,
were similar in the two groups, these results suggest that the presence of DCPR-
related problems greatly affected mental adjustment to disease and adaptive
coping attitude. Our findings are consistent with those obtained in studies using
DCPR and measures of psychosocial functioning in patients with endocrine
disease [31] and in subjects from a community sample [32].

Clinical Implications of the Use of the DCPR in
Consultation-Liaison Psychiatry

A recent meta-review showed that many areas of C-L psychiatry practice
are not based on high-quality evidence [33]. One of the most important flaws is
represented by the extrapolation of methods from other areas of psychiatry
where there is high-quality evidence. For instance, a review of antidepressant
treatment in medical patients combined the results of clinical trials of treat-
ments for depression in a wide range of physical illnesses [34]. Even though the
efficacy of antidepressants is well demonstrated in homogeneous samples of
psychiatric patients, clinical heterogeneity may hamper the extrapolation of the
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same treatment to somatic patients, who may also experience very negative
effects from antidepressant medications [35].

The need for a more comprehensive taxonomy in psychiatry, particularly
when applied to the medical setting, was evidenced by McHugh and Slavney
[36] who encouraged psychiatrists to pay attention to psychological mecha-
nisms beyond the mere appearance of symptoms, particularly to the dimensions
of etiology (focusing on the clinical syndrome rather than just observable phe-
nomena), cognition and affects (focusing on coping mechanisms with life
demands), behavior (focusing on the ability to control over drives and preoccu-
pations), and narrative (focusing on the individual life history, experiences, and
perceptions). McHuge and Slavney’s call for a true diagnostic approach in psy-
chiatry is in line with the need for an integrative multidisciplinary framework in
modern psychosomatic medicine [37, 38]. The DCPR classification is a reliable
tool for investigating those aspects that cannot be identified by the DSM-1V cri-
teria because either they are not present at all in that system (as type A behav-
ior) or are subsyndromal and do not meet the DSM-IV stringent criteria (as
health anxiety and persistent somatization) or are underestimated by the hierar-
chical principle of the DSM-IV approach (as functional somatic symptoms sec-
ondary to a psychiatric disorder). Our results and those of Galeazzi et al. [23]
clearly show that the DCPR can be used in C-L psychiatry setting and reliably
identify psychological problems in medical patients that are not included in the
criteria for the most used DSM-IV categories in medical settings as somato-
form, adjustment, mood, and anxiety disorders.

Among the 4 most prevalent DCPR psychosomatic syndromes found in the
present study, secondary functional somatic symptoms and persistent soma-
tization can be conceived as substitutes of somatization and undifferentiated
somatoform disorders. The category of secondary functional somatic symptoms is
used when these physical ailments are subsequent to psychiatric symptoms and
therefore bypass the hierarchical principle of DSM-IV and the category of per-
sistent somatization is used when the patient suffers from multiple somatic
symptoms in the previous 6 months or exaggerated side effects from medical
therapy. They are issued from Kellner’s [39] concept of the somatizing patient as
someone in whom psychosomatic symptoms have clustered. In our sample, the
prevalence of these two DCPR syndromes was about twice that of all the diag-
nostic categories of the somatoform disorder rubric. Another frequent DCPR
category in our sample was demoralization, which is very common in the med-
ically ill [31]. Demoralization is different from clinical depression, adjustment
disorder with depressed mood and subthreshold depression, as confirmed by our
finding that only 40% of patients with adjustment disorders, 33% with mood
disorders, and 13% with anxiety disorders also had DCRP demoralization.
Finally, the DCPR criteria of health anxiety require that the subject is highly

Bellomo/Altamura/Ventriglio/Rella/Quartesan/Elisei 136



concerned with health worries and fears for having a serious disease, as in the
DSM-1V hypochondriasis, but this feeling state is of short duration and is easily
reduced by appropriate medical explanations on the nature of the physical symp-
toms. Although it can be viewed as a form of somatic stress or generalized
anxiety or depressive focus on the subject’s physical concerns, we found that
60% of patients with health anxiety did not meet the criteria for any anxiety dis-
orders, 83% for any mood disorders, and 77% for adjustment disorders. The
identification of these psychological syndromes in medical inpatients referred to
C-L psychiatry may have important implications for clinical management
because they have been found to be significant predictors of treatment outcome
in patients with functional gastrointestinal disorders [40].

In conclusion, findings available so far indicate that the DCPR can provide
the C-L psychiatrist with a set of diagnostic criteria that are more sensitive and
comprehensive than the usual psychiatric taxonomy, more specific and opera-
tional than the popular biopsychosocial model, and able to investigate func-
tional impairment. There is a need for further research in order to clarify
the mediating role of DCPR in the course and the outcome variance of medical
and psychological problems of hospital inpatients referred for psychiatric
consultation.
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Abstract

Eating disorders (EDs) are representative of the relationship between psychosomatic and
psychiatric disorders and have complex interactions in the body, mind, and brain. The psycho-
somatic issues of EDs emerge in the alterations of the body and its functioning, in personality
traits, in the difficulty of recognizing and coping with emotions, and in the management of
anger and impulsiveness. The Diagnostic Criteria for Psychosomatic Research used by the
authors of this chapter (alexithymia, type A behavior, irritable mood, demoralization) repre-
sent an innovative instrument with therapeutic implications. When alexithymia is diagnosed,
greater efforts will be made to increase the patients’ awareness of the emotions underlying dis-
ordered eating behaviors. Moreover, in a comprehensive intervention, the diagnosis of demor-
alization and irritable mood increases the therapist’s understanding of the patients’ cognitive
and relational patterns and suggests the use of an antidepressant. Alexithymia and type A
behavior describe more stable traits in relation with the patients’ personality. From this view-
point, psychotherapy may be focused on the identification and expression of feelings, giving
particular attention to anger, which is often unrecognized, excessively controlled, and self-
destructive in patients with EDs. Lastly, the correlation between personality traits assessed
with the Temperament and Character Inventory and the Diagnostic Criteria for Psychosomatic
Research suggests that the strengthening of character through psychodynamic psychotherapy
might be useful also for the psychosomatic cores of the disorder.

Copyright © 2007 S. Karger AG, Basel

Eating disorders (EDs) are widespread in Western society and their inci-
dence has increased throughout the last decade in the ‘at-risk’ population [1].
Although the best known clinical pictures are anorexia nervosa (AN) and
bulimia nervosa (BN), about 50% of the patients applying to specialized units
suffer from EDs not otherwise specified. The EDs not otherwise specified
include subthreshold EDs and binge eating disorder (BED) and share chronicity



and severity with full-syndrome EDs [2, 3]. The social ramifications of EDs

also include the high cost of treatment [4], which is similar to that of the most

severe psychiatric disorders [5]. In addition, inadequate treatment can lead to an

overall increase in the social and health costs of EDs [6, 7].

EDs have a complex pathogenesis and several predisposing and perpetuat-
ing biopsychosocial factors [8]. The role of some psychological aspects is
relevant for clinical practice but still must be defined. Specifically, the psycho-
somatic mechanisms underlying EDs have been acknowledged for a long time,
but their role still needs to be clarified with regard to treatment.

EDs have been classically considered psychosomatic disorders [9, 10] for
several reasons:

1. These disorders express themselves through behaviors aimed at controlling
one’s body, but at the same time they also suggest the loss of control over
it. Psychological suffering is expressed through somatic suffering until it
becomes ‘a language which is more expressive than words: the language of
organs’ [11]. In EDs the psychosomatic and somatopsychic unity of the
individual becomes extremely clear.

2. Once the disorder is clear, a vicious cycle begins, both from biopsychic
and psychobiologic viewpoints, which perpetuates the disorder through a
severe neuroendocrine deregulation. The activation of the hypothalamic-
pituitary-adrenal axis, the decrease of gonadal hormones, and the
involvement of the hypothalamic centers regulating hunger and satiety
are widely acknowledged [12]. Recently, the stressing role of these sys-
tems on the brain has been underscored [13]. Furthermore, the alter-
ations caused by starvation lead to (or increase) mood instability,
obsessiveness, insomnia, and hyperactivity [14]. Finally, the progress in
biomedical techniques in the last 15 years has allowed the identification
of some relevant neuromodulators in AN and BN, for example the alter-
ation in the levels of ghrelin [15], which affects hunger/satiety and also
psychical symptoms [16].

3. In EDs, the difficulty of recognizing and expressing one’s emotions is
widely acknowledged [17, 18] and is a typical alexithymic feature. This
difficulty makes the individuals confused in their ability to discriminate
their psychological and somatic needs (e.g. frustration versus hunger). The
psychosomatic issues and their relationships with the developing identity,
the problems concerning separation, and the relationship with one’s mother
represent the core elements of the ‘disperceptive’ theories of EDs.

