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Preface

Eating disorders are almost always “complex cases”, as the great majority of such
patients have other significant clinical problems. Most meet the diagnostic criteria
for another mental disorder and are often recipients of a diagnosis of some personal-
ity disorder. Marked interpersonal difficulties and severe psychosocial impairment
are common. Moreover, physical complications are almost always present, and, in a
subgroup of patients, a general medical condition coexists and interacts with the
eating disorder psychopathology.

Clinicians often use the term ‘“comorbidity” to describe the clinical problems
that coexist with eating disorders. The term has become commonly used, and some-
what “fashionable” in psychiatric circles, to indicate not only those cases in which
a patient is diagnosed with a psychiatric disorder and a medical one (e.g. major
depression and type 2 diabetes), but also those cases in which the patient receives a
diagnosis of two or more psychiatric disorders (e.g. major depression and panic
disorder).

However, comorbidity is a complex issue, both conceptually and clinically. From
a conceptual point of view, the definition of comorbidity refers to a situation in
which “a distinct clinical entity develops during a disease” (e.g. when a patient with
diabetes mellitus develops Parkinson’s disease). In this case, there are two distinct
clinical entities, and a lifetime concept is applied. Instead, from a clinical point of
view the definition of comorbidity refers to a situation in which “two or more dis-
tinct clinical entities coexist”. In this case, the prevalence of comorbidity depends
on the definition of the disorders in question (i.e. the classification system and its
diagnostic rules). In the field of mental health, in which specific biomarkers are thus
far lacking, it is questionable whether psychiatric illnesses are in fact “distinct”
clinical entities, or simply the result of the diagnostic criteria currently being applied
to their symptoms. Indeed, reliance to the letter on the Diagnostic and Statistical
Manual of Mental Disorders (DSM) classification system being used today, the
DSM-5, may encourage the application of several psychiatric diagnoses in the same
patient.

Problems related to the definition of comorbidity may have important clinical
consequences that affect treatment. For example, the features of depression are
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common in patients with eating disorders, but may be evidence of either a coexis-
tent clinical depression (“true comorbidity”) or the direct consequence of eating
disorders (“spurious comorbidity”). In the first case, clinical depression should be
treated directly, while in the second case, treating the eating disorder should lead to
remission in the depressive features.

Furthermore, uncritical management of comorbidities may have the paradoxical
effect of defocusing the treatment from the key factors maintaining the eating disor-
der psychopathology, and subjecting the patient to treatments that are in fact useless
and potentially harmful. Specifically, the most frequent therapeutic error that we
have observed in our clinical practice is treating the physical and psychosocial con-
sequences of malnutrition using a variety of drugs, without obtaining any clinical
benefit. For example, oestrogen and progestins are prescribed to treat secondary
amenorrhoea, anxiolytics, and/or antidepressants, neuroleptics, and mood stabiliz-
ers to treat anxiety, irritability, mood deflection, and insomnia—symptoms that are
in most cases the consequence of malnutrition and/or the eating disorder psychopa-
thology. Similar therapeutic misjudgements are often made with the adoption of
psychological treatments that address the psychosocial consequences of the disor-
der, but not the specific psychopathology of the eating disorder directly.

The above issues prompted us to write this book to share with clinicians the
strategies and procedures we have found useful in and assessing and treating “com-
plex” eating disorder cases. We rely on enhanced cognitive behavioural therapy
(CBT-E), an evidence-based treatment recommended for all eating disorder catego-
ries in both adults and adolescents, but our strategic and pragmatic approach to the
management of the medical and psychiatric comorbidities that often coexist with
eating disorders can be used by clinicians who adhere to different theoretical models.

That being said, we strongly suggest that multidisciplinary teams managing
complex patients with eating disorders adhere to a coherent theoretical and thera-
peutic model. To this end, the book describes how we have addressed this challenge,
developing an approach called “multistep CBT-E”. This is a treatment, based on the
evidence-based CBT-E, designed to be delivered at three levels of care (outpatient,
day-hospital, and inpatient) by a “non-eclectic” multidisciplinary team in which all
members received extensive training on CBT-E and are aware of the entire clinical
picture of patients. In the non-eclectic multidisciplinary team, the physician’s inter-
ventions to treat coexisting mental and general medical disorders (e.g. clinical
depression, obesity, diabetes) or complications associated with low weight and/or
purging behaviours are integrated consistently with CBT-E and coordinated with
the other team members, following the pragmatic guidelines described in this book.

The book is divided into two main parts. Part One describes the eating disorder
psychopathology, the limitations of the current classification system, the physical
and psychosocial consequences of these disorders, and how to assess their nature
and severity—essential knowledge for understanding whether a patient has a true or
spurious comorbidity. This is followed by an overview of CBT-E and how to imple-
ment it at different levels of care.

Part Two describes the general strategies used to address comorbidity in patients
with eating disorders, and the specific strategies and procedures for managing the
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most common mental disorders (i.e. clinical depression, anxiety disorders,
obsessive-compulsive disorder, post-traumatic stress disorder, substance use disor-
der, and personality disorders) and general medical conditions (i.e. obesity, type 1
diabetes, celiac disease, inflammatory bowel diseases, food allergies, and intoler-
ance) coexisting with eating disorders. A clinical case vignette is provided for each
disorder to illustrate the practical application of the strategies used to manage these
complex cases.

Finally, the appendices include two validated self-report questionnaires: The
Eating Problem Checklist (EPCL) questionnaire, designed to assess the psychopa-
thology of eating disorders; and the Starvation Symptom Inventory (SSI), designed
to measure malnutrition symptoms in underweight patients.

We hope that this book will prove a useful guide, not only for all clinicians who
treat patients with eating disorders (e.g. psychiatrists, internists, endocrinologists,
psychologists, dietitians, nutritionists, nurses, educators, physical therapists), but
also for the many (e.g. gynaecologists, endocrinologists, gastroenterologists, hae-
matologists, allergists, psychiatrists, psychotherapists, and psychologists) who,
while not working in specialized centres, are involved in the management of medi-
cal and psychiatric comorbidities in patients with eating disorders.

Garda, Italy Riccardo Dalle Grave, MD
Verona, Italy Massimiliano Sartirana, PsyD
Garda, Italy Simona Calugi, PhD
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Part I

Eating-Disorder Psychopathology,
Comorbidity, and Cognitive Behaviour
Therapy



Chapter 1 )
Eating Disorders: An Overview ST

Eating disorders are among the most common and serious health problems afflict-
ing adolescents and young women in Western countries. They are less frequent in
men. If not treated quickly and well, they interrupt the normal process of psycho-
logical and physical development, and cause considerable physical and psychoso-
cial morbidity [1]. They may also lead to death in some cases [2]. Anorexia
nervosa, in particular, has the highest mortality rate of any mental disorder, with
a standardized mortality ratio of 5.9 over 12.8 years! [3], peaking in the first
10 years of follow-up [4].

1.1 Eating Problems and Eating Disorders

Most people who follow a diet or have binge-eating episodes do not have an eating
disorder. The latter develops when the diet is so extreme and rigid, and binge-eating
episodes so frequent, as to cause physical and psychological impairment and com-
promise the quality of life. In other words, alterations in eating behaviour must be
of clinical severity for an eating disorder to be diagnosed.

In adults and adolescents, there are three main eating disorders: (i) anorexia ner-
vosa, (ii) bulimia nervosa, and (iii) binge-eating disorder. However, community and
clinical studies have shown that a large number of individuals with an eating disor-
der of clinical severity do not fall into these three categories. Such people have an

'The standardized mortality ratio is the ratio of observed deaths in the study group to expected
deaths in the general population. The SMR may be quoted as either a ratio or a percentage. If the
SMR is quoted as a ratio and is equal to 1.0, this means the number of observed deaths equals that
of expected cases. If the SMR is greater than 1.0, there is a higher number of deaths than expected.

© The Author(s), under exclusive license to Springer Nature 3
Switzerland AG 2021
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eating disorder that in this book we have grouped into the broad category “other
eating disorders”.?

1.2 Anorexia Nervosa

According to the fifth edition of the Diagnostic and Statistical Manual of Mental
Disorders (DSM-5), a person must meet the following three diagnostic criteria if
they are to be diagnosed with anorexia nervosa [5]:

1. Restriction of energy intake relative to requirements, leading to a significant low
body weight in the context of age, sex, developmental trajectory and physical
health. Significantly low body weight is defined as a weight below that is less
than minimally normal or, for children and adolescents, less than that minimally
expected.?

2. Intense fear of gaining weight or becoming fat, or persistent behaviour that inter-
feres with weight gain, even though at significantly low weight.

3. Disturbance in the way in which one’s body weight or shape is experienced,
undue influence of body weight or shape on self-evaluation, or persistent lack of
recognition of the seriousness of the current low body weight.

The presence of amenorrhoea, a criterion required by the previous DSM ver-
sions, is no longer necessary for the diagnosis of anorexia nervosa. This exclusion
was justified by the observation that amenorrhoea is not predicted by psychopatho-
logical variables, only by body weight and excessive exercising, and that individu-
als who meet all the other diagnostic criteria of anorexia nervosa but do not have
amenorrhoea respond in a similar way to the same treatment [6]. In addition, this
criterion cannot be applied to women of pre-menarchal or post-menopausal age,
those taking oral contraceptives, or, of course, males.

Indeed, although anorexia nervosa mainly affects female adolescents and young
adults, about one in eight cases occurs in males [7]. It occurs more commonly
among white populations than in non-Hispanic black and Hispanic populations [8],

>The Diagnostic and Statistical Manual of Mental Disorders (DSM-5) combines feeding and eat-
ing disorders in a single diagnostic category. Feeding disorders mainly, but not exclusively, affect
children and adolescents, and include the following diagnostic categories: pica, rumination disor-
der and avoidant/restrictive food intake disorder. Feeding disorders are not discussed in this book
since these states present quite differently from the main eating disorders (i.e., there is an absence
of the core overvaluation of shape, weight and their control, and no binge-eating episodes or com-
pensatory behaviors). In addition to anorexia nervosa, bulimia nervosa and binge-eating disorder,
the eating disorders include a large group of “other specified or unspecified feeding or eating dis-
orders”, which in this book we have grouped into a single category, which we term “other eating
disorders”.

3The threshold for defining a significantly low weight is debated and varies. Body Mass Index or
BMI thresholds (kg/m?) of 17.5, 18.0 or 18.5 are typically used. BMI-for-age growth charts are
used to assess BMI in youths.
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and its global incidence seems to be increasing, particularly in Asia [9] and the
Middle East [10]. The most recent large epidemiological study found that lifetime
prevalence of the disorder (i.e., the proportion of anorexia nervosa at any point in
life) is approximately 0.80% in the United States [8], affecting 1.4% (0.1-3.6%) of
women and 0.2% (0-0.3%) of men, according to a recent review of 33 studies [11].

In such individuals, low weight is achieved by adopting an extreme and rigid
hypocaloric diet, sometimes associated with excessive exercising. About a third of
people with anorexia nervosa have recurrent binge-eating episodes, many of which
are subjective,* during which their attempt to restrict food intake is disrupted. Binge-
eating episodes are often followed by one or more compensatory behaviours, such
as self-induced vomiting and laxative and diuretics misuse.

In some cases, anorexia nervosa is short-lived and goes into remission with a
brief course of treatment (especially in adolescents) or no treatment at all, but it
tends to persist in many cases, and will require prolonged and complex specialized
interventions [12]. In about half of anorexia nervosa cases, there is a migration
towards bulimia nervosa and other subthreshold eating disorders [13]. At short-term
follow-up, the remission rate is about 29%, which increases to 68—-84% at 8- to
16-year follow-up [12]. Unfortunately, however, about 10-20% of sufferers do not
improve with any treatment available to date, and develop a lifelong condition [14]
that is today is called “severe and enduring” anorexia nervosa [15, 16]. In these
cases, the disorder impairs health-related quality of life (HRQOL) more or less
markedly and persistently, and is associated with increased need for healthcare and
associated costs [17]. The crude mortality rate for anorexia nervosa ranges between
0% and 8%, with the most recent studies reporting a cumulative mortality rate of
about 2.8% [12].

1.3 Bulimia Nervosa

Bulimia nervosa, originally known in North America as “bulimia”, was first
described in 1979 [18]. According to the DSM-5, a person suffers from bulimia
nervosa if they meet the following diagnostic criteria [5]:

1. Recurrent episodes of binge eating. An episode of binge eating is characterized
by both of the following:

(a) Eating, in a discrete period of time (e.g., within any 2-h period), an amount
of food that is definitely larger than most people would eat during a similar
period of time and under similar circumstances.

(b) A sense of lack of control over eating during the episode (e.g., a feeling that
one cannot stop eating or control what or how much one is eating).

*A small or moderate amount of food associated with sense of lack of control over eating during
the episode, as opposed to objective binge-eating episodes, in which the amount of food consumed
is, in fact, unusually large.
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2. Recurrent inappropriate compensatory behaviour in order to prevent weight
gain, such as self-induced vomiting; misuse of laxatives, diuretics, or other med-
ications; fasting; or excessive exercise.

3. The binge eating and inappropriate compensatory behaviours both occur, on
average, at least once a week for 3 months.

4. Self-evaluation is unduly influenced by body shape and weight.

5. The disturbance does not occur exclusively during episodes of anorexia nervosa.

Bulimia nervosa mainly affects young women, with a female to male ratio of
1-20 [7]. The lifetime prevalence of bulimia nervosa is 0.28 in the United States [8],
being 1.9% (0.3-4.6%) in women and 0.6% (0.1-1.3%) in men according to a
recent review of 33 studies [11].

In typical cases, the disorder begins between the ages of 18 and 25 with the adop-
tion of strict and extreme dietary rules, motivated by excessive concerns about shape
and weight. In about a quarter of diagnosed cases, there has been a period in which
the diagnostic criteria for anorexia nervosa have been met [19]. In bulimia nervosa,
the diet is periodically interrupted by binge-eating episodes followed by compensa-
tory behaviours such as self-induced vomiting, laxatives and diuretics misuse, fast-
ing or strict dieting, and/or excessive exercising. The combination of dietary
restriction, binge-eating episodes and compensatory behaviours rarely produces a
persistent calorie deficit, which explains why individuals with bulimia nervosa are
typically in the normal-weight or overweight range.

Although it may vary in severity, once it manifests, bulimia nervosa tends to be
self-perpetuating. About 20% of cases migrate to binge-eating disorder or other
subthreshold eating disorders, while the transition to anorexia nervosa is less fre-
quent [20]. The remission rates for bulimia nervosa are about 27-28% at 1-year
follow-up, and increase as the duration of follow-up increases (up to 70% or more
by 10-year follow-up) [12]. More than 20% of patients have a persistent course [20],
and in this case, the disorder impairs HRQOL more or less markedly and persis-
tently [17]. Reported crude mortality rates have ranged from 0 to 2% across studies,
with a cumulative mortality rate of 0.4% [21].

1.4 Binge-Eating Disorder

As the term suggests, binge-eating episodes are the main feature of binge-eating
disorder. This is a relatively recently acknowledged disorder, although people with
obesity having recurrent binge-eating episodes were described by Albert Stunkard
in 1959 [22]. The DSM-5 diagnostic criteria for binge-eating disorder are as fol-
lows [5]:

1. Recurrent episodes of binge eating. An episode of binge eating is characterized
by both of the following:
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(a) Eating, in a discrete period of time (for example, within any 2-h period), an
amount of food that is definitely larger than most people would eat in a simi-
lar period of time under similar circumstances.

(b) A sense of lack of control over eating during the episode (for example, a
feeling that one cannot stop eating or control what or how much one is
eating).

2. The binge-eating episodes are associated with three (or more) of the following:

(a) Eating much more rapidly than normal.

(b) Eating until feeling uncomfortably full.

(c) Eating large amounts of food when not feeling physically hungry.

(d) Eating alone because of feeling embarrassed by how much one is eating.
(e) Feeling disgusted with oneself, depressed, or very guilty afterwards.

(O8]

. Marked distress regarding binge eating is present.

. The binge eating occurs, on average, at least once a week for 3 months.

5. The binge eating is not associated with the recurrent use of inappropriate com-
pensatory behaviour as in bulimia nervosa and does not occur exclusively during
the course of bulimia nervosa or bulimia nervosa.

N

In short, individuals with binge-eating disorder have recurrent binge-eating epi-
sodes not followed by a systematic use of compensatory behaviours (e.g., self-
induced vomiting, misuse of laxatives or diuretics, fasting, excessive exercising).

For a diagnosis of binge-eating disorder, the International Classification of
Diseases 11th Revision (ICD-11)’s definition of a binge-eating episode does not
require the intake of food to be excessive. According to the ICD-11, the “binge-
eating disorder is characterized by frequent, recurrent episodes of binge eating (e.g.,
once a week or more over a period of several months). A binge-eating episode is a
distinct period of time during which the individual experiences a subjective loss of
control overeating, eating notably more or differently than usual, and feels unable to
stop eating or limit the type or amount of food eaten” [23]. This definition of binge-
eating episodes seems more clinically useful than the DSM-5 description because it
is in line with the experience reported by patients with binge-eating disorder. Indeed,
these generally report that loss of control and perception of having eaten in excess
rather than how much food is eaten are more decisive in characterizing the experi-
ence of distress associated with a binge-eating episode [24].

The lifetime prevalence of binge-eating disorder is 0.85 in the United States [8],
and was reported as 2.8% (0.6-5.8%) in women and 1.0% (0.3-2.0%) in men fol-
lowing a review of 33 studies [11]. Unlike other eating disorders, such as anorexia
nervosa and bulimia nervosa, where the female to male ratio is 9:1, in binge-eating
disorder the ratio is approximately 6:4 [25]. Furthermore, the disorder is present in
all ethnic/racial groups with a similar prevalence [8].

Binge-eating disorder can occur at any age, although it typically starts in late
adolescence or young adulthood. The average age of onset is about 21 years [26],
but there is a broad distribution of the age of disorder onset that ranges from 14 to
30 years. In typical cases, binge-eating disorder begins with binge-eating episodes,
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often in association with stressful life events. Binge eating often results in weight
gain, and for this reason some individuals make several attempts to lose weight,
without, however, in most cases, achieving lasting weight loss. This process is the
opposite of what happens in bulimia nervosa, where generally the diet precedes the
onset of binge-eating episodes. Moreover, in binge-eating disorder, binge-eating
episodes occur in the context of excessive and dysregulated eating rather than
dietary restraint and restriction, and this behaviour explains the disorder’s strong
association with obesity. In some cases, however, the onset of the disorder occurs
after a period of strict dieting.

Patients generally report a long history of binge-eating episodes, with an increase
in their frequency during times of stress, and also long periods free from this behav-
iour. Results from drug trials and studies examining the short-term natural history
of the disorder indicate that it is characterized by high rates of spontaneous remis-
sion [27]. In those who do not achieve remission, migration from this disorder to
anorexia nervosa or bulimia nervosa is rare. However, binge-eating disorder
increases approximately twofold the risk of developing overweight, obesity, and
depression [28].

1.5 Other Eating Disorders

Many eating disorders do not meet the diagnostic criteria for anorexia nervosa, buli-
mia nervosa, or binge-eating disorder. These disorders have attracted numerous
definitions (e.g., eating disorders not otherwise specified, unspecified eating disor-
ders, atypical eating disorders, and, more recently, other specified or unspecified
feeding or eating disorders). As previously mentioned, for this book we decided to
use the broad term “other eating disorders”.

In recent years, this category has attracted a lot of attention from clinicians and
researchers because it has been seen that it is much more frequent than previously
thought, affecting about 20% of people with eating disorders [29] (Fig. 1.1). In
common with anorexia nervosa and bulimia nervosa, the majority of people affected
are adolescents or young women.

The DSM-5 describes five other specified feeding or eating disorders [5]:

Fig. 1.1 Pie chart
illustrating the relative
lifetime prevalence of the
four diagnostic categories

. . AN = Anorexia nervosa
of eating disorders

BN = Bulimia nervosa
BED = Binge-eating disorder
OEDs = Other eating disorders
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1. Atypical anorexia nervosa: All of the criteria for anorexia nervosa are met,
except that despite significant weight loss, the individual’s weight is within or
above the normal range.

2. Bulimia nervosa (of low frequency and/or limited duration): All of the crite-
ria for a diagnosis of bulimia nervosa are met, except that the binge eating and
inappropriate compensatory behaviours occur, on average, less than once a week
and/or for less than 3 months.

3. Binge-eating disorder (of low frequency and/or limited duration): All of the
criteria for binge-eating disorder are met, except that the binge eating occurs, on
average, less than once a week and/or for less than 3 months.

4. Purging disorder: Recurrent purging behaviour to influence weight or shape
(e.g., self-induced vomiting, misuse of laxatives, diuretics, or other medications)
in the absence of binge eating.

5. Night eating syndrome: Recurrent episodes of night eating, as manifested by
eating after awakening from sleep or by excessive food consumption after the
evening meal. There is awareness and recall of the eating. The night eating is not
better explained by external influences such as changes in the individual’s sleep—
wake cycle or by local social norms. The night eating causes significant distress
and/or impairment in functioning. The disordered pattern of eating is not better
explained by binge-eating disorder or another mental disorder, including sub-
stance use, and is not attributable to another medical disorder or an effect of
medication.

Little is known about the course of other eating disorders, which, if defined
according to the DSM-5 criteria, seem to have a lifetime prevalence of 1.5% [29].
In most cases, the onset is in adolescence or early adulthood, and about a quarter
and a third have a history of anorexia nervosa and bulimia nervosa, respectively,
with a similar duration of the disorder. One study has reported that the probability
of remission from these eating disorders is about 60% [29].

1.6 The Transdiagnostic Perspective

The DSM-5 classification encourages eating disorders to be considered as distinct
entities. This distinction, however, has three main limitations from a treatment per-
spective (Table 1.1) [30]. The first is that the eating disorders described as separate
in the classification in fact share most clinical features; patients in each group have
similar eating habits and concerns about body weight and shape. This means that a
distinction between the diagnostic categories is sometimes difficult to make, and in
any case would be artificial. For example, an adult female with the characteristics of
bulimia nervosa and low weight (e.g., BMI = 18.4) would be diagnosed on the basis
of her weight, rather than the clinical features of the disorder; if her weight were
considered significantly low, she would receive a diagnosis of anorexia nervosa,
otherwise the diagnosis would be bulimia nervosa—a state of affairs that would
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Table 1.1 The three main limitations of the DSM diagnostic distinctions between eating disorders

1. Eating disorders share a common eating disorder psychopathology

2. Many clinical eating disorders do not meet the diagnostic criteria for anorexia nervosa,
bulimia nervosa or binge-eating disorder, and instead are grouped under the umbrella
category of “other specified or unspecified feeding or eating disorders”

3. Eating disorders migrate between different diagnostic categories

seem to run counter to clinical wisdom. Another problematic issue is the differential
diagnosis between bulimia nervosa and binge-eating disorder; in people who do not
vomit or misuse laxatives or diuretics, according to the DSM-5 the distinction
between the two disorders is to be determined by the amount of food that they eat
between binge-eating episodes; if the amount is small, they will receive a diagnosis
of bulimia nervosa; otherwise, it will be classified as binge-eating disorder. In short,
there are no clear boundaries between the various diagnostic categories for eating
disorders.