4. The communication patterns within the family represent another core issue
of EDs [19-22] and are typically confused and distorted. Minuchin et al.
[23] described the anorectic family as ‘psychosomatic family’; among
family members there is an excessive involvement with difficulties in
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defining the generational and personal boundaries. Every member of the

family is excessively involved with the other ones, nobody is able to assert

his/her own needs, and everyone tends to speak for the others, with an
overall loss of one’s sense of identity. These concepts have been developed
also for the other EDs.

Currently, the new psychosomatic medicine refers to the aforesaid ideas
and supports a modern comprehensive concept of medicine [24]. Three issues
have been underscored: (1) the role of psychosocial factors as a cause of vul-
nerability, (2) the interaction of psychosocial and biologic factors on the course
of the disorder, and (3) the use of psychological therapies in prevention and
treatment.

Evidence-based medicine must verify the theoretical issues that suggest a
relationship between EDs and psychosomatic disorders.

Since the 1970s, the scientific community has investigated the relationship
between EDs and psychosomatic issues, with a constant and progressive inter-
est. A PubMed search gives more than 400 results for studies (in English) about
the empirical investigation of the relationship between eating-disordered atti-
tudes and psychosomatic medicine. The theories mentioned above are sup-
ported by data that can be summed up in five major research trends:

1. New findings concerning the endocrine, metabolic, and brain mechanisms
related to EDs.

2. Pathogenic and predisposing role of psychosomatic traits in EDs.

3. Relationship among emotions, difficulties in their identification and man-
agement, and tendency to eat too much or too little.

4. Relationship between psychosomatic cores and eating psychopathology.

5. Treatment focused on psychosomatic issues.

Psychological Antecedents

Risk factors and early life events in EDs represent predisposing/vulnera-
bility factors and are partly mediated by the typical psychosomatic mecha-
nisms, including both the psycho-neuro-endocrine system (early stressing
events, not acute/chronic ones) and the development of personality traits or of
specific ways of coping with emotions. The literature about the risk factors for
EDs is abundant and a detailed description is beyond the scope of this chapter.
A recent and exhaustive review provides a deeper understanding of this subject
[25].

Briefly, the research areas that have been developed to date are:

1. Perinatal stressing events: role of obstetric complications [26], of low

weight as a consequence of premature birth [27], period of birth [28].
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2. Disturbed family relations during childhood, parents’ general and eating
psychopathology (these issues are discussed in the chapter).

3. Role of adverse experiences, in particular the controversial traumatic role
of sexual abuse, which is sometimes thought to have a specific pathogenic
role [29], though there is no agreement about its specificity [30].

4. Role of the life events preceding the onset of the disorder, which have been
recently suggested to be something more than simple ‘trigger events.’
Familiar conflict, change of residence, change of school have been found
to precede the onset of EDs [31, 32]. Severe stressing events are thought to
increase significantly the risk of developing anorexia or bulimia [33]. The
early phase of bulimia is characterized by a prodrome of depressive symp-
toms and stressful life events [34]. The only study about BED [35] has
found many stressful life events (including critical comments about shape
and weight, work-related stress, major changes in life, etc.) in the year
before the onset of the disorder.

A careful anamnesis can allow the identification of these constellations of
adverse life events during different phases of one’s life. The data collected
through the anamnesis are useful for the clinician to identify the possible patho-
genesis of the patient’s disorder, with a comprehensive psychosomatic perspec-
tive. Furthermore, the significant life events allow an understanding of the
subject’s conscious and unconscious background, which is an important
requirement for the engagement of patients with EDs.

Psychological Aspects
Psychiatric Comorbidity

The comorbidity of EDs and other axis I and axis II psychiatric diagnoses
is high and represents a difficulty in the treatment of these disorders. Data sug-
gest a lifetime comorbidity rate of 50—60%; personality disorders (PDs) are
found in the 70% of patients. Only 20% of patients do not receive other diag-
noses along time [36]. Anxiety and depressive disorders are the more common
ones. With more detail, depression and obsessive-compulsive disorder are the
more frequent comorbid disorders in anorexia and bulimia. A substance use dis-
order is often found in purging subjects. As regards PDs, AN and BED are fre-
quently comorbid with cluster C disorders, while BN with cluster B disorders
[37]. BED is characterized by a higher rate of comorbid depressive disorder
[38]. A more thorough description of this issue is beyond the aim of this chap-
ter; more details about the prevalence of comorbid disorders in EDs and treat-
ment can be found in some systematic reviews [39-42].
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Psychosomatic Comorbidity (Pilot Study)

As described in the conceptual issues chapter by Fabbri et al. [pp. 1-20], a
new research instrument has been proposed to make the concepts used in psy-
chosomatics clearer and more measurable. The diagnostic criteria proposed by
the authors represent practical guidelines for the identification of those psycho-
logical factors that are relevant for clinical practice and that can be considered as
adjuncts to axis I and axis II diagnoses and medical conditions.

The Diagnostic Criteria for Psychosomatic Research (DCPR) have been
used in patients with gastroenteric, cardiac, dermatologic, endocrine, and neo-
plastic disorders, in patients with somatoform disorders, and in liaison psychia-
try, as described by others [43—52]. The DCPR proved useful in confirming
diagnoses, assessing psychological factors that worsen the quality of life, veri-
fying some classical psychosomatic theories, identifying at-risk groups of
patients, and predicting outcome. In the general population (347 subjects), the
finding of alexithymia, type A behavior, and irritable mood is quite common
and correlates with a worse quality of life [53].

Currently, there are no studies about the use of DCPR in EDs, though the
psychosomatic core of anorexia and bulimia has been widely demonstrated and
acknowledged, as described in the previous paragraphs.

A pilot study by the EDs Centre of Turin University has used the DCPR in
patients with AN, BN, and BED. We used the four diagnostic categories in the
area of ‘psychological factors influencing illness vulnerability’. It is likely that
the areas ‘abnormal illness behavior’ and ‘somatization’ are influenced by the
psychosomatic alterations that are consequent to the extreme weight fluctua-
tions typical of EDs, so it would be better to assess these areas after remission.

The aim of the study was to:

e apply for the first time the diagnostic criteria for research in psychosomat-
ics (DCPR) in patients with EDs;

e compare patients with a psychosomatic diagnosis with those with no psy-
chosomatic diagnosis in the following variables: eating psychopathology,
anger levels, depressive symptoms, and personality;

e identify the correlation among psychosomatic diagnoses, eating psy-
chopathology, anger levels, depressive symptoms, and personality.

We assessed 102 consecutive patients in the outpatient service of our ED
Centre in the last 6 months of 2005. We excluded from the study only those sub-
jects with a lifetime history of psychosis (3 subjects). All the patients were
assessed by psychiatrists with the Structured Clinical Interview for DSM-IV.
The same psychiatrist assessed the patients with the DCPR during the three
evaluation sessions, which are proposed to all the patients applying to our
ED Centre. During this phase, all the patients completed the following
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Table 1. Sample characteristics

BN ANR ANBP NOS BED
Patients 11 37 14 30 10
Age 28.1 £9.82 2418 +7.61 2532*+649 2390 =*6.01 36.14+8.42
BMI 21.15+149 1417 2094 16.12 =178 1931 =0.71 25.83 =3.43

Schooling 11.40 £ 1.84 11.12 £2.05 1229 *2.09 1932 =*0.74 1097 =2.24

NOS = Not otherwise specified; BMI = body mass index.

Table 2. Total sample

Alexithymia Type A behavior Demoralization Irritable mood
BN 6 (54%) 4 (36%) 6 (54%) 6 (54%)
ANR 25 (68%) 24 (38%) 27 (73%) 7 (19%)
ANBP 3 (21%) 2 (14%) 7 (50%) 12 (86%)
NOS 13 (43)% 5(17%) 6 (20%) 11 (37%)
BED 66 (0%) 22 (0%) 3 (30%) 5 (50%)
Total 53 (52%) 27 (27%) 49 (48%) 41 (40%)

self-administered questionnaires: the Temperament and Character Inventory
(TCI) [54] for the assessment of personality; the Eating Disorder Inventory-2
(EDI-2) [55] for eating psychopathology; the State and Trait Anger Expression
Inventory (STAXI) [56] for anger, and the Beck Depression Inventory (BDI)
[57] for the assessment of depressive symptoms.

The subdivision of the sample and its features are reported in table 1.
Alexithymia was found in 52% of the whole sample, type A behaviors in 27%
of subjects, demoralization in 48%, and irritable mood in 40% of patients. The
rates found in the different diagnostic categories are reported in table 2.
Overall, patients with restrictor anorexia have the higher rates of alexithymia,
type A behavior, and demoralization, but lower rates of irritable mood.

Patients matching the diagnostic criteria for each of the four categories
were compared to the patients who did not match the criteria. The mean scores
on the TCI, STAXI, EDI-2, and BDI were compared with the t test for indepen-
dent samples. An oo =0.05 was considered statistically significant.

Patients matching the diagnostic criteria for alexithymia had lower Novelty
seeking and Self-directedness on the TCI; they had higher scores on the
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Table 3. Alexithymia

Alexithymia No diagnosis of t p
(n=53) alexithymia (n = 49)
TCINS 17.04 = 5.58 21.63 = 6.52 3.76 0.001
TCISD 24.04 = 8.70 18.03 = 7.39 5.67 0.001
EDI-2 ID 8.14 = 4.76 6.00 £ 4.51 —=2.27 0.025
EDI-2 SI 9.56 + 545 7.48 * 3.85 -2.17 0.032

TCI NS = TCI Novelty seeking; TCI SD = TCI Self-directedness; EDI-2 ID = EDI-2
Interpersonal distrust; EDI-2 SI = EDI-2 Social insecurity.

Table 4. Type A behavior

Type A No diagnosis of type A t p
behavior (n = 27) behavior (n = 75)

TCIP 573 £1.37 4.86 £ 2.04 —2.00 0.048
TCIC 32.65 £ 6.33 29.41 £ 8.71 —2.02 0.048
TCIST 16.15 £ 6.92 12.68 = 6.08 —2.26 0.029
STAXI S-Ang 11.54 £ 2.26 15.48 £ 6.73 2.91 0.004
STAXI AX/IN 17.69 = 4.15 20.11 £5.43 2.05 0.042
STAXT AX/EX 28.38 £9.81 3325 £ 11.42 2.07 0.044

TCI P = TCI Persistence; TCI C = TCI Cooperativeness; TCI ST = TCI Self-transcendence;
STAXI S-Ang = STAXI State-anger; STAXI AX/IN = STAXI Anger-in; STAXTI AX/EX =
STAXI Anger expression.

Interpersonal distrust and Social insecurity scales of the EDI-2, whereas no dif-
ference emerged in the anger levels and depressive symptoms between the two
groups (table 3).

Patients matching the diagnostic criteria for type A behavior had higher
Persistence, Cooperativeness, and Self-transcendence on the TCI; they had lower
scores on state anger, introverted (Anger in), and overall anger, whereas no dif-
ference emerged in eating psychopathology and depression symptoms (table 4).

Patients matching the diagnostic criteria for demoralization scored sig-
nificantly lower on the TCI scale of Self-directedness; they scored higher on
temperamental anger and extroverted anger on the STAXI; they had higher
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Table 5. Demoralization

Demoralization No diagnosis of t p

(n = 49) demoralization (n = 53)
TCI SD 19.35 £ 8.92 23.04 = 8.88 2.06 0.042
STAXI T-Ang 22.92 + 5093 19.57 = 4.41 —3.14 0.002
STAXI T-Ang/T 8.00 £ 3.17 6.33 £ 1.90 —3.13 0.002
STAXI T-Ang/R 11.04 = 3.13 9.63 =276 —2.34 0.021
EDI-2 IN 13.79 = 7.74 8.31 £ 6.17 —3.84 0.001
EDI-2 PERF 6.38 = 4.03 4.65 = 4.26 —2.06 0.041
EDI-2 ID 8.47 = 4.99 5.82 417 —2.83 0.006
EDI-2 MF 8.57 £5.04 5.55 £5.07 —2.83 0.006
EDI-2 ASC 8.53 £5.06 5.98 +3.58 —2.85 0.005
EDI-2 IMPUL 9.62 = 6.61 537559 —341 0.001
EDI-2 SI 10.45 = 5.03 6.78 £3.92 -3.99 0.001
BDI 17.52 = 7.58 11.69 = 7.70 —3.67 0.001

TCI SD = TCI Self-directedness; STAXI T-Ang = STAXI Trait Anger; STAXI
T-Ang/T = STAXI Trait Angry temperament; STAXI T-Ang/R = STAXI Trait Angry reaction;
EDI-2 IN = EDI-2 Ineffectiveness; EDI-2 PERF = EDI-2 Perfectionism; EDI-2 ID = EDI-2
Interpersonal distrust; EDI-2 MF = EDI-2 Maturity fears; EDI-2 ASC = EDI-2 Asceticism;
EDI-2 IMPUL = EDI-2 Impulse regulation; EDI-2 SI = EDI-2 Social insecurity.

Ineffectiveness, Perfectionism, Interpersonal distrust, Maturity fears, Asceticism,
Impulsiveness, and Social insecurity on the EDI-2, and higher levels of depres-
sion on the BDI (table 5).

Patients matching criteria for irritable mood scored lower on Self-directedness
and Cooperativeness on the TCI; they had higher state anger, trait anger, extro-
verted anger (Anger out), and overall anger on the STAXI and a lower control
of anger (Anger control). Moreover, they scored higher on the EDI-2 subscales
of Bulimia, Ineffectiveness, Asceticism, Impulsiveness, and Social insecurity,
and on the BDI (table 6).

The amount of preliminary data leads to several clinical considerations,
which can be useful hints for future research about psychosomatic diagnoses
and EDs.

According to the findings that emerged with the use of DCPR, psychoso-
matic diagnoses are frequently found in EDs, supporting the relationship
among disordered eating attitudes and psychosomatics described in the litera-
ture by studies using mainly self-administered questionnaires [S8—66]. Among
the diagnostic categories of EDs, the restrictor subtype of AN (ANR) is the one
with higher rates of psychosomatic traits according to the DCPR. This can be
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Table 6. Irritable mood

Irritable mood No diagnosis of t p

(n = 41) irritable mood (n = 61)
TCISD 17.69 = 8.94 23.57 = 8.41 3.26 0.002
TCIC 27.21 = 10.06 3225 +6.13 2.81 0.007
STAXI S-Ang 16.13 = 7.98 13.32 £ 4.22 —-1.99 0.050
STAXI T-Ang 2347 += 596 19.78 = 4.60 —3.24 0.002
STAXI T-Ang/T 8.11 £2.98 6.54 = 2.38 —2.71 0.008
STAXI AX-OUT 17.89 + 5.43 15.25 £ 6.24 —2.13 0.035
STAXI AX-CON 18.47 = 6.17 21.05 = 6.08 2.02 0.047
STAXI AX-EX 37.05 = 12.50 28.66 * 8.88 —3.59 0.001
EDI 2-BU 8.00 = 7.32 5.17 =£5.19 —2.07 0.042
EDI 2-IN 13.21 = 7.33 9.50 = 7.23 —2.46 0.016
EDI 2-ASC 8.47 £4.72 6.40 = 4.22 —2.20 0.031
EDI 2-IMPUL 10.24 * 6.67 5.62 +5.63 —3.54 0.001
EDI 2-SI 10.37 = 4.02 7.38 £5.45 —-2.91 0.005
BDI 17.71 = 8.32 13.28 = 7.85 —1.98 0.049

TCI SD = TCI Self-directedness; TCI C = TCI cooperativeness; STAXI S-Ang = STAXI
State Anger; STAXI T-Ang = STAXI Trait Anger; STAXI T-Ang/T = STAXI Trait Angry tem-
perament; STAXI AX-OUT = STAXI Anger-out; STAXI AX-CON = STAXI Anger control;
STAXI AX-EX = STAXI Anger expression; EDI-2 BU = EDI-2 Bulimia; EDI-2 IN = EDI-2
Ineffectiveness; EDI-2 ASC = EDI-2 Asceticism; EDI-2 IMPUL = EDI-2 Impulse regulation;
EDI 2 SI = EDI 2 Social insecurity.

the consequence of the personality features of these patients (rigidity and diffi-
culty in recognizing emotions) but also of the severe somatic alterations typical
of these patients. Moreover, considering the distribution of diagnoses, two dif-
ferent patterns seem to emerge. The first is typical of patients with a tendency
to overcontrol (ANR) and the second is typical of patients with a tendency to
lose control (BN, AN-binge/purging, BED, and not otherwise specified). The
first group of patients is characterized by more marked alexithymic traits, rigid-
ity, control over aggressive feelings, and depression. Patients belonging to the
second group are more impulsive and angry (high rates of irritable mood). The
DCPR seem to support the different patterns of coping with impulses (e.g.
anger) [67] but also the psychosomatic differences between AN and BN [68].
Patients with ANBP anorexia share features with bulimic patients, but not with
patients with restrictor AN. The fact that ANBP and BN share personality fea-
tures has already been suggested and supported [69].