The second limitation of the current diagnostic system is that it provides an
incomplete picture of the eating disorders that are present in both clinical and com-
munity samples. As mentioned, many eating disorders do not meet the diagnostic
criteria for anorexia nervosa, bulimia nervosa or binge-eating disorder, and so have
been grouped into an umbrella category, namely “other specified or unspecified
feeding or eating disorders”. This murky situation is further complicated by the
third limitation, brought to light by longitudinal studies assessing the course of eat-
ing disorders; these have found that they migrate between different eating disorder
categories, but only rarely evolve from or into other mental disorders [31]. Indeed,
it is not uncommon to observe that a patient who presents at the beginning of the
year has one specific eating disorder diagnosis, but 6 months later is eligible for
another eating disorder diagnosis, without, however, experiencing any significant
change in psychopathology. For example, in our clinical experience we have
encountered numerous patients who in adolescence had received a diagnosis of
anorexia nervosa, but then after a certain period of time had migrated to bulimia
nervosa and/or another eating disorder.

These three limitations of the DSM-5 classification have led to suggestions that
eating disorders should, in fact, be considered as different presentations of a single
diagnostic entity rather than separate disorders (Fig. 1.2), in a so-called transdiag-
nostic perspective [30].

For the above reasons, both enhanced cognitive behavioural therapy (CBT-E) and
this book are based on this transdiagnostic perspective, which has several clinical and
research implications. From a clinical point of view, it calls into question the implica-
tion that each DSM-5 diagnostic category will require a specific form of treatment.
Indeed, the fact that eating disorders tend to persist and evolve in their clinical char-
acteristics, but do not migrate into other mental disorders, suggests that common
transdiagnostic processes play an important role in maintaining the psychopathology
of eating disorders [30]. It follows, therefore, that treatments which can address these
maintenance processes should be effective with all diagnostic categories of eating
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DSM classification Transdiagnostic perspective

Fig. 1.2 Schematic representation of how eating disorders are classified according to DSM-5 and
the transdiagnostic perspective. AN Anorexia nervosa, BN Bulimia nervosa, BED Binge-eating
disorder, OEDs Other eating disorders, ED Eating disorder

disorders. Data collected in recent years on the similar effects of CBT-E as applied to
the various diagnostic categories of eating disorders, in both adolescence and adult-
hood, support the transdiagnostic hypothesis (see Chap. 3). It is hoped that further
research into treatment response and natural history of transdiagnostic samples may
lead to the development of a less artificial and more clinically useful approach to
diagnosis. Meanwhile, in line with the available evidence, in this book patients are
considered as sharing a common eating disorder psychopathology.
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Chapter 2
Eating Disorder Psychopathology and Its
Consequences

Check for
updates

Eating disorders can be considered cognitive disorders because they share a specific
core psychopathology that is cognitive in nature. All eating disorder patients over-
value, that is to say ascribe excessive importance to their body shape, weight and/or
eating, and devote an unreasonable amount of time and energy to their control [1].
The main expressions of eating disorders, for example strict dieting, significantly
low weight, binge-eating episodes, excessive exercising and purging behaviours and
the negative physical and psychosocial consequences, all stem either directly or
indirectly from this core psychopathology. Each patient may display a variable
range of such expressions, and so a clear understanding of the features of eating
disorder psychopathology and its consequences is a necessary prerequisite to mak-
ing an accurate assessment of each patient both at intake and throughout the course
of treatment. As part of the assessment process, it is also vital to differentiate
between those expressions that arise as part of the eating disorder, and those that are
related to other psychiatric disorders and/or general medical diseases.

2.1 Eating Disorder Psychopathology

People who judge themselves predominantly, and in some cases exclusively, on the
basis of their body shape and weight, and keeping tight control on the same, are
described as overvaluing shape, weight and their control [1, 2]. This contrasts with
people without eating disorders, who generally evaluate themselves on the basis of
their perceived performance in a variety of life domains, e.g. relationships, work,
sport and parenting (Fig. 2.1). The overvaluation of shape and weight and their
control should be differentiated from body dissatisfaction as the former is more
closely associated with self-esteem than the latter [3], and better differentiates indi-
viduals with eating disorders from those without [4].
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Fig. 2.1 Representative “self-worth” pie chart of a person with an eating disorder (on the left) and
without (on the right). Note: the size of the slice corresponds to the relative degree of importance
attributed to each domain in self-evaluation

Overvaluation of shape, weight and their control is common to anorexia nervosa
and bulimia nervosa, and occurs in more than 50% of patients with binge-eating
disorder [5], as well as a large subgroup of patients with other specified eating dis-
orders [6]. Reported by both female and male patients, it is unique to the eating
disorders, and is rarely seen in the general population. Hence, the overvaluation of
shape, weight and their control can be considered a specific core psychopathology
of most eating disorders [1]. This psychopathology is defined as “specific”” because
it is a common characteristic of the majority of people with an eating disorder but
seldom seen in those without. It is the “core” psychopathology because the main
clinical features of eating disorders derive directly or indirectly from it.

The most characteristic expressions of overvaluation of shape, weight and their
control are preoccupation with shape and weight, body checking and body avoid-
ance. Other specific expressions are feeling fat, the pursuit of thinness and the fear
of gaining weight, which are not mitigated by weight loss.

The core psychopathology also explains the extreme weight control behaviours
adopted by people with eating disorders; these may include strict dieting, excessive
exercising, self-induced vomiting and laxative and diuretics misuse. These behav-
iours may result in a persistent negative energy balance, producing a condition of
low weight, which, in turn, can lead to the onset of starvation syndrome, which is
characterized by specific physical and psychosocial symptoms that exacerbate the
afflicted person’s deteriorating health, and will be described in detail in Sect. 2.2.

The only eating disorder feature that is not apparently a direct expression of the
overvaluation of shape, weight and their control is binge-eating. However, in many
cases binge-eating episodes are the consequence of the strict and extreme dietary
rules adopted by people with eating disorders being broken, regardless of whether
they produce a significant calorie deficit or not.

In a subgroup of people with eating disorders, the core psychopathology consists
of the overvaluation of eating control per se. Such individuals do not report the fear
of gaining weight or extreme concerns about shape and weight, but are solely preoc-
cupied with eating control. Sometimes this psychopathology coexists with the over-
valuation of shape and weight, but not always. Like overvaluation of shape and
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Table 2.1 The main e Overvaluation of shape, weight and their
expressions of eating control

disorder psychopathology

* Opvervaluation of eating control

* Preoccupation with shape, weight and
eating

* Fear of weight gain

e Pursuit of thinness

» Strict dieting

* Binge-eating episodes
* Self-induced vomiting
* Misuse of laxatives

e Misuse of diuretics

» Excessive exercising

* Food checking

* Body checking

* Body avoidance

* Feeling fat

* Low weight and starvation symptoms

weight, overvaluation of eating control per se is expressed via the adoption of strict
and extreme dietary rules, and frequent and unusual food checking (e.g. repeatedly
weighing food and checking the calorie content of food to be eaten). This condition
is particularly common in young adolescents, who in some cases may receive a
DSM-5 diagnosis of avoidant/restrictive food intake disorder [7]. Table 2.1 shows
the main expressions of the specific psychopathology common to eating disorders.

2.1.1 Eating Problem Check List: A Questionnaire
Jor Assessing Eating Disorder Psychopathology

The Eating Problem Check List (EPCL) is a 16-item tool designed to assess eating
disorder behaviours and psychopathology over the previous 7 days [8]. It is quick
and easy to complete, and can be readily integrated into routine clinical practice.
Specifically, the EPCL can be used in the assessment phase to assess the eating
disorder psychopathology, and during treatment to assess how this changes from
week to week. It is also suitable for use in research evaluating the effects of treat-
ment. Indeed, through weekly assessment of the two subscale scores—Body Image
and Eating Concerns—the EPCL can help to evaluate the changes in the core psy-
chopathology of eating disorders. Furthermore, by weekly monitoring of each
single-item score, the clinician can promptly focus treatment on specific expres-
sions of a patient’s individual eating disorder psychopathology.

The EPCL, what it is, how it is designed to be used, its validation status and score
assignment are presented in Appendix A.
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2.2 The Effects of Calorie Restriction and Low Weight

The Minnesota Starvation Experiment is the most important study to evaluate the
effects of undereating and weight loss in normal-weight people, and it is particu-
larly relevant for understanding eating disorders because many of the physical, but
especially psychological and social, symptoms observed in its healthy participants
are similar to those experienced by people with eating disorders who are under-
weight [9]. The study was conducted by Ancel Keys and collaborators at the
University of Minnesota between 19 November 1944 and 20 December 1945 [10].
It was designed to assess the physiological and psychological effects of severe and
prolonged dietary restriction and the effectiveness of nutritional rehabilitation strat-
egies. The principal aim of the investigators was to collect information to improve
the management of famine victims in Europe and Asia during and after World War
II by using the data derived from a laboratory simulation of severe famine.

More than 100 men volunteered for the study as an alternative to military service.
The participants were all young adult white males (age range 22-33 years). The 36
men selected had both the best physical and psychological health and the greatest
commitment to the experimental objectives. Of the 36 volunteers, 25 were members
of the Historic Peace Churches (Mennonites, Church of the Brethren and Quakers).

The study was divided into three phases: (i) a control period of 12 weeks; (ii)
24 weeks of semi-starvation and (iii) 12 weeks of rehabilitation. During the control
period the mean daily energy intake of the participants was 3492 calories; during
the period of semi-starvation this was decreased to a mean of 1570 calories, and
during the rehabilitation period it was raised back to normal levels. In the semi-
starvation period, participants were fed foods most likely consumed in European
famine areas, and lost approximately 25% of their body weight. A subgroup was
followed up for almost 9 months after the nutritional rehabilitation phase had begun.
Most of the results were reported for only 32 men as four of the participants in the
experiment dropped out either during or at the end of the caloric restriction phase.
Although individual responses to weight loss varied greatly, all men experienced
dramatic physical, psychological and social changes, which are summarized in the
following sections.

2.2.1 Behavioural Effects

Many of the behaviours reported in the Minnesota Starvation Experiment will be
familiar to clinicians who have observed underweight patients with an eating disor-
der. For example, towards the end of the semi-starvation period, participants spent
2 h eating a meal that would have only taken a few minutes to consume in the con-
trol period. They also spent hours planning how to divide up their prescribed amount
of daily food. Nineteen of the 36 began reading cookbooks and collecting recipes.
Participants tried to keep their stomachs full by drinking large amounts of fluid
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(water and soups). Many also increased their consumption of coffee and tea, with
some drinking more than 15 cups a day. They asked that the food be served hot,
mixed food in strange ways, and increased their application of salt and spices. Their
consumption of chewing gum—for some participants even as much as 40 packets a
day—smoking, and onychophagy (nail biting) increased markedly. Many of these
changes persisted even after the 12 weeks of weight restoration.