Considering the four diagnoses in the area ‘psychological factors influenc-
ing illness vulnerability’ and their relation with personality and symptoms, in
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EDs there is a poor correlation among alexithymia and type A behavior, on one
side, and eating symptoms and depression, on the other. They seem to be more
stable traits underlying the disorder, and these psychosomatic features are
shared by many patients. Instead, irritable mood and demoralization have sev-
eral correlations with eating symptoms and depression and seem more related
to the illness or directly to symptoms. They are more simple concepts that can
be shared by different personality types.

As far as the alexithymic personality is concerned, irritable mood and
demoralization correlate with more fragile and immature character traits,
whereas type A behavior correlates with a more controlling and rigid personal-
ity. The temperamental traits of personality correlate with the more complex
psychosomatic issues as alexithymia and type A behavior. On the other hand,
character traits have more widespread and relevant correlation with the psycho-
somatic diagnoses, particularly Self-directedness, as already suggested by other
authors [70, 71]. Moreover, depressive symptoms do not correlate in a linear
way with alexithymia and type A behavior, supporting the existence of a partial
relationship, but not of interdependence, among these traits.

For the correlation among DCPR and STAXI scores, the correlation
among anger management (i.e. identification, expression, and suppression of
angry feelings) and psychosomatic diagnoses suggested by theoretical models
[72] is supported. Patients with type A behavior tend to deny hostility on the
STAXI. Lastly, the strong correlation between the ‘irritable mood’ diagnosis
and the STAXI supports the reliability of the concepts underlying the diagnos-
tic criterion identified by the clinician. A diagnosis that allows the identifica-
tion of anger is clearly useful for clinical psychiatrists.

These data are still preliminary and further research is needed. The small
size of the sample does not allow us to perform a multivariate analysis of data,
which limits the impact of the conclusions. The several and relevant correla-
tions among DCPR and EDs support the clinical importance of the new diag-
noses. It clearly emerges that at least half of the patients with EDs have a
relevant psychosomatic core, whereas for other patients this is not so important.
The therapeutic implications are discussed in the following paragraphs.

Discussion of Hostility, Irritable Mood, Alexithymia,
Demoralization and Type A Behavior

Negative Emotions, Anger, Irritable Mood and Eating Disorders

It is widely acknowledged that conscious and unconscious negative emo-
tions (sadness, anxiety, feelings of emptiness and loneliness, weariness, frustra-
tion, anger, etc.) can lead to disordered eating patterns, which can represent the
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prodrome of a disorder as well as symptoms of the disorder itself. An unsuited
management of negative emotions, characterized by ineffective mechanisms of
suppression, repression, and ineffective elaboration through mature defenses
(e.g. rationalization, tolerance of frustration, ability to think about emotions)
is typical of psychosomatic disorders and is related to EDs. An interesting
description of the theoretical models is provided by Canetti et al. [73]. Anger is
one of the most important among negative emotions because of its malignant
implications as well as its clinical relevance for the treatment of EDs (anger and
impulsiveness management).

Anger is a transnosographic dimension (mood, anxiety, PDs, etc.). Anger,
hostility, and irritability are psychopathologic elements that often require a
pressing and specific intervention [74], and this is particularly true when these
elements are hidden or unconscious, as they often are in EDs. Aggressiveness
and anger, especially self-directed, are common in all EDs [75]. Particularly, in
BN the expression/suppression of anger has been related to the specific core
beliefs of the disorder [76]. Recently, a study of 190 obese patients [77] showed
that angry feelings are the only element shared by both men and women and
predicts a disordered eating style. The authors state that anger management is
an important objective in the treatment of these patients. Fassino et al. [78]
showed that impulsive anger is more common in BED obese patients than in
obese patients without BED; the latter tend to suppress anger. Another recent
study supports the role of anger as a negative emotion that frequently leads to
binges [79].

In AN, the unconscious feeling of self-worthlessness leads patients to neg-
ative emotions and anger, which are maintaining factors of the disorder,
together with a difficulty in controlling impulses. In BN and BED, there is a
more conscious anguish of being abandoned, which stimulates an unconscious
anger toward parents and masochistic behaviors of destruction/reparation. From
this viewpoint, intake and expulsion of food represent a perverse aggression
against one’s body [80, 81]. In all EDs, impulsiveness, aggressiveness, and
anger are relevant psychopathologic elements [82, 83]. In BN, stronger angry
feelings correlate with suicide attempts [84] and also with the frequency of
vomiting [85]. In all EDs, laxative abuse correlates with anger, impulsiveness,
and borderline personality traits [86]. Patients with EDs have high degrees of
self-criticism and their EDs may be an angry protest against an external author-
ity [87], with different patterns in men and women with BN [88]. Impulsiveness
and acting out can correlate with the difficulty of expressing aggressive feel-
ings [83] and with the personality features typical of psychosomatic disorders
[21, 22, 89].

Hostility, poor tolerance of frustration, and aggressiveness in patients with
EDs represent a way of entering into relationships with other people that is
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partly influenced by warped family relationships [90] and childhood experi-
ences [81, 91, 92]. Bulimic patients are more impulsive than anorectic ones and
those bulimics with lower degrees of impulsiveness have a faster response to
treatment [93], but also more frequent relapses. There are hypotheses concern-
ing an alteration of the serotonin system [94, 95], given the high incidence of
aggressive attitudes and behaviors, also against the therapist (though often indi-
rectly), and given the typical difficulty in the control of impulses of EDs. Some
authors [96] have found that anger attacks are more common in bulimic patients
than in a control group. For these reasons, patients with EDs can lead therapists
to ‘burnout’ because of aggressive and angry feelings, which are indirectly
expressed by anorectics (e.g. weight loss) or directly by bulimics (e.g. acting
out).

Studies performed by the Centre for the Diagnosis and Treatment of Eating
Disorders of Turin University [97] showed that different patterns of anger man-
agement exist in bulimic and anorectic patients and that these patterns influence
the response to treatment. Patients with BN have higher degrees of tempera-
mental anger and tend to feel angry when they are undervalued or when their
self-esteem is under attack. Bulimic patients tend to express their anger in an
impulsive way, both against things and people. Furthermore, bulimic patients
have a low tolerance for frustrations, whereas anorectic individuals have a
pathologic high tolerance for frustration and devaluation.

The anorectic patient tends to deny angry feelings and to suppress them, so
that the anger levels are not much different from those of a control subject.
Bulimic patients, on the other hand, manage and express their angry feelings in
a more sensational way. Bulimic patients are extra-punitive, whereas anorectics
are intra-punitive.

To be true, these two different ways of managing angry feelings represent
the reverse sides of the same coin and are both ‘immature.” Bulimic behaviors
have been correlated with angry feelings, particularly with state anger, that is,
with the anger related to specific situations. The association of anger and
behaviors like vomiting or laxative abuse depends mainly on the baseline per-
sonality of the subject, which conditions the emotional reactions to intrapsychic
and relational conflicts. Patients with a less adaptive and more ‘immature’ char-
acter (low Self-directedness on the TCI) are at greater risk of self-aggressive
behaviors, independently of the ED diagnosis. Moreover, in regard to tempera-
ment, the excessive expression of anger and anger suppression correlate with
the two dimensions of Novelty seeking and Harm avoidance, respectively.

Patients with a character profile as the one described above are more
impulsive and angry and are at greater risk of having a PD [98].

The study of anger and personality traits in EDs gave interesting results
with regard to the response to and compliance with treatment. It is widely
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acknowledged that many patients with EDs (up to the 50%) drop out from treat-
ment early, especially psychotherapies, although they consistently attend nutri-
tional and endocrinology outpatient services. Many patients prefer a treatment
approach focused on the body, which does not represent a menace for their
defensive structure and allows the maintenance of a ‘safer’ situation, just as
occurs for psychosomatic patients.

It has been demonstrated that the lack of an at least partial awareness of the
dynamics underlying the ED predicts a negative prognosis [99, 100] and a
greater risk of relapse.

The study of dropout from psychotherapy is relevant to plan treatment
interventions in public facilities and to understand and modify those factors
related to treatment compliance. Some specific character dimensions, such as
low Self-directedness and Cooperativeness measured with the TCI, are relevant
risk factors for an early dropout from brief psychotherapy [101]. Also in this
case, those patients who give up treatment are angrier and have a greater diffi-
culty recognizing and coping with aggressive feelings, which seems to depend
on disturbed and disturbing character traits.

Although several studies investigated the relationships among emotions,
eating, and eating psychopathology, all these issues have been studied mainly
with self-administered questionnaires, which are at risk of overestimation [102]
and do not allow a clear distinction between normality and pathology.

The introduction of specific diagnostic criteria for relevant issues as ‘irri-
table mood’ and ‘demoralization’ [103] opens a new, clinically based perspec-
tive, in the context of a wider scientific and cultural proposal concerning a new
approach to the DSM axis system. ‘Back to clinical medicine’ is the main con-
cept of this modern approach [104].

Alexithymia

Alexithymia is the most debated issue concerning the relationship between
psychosomatics and EDs. A PubMed search yields more than 100 studies about
this subject (studies and reviews). Many authors agree that patients with AN
and BN show alexithymic traits more frequently than healthy controls [58—66].
A study about enteroceptive awareness performed on 173 patients with EDs and
49 obese patients found that all the patients, mostly bulimic ones, reported dif-
ficulties in discriminating sensations, feelings, and hunger/satiety. Alexithymic
traits were predicted by depression, perfectionism, and a poorly self-directive
personality [105].

Alexithymic traits were found in EDs more frequently than in other psy-
chiatric disorders [106], but the literature on this subject is still scarce and fur-
ther research is needed. Some recent studies found that alexithymic traits partly
or totally persist when accounting for relevant confounding variables such as
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depressive symptoms [61, 64, 66], patient age, and illness duration [60] but not
when accounting for negative affect, which is the core of alexithymia itself
[107]. In any case, these data show the stability of alexithymic traits in anorexia
and bulimia, supporting their pathogenic role. Alexithymia is related to the eat-
ing restrictions and anger suppression [108] typical of these patients [109].
Furthermore, it is related to the avoiding PD both in AN and BN and, though
less frequently, to other PDs [60] typically comorbid with EDs [36]. Finally, the
emotional disorders of anorectic and bulimic patients worsen their performance
on neuropsychological tests [110], except for purely cognitive tests [111]. The
alteration of neuropsychological tests is typical of ED patients and it correlates
with the body image disorder in AN [112].

The differences between anorectic and bulimic patients in regard to alex-
ithymia have not been thoroughly investigated and the existing data are contro-
versial [61, 63, 68].

Alexithymia has been studied also in the families of ED patients. Two
studies describe the possible role of parents in alexithymia. The parents of
43 anorectic patients and of 30 bulimics scored higher on the Toronto
Alexithymia Scale (TAS-20) than the 72 parents of healthy controls [113].
Furthermore, a poor level of maternal care during childhood, measured with the
Parental Bonding Instrument, correlated with high scores on the TAS-20 in 68
ED patients [114].

Recently, attention has been paid also to alexithymia and BED. A generic
relation exists between alexithymia and obesity [115, 116], but alexithymic
traits and psychosomatic issues are more specifically correlated to BED than to
overweight [117—120]. Furthermore, the higher the scores on the Binge Eating
Scale, the higher are those on the subscale of the TAS-20 describing the diffi-
culties in recognizing and describing feelings [121].

As already underscored for ‘irritable mood’ and ‘demoralization,” the
introduction of categorical diagnostic criteria for alexithymia [104] may allow
for more careful research on these traits and their role in EDs.

TBype A Behavior

The type A behavior has been widely studied as a possible risk factor in the
field of cardiovascular disease [122]. This is a complex concept related to some
personality traits, but the literature concerning this issue in psychiatric disor-
ders is still scarce, perhaps because of its complex overlapping with axis I and
axis II diagnoses [123].

There are reasons supporting the importance of studying the type A
behavior in EDs, and particularly in AN, given the typical dynamics of this dis-
order, with control, competition, and perfectionism representing specific risk
factors [124]. There is only one study in the literature about this subject;

Fassino/Abbate Daga/Piero/Delsedime 154



Brunner et al. [125] found type A behavior to be more common in anorectics
and in weight-recovered anorectics than in controls. Also in patients with AN,
these aggressive traits correlate with the cardiovascular function. The intro-
duction of diagnostic criteria for type A behavior may provide avenues for
future research.

Personality: Temperament, Character, Eating Disorders, and
Psychosomatic Issues

Alexithymia is a complex concept describing a specific way of thinking,
feeling, and behaving; this is the reason authors have described an alexithymic
personality since the beginning [126]. In the last 30 years, this issue has been
widely debated and sometimes criticized, according to the relationship
between alexithymia and other psychopathologic elements. Moreover, some
authors have argued about the stability of the traits described as ‘alexithymic.’
The concept of alexithymic personality seems to have an undoubted clinical
relevance, and it has recently been related to other personality features, prov-
ing stable in repeated tests [70, 127]. The study of personality in psychiatry
and in psychosomatics is relevant because it allows for a better understanding
of the patient and a more careful planning of treatment, and it may also be a
predictor of the response to treatment. The DSM-IV-TR diagnostic criteria
include those for PDs [99], but exclude some significant traits such as the
alexithymic ones.

For EDs, the study of personality is fundamental, too. The complexity of
EDs led the authors to two different approaches in the study of personality. The
first approach is the categorical one, that is, the axis II diagnosis of a PD. A
comorbid PD in an ED patient may influence the course of the disorder, treat-
ment outcome [99], and the clinical picture of the ED itself [128, 129]. The
second approach is the dimensional one, that is, the identification of a base-
line personality profile, which increases the subject’s risk of developing an
ED [98].

The categorical approach found a prevalence of cluster C PDs ranging
from 0 to 22% [130, 131] in AN and of cluster B PDs ranging from 2 to 50% in
BN [36, 132, 133]. For the dimensional approach, several authors investigated
the temperament and character dimensions with the Tridimensional Personality
Questionnaire and the TCI developed by Cloninger [134] and Svrakic et al.
[135]. These questionnaires allowed the identification of some specific
traits for AN and BN, and the study of the role of personality as regards
the course, treatment, and prognosis of these disorders. Furthermore, the
dimensional approach to the study of personality allows the integration of the
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biopsychosocial issues underlying psychiatric disorders, because it considers
the genetic-biologic issues and their relation with the dynamic-environmental
ones.

The study of the personality dimensions of anorectic patients with the TCI
made it possible to deepen the understanding of their personality traits and also
to make neurophysiologic, therapeutic, and prognostic inferences related to
their temperament and character [67, 109, 136, 137]. Anorectic patients are
characterized by high Harm avoidance, low Novelty seeking, and high Reward
dependence as regards temperament [138—143] and by low Self-directedness
and high Persistence as regards character [144]. Bulimic patients score high on
Harm avoidance, as anorectics [145], but they are different from anorectics
because they have higher Novelty seeking [142] and Reward dependence [139]
but lower Self-directedness [142, 146]. Binge-purging anorectics share some
personality features with restrictor anorectics and others with bulimics [69].
More details concerning this issue can be found in a review we published a few
years ago [147].

The TCI has also been used to study the correlations among alexithymic
traits and temperament and character dimensions. Both temperament and char-
acter correlate with alexithymia; however, the studies with the TCI concerning
this issue are still in their early phase.

Low scores on Reward dependence and Self-directedness and, to a lesser
extent, high scores on Harm avoidance predict alexithymia in a sample of
254 outpatients [71], though they do not explain the whole variance. The TCI
subscales seem to play a role, too. A similar study performed on 220 students
with no psychiatric disorders supports these data. Furthermore, in the same
study, low scores on Cooperativeness predict alexithymia [70]. Neuroimaging
studies found a correlation among the volume of the right anterior cingulate
gyrus, alexithymic traits, and Harm avoidance in healthy subjects, which was
stronger in female subjects [148]. This result opens an interesting neurobiologic
perspective about the concepts of personality and alexithymia, which deserves
further investigation. Currently, the only clinical population investigated is that
of drug addicts. Drug addicts with a history of attempted suicide score low on
Self-directedness and cooperativeness and high on the TAS-20 [149]. In the
same sample, self-mutilation behaviors correlated with high scores on alex-
ithymia, with no significant result in regard to the TCI [150].

The limitation shared by these studies is the use of the TAS-20 for the
assessment of alexithymic traits. The TAS-20 is widely used and studied, but
remains a self-administered questionnaire with its typical limits. The proposal
of specific diagnostic criteria for the diagnosis of alexithymia may support or
not the findings of the studies performed to date. This objective is further dis-
cussed later in the chapter.
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Treatment

The treatment of EDs is multimodal [100, 151]. The psychosomatic assess-
ment of patients, together with the assessment of personality and of the motiva-
tion/resistance to treatment [69], are required to plan a multimodal treatment,
which articulates in a noncontradictory way [152] drug therapy, individual and
family psychotherapy, and diet therapy. The treatment of EDs is ‘psychoso-
matic’ because it requires the association of nutritional, psychiatric, and psy-
chotherapeutic treatments, which strengthen each other [100].

The vicious psychosomatic and somatopsychic circle of severe malnutri-
tion in anorexia, of the chaotic eating patterns of binges and purging behaviors,
and of their association, is a perpetuating factor for EDs.

From this viewpoint, the identification of further specific psychosomatic
diagnoses, as the DCPR proposed and previously discussed, allows an under-
standing of and change in the psychosomatic cores that underlie and perpetuate
EDs.