During the semi-starvation period, all participants reported an increase in hun-
ger; some were able to tolerate it, while for others it became unbearable. Several of
the participants failed to adhere to the prescribed diet and experienced binge-eating
episodes, which they then criticized themselves for. During the weight-restoration
phase, when they were offered a large amount of food, many participants seemed to
lose “normal” control, eating either more or less than necessary. Increased hunger
was even reported after a large meal at 12 weeks of rehabilitation. In most cases,
normalization of eating habits occurred only after about 5 months of rehabilitation,
but in some participants the excess food consumption continued beyond that. The
factor discriminating between those whose eating habits normalized and those who
continued to eat large amounts of food was not identified.

In general, participants responded to calorie restriction with a reduction in their
physical activity. They became tired, weak, inattentive and apathetic, and com-
plained of a lack of energy. The movements of the volunteers became considerably
slower. However, some participants occasionally practised spontaneous exercise.
Some tried to lose more weight by trying to expend more energy so that they would
be provided a more abundant bread ration, or to avoid a further reduction in rations.
This attitude is similar to the practice of some people with eating disorders who, if
they believe they have exercised more strenuously, feel that they can afford to eat
more. The difference is that for those who suffer from eating disorders, calorie
restriction is self-imposed.

2.2.2 Psychological Effects

Many Minnesota Starvation Experiment participants, although initially psychologi-
cally healthy, showed marked cognitive and emotional changes during and after the
semi-starvation period. In particular, they reported decreased concentration capac-
ity, insight and critical judgement, even though no objective changes in intellectual
ability were observed. It is likely therefore that their impaired concentration capac-
ity was due to the presence of recurrent thoughts about food and eating reported by
most of the participants.

In addition, some participants suffered transient or prolonged bouts of depres-
sion, while others displayed periods of euphoria followed by depression. Although
all volunteers had demonstrated high stress tolerance prior to the study, many exhib-
ited frequent signs of irritability and outbursts of anger. In many participants the
anxiety was very evident, and apathy became common. In some, emotional disor-
ders became so severe as to be labelled as “semi-starvation neurosis”. The observed
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and reported emotional changes were confirmed by the Minnesota Multiphasic
Personality Inventory (MMPI), which showed a significant increase in depression,
hysteria, and hypochondria—the so-called neurotic triad commonly observed in
neurotic individuals. Moreover, two participants developed psychotic symptoms,
and one self-mutilated three fingers of his hand to modulate his mood. In general,
the emotional changes did not disappear immediately after rehabilitation, but per-
sisted for many weeks.

The study shows that the emotional response to calorie restriction varies consid-
erably from individual to individual, and that personality does not predict the emo-
tional response to semi-starvation. Since some emotional difficulties did not resolve
immediately during the rehabilitation phase, it can be assumed that these alterations
were related not only to caloric restriction but also to low body weight levels. This
suggests that many of the psychological disorders observed in underweight people
with eating disorders may, in fact, be the simple result of undereating and low
weight, rather than an integral part of the disorder.

2.2.3 Social Effects

Semi-starvation also had a dramatic effect on social functioning. Participants
become inward-looking and self-focused, which led to social withdrawal. In addi-
tion, they reported a marked decrease in sexual interest, masturbation and erotic
fantasies. These changes are similar to those observed in underweight patients with
eating disorder, who tend to become socially isolated, lose their desire for sex and
avoid contact with their partner.

2.2.4 Physical Effects

After 6 months of semi-starvation, participants reported various physical changes,
including abdominal pain, difficult and long digestion, sleep disturbances, vertigo,
headache, strength reduction, hypersensitivity to light and noises, oedema, cold
intolerance, sight and hearing alterations and paraesthesia (“pins and needles”).
Participants showed a marked reduction in their basal metabolism (almost a 40%
decrease), as well as decreased pulse rate and respiratory frequency. During the
weight-restoration phase, after having lost 25% or more of their initial body weight,
their basal metabolic rate increased proportionally with their increased energy
intake, and they regained their baseline body weight; in fact, on average weight
levels increased by 10%, but then gradually returned to baseline. This result shows
that the body cannot be simply “reprogrammed” to a lower weight after a period of
weight loss, and that the volunteers’ experimental dietary restriction failed to over-
come the strong propensity of their bodies to return to their baseline body weight
[11]. Table 2.2 provides a summary of the effects of semi-fasting reported by
Minnesota Starvation Experiment participants.
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Table 2.2 Summary of the effects reported by Minnesota starvation experiment participants
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Behavioural effects

Food rituals (eating very slowly, cutting food into small pieces, mixing food bizarrely,
ingesting boiling food)

Reading cookbooks and collecting recipes

Increased consumption of coffee, tea, spices, chewing gum and water

Onychophagy

Increased cigarette smoking

Binge-eating episodes

Increased exercise to avoid further reductions in calorie content of the diet

Self-harm

Psychological effects

Impaired concentration

Poor critical judgement

Preoccupation with food

Depression

Mood swings

Trritability

Anger

Anxiety

Apathy

Rigidity

Indecision

Procrastination

Social effects

Social withdrawal

Reduced sexual desire

Physical changes

Sleep disorders

Dizziness

Weakness

Abdominal pain

Gastrointestinal disorders

Headache

Hypersensitivity to noise and light

Oedema

Hypothermia

Reducing heart rate and breathing

Paraesthesia

Increased hunger

Early sense of fullness
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2.2.5 Comments from Minnesota Starvation
Experiment Participants

In 2003-2004, 18 of the 36 participants still alive were interviewed by researchers
from The Johns Hopkins University School of Medicine [12]. Participants were in
their 80s when interviewed, and each spoke passionately when discussing why they
had chosen to be a conscientious objector and participate in the experiment.
Although the study data had been reported in scientific detail in The Biology of
Human Starvation book, this interview gave participants an opportunity to provide
vivid personal accounts of their daily lives during the experiment [12]. In particular,
they described that, after their initial enthusiasm, during the semi-starvation period
they experienced great changes in personality. They became more irritable and
impatient towards others, and began to feel more socially withdrawn. They also
reported suffering from the physical effects of calorie restriction, describing a lack
of energy, dizziness, extreme fatigue, cold intolerance, muscle soreness, hair loss,
reduced coordination, ringing in their ears and poor concentration. Food became an
obsession, and many lost interest in sex. Despite these difficulties, they reported that
they remained strongly determined to continue the experiment, and gave different
reasons for their dedication (including religious reasons, discipline and will-
power) [12].

Interestingly, some participants considered the rehabilitation period to be the
most difficult part of the experiment. Some reported that the symptoms of dizziness,
apathy and lethargy were the first to dissipate, while the feeling of fatigue, loss of
sexual desire and weakness took much longer to improve. Many overate after the
experiment ended, and put on excess weight. In general, they reported not being
able to return to their usual activities even after 3 months of rehabilitation, and the
average time for them to achieve a full recovery ranged from 2 months to 2 years.
That being said, none of the participants believed that the experiment had provoked
a deleterious effect in the long term [12].

2.2.6 Implications for Psychopathology Assessment

As we have seen, the Minnesota Starvation Experiment findings highlight how
many symptoms thought to be specific to anorexia nervosa are in fact secondary to
undereating and low weight [13]. These symptoms are not all food and weight
related, but potentially extend to all areas of social and psychological functioning
[11]. Since many symptoms postulated as integral to eating disorders are actually
secondary to calorie restriction and being underweight, it follows that normalizing
body weight is essential for normal psychological function and personality to be
restored [11].

That being said, in individuals with eating disorders the effects of being under-
weight are different to those observed in subjects without these disorders. In people
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who are required by circumstances to undereat for prolonged periods of time, star-
vation symptoms have the adaptive function of prolonging life by reducing basal
metabolism and focusing the attention of the individuals primarily on the search for
food. When food becomes available, starving people eat without being concerned
about losing control of their shape and weight. This, however, does not happen in
people with eating disorders [14]. In fact, two studies have shown that in such indi-
viduals the effects of caloric restriction and being underweight seem to reinforce, or
“maintain”, eating disorder psychopathology [15, 16]. For example, when they
interact with eating disorder psychopathology, some starvation symptoms are inter-
preted by patients as a threat to their control over eating (e.g. hunger potentially
prompting them to eat more than they had planned) or as their failure to control their
food intake (e.g. the early sense of fullness being seen as a sign that they have over-
eaten). Other starvation symptoms, such as social withdrawal, reinforce the condi-
tion by inducing them to isolate from external “normal” experiences that could
serve to reduce their overvaluation of shape, weight and eating control by introduc-
ing/reinforcing other self-evaluation domains (Fig. 2.2). Finally, some patients may
interpret some starvation symptoms (e.g. hunger, dizziness, weakness and feeling
cold) in a positive light, seeing them as signs of their success in controlling eating
and weight.

2.2.7 Starvation Symptom Inventory: A Questionnaire
Jor Assessing Starvation Symptoms

As we have seen, many of the symptoms ascribed to eating disorders are, in fact, the
consequences of their undereating. The Starvation Symptom Inventory (SSI) is
designed to assess the psychosocial and physical symptoms of starvation, as dis-
cussed in the preceding section, in patients suffering from eating disorders. It is a
questionnaire consisting of 15 items pertaining to the last 28 days [17], and, like the
EPCL, can be used in both the assessment phase and during treatment to monitor
change due to weight regain and nutritional rehabilitation. Likewise, it is also suit-
able for use in research into the effects of treatments for eating disorders. The SSI,
what it is, how it should be used, its validation status and score assignment are
presented in Appendix B.

2.3 The Psychosocial Consequences of Eating
Disorder Psychopathology

The psychopathology of eating disorders (i.e. overvaluation of shape, weight and
their control, strict dieting, excessive exercising, binge-eating episodes and/or purg-
ing behaviours), regardless of whether or not weight is low, impairs the
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Overvaluation of shape, weight and eating control

|
Strict D B

dieting

v

— Significantly low weight

Starvation symptoms

e Amenorrhea

e Reduction of basal
metabolic rate ——

» Feeling cold

e Feeling full

¢ Mood swings
e Food concerns

e lrritability 5
e Social withdrawal

Fig. 2.2 How some low weight, dieting, and starvation symptoms interact with eating-disorder
psychopathology

1 = Significantly low weight and strict dieting are not seen as a problem, but rather as achievements
(in presence of the overvaluation of shape, weight, and their control)

2 = Reduction in basal metabolic rate leads to a slowdown in weight loss, which suggests an inabil-
ity to control weight and leads to tighter calorie restriction

3 =Food concerns cause them to make their diet even more rigid

3 = Feeling full is interpreted as having eaten too much and prompts intensification of dieting

4 = Social withdrawal prevents experiences that can help reduce the importance attributed to shape,
weight, and eating control

psychological and interpersonal functioning of affected individuals. Most are irri-
table, depressed and demoralized, and many are ashamed of their perceived lack of
willpower and feel guilty about their behaviour. Self-criticism is common, and some
sufferers become so desperate that they attempt suicide. Others engage in self-harm
to punish themselves for their uncontrolled behaviour and/or to relieve tension.
The presence of a depressed mood is common and, when not associated with
being underweight, is generally the consequence of binge-eating episodes, tending
to resolve when the person regains control of their diet. In a subgroup of patients,
however, a coexisting clinical depression can develop (see Chap. 5), distinguished
by the presence of certain typical characteristics. These include the onset or accen-
tuation of a depressed mood tone in the absence of changes in the eating disorder
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features, a general loss of interest, thoughts of death, recurrent crying episodes and
social isolation [18]. Some people with eating disorders, especially those with
recurrent binge-eating episodes, misuse alcohol when experiencing mood changes.