The identification of negative emotions (irritable mood and demoraliza-
tion), which are not recognized by patients and are not totally accounted for by
the axis I psychiatric diagnoses, allows clinicians to work to increase the
patients’ enteroceptive awareness, according to the disperceptive theories. The
objective is to help patients develop new coping strategies for stress and new
ways of expressing their suffering, apart from food and body image.

In a more comprehensive perspective, there is the need to assess alex-
ithymic traits and control patterns in patients with anorexia, bulimia and BED,
and the ‘alexithymia’ and ‘type A behavior’ diagnoses fulfill this need. As some
important authors suggested in a passionate paper about emotions and fantasy
in EDs [58], at the beginning of psychotherapy and any kind of treatment, it is
important to understand the patients’ ability to recognize and express their emo-
tions and feelings, the level of development of their ability in making fantasies,
and their locus of control.

The study of interventions and of the prognostic role of alexithymic traits
in EDs has just begun. The treatment approaches emphasizing the importance
of identifying and expressing feelings and emotions are recommended [58], but
the literature concerning this issue is too scarce. Beales and Dolton [153] found
alexithymic traits in 72% of the patients during the acute phase of AN and in
33% during the remission phase. It is debated whether the improvement of
anorexia includes the improvement of alexithymia or the absence of alex-
ithymia makes remission from anorexia easier. A follow-up study reports an
improvement of alexithymic traits at 1 year of follow-up after cognitive behav-
ioral therapy (CBT) in bulimic patients [154], whereas lancu et al. [65] recently
found that the improvement of symptoms in EDs is not correlated with the
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changes in alexithymic traits. A psychodynamic study of the outcome of brief
Adlerian psychodynamic psychotherapy with the Karolinska Personality
Profile found that the improvement of alexithymic traits in anorectic and
bulimic patients correlates with a better compliance with treatment and with the
improvement of symptoms, and that those patients with more marked alex-
ithymic traits are more likely to have a poor response to treatment [155].

The treatment of EDs includes: (1) psychopharmacologic treatments
according to the guidelines and to the evidence reported by randomized, con-
trolled trials and (2) psychodynamic psychotherapy alternating supportive and
intensive-expressive interventions [151, 156, 157]. As regards psychotherapy,
CBT proved effective in the treatment of BN. Some authors used CBT also in
AN and Interpersonal Psychotherapy was used in EDs as well. Some studies
suggest that the latter is lower than CBT in changing the symptoms of EDs.
More details about the psychotherapic treatment of EDs can be found in some
systematic reviews [158—162]. Here follows the description of some issues of
dynamic psychotherapy.

The treatment of EDs is often planned as a stepped-care approach [163],
according to the model of sequential treatment [164]. The main feature of the
treatment of EDs is the personalization of the therapeutic strategy depending on
the need of modifying temperamental and character traits [165]. ‘Strategy’
refers to the planning of a project, usually an outpatient treatment, but also day
hospital or inpatient treatment, developed after an overall psychiatric and med-
ical assessment, accounting also for DCPR.

The nature of the disorder in AN, BN, and BED makes patients look for
treatment only after several years of illness, because ED symptoms and their
effects on the body and on emotions have a deep self-protective meaning [155].
As a consequence, the symptoms of EDs tend to maintain and strengthen them-
selves, and they often become untreatable, chronic, and inaccessible to treatment
[166]. Patients are willing to give up these mechanisms of self-defense only if
they receive an equivalent ‘emotional supply of love and tenderness’ [167].

In AN, BN, and BED, action is important and the somatic issues are more
important than the intrapsychic conflict (typical of the neurotic area), as an
attempt to conciliate the need of dependence and the feelings of menace [168].

The strategy in EDs mostly depends on the degree of malnutrition and psy-
chosomatic impairment of patients, and on the cooperation among them, their
family, and therapists. The treatment of EDs is articulated in phases and alter-
nates supportive and intensive interventions. The expressive-supportive psy-
chotherapy is the core of treatment [169, 170]. The alternation of supportive
and intensive phases seems to be the typical feature of the clinical strategy for
patients with EDs, especially for those with a severe medical impairment. This
alternation is not always predictable in the different phases of treatment.
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Supportive Interventions

The supportive interventions are typical of the early phases of treatment
and their aim is to stop the acute emergency and urgency situations, to start the
psychopharmacologic and nutritional treatment, and to build the therapeutic
‘net’ [147]. The somatopsychic regression of the patients’ self needs to be
arrested and their own and their family’s anguish and destructive issues need to
be addressed. The patients’ cooperation is crucial for this kind of intervention.
The involvement of the family is another relevant supportive issue, and the
younger the patient is and the less chronic is his/her disorder, the more impor-
tant is the involvement of family [20, 171, 172]. The family is relevant with
regard to the real positive or negative issues of their existential situation
(“designed patients’ according to Selvini-Palazzoli or Minuchin). The family
can play a crucial role either as a support or as an obstacle to therapy, depend-
ing on how much the family colludes with the patient and on how the family
responds to the patient’s split and projected needs.

The parents of EDs patients often show alterations in personality [21, 172,
173]. These specific temperamental and character dimensions can be the focus
of therapeutic interventions, both in individual counseling and group efforts.
Parents sometimes ask for a psychotherapeutic intervention at later times.

The most studied approach for family treatment is the multifactor family
therapy developed at the Maudsley Hospital of London [20, 174]. This approach
considers the symptoms of EDs as the result of a complex interaction of etiologic
factors and the communication and relational patterns within the family as a con-
sequence of the disorder. The family is considered a significant resource for this
kind of treatment and is involved in the eating re-education of patients [175].

Expressive Psychotherapeutic Interventions

Supportive interventions can be followed or associated with analytic-
expressive phases. The relational issues are deepened during the expressive
phases and the work on the therapeutic relationship has great importance, espe-
cially in cases of dependent and hostile transfers. In patients with AN, as
regards 20-session psychotherapeutic interventions, the nonspecific supportive
clinical management was superior to interpersonal psychotherapy, whereas
CBT was intermediate [176]; on the other hand, the psychoanalytic therapy,
together with the family therapy, seems to be the most effective among the psy-
chotherapeutic interventions lasting at least 1 year [177]. When the patient’s
condition improves, the therapy can be intensified with the analysis of the
lifestyle to better understand the patient’s personality patterns [178].
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Some Adlerian therapists [147, 155, 178] underscore the importance of
unmasking the fictional goals that support the maladaptive behaviors of
patients with AN. Food is considered a means to gain control over one’s life,
which the patient feels is difficult to rule as a consequence of deep feelings of
self-worthlessness. This behavior gives patients a new (pathologic) identity that
can be used as a means to avenge themselves, to pursue the fictional goal of
perfection [179], and to hide feelings of emptiness and solitude. In its last
phases, psychotherapy will encourage the rearrangement of Striving for power,
the development of Social interest, and the use of cognitive skills and of the cre-
ative self to ‘think and act as if she were the person she wanted to be’ [180].

In BN and BED [181], it is necessary to focus on the dynamics of control
and to underscore the emotional distance among the patient and the other peo-
ple in the common situations of life. From a cognitive perspective, the all-or-
nothing thinking is analyzed. A greater trust in one’s own choices may allow
new experiences and, in the long term, change the rigidity of thought. Patients
can be further helped in correlating their mental perceptive scheme to their
emotions and the ED [182]. This allows patients to understand that their behav-
ior, according to a private logic, limits their functioning. From this point of
view, the DCPR are a reliable instrument for the therapist’s orientation.

In fact, the pathologic defenses are strengthened by the psychosomatic
issues.

Conclusions

Overall, in EDs there is the need to apply the biopsychosocial model, in
multimodal treatments [151], as well as in the sequential management of
patients [147, 164], with the cooperation of all the health professionals involved
in an active and daily liaison. In EDs, the lack of adequate communication
within the treatment staff and an inauthentic care of the somatic, intrapsychic,
and relational (family) suffering may collude with the split elements of the
patient’s self and make treatment iatrogenic and paradoxical.

EDs are still evolving because they represent a modulate and culturally
induced way of expressing and, though perversely, alleviating a deep psychoso-
matic pathology of the development of the self. Moreover, EDs are character-
ized by complex family and somatopsychic interactions that worsen the organic
vulnerability.

Some of the difficulties that emerge in the treatment of patients with EDs
are related to the relational style, which is full of indirect anger. A paradoxical
request of acceptance and esteem often underlies this relation style, leading to
perverted effects. The subtle but stubborn and destructive aggressiveness that
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causes and maintains these disorders can be directed also against the therapeu-
tic project and sometimes succeeds in nullifying it.