Many people with eating disorders are anxious, both as a character trait, and,
especially, when they encounter situations that trigger their concerns about shape,
weight and eating control. Typically, they tend to avoid social situations involving
eating, such as birthday parties or friends’ weddings, and also situations that require
some degree of body exposure, such as going to the pool or the beach, as well as
changing rooms and revealing their body to a partner.

Two personality traits are prominent in people with eating disorders [1]. The first
is low self-esteem. Feelings of inadequacy and low self-worth are common and,
despite often being part of their general demoralization or depression, tend to
improve with remission of their eating disorder psychopathology. In some cases,
however, these feelings are expressions of their own personality traits and precede
the eating disorder onset.

The other common personality trait seen in individuals with an eating disorder is
perfectionism [1]. Many people with eating disorders tend to set extremely demand-
ing standards for themselves, and their perfectionism tends to affect all aspects of
their lives, being particularly evident in their efforts to control energy intake.
Although this trait may have some positive aspects, helping them to excel at school,
work or other areas of life they deem important, in most cases, and particularly
when their standards are unrealistic and unachievable, it may have negative conse-
quences. If this happens, the repeated experience of failure to meet their very high
personal standards can undermine their self-worth, even if their performance is in
reality above average or excellent.

In the worst cases, the eating disorder psychopathology negatively affects all
aspects of the lives of people with eating disorders. The overvaluation of shape,
weight and their control leads to harmful behaviours such as strict dieting, excessive
exercising and binge-eating, which inevitably occupy most of the day. As a conse-
quence, relationships with family and friends become fractured. However, most
interpersonal problems, along with depression, low self-esteem, anxiety and irrita-
bility, improve markedly with the remission of eating disorder psychopathology.

2.4 The Physical Consequences of Eating
Disorder Psychopathology

Physical complications are common in patients with eating disorders, and are the
result of four main mechanisms, often operating in concert, namely dietary restric-
tion, being underweight, excessive exercising and purging (i.e. self-reported vomit-
ing or misuse of laxatives and diuretics) [19, 20]. Luckily, most of the physical
consequences are reversed with timely remission of the eating disorder psychopa-
thology. Table 2.3 describes the main physical manifestations observed in eating
disorders.
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Table 2.3 Main physical consequences of eating disorder psychopathology

Physical signs
e Arrest of breast growth or non-development (if the onset is pre-pubertal)

» Bradycardia (heart rate <60 beats/min), hypotension (systolic <90 mmHg)

* Hypothermia, cold and cyanotic hands and feet

e Dry skin, lanugo on the back, forearms and sides of the face, yellow-orange colouring of
palms and toes

e Telogen effluvium (i.e. extensive hair loss, without the appearance of hairless patches)
e Petechiae (i.e. small—1-2 mm—Red or purple spot on the skin)

* Erosion of the inner surfaces of the teeth (in those who induce vomiting)

* Fragile nails

e Oedema (ankles, pretibial and periorbital regions)

*  Weakness of the proximal muscles (difficulty in getting up from a squatting position)

Gastrointestinal complications

e Gastroesophageal reflux, oesophagitis, haematemesis (in those who self-induce vomiting)

» Gastroparesis, gastric dilation and rupture (rarely, in those with binge-eating episodes)

e Decrease in colon motility

e Alterations in liver function enzymes
* High levels of amylases (especially in those who self-induce vomiting)

Endocrine and metabolic complications

e Low levels of oestradiol (in females) and testosterone (in males); low or low normal
triiodothyronine (T3) and thyroxine (T4) levels with normal, low or slightly increased
thyroid stimulating hormone (TSH), but not as high as it would be in hypothyroidism
(euthyroid sick syndrome); hypercortisolism with high levels of free urinary cortisol;
increased concentration of growth hormone with low levels of insulin-like growth factor
(IGF-1)

* Hypoglycaemia, hypercholesterolemia

* Hypokalaemia and low manganese (especially in those who adopt purging behaviours)

¢ Low phosphate (especially during refeeding), hyponatremia (especially in those with
excessive water intake)

¢ Osteopenia and osteoporosis (with increased risk of fractures)

Haematological complications

* Anaemia, leukopenia, neutropenia, thrombocytopenia

Cardiovascular complications

e ECG anomalies (especially in those with electrolyte disorders)—Ilow voltage, long QT
interval, U waves

Kidney complications

* Kidney stones

Reproductive complications
e Amenorrhea, delayed puberty
e Infertility

» Insufficient weight gain during pregnancy and low birth weight

Neurological complications

* Enlargement of the cerebral ventricles and cerebrospinal spaces (pseudoatrophy)

* Peripheral neuropathy
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Chapter 3
Enhanced Cognitive Behaviour Therapy
for Eating Disorders

Enhanced cognitive behaviour therapy (CBT-E) is a personalized transdiagnostic
psychological treatment for all eating disorder categories (i.e. anorexia nervosa,
bulimia nervosa, binge-eating disorder and other eating disorders). CBT-E was first
designed to treat adults in an outpatient setting [1], but versions were later devel-
oped for adolescents [2] and intensive levels of care, such as day hospital and inpa-
tient units [3, 4]. The effectiveness of CBT-E is supported by the results of numerous
controlled and cohort studies, and the treatment has been recommended by the latest
National Institute for Health and Care Excellence (NICE) guidelines as suitable for
all adult and adolescents with eating disorders [5].

3.1 Transdiagnostic Cognitive Behavioural Theory

As mentioned above, CBT-E is based on the transdiagnostic cognitive behavioural
conceptualization of eating disorders. Cognitive behavioural theory was initially
applied to eating disorders by Fairburn in the early 1980s to elucidate and treat
bulimia nervosa; the treatment he proposed mainly focused on the processes that
maintained the disorder [6, 7]. Subsequently, the theory was extended to explain the
transdiagnostic maintenance processes observed to operate in all eating disorders,
and the treatment was improved to address four additional external maintenance
processes that, in some patients, interact with the eating disorder psychopathology
and thereby constitute great obstacles to change [1]. The transdiagnostic theory
accounts for the range of processes that maintain any eating disorder diagnostic
category, irrespective of its presentation.
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3.2 Core Maintenance Processes

The theory maintains that a distinctive self-evaluation scheme, i.e. the overvaluation
of shape and/or weight and/or eating and their control, is of central importance in
maintaining eating disorders, irrespective of their classification [1]. Indeed, as we
have seen in Chap. 2, most of the other clinical features of eating disorders derive
directly or indirectly from this specific core psychopathology. For example, extreme
weight-control behaviours (strict dieting, excessive exercising, self-inducing vomit-
ing, misusing laxatives or diuretics), as well as body checking or avoidance, feeling
fat, preoccupation with shape, weight, and eating and marginalization of other areas
of life, are explained if a person believes that control of shape, weight and eating is
of paramount importance in their self-evaluation.

The various clinical expressions of eating disorders derived from the overvalu-
ation of shape, weight, eating and their control maintain the core psychopathology
in a state of continuous activation, with the result that the eating disorder mindset
becomes locked in place [1, 8]. As mentioned in Chap. 2, the only behaviour char-
acteristic of eating disorders not directly determined by the core psychopathology is
binge eating. Present in a subgroup of people suffering from eating disorders, these
episodes do, however, tend to stem indirectly from the overvaluation of shape,
weight, eating and their control because they are largely triggered and maintained
by failed attempts to adhere to self-imposed extreme and rigid dietary rules and/or
severe undereating. People with eating disorders tend to react in an extremely nega-
tive way (often taking an “all or nothing” stance) to the almost inevitable breaking
of their own rules, and in this mindset even a small transgression tends to be inter-
preted as evidence of poor self-control and personal weakness [9]. The reaction to
this perceived lack of self-control is often temporary abandonment of efforts to
restrict the diet, resulting in a binge-eating episode. This, in turn, maintains the core
eating disorder psychopathology by intensifying concerns about being unable to
control shape, weight and eating, and encourages further dietary restriction, thus
increasing the risk of further binge-eating episodes.

Three other processes help to maintain binge-eating episodes [9]: (i) life difficul-
ties and associated emotional changes may act as disinhibitors, facilitating breaking
of extreme and rigid dietary rules because it is difficult to maintain dietary restraint
under such circumstances; (ii) since the binge-eating episode temporarily improves
mood and distracts from problems, it may become a dysfunctional means of coping
with such difficulties; and (iii) self-induced vomiting or other compensatory behav-
iours tend to maintain binge-eating episodes because the false belief that such
behaviours are effective in preventing calorie absorption removes a major deterrent
to binge eating (i.e. the fear of gaining weight).

For those people who meet the DSM-5 diagnostic criteria for anorexia nervosa,
binge-eating episodes are predominantly subjective or absent. In these cases, the
undereating and low weight predominate, leading to the onset of starvation symp-
toms [10], which in turn help to maintain the eating disorder through various pro-
cesses (see Chap. 2). For example, delayed gastric emptying resulting from
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malnutrition produces an early sense of fullness, even after eating modest amounts
of food. Social withdrawal secondary to starvation, on the other hand, intensifies the
use of shape and weight as a means of self-evaluation. What is more, the preoccupa-
tion with eating is intensified by caloric restriction, and in turn prompts the indi-
vidual to adopt even more extreme and rigid dietary rules [11, 12].

Figure 3.1 shows the composite transdiagnostic “formulation” describing the
main specific maintenance processes operating in eating disorders. The transdiag-
nostic formulation, or conceptualization, can be adapted to all diagnostic categories
of these disorders, or rather to individual manifestations of the eating disorder psy-
chopathology, with minimal changes; it provides a useful guide, to be shared with
patients, on the processes that will be addressed by treatment. For example, the
formulation of a person with bulimia nervosa does not contain the box “low weight
and starvation symptoms” but may include all other characteristics described in the
transdiagnostic array of possible eating disorder symptoms. In contrast, the formu-
lation of a patient with anorexia nervosa restricting type will always include the box
“low weight and starvation symptoms”, but the “binge-eating” and “self-induced
vomiting and/or misuse of laxatives” boxes will be omitted. Finally, a patient with
anorexia nervosa of the binge-eating/purging type requires the inclusion of the larg-
est number of maintenance processes, while those of binge-eating disorder have the
smallest number.

Overvaluation of shape, weight,
eating and their control

A

Strict dieting and other
weight-control behaviours

Events and
. associated Binge eating Low weight
: mood changes : T
A 4 i
Compensatory N
vomiting/ “Starvation
laxative misuse Syndrome”

Fig. 3.1 The core processes involved in the maintenance of eating disorders according to transdi-
agnostic cognitive behavioral theory

Adapted from Fairburn CG, Cooper Z, Shafran R. Cognitive behaviour therapy for eating disor-
ders: A “transdiagnostic” theory and treatment. Behav Res Ther. 2003;41(5):509-28. doi:https://
doi.org/10.1016/s0005-7967(02)00088-8. Reprinted with the permission of Elsevier
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3.3 Additional Maintenance Processes

In addition to the core eating disorder maintenance processes, transdiagnostic cog-
nitive behavioural theory proposes that one or more of the following additional or
“external” mechanisms may be operating in a subgroup of patients (Fig. 3.2) [1]: (i)
clinical perfectionism, (ii) core low self-esteem, (iii) marked interpersonal difficul-
ties and (iv) mood intolerance. Additional maintenance mechanisms, if present and
marked, interact with the core processes, perpetuating the eating disorder and hin-
dering its treatment.

Clinical perfectionism is an example of dysfunctional self-evaluation similar to
the core psychopathology of eating disorders (see Chap. 5, Sect. 5.1). In essence, it
refers to overvaluation of achievement and achieving demanding personal stan-
dards, despite the adverse consequences [2, 13]. When clinical perfectionism coex-
ists with an eating disorder, there is an interaction between the two psychopathologies
because the individual’s self-evaluation system focuses on the commitment to try-
ing to achieve “perfect” control of shape, weight and eating, as well as in pursuing
demanding standards in other domains of life (e.g. performance in work or sport).
Clinical perfectionism also intensifies some aspects of the psychopathology of eat-
ing disorder (e.g. dieting and/or excessive exercising), making it more difficult to
treat [2, 13].

Core low self-esteem, on the other hand, is characterized by a pervasive negative
valuation of self-worth which is not affected by either the events or changes in the

DYSFUNCTIONAL SELF-EVALUATION SCHEME
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Fig. 3.2 Composite transdiagnostic formulation of eating disorders with additional maintenance
processes. “Life” is shorthand for interpersonal life

Adapted from Fairburn CG, Cooper Z, Shafran R. Cognitive behaviour therapy for eating disor-
ders: a “transdiagnostic” theory and treatment. Behav Res Ther. 2003;41(5):509-28. Reprinted
with the permission of Elsevier



3.4 CBT-E: An Overview 33

state of the eating disorder [1]. This extreme form of negative self-evaluation main-
tains the eating disorder psychopathology through two main processes (see Chap. 5,
Sect. 5.2) [2]: (i) it creates a sense of helplessness and a lack of confidence in the
ability to change, negatively influencing treatment adherence; and (ii) it encourages
the individual to pursue success in some areas that are judged important to improve
their self-esteem (e.g. control of shape, weight and eating) with particular determi-
nation, thereby making it even more difficult to enact change in these areas.

Marked interpersonal difficulties maintain eating disorder psychopathology
through various processes (see Chap. 5, Sect. 5.3). Examples include the fol-
lowing [1]:

* Family tensions may intensify dietary restriction, especially in younger patients.
A process that reflects the intensification of their need to have a sense of control
is shifted to control over eating [14].

* Some interpersonal environments (e.g. school and family) intensify concerns
about control over shape, weight and eating.

* Adverse interpersonal events and associated emotional changes can affect eating
control and promote binge-eating episodes.

* Persistent interpersonal difficulties may undermine self-esteem and prompt
patients to struggle even harder to achieve certain “positive” goals such as suc-
cess in controlling shape, weight and eating.

Finally, mood intolerance is defined as the inability to tolerate intense moods, or
excessive sensitivity to mood states (see Chap. 5, Sect. 5.4) [1]. People with this
psychopathology, when experiencing a change in their emotions, tend to manage it
using “dysfunctional mood-modulation behaviours”, such as excessive alcohol
intake, substance misuse or self-harming behaviours (e.g. cutting or burning the
skin, etc.). Moreover, when the psychopathology of eating disorder coexists, they
may also use binge-eating, self-induced vomiting and excessive exercising, as
means to modulate mood.

3.4 CBT-E: An Overview

CBT-E is a time-limited, personalized psychological treatment for eating disorder
psychopathology, rather than a particular eating disorder diagnosis. It is derived
from the cognitive behavioural transdiagnostic theory described above, which
focuses on the processes maintaining the psychopathology—the real targets of
treatment. It was originally designed for adult outpatients of both sexes with a BMI
of between 15.0 and 39.9 [1, 15], but was subsequently also adapted for adolescents
[2, 16—-18] and intensive settings of care [3], such as day-hospital and inpatient
units, where patients with severe eating disorders and/or BMI <15 are generally
treated. The management of patients with eating disorder psychopathology and a
BMI equal to or greater than 40 is described in another publication [19].
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3.4.1 Treatment Goals

CBT-E has four major goals [2]:

1. To engage patients in the treatment and involve them actively in the process
of change;

2. To remove the eating disorder psychopathology, i.e. dietary restraint and restric-

tion (and low weight if present), extreme weight-control behaviours, and preoc-

cupation with shape, weight and eating;

To correct the mechanisms maintaining the eating disorder psychopathology;

4. To ensure lasting change.

(O8]

3.4.2 General Strategies

CBT-E is designed to be a comprehensive treatment, and should not be combined
with other forms of psychotherapy. It is a specific form of cognitive behaviour ther-
apy (CBT), and, like many empirically supported forms of CBT, is a time-limited
treatment that addresses the processes that maintain the patient’s psychopathology.

Unlike other treatments applied in eating disorders [20], which postulate that the
illness stems from the patient (externalization), and therefore promote therapists or
parents “taking control” of the patient, CBT-E treats the problem as belonging to the
individual. As such, it treats the illness as part of the individual, and encourages the
patient, rather than therapists or parents, to take control.

Indeed, all CBT-E procedures are designed to make patients feel in control,
actively involving them in the decision of whether or not to start treatment, and the
choice of problems to be targeted and the procedures used to address them. The
therapist informs the patients that overcoming the eating disorder will be difficult,
but worth it, and treatment should therefore be given priority in their lives. The thera-
pist also ensures that the patients understand what is going on at any point in the
treatment, and encourages them to become active participants in the process of
achieving change. In short, CBT-E is a collaborative means of overcoming the eating
disorder psychopathology (collaborative empiricism). Hence CBT-E never adopts
“prescriptive” or “coercive” procedures; in other words, patients are never asked to
do things that they do not agree to, as this may increase their resistance to change [18].

A key strategy of CBT-E is to collaboratively create with the patients a personal-
ized formulation (or set of hypotheses) of the main processes of maintaining their
eating disorder psychopathology, which will become the targets of treatment
(Fig. 3.1). The personalized formulation is the basis for a tailored treatment address-
ing a patient’s individual evolving psychopathology. The formulation helps the
patient to visualize the mechanisms at play, and can be modified during the treat-
ment to address any emerging processes. The patients are educated about the pro-
cesses reported on the formulation, and are actively involved in the decision to
address each of them. If they do not conclude that they have a problem to address,
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the treatment cannot start or must be postponed for a time, but this is a rare
occurrence.

Once patients are engaged in the process of change, their eating disorder psycho-
pathology is addressed via a flexible set of sequential cognitive and behavioural
strategies and procedures, integrated with ongoing education. Two main principles
guide CBT-E: (i) simpler procedures are preferred over more complex ones, and (ii)
it is better to do a few things well rather than many things badly (the principle of
parsimony). As in other forms of CBT, self-monitoring and success in completing
strategically planned homework tasks between sessions are of paramount impor-
tance. Since these can create anxiety, the therapist needs to be not only empathetic
but also aware of when and how to keep the patient firmly on track.

Although CBT-E relies upon a variety of generic cognitive behavioural strategies
and procedures (e.g. addressing cognitive biases such as dichotomous thinking and
selective attention in the usual way), it differs from generic CBT in several aspects.
For example, conventional thought recording is not used throughout, though patients
are asked to record their thoughts and feelings about particular topics at certain
points (e.g. when addressing feeling fat and/or body checking) in the last column of
their CBT-E self-monitoring records. Furthermore, CBT-E does not often use for-
mal cognitive restructuring or make reference to other certain widely used CBT
concepts, namely automatic thoughts, assumptions, core beliefs and schemas [15].
In patients with eating disorder psychopathology, we do not find these methods or
concepts necessary to produce the required changes. CBT-E also makes limited use
of formal behavioural experiments as these tend to be hard to interpret in patients
with eating disorders. In any case, the outcomes of greatest relevance to the core
eating disorder psychopathology (i.e. changes in the overvaluation of shape, weight,
eating and their control) do not lend themselves to short-term experimentation, and
so different strategies are preferred.

As part of CBT-E, it is considered essential that patients learn to de-centre from
their eating disorder [15]. For this purpose, in the first phase of the treatment patients
are prompted to make gradual behavioural changes and analyse the effects and
implications of these on their way of thinking. This approach usually produces a
gradual reduction in their preoccupation with shape, weight, eating and their con-
trol. In the later stages of the treatment, when the main maintenance processes have
been disrupted and the patients report experiencing periods free from shape, weight
and eating concerns, the treatment focuses on helping them to recognize the early
warning signs of eating disorder mindset reactivation, and to de-centre from it
quickly, thereby averting relapse.

3.4.3 Forms of CBT-E

CBT-E can be administered in two forms: (i) the “focused” form, which addresses
only the core maintenance processes of the eating disorder psychopathology; and
(i1) the “broad” form, which uses specific modules to address one or more of the
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additional maintenance processes (i.e. clinical perfectionism, core low self-esteem,
marked interpersonal difficulties and/or mood intolerance). The focused form is
indicated for most patients, while the broad form is introduced only when the exter-
nal maintenance processes are pronounced, seem to be acting to maintain the eating
disorder psychopathology, and interfere with the treatment. The decision to use the
broad form is taken in a review session held after 4 weeks in not-underweight
patients, or in one of the review sessions later on in underweight patients.

3.4.4 Adaptations for Clinical Groups and Settings

CBT-E has been adapted for adults and adolescents, and can be delivered in the fol-
lowing four settings, or levels of care: (i) outpatient, (ii) intensive outpatient, (iii)
inpatient and (iv) post-inpatient outpatient.

3.4.4.1 Outpatient CBT-E

The outpatient version is recommended for most adult patients with eating disor-
ders. As evaluated in trials, CBT-E is a time-limited treatment, with 20 weeks gener-
ally given to non-underweight patients and 40 weeks to underweight patients [15].
Although imposing time limitations on CBT-E might be seen to affect its personal-
ized nature, there are considerable advantages to a fixed timeframe that outweigh
such disadvantages. In particular, a set time-limit helps both the patient and the
therapist to focus on working hard to help the patient change, and facilitates the
development of the “therapeutic momentum”. It also increases the likelihood of the
treatment having a formal ending, thereby overcoming the uncertainty of more
open-ended treatments. Finally, it ensures that future-oriented topics that are funda-
mental to a patient’s long-term remission will be addressed in the final sessions.

In some cases, the treatment needs to be shortened, for example in patients with
binge-eating disorder if the binge eating rapidly ceases and there is little other psy-
chopathology to address. More often, however, a case can be made for extending
treatment. Examples include when the treatment has been disrupted (e.g. by clinical
depression or an interpersonal crisis), or when patients who benefit but are still sig-
nificantly impaired experience a setback not long after the treatment has ended.
Under these circumstances, the treatment should be continued for some additional
months, with a detailed review of the progress being held every 4 weeks to ensure
that continuance is justified.