The DCPR proposed are a useful and stimulating tool. In the treatment of
EDs, the psychosomatic diagnoses allow a further deepening of diagnosis and a
greater attention to the uneasiness and the psychological mechanisms underlying
the disorder. A global intervention includes the use of psychotropic drugs for
the symptom-related issues (demoralization and irritable mood). Psychotherapy
is focused on the identification and expression of emotions, particularly anger.
The strengthening of character with expressive psychodynamic psychotherapy
may also improve the psychosomatic cores of the ED.

Further studies will address these issues in larger samples, using multivari-
ate statistical analyses. These studies may investigate the use of DCPR to define
ad personam the objectives and clinical project and to plan and recalibrate the
sequential treatment project and the therapeutic and rehabilitative strategies.
Lastly, the DCPR may be useful for the study of outcome predictors of different
treatment interventions. Given the promising results of the first use of the
DCPR, further research is needed on larger samples to support and validate the
role of adjunctive psychosomatic diagnoses in AN, BN, and BED.
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Appendix 1. Diagnostic Criteria for
Psychosomatic Research

Fava GA, Freyberger HJ, Bech P, Christodoulou G, Sensky T, Theorell T,
Wise TN: Diagnostic criteria for use in psychosomatic research. Psychother
Psychosom 1995;63:1-8.

Health Anxiety (A through B are required)

A A generic worry about illness, concern about pain and bodily preoccu-
pations (tendency to amplify somatic sensations) of less than 6 months’
duration

B Worries and fears readily respond to appropriate medical reassurance,
even though new worries may ensue after some time

Thanatophobia (A through C are required)

A Attacks with the sense of impending death and/or conviction of dying
soon, even though there is no objective medical reason for such fear

B Marked and persistent fear and avoidance of news which reminds of
death (e.g. funerals, obituary notices); exposure to these stimulus almost
invariably provokes an immediate anxiety response

C The avoidance, anxious anticipation and distress interfere significantly
with the person’s level of functioning




Disease Phobia (A through C are required)

A Persistent, unfounded fear of suffering from a specific disease (e.g.
AIDS, cancer), with doubts remaining despite adequate examination and
reassurance

B Fears tend to manifest themselves in attacks rather than in constant, chronic
worries as in hypochondriasis; panic attacks may be an associated feature

C The object of fears does not change with time and duration of symptoms
exceeds 6 months

lliness Denial (A through B are required)

A Persistent denial of having a physical disorder and of need of treatment
(e.g. lack of compliance, delayed seeking of medical attention for serious
and persistent symptoms, counterphobic behavior), as a reaction to the
symptoms, signs, diagnosis or medical treatment of a physical illness

B The patient has been provided a lucid and accurate appraisal of the
medical situation and management to be followed

Persistent Somatization (A through B are required)

A Functional medical disorders (e.g. fibromyalgia, fatigue, esophageal
motility disorders, nonulcer dyspepsia, irritable bowel syndrome, neuro-
circulatory asthenia, urethral syndromes), whose duration exceeds 6
months, causing distress, or repeated medical care, or resulting in
impaired quality of life

B Additional symptoms of autonomic arousal involving also other organ
systems (e.g. palpitations, sweating, tremor, flushing) and exaggerated
side effects from medical therapy are presented, indicating low sensation
of pain thresholds and high suggestionability
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Conversion Symptoms (A through C are required)

A One or more symptoms or deficits affecting voluntary motor or sensory
function, characterized by lack of anatomical of physiological plausibility,
and/or absence of expected physical signs or laboratory findings, and/or
inconsistent clinical characteristics; if symptoms of autonomic arousal
(e.g. palpitations, sweating, tremor, flushing) or functional medical disor-
der are present (e.g. fibromyalgia, fatigue, esophageal motility disorders,
nonulcer dyspepsia, irritable bowel syndrome, neurocirculatory asthenia,
urethral syndromes), conversion symptoms should be prominent, causing
distress, or repeated medical care, or resulting in impaired quality of life

B At least 2 of the following features are present:

1 ambivalence in symptom reporting (e.g. the patient appears relaxed
or unconcerned as he/she describes distressing symptoms)

2 histrionic personality features (colorful and dramatic expression, lan-
guage and appearance, demanding dependency, high suggestionabil-
ity, rapid mood changes)

3 precipitation of symptoms by psychological stress, the association of
which the patient is unaware

4 history of similar physical symptoms experienced by the patient, or
observed in someone else, of wished on someone else

C Appropriate medical evaluation uncovers no organic pathology to
account for physical complaints

Functional Somatic Symptoms Secondary to a Psychiatric
Disorder (A through C are required)

A Symptoms of autonomic arousal (e.g. palpitations, sweating, tremor,
flushing) or functional medical disorder (e.g. irritable bowel syndrome,
fibromyalgia, neurocirculatory asthenia), causing distress, or repeated
medical care, or resulting in impaired quality of life

B Appropriate medical evaluation uncovers no organic pathology to
account for the physical complaints

C A psychiatric disorder (which includes the involved somatic symptoms
within its manifestations) preceded the onset of functional somatic
symptoms (e.g. panic disorder and cardiac symptoms)
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Anniversary Reaction (A through C are required)

A Symptoms of autonomic arousal (e.g. palpitations, sweating, tremor,
flushing) or functional medical disorder (e.g. irritable bowel syndrome,
fibromyalgia, neurocirculatory asthenia) or conversion symptoms causing
distress, or repeated medical care, or resulting in impaired quality of life

B Appropriate medical evaluation uncovers no organic pathology to
account for the physical complaints

C Symptoms began when the patient reached the age or on the occasion of the
anniversary when a parent or very close family member developed a life-
threatening illness and/or died; the patient is unaware of such association

Demoralization (A through C are required)

A A feeling state characterized by the patient’s consciousness of having
failed to meet his or her own expectations (or those of others) or being
unable to cope with some pressing problems; the patient experiences
feelings of helplessness, or hopelessness, or giving up

B The feeling state should be prolonged and generalized (at least 1 month
duration)

C The feeling closely antedated the manifestations of a medical disorder or
exacerbated its symptoms

Irritable Mood (A through C are required)

A A feeling state characterized by irritable mood which may be experienced
as brief episodes, in particular circumstances, or it may be prolonged and
generalized; it requires an increased effort of control over temper by the
individual or results in irascible verbal or behavioral outbursts

B The experience of irritability is always unpleasant for the individual and
overt manifestation lacks the cathartic effect of justified outbursts of anger

C The feeling elicits stress-related physiologic responses that precipitate
or exacerbate symptoms of a medical disorder
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Type A Behavior (A through B are required)

A Atleast 5 of the following 9 characteristics should be present:

1

w N

©O© oo NO 01 &~

B The behavior elicits stress-related physiologic responses that precipitate
or exacerbate symptoms of a medical condition

excessive degree of involvement in work and other activities subject
to deadlines

steady and pervasive sense of time urgency

display of motor-expressive features (rapid and explosive speech,
abrupt body movements, tensing of facial muscles, hand gestures)
indicating sense of being under the pressure of time

hostility and cynicism

irritable mood

tendency to speed up physical activities

tendency to speed up mental activities

high intensity of desire for achievement and recognition

high competitiveness

Alexithymia (A is required)

A At least 3 of the following 6 characteristics should be present:

1
2

3

inability to use appropriate words to describe emotions

tendency to describe details instead of feelings (e.g. circumstances
surrounding an event rather then the feelings)

lack of a rich fantasy life

thought content associated more with external events rather than fan-
tasy or emotions

unawareness of the common somatic reactions that accompany the
experiences of a variety of feelings

Occasional but violent and often inappropriate outburts of affective
behavior
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Appendix 2. Interview for the Diagnostic
Criteria for Psychosomatic Research

Adapted by Mangelli L, Rafanelli C, Porcelli P, Fava GA from Rafanelli C,
Roncuzzi R, Finos L, Tossani E, Tomba E, Mangelli L, Urbinati S, Pinelli G,
Fava GA: Psychological assessment in cardiac rehabilitation. Psychother
Psychosom 2003;72:343—-349.

The interview concerns the past 6 or 12 months. It requires the knowledge
of medical diagnoses and the chronology of the disorder’s manifestations in the
patient. The interviewer has to be familiar with the literature on DCPR. We rec-
ommend that the interview is made together with the psychiatric assessment.

Health Anxiety

A 1. Are you worried that you may have a serious illness?

YES O NO [O

2. If you are suffering from common symptoms (e.g. bleeding nose, a
cold, headache, etc.) do you fear (e.g. become alarmed, consult your
local doctor, request medical examinations, go to the hospital emergency
department, consult a medical book, etc.) they may develop into a seri-
ous illness?
YES [ NO [

(If No, skip to ‘Disease Phobia’)

B If the physician gives you an appropriate medical reassurance explaining
that you don’t have any illness and you are healthy, do you trust him?