CBT-E for non-underweight patients is divided into four “Stages” designed to
address the eating disorder psychopathology of such patients (Fig. 3.3). In Stage
One, the focus is on gaining a mutual understanding of the person’s eating problem
and helping him or her to modify and stabilize their pattern of eating. There is also
an emphasis on personalized education and addressing an individual’s concerns
about weight. It is best if these initial sessions are twice a week. In Stage Two, the



3.4 CBT-E: An Overview 37

Stage One
Starting Well
(Sessions 0-7)

Stage Two
Taking Stock
(Sessions 8-9)

Stage Three Stage Three Stage Three
Body Image Dietary Restraint Events, Moods, and Eating
(Sessions 10-17) (Sessions 10-17) (Sessions 10-17)

Stage Three
Setbacks and Mindset
(Sessions 15-17)

Stage Four
Ending Well
(Sessions 18-20)

Fig. 3.3 CBT-E Map for non-underweight patients, i.e., with a BMI of 18.5-39.9 (20 sessions
over 20 weeks)

Reproduced with permission from the Online Training Programme in CBT-E, CREDO
Oxford, 2017

progress is systematically reviewed, and plans are made for the main body of treat-
ment (Stage Three). Stage Three consists of a run of weekly sessions focused on the
processes that are maintaining the person’s eating problem. Usually, this involves
addressing concerns about shape, weight and eating, enhancing their ability to deal
with day-to-day events and moods, and addressing extreme dietary restraint.
Towards the end of Stage Three and throughout Stage Four the emphasis shifts to
preparing for the future, with a focus on dealing with setbacks and maintaining the
changes that have been achieved. Generally, a review session is held 20 weeks after
treatment has ended. This provides an opportunity for reviewing progress and
addressing any problems that remain or have emerged.

With underweight patients, treatment needs to be longer, often involving around
40 sessions over 40 weeks. In this version of CBT, the process of achieving weight
gain is articulated over three “Steps” (Fig. 3.4): Step One focuses on deciding to
address weight regain, Step Two on regaining a healthy weight, and Step Three on
maintaining weight and preventing relapse. In our clinical experience, underweight
patients appreciate this approach, finding the three steps easy to understand and
implement. In particular, as they tend not to see being underweight as a problem,
they appreciate that in Step One the goal is not weight regain but instead to collab-
oratively evaluate the implications of change. Indeed, in CBT-E the objective is that
patients themselves decide to regain weight rather than having this decision imposed
upon them, and, during the final Step, that they become accomplished at maintain-
ing their healthier weight.
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Fig. 3.4 CBT-E Map for underweight patients, i.e., with a BMI of 15.0-18.4 (40 sessions over
40 weeks)

Reproduced with permission from the Online Training Programme in CBT-E, CREDO
Oxford, 2017

CBT-E has also been adapted for adolescents, taking into account two distinctive
characteristics of this population, namely potential implications for long-term phys-
ical health, and parental involvement [2]. Indeed, some medical complications asso-
ciated with eating disorders (e.g. osteopenia and osteoporosis) are particularly
severe in this age range, and periodic medical assessments and a lower threshold for
hospital admission are therefore integral parts of CBT-E for adolescents. Like the
adult version, the programme lasts 20 weeks in not-underweight patients, but in
underweight patients the “standard” 40 weeks may be shortened to about 30 weeks,
as adolescents tend to restore a normal body weight faster than adults [21]. Parental
involvement in the treatment is required in the great majority of cases [2]. Parents
are asked to attend an interview lasting approximately 90 min alone during the first
week of the treatment, and patient and parents are subsequently seen together in
sessions 4—6 (in patients who are not underweight) or sessions 8—10 (in under-
weight patients). These joint sessions are held 15-20-min immediately after patient
session. Table 3.1 describes the core elements of the adolescent’s version of CBT-E
for underweight patients.
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Table 3.1 The core elements of the focused CBT-E version for underweight adolescent patients

Step One—Starting well and deciding to change

The aims are to engage the patient in treatment and change, including addressing weight regain.

The appointments are twice weekly for 4 weeks and involve the following:

Jointly creating a formulation of the processes maintaining the eating disorder;

Establishing real-time self-monitoring of eating and other relevant thoughts and
behaviours;

Educating about: body weight regulation and fluctuations, the adverse effects of dieting,
and, if applicable, the ineffectiveness and physical complications of self-induced vomiting
and laxative misuse as a means of weight control;

Introducing and establishing weekly in-session weighing, and becoming proficient in
interpreting and coping with weight fluctuations;

Introducing and adhering to a pattern of regular eating, with planned meals and snacks;

Thinking about addressing weight regain;

Involving parents to facilitate treatment.

Step two—Addressing the change

The aim is to address weight regain and the key mechanisms that are maintaining the patient’s
eating disorder.

The appointments are twice a week until the rate of weight regain stabilizes, at which time they
are held once a week. This step involves the following CBT-E modules:

Underweight and Undereating: creating a daily positive energy balance of about 500 kcal
to achieve a mean weekly weight regain of about 0.5 kg;

Overvaluation of Shape and Weight: providing education on overvaluation and its
consequences; nurturing previously marginalized domains of self-evaluation; reducing
unhelpful body checking and avoidance; re-labelling unhelpful thoughts or feelings such
as “feeling fat”’; exploring the origins of the overvaluation and learning to identify and
control the eating disorder mindset;

Dietary Restraint: changing inflexible dietary rules into flexible guidelines and introducing
previously avoided foods;

Events and Mood-related Changes in Eating: developing proactive problem-solving skills
to tackle such triggering events, and developing skills to accept and modulate intense
moods;

Setbacks and mindsets: Providing education about setbacks and mindsets; identifying
eating-disorder mindset reactivation triggers; spotting setbacks early on; displacing the
mindset; exploring the origins of the overvaluation.

Review sessions

These are held 1 week after Step One and then every 4 weeks, for the purposes of:

Collaboratively reviewing progress and treatment compliance;

Identifying barriers to change, both general (e.g. school pressures) and features of the
eating disorder itself (e.g. difficulties in weight regain, presence of dietary restraint);

Adjusting the initial formulation in light of progress and/or emerging issues;

Deciding to continue with the focused form of CBT-E rather than the broad form.*

Step 3—Ending well

The aims are to ensure that progress made during treatment is maintained, and that the risk of
relapse is minimized. There are three appointments, 2 weeks apart, covering the following:

(continued)
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Table 3.1 (continued)

¢ Addressing concerns about ending treatment;

* Devising a short-term plan for continuing to implement changes made during treatment
(e.g. reducing body checking, introducing further avoided foods, eating more flexibly,
maintaining involvement in new activities) until the post-treatment review session;

* Phasing out treatment procedures, in particular self-monitoring and in-session weighing;

* Education about realistic expectations and identifying and addressing setbacks;

* Devising a long-term plan for maintaining body weight, and averting and coping with
setbacks.

Post-treatment review session

¢ Reviewing the long-term maintenance plan around 4, 12, and 20 weeks after treatment
has been finished.

“The broad form of CBT-E includes four additional modules (i.e. clinical perfectionism, low self-
esteem, interpersonal difficulties, or mood intolerance), one of which may be added to the focused
modules in Step Two. This form of treatment is indicated if clinical perfectionism, low self-esteem,
interpersonal difficulties, or mood intolerance are marked, and appear to be maintaining the disor-
der and obstructing change (see Sect. 3.4.4.5 and Chap. 5).

3.4.4.2 Intensive Outpatient CBT-E

This treatment level is designed for patients who may need greater input than out-
patient CBT-E can provide, but whose condition is not sufficiently severe as to war-
rant hospitalization. Intensive outpatient programmes implement all the procedures
and strategies of outpatient CBT-E, and also include several features developed spe-
cifically for this approach [3, 22]. The intensive treatment lasts for a maximum of
12 weeks, but may be shorter if patients successfully make progress in the areas in
which they were struggling with outpatient CBT-E (e.g. lack of weight regain, fail-
ure to reduce episodes of binge-eating or eat regular meals). Patients usually spend
weekdays in the unit, but the treatment can be flexibly adapted to both the clinical
needs of the patient and the logistical limitations of the clinical service that delivers
the treatment. However, in our view the optimal programme should include the fol-
lowing procedures on weekdays: (i) supervised daily meals, (ii) individual CBT-E
twice weekly, (iii) sessions with a CBT-E trained dietitian to plan and review week-
end meals and (iv) regular reviews with a CBT-E-trained physician. Towards the end
of intensive treatment, patients who have responded well are gradually encouraged
to eat meals outside the unit, thereby allowing the treatment to evolve into conven-
tional outpatient CBT-E.

3.4.4.3 Inpatient CBT-E

Inpatient CBT-E is indicated for patients who have not responded well to the less
intensive versions, or as a first-line option for those who require close medical
supervision. It is designed to ensure a unified, rather than eclectic, approach to a
patient’s treatment. The inpatient programme maintains all the main strategies and
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procedures of CBT-E, which are delivered in both individual sessions and a group
format, but has three main features that distinguish it from the outpatient version [3,
22]. Specifically, rather than a single therapist, the treatment is delivered by a mul-
tidisciplinary team comprising physicians, psychologists, dietitians and nurses, all
fully trained in CBT-E. Secondly, assistance with eating is provided in the first
weeks of treatment to help patients get over their difficulties in real time. Thirdly,
opportunities are provided for adolescent patients to continue their studies as an
integral part of their stay in hospital.

Inpatient CBT-E also includes additional elements designed to reduce the high
rate of relapse that typically follows discharge from hospital. For instance, the inpa-
tient unit is open, and patients are free to come and go. This ensures that they con-
tinue to be exposed to the types of environmental stimuli that tend to provoke their
eating disorder psychopathology, but have full access to staff support. Indeed, dur-
ing the weeks immediately preceding discharge, a concerted effort is made to iden-
tify any likely environmental setback triggers and address them during the individual
CBT-E sessions. Furthermore, towards the end of treatment, the significant others of
patients are helped to create a positive, stress-free home environment in readiness
for their return.

3.4.4.4 Post-Inpatient Outpatient CBT-E

Post-inpatient outpatient CBT-E was designed to reduce the relapse rate that is asso-
ciated with discharge from hospital, preparing patients for their transition from
intensive care and returning to their home environment. Post-inpatient outpatient
therapy provides 20 sessions across 20 weeks, with a higher frequency of appoint-
ments in the first month after hospitalization (two sessions per week). The main
objectives of post-inpatient outpatient CBT-E are helping patients to maintain the
changes achieved during their hospitalization, to deal with the difficulties that occur
once they return home, and to prevent relapse by identifying and addressing the
residual maintenance and control mechanisms at play.

3.4.4.5 Broad CBT-E

Focused CBT-E is the appropriate version of the treatment for most patients. The
decision to use the broad version is taken in Stage Two, when the patient and thera-
pist have reviewed the progress achieved in Stage One, or one of the review sessions
performed every 4 weeks in underweight patients. At this stage of treatment, the
therapist is generally aware of the main obstacles to treatment that will need to be
addressed. In line with clinical experience and data available from research, broad
CBT-E is recommended when one or more of the following additional maintenance
mechanisms are pronounced, maintain the eating disorder and hinder change (all
three conditions must be met):
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 Clinical perfectionism

e Low nuclear self-esteem

e Marked interpersonal difficulties
* Mood intolerance

After deciding to include a module (we recommend not including more than one
module so as not to make the treatment too complex), Stage Three addresses both
the eating disorder psychopathology and the additional maintenance mechanism,
allocating roughly half the session to each. The content of the four modules is
described in Chap. 5, while the treatment guides can be consulted for a more detailed
description [2, 23].

3.4.5 CBIT-E Clinical Services

The Department of Eating and Weight Disorders at Villa Garda Hospital has devel-
oped an innovative treatment model based entirely on CBT-E; it is designed to treat
adults and adolescents of all diagnostic categories of eating disorders at three levels
of care (outpatient, intensive outpatient and inpatient). The treatment, the effective-
ness of which has been validated by our team in numerous studies published in
peer-reviewed scientific journals [16, 21, 24-34], is designed to overcome the main
problems facing traditional clinical services for eating disorders, such as the use of
non-evidence-based psychological treatments, the excessive emphasis on hospital-
ization, and offering patients completely different types of treatment, in terms of
both theory and content, in the transition from the different levels of care (e.g. from
outpatient to inpatient and vice versa). Indeed, such “eclectic” approaches disrupt
the continuity of care and, understandably, disorientate patients as to which strate-
gies and procedures to use to address their eating disorder psychopathology.