YES [ NO [
C Have you experienced these fears for the past 6 months?
YES O NO O

Diagnosis: A (1 and/or 2) = yes + B = yes + C = yes




Disease Phobia

A Have you ever experienced severe anxiety, or a panic attack, as a result of
being scared of having developed a bad disease?
YES [J NO [O

(If No, skip to ‘“Thanatophobia’)

B Even though your doctor and the laboratory examinations have excluded
any specific medical illness, are you afraid of suffering from a bad disease
(e.g. AIDS, cancer)?

YES [ NO [
C Does your fear of a bad illness exceed 6 months?
YES [J NO [

Diagnosis: A = yes + B = yes + C = yes

Thanatophobia

A Have you ever had the sense of impending death and/or conviction of
dying soon, without being in a threatening situation or in real danger?
YES [ NO [

(If No, skip to ‘lliness Denial’)

B Are you afraid of news that reminds you of death (e.g. funerals, obituary
notices)?
YES [ NO [O

C Do you avoid any situation that reminds you of death (changing the TV
channel, interrupting a conversation if it concerns dead people, disasters
or accidents)?
YES [ NO [

Diagnosis: A = yes + B = yes + C = yes
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Illiness Denial

A 1 Have you ever neglected to bring to your physician’s attention serious
symptoms or ignored your physician’s diagnosis and recommendations?
YES (O NO [O
2 If the physician tells you that you have a disorder and prescribes you
drugs, a suitable diet or an appropriate physical activity, do you follow
the medical advice?
YES [ NO [

(IfAl = no and A2 = yes, skip to ‘Functional Somatic
Symptoms Secondary to a Psychiatric Disorder”’)

B  Did the physician tell you that you have a medical disorder and provide
a clear explanation of the medical situation and management to be
followed?

YES O NO [O

Diagnosis: A (1 = yes and/or 2 = no; or 1 = yes and/or 2 = yes;

or 1 = no and/or 2 = no) + B = yes

Functional Somatic Symptoms Secondary to a Psychiatric Disorder

A Have you ever suffered from troublesome symptoms (e.g. palpitations,
sweating, tremor, becoming flushed, gastrointestinal symptoms, dizzi-
ness, muscular pains, persistent tiredness) that interfered with your life
causing repeated medical treatment?

YES O NO O

(If No, skip to ‘Persistent Somatization’)

B Did the physician tell you that your physical symptoms are not due to a
specific medical cause?
YES O NO [

C The interviewer has to note if there is a psychiatric disorder
YES O NO [O
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D Ifa psychiatric disorder exists, the interviewer must note the onset of the
psychiatric disorder compared to the onset of the functional somatic dis-
order (e.g. psychiatric disorder occurred 6 months prior to functional
somatic disorder; functional somatic disorder occurred 3 months prior
to the psychiatric disorder)

YES [ NO [O

NOTE: Yes = the functional somatic symptoms did not precede the onset of
the psychiatric disorder
Diagnosis: A = yes + B = yes + C = yes
(compare the onset of both the disorders)

Persistent Somatization

A Have you ever suffered for more than 6 months from one of the disor-
ders I’'m going to list to you and, as a consequence of them, have you
sought medical treatment, or has your quality of life become worse?

» muscular pain and tingling

* persistent tiredness

* stomach pain with burning or
bloating, or slow digestion

* constipation or diarrhea

* palpitations

* breathing difficulties

* other

YES O NO [

(If No, skip to ‘Conversion Symptoms’)

oooo ooo

B s there a specific medical cause behind these disorders?
YES O NO [0

C 1 Ifyou took medication for these disorders, did they give you trouble-
some side effects?

YES [J NO [

2 Did you feel worse?

YES [ NO [

3 Besides your main disorder, have you experienced any other
problems?

YES [ NO [

Diagnosis: A = yes + B = no + C (1 and/or 2 and/or 3) = yes
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Conversion Symptoms

A Have you ever suffered from one of the following physical disorders
(balance problems, localized paralysis or weakness, loss of voice, eat-
ing difficulty, double vision or loss of sight)?

YES [ NO [O

(If No, skip to ‘Anniversary Reaction’)

B  Did the physician find a specific medical cause or a specific factor to
explain your symptoms?

YES [ NO [
C 1 Did any specific event occur before the manifestation of these symptoms?
YES [ NO [
If yes, do you believe the symptoms are linked to this event?
YES O NO [O
2 Have you ever had the same symptoms in the past?
YES [ NO OO
Or have you observed the same symptoms in someone else close to you?
YES [ NO [
3 The interviewer has to assess if the patient shows ambivalence as to the
symptom
YES (I NO [O
4 The interviewer has to assess the characteristics of histrionic
personality
YES [ NO OO

Diagnosis: A = yes + B = no + C (at least 2 of the
4 characteristics) = yes

Anniversary Reaction

A If you have suffered from one or more of the symptoms I listed to you
before (e.g. palpitations, sweating, tremor, becoming flushed, gastroin-
testinal symptoms, dizziness, muscular pains, persistent tiredness, bal-
ance problems, localized paralysis or weakness, loss of voice, eating
difficulty, double vision or loss of sight), and the physician didn’t find
any specific medical cause, do you remember a specific time that pre-
ceded the occurrence of the symptoms?

YES O NO O

(If No, skip to ‘Type A Behavior’)
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B 1 Do you remember if they occurred at the same time as an important
date for you, or at the same age that a family member developed a life-
threatening illness?

YES O NO O
If yes, do you believe the symptoms are linked to this event?
YES [ NO [

2 Have any of your family members had serious health problems or died
at the same age as you are now?
YES [ NO [

Diagnosis: A = yes + B (1 and/or 2) = yes

Type A Behavior

A 1 Do you often stay at work after your normal shift to finish some activities

subject to deadlines, where you feel particularly responsible?
YES O NO O

2 Do you often have a strong sense of time urgency to finish activities
(either at work or not) you have started?
YES O NO [O

3 Does the patient have a rapid and explosive speech, abrupt body move-
ments, hand gestures, and tensing of facial muscles?
YES O NO O

4 When you feel a strong sense of time urgency, do you become aggres-
sive with the people around you?

YES O NO [O

5 Do you often feel irritable?
YES O NO [O

6 Are you inclined to walk, move, act, and gesticulate quite fast?
YES [ NO [O

7 Do you feel you have many ideas and thoughts at the same time?
YES [ NO [O

8 Do you feel you are very ambitious at work, desiring for achievements
and more recognition than other people?
YES O NO O
9 Do you feel in competition with your colleagues?
(If less than 5 = yes, skip to ‘“Type A Behavior’)
B Do you have physical symptoms, such as palpitations, sweating, mus-
cular and stomach pains, intestinal disorders, and/or breathing fast?
YES O NO [O
Diagnosis: A (at least 5 characteristics) = yes + B = yes
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Irritable Mood

A 1 When you sometimes feel irritable (either brief or prolonged

episodes, occasionally or persistent), do you need to make an
increased effort to control your temper?

YES O NO [O

Or do you have uncontrollable verbal or behavioral outbursts (e.g.
shout, slam the door, bang your fists on the table)?

YES [ NO [

(If No, skip to ‘Demoralization’)

After that, do you still feel bad?

YES [ NO [

When you are irritable, do you feel your heart beating fast and other
symptoms coming on?

YES O NO O

Diagnosis: A (1 and/or 2 and/or 3) = yes + B = yes + C = yes

Demoralization

Al

Do you feel you have failed to meet your expectations or those of other
people (concerning your work, family, social and/or economic status)?
YES [ NO [

Is there an urgent problem you feel unable to cope with?

YES [ NO [

Do you experience feelings of helplessness, hopelessness, and/or
giving up?

YES O NO O

(If No, skip to ‘Alexithymia’)

Does your state of feeling exceed a month?

YES O NO O

Did this feeling occur before the manifestation of a physical disorders
or exacerbate it?

YES O NO O

Diagnosis: A (1 and/or 2 and/or 3) = yes + B = yes + C = yes
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Alexithymia

The interviewer should assess the overall content of the interview and non-

verbal behavior, in addition to the following questions:

A 1 When you experience something good or bad, are you able to describe
your emotions (delight, joy, worry, sadness, anger)?

2

YES [ NO [

When you experience either good or bad events, do you talk about
what has happened and what you feel inside of you?

YES [ NO [

Do you often daydream and let your imagination run away?

YES O NO O

Do your thoughts concern more often your internal emotions and
feelings?
YES [ NO [

When you experience a strong emotion, do you also feel physical
reactions? (e.g. sick to stomach, etc.?)

YES [ NO [

Have you ever had occasional but violent outbursts of anger, crying,
or joy, that are inappropriate either in relationship with what was hap-
pening or your usual behavior?

YES [ NO [

Diagnosis: A1 = no; A2 = no; A3 = no; A4 = no; A5 = no; A6 = yes

(at least 3 characteristics)
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