The original and innovative feature of Villa Garda’s approach, also called “mul-
tistep CBT-E” (Fig. 3.5), is the application of coherent strategies and procedures—
based on a single theory and evidence-based CBT-E—at every level of care. The
only difference between these levels is the intensiveness of treatment, which is less
intensive in the outpatient setting and more intensive in the inpatient setting. Patients
who do not respond to outpatient treatment and those whose physical condition

Fig. 3.5 The four levels Inpatient
of multistep CBT-E for Level 3
eating disorders
Intensive
outpatient
Level 2 Post-inpatient
Outpatient outpatient

Level 1 Level 4
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does not warrant hospitalization are offered either intensive outpatient CBT-E or
inpatient CBT-E (if hospitalization is indicated). In this way, patients can transition
from outpatient to inpatient, and then to post-inpatient outpatient care, without
changes to the nature of their treatment.

A clinical service such as the one developed at Villa Garda has two main advan-
tages over traditional clinical services. First, patients are treated with a single, well-
delivered, evidence-based treatment, rather than the evidence-free eclectic approach
common elsewhere. Second, it minimizes the problems associated with transitions
from outpatient to intensive treatment as it avoids subjecting patients to the confus-
ing and counterproductive changes in therapeutic approach that commonly accom-
pany such transitions. However, a different form of treatment must be offered to any
patients who do not respond to CBT-E.

In recent years, the promising results of this treatment have attracted the atten-
tion of many specialists and, with the supervision of the Villa Garda group, services
similar to that offered at Villa Garda Hospital have also been implemented in several
countries around the world.

Each level of care is based on the same theory and uses similar strategies and
procedures (more intensive in intensive outpatient and inpatient CBT-E).

3.4.6 The Current Status of CBT-E

CBT-E has been tested in all diagnostic categories of eating disorders, in studies in
England, Australia, Denmark, Germany, Italy and the USA. The results and the dif-
ferent studies showed some variability in the response rate which may be due to
differences in patient samples and the quality of treatment provided. It is striking
that the best results were obtained from studies where there was the supervision of
the Oxford group and an accurate assessment of how the treatment was adminis-
tered. These studies were carried out in England (Oxford and Leicester), Denmark
(Copenhagen), USA (Minneapolis, St. Paul), and Italy (Verona-Garda).

If one focus on studies in which CBT-E was delivered well, the evidence sug-
gests that with patients who are not significantly underweight, about 80% complete
treatment and among them, about two-third achieve a full remission that appears
well maintained over time. A large number of the remaining patients improve but do
not achieve remission. The rate of remission is similar with underweight patients,
but treatment is completed by about 65% of cases.

In general, the research findings can be summarised as follows:

e CBT-E is suitable for treating all diagnostic categories of eating disorders in
adult [29, 32, 35] and adolescent subjects [16, 28, 36]. This is not true of any
other treatment.

e CBT-E in bulimia nervosa was superior to all the psychological treatments it was
compared with, including psychoanalytic psychotherapy and interpersonal ther-
apy [35, 37, 38].
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e CBT-E has shown promising results for the outpatient treatment of adult patients
with anorexia nervosa [29, 39], and also with those with severe and extreme
anorexia nervosa [33].

e CBT-E has shown promising results for the treatment of adolescent patients and
from anorexia nervosa and appears to be a potential alternative to family-based
treatment [16, 31, 34, 40].

e CBT-E can be used with promising results, particularly in adolescents, in inpa-
tient settings [26, 27, 30, 41]. The inpatients CBT-E appears to be effective also
for patients with severe and enduring anorexia nervosa [24, 42].

* To achieve optimal effects, therapists need to be properly trained in CBT-E.

3.4.7 Training in CBT-E

Learning and implementing CBT-E is not difficult for experienced professionals,
but the treatment must be taken seriously and should be considered as a “work in
progress” that requires continuous practice. Our firm advice is to study the CBT-E
manuals for adults [15] and adolescents [2], to carry out online training in CBT-E,
which is available free of charge, and to receive supervision by a member of the
CBT-E Training Group. Full CBT-E training is also provided in some countries (e.g.
the advanced training course in the treatment and prevention of eating disorders and
obesity held in Italy has trained more than 450 therapists in CBT-E). For therapists
who are not native-English speakers, introductory CBT-E workshops in their lan-
guages would be beneficial if no full CBT-E training course is available. Information
on online training, clinical CBT-E workshops, and supervision can be obtained from
the CBT-E website (www.cbte.co).
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Chapter 4 )
General Strategies for the Management ST
of Comorbidity in Eating Disorders

The term comorbidity was coined by Feinstein [1], who called it “any distinct clini-
cal entity that has coexisted or that may occur during the clinical course of a patient
who has the index disease under study” (pp. 456—7). However, this term has become
frequently used in psychiatry to indicate not only the coexistence of a psychiatric
diagnosis and a general medical one (e.g. major depression and type 2 diabetes) but
also the coexistence of two or more psychiatric diagnoses (e.g. major depression,
panic disorder and eating disorder) [2].

Issues related to the definition of comorbidity have important consequences for
treatment. For example, the characteristics of depression are common in patients
with eating disorders, but they may be evidence of coexisting clinical depression
(“true comorbidity”) or the direct consequence of eating disorder psychopathology
(“spurious comorbidity”). In the first case, clinical depression should be treated
directly, while in the second case the treatment of the eating disorder psychopathol-
ogy should lead to remission of the depressive features.

However, comorbidity is a conceptually, clinically and psychometrically com-
plex issue. The definition of comorbidity from a conceptual point of view refers to
a situation in which “a distinct clinical entity develops during a disease” (e.g. when
a patient with diabetes mellitus develops Parkinson’s disease). In this case, there are
two separate clinical entities, and comorbidity refers to a lifetime concept. In con-
trast, from a clinical point of view, the definition of comorbidity refers to a situation
in which “two or more separate clinical entities coexist”. In this case, the prevalence
of comorbidity depends on the definition of the disorders in question (i.e. the diag-
nostic classification system and its rules). In the field of mental illness, where no
specific biomarkers have been found so far, it is debatable whether these are indeed
“distinct clinical entities” [2], or are simply artificial products of the current classi-
fication system. In fact, the diagnostic criteria described in the last edition of the
DSM-5 [3] encourages the application of several psychiatric diagnoses in the same
patient based on the symptoms presented. This could explain the current tendency
to formulate, perhaps unnecessarily, more hypotheses than those necessary to
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explain a given phenomenon, when the initial, simplest ones would be sufficient, as
per Occam’s razor [4].

From a psychometric perspective the conceptualization of comorbidity has been
called into question by recent evidence [5]. Under the theory of latent variables,
which underlies the DSM-5 classification and has, until now, dominated the pan-
orama of research into mental illness, the symptoms of mental disorders are concep-
tualized as the expression of a common latent entity. This theory postulates that
there are underlying latent variables representing mental disorders that produce the
specific symptoms which are experienced by individuals with these disorders. For
example, major depressive disorder is a latent variable that determines a constella-
tion of symptoms, such as depressed mood and anhedonia. In line with this model,
comorbidity is due to the direct (bi)directional relationship between two or more
latent variables. According to this model, if a latent variable causes the observable
symptoms, this should assume that all the symptoms have a common cause, and are
therefore unrelated to each other. Indeed, from a strictly psychometric point of view,
if a single common cause (e.g. major depressive disorder) is responsible for the
occurrence of a particular set of variables (i.e. symptoms of depression), then the
potential association among these variables should be entirely explained by the
presence of the common cause (i.e. major depressive disorder). However, this
assumption is highly questionable, and clinicians, while adhering to the concept of
the latent variable, at the same time recognize the direct relationships that exist
between symptoms.

The complex network theory has recently been proposed to address these issues.
This approach defines and analyses the relationships between symptoms without
assuming from the outset that such relationships arise from a mental disorder as a
common cause, but instead assessing how these symptoms might affect one another
in a dynamic and random network [6, 7]. Within this theoretical and methodological
framework, comorbidity is no longer seen as a direct relationship between two
latent variables, but rather as a set of direct relationships between symptoms of dif-
ferent disorders. If mental disorders are closely connected networks of symptoms,
there are no real boundaries between one disorder and another, and comorbidity can
be represented by symptoms in common with multiple disorders, defined as “bridge
symptoms” [5].

4.1 Epidemiological Data on Comorbidity
in Eating Disorders

A narrative review of European studies concluded that more than 70% of people
with eating disorders receive a diagnosis of at least one psychiatric comorbidity [8].
The most frequently mental illnesses reported as coexisting are anxiety disorders
(>50%), mood disorders (>40%), self-harm (>20%) and substance use disorders
(>10%). The lifetime occurrence of obsessions and compulsions also seems to be
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very frequent, and has been found to be present in about 70% of cases of anorexia
nervosa [9]. An aggregation has also been discerned between autism spectrum dis-
orders in probands with anorexia nervosa and their relatives [10]. Finally, there is
some evidence of an association between attention-deficit hyperactivity disorder
and eating disorders [11].

It should be noted, however, that data from the studies conducted to date present
a wide variability in the rate of psychiatric comorbidity in eating disorders. For
example, a lifetime history of an anxiety disorder has been reported in as few as
25% to as many as 75% of cases [12]. This wide range inevitably casts significant
doubts on the reliability of these observations.

An even wider variability, ranging from 27% to 93%, has been reported on the
prevalence of coexisting personality disorders [13]. Anorexia nervosa has been most
frequently associated with an avoidant personality disorder—Cluster C (anxious or
fearful disorders), while bulimia nervosa is more often seen in conjunction with
Cluster B (dramatic, emotional or erratic disorders) [14]. However, a recent meta-
analysis, which found a 53% prevalence of personality disorders in patients with
any type of eating disorder, as compared to 9% in healthy controls, did not find any
statistically significant differences in the total prevalence of personality disorders or
in the various clusters of personality disorders between anorexia nervosa (49%) and
bulimia nervosa (54%), except for obsessive-compulsive personality disorder,
which was more prevalent in anorexia nervosa (23%) than in bulimia nervosa
(12%) [15].

4.2 Methodological Problems with Studies Assessing
Comorbidity in Eating Disorders

Studies that have assessed comorbidity in eating disorders suffer from serious meth-
odological flaws that explain the embarrassing wide variability in the results
reported. In summary, the main methodological problems with the research con-
ducted to date are as follows:

* Chronological onset: a distinction has not always been made as to whether the
comorbid disorder occurred before or after an eating disorder.

*  Small sample size: the samples evaluated were mostly small, and as a result stud-
ies have often had statistical power too low for reliable conclusions to be drawn.

* Clinical samples: the majority of studies have assessed comorbidity in clinical
samples, in which the prevalence of psychiatric comorbidity is likely to be over-
estimated (as compared to non-clinical samples).

e Sample composition: studies have included samples with different proportions of
eating disorder diagnostic categories.

e Heterogeneous diagnostic tools: a wide variety of heterogeneous diagnostic
interviews and self-administered questionnaires have been used to assess
comorbidity.
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* Limited use of control groups: studies rarely included age- and sex-matched
controls.

* No assessment of the secondary effects of the eating disorder psychopathology:
studies seldom assessed whether the comorbidity features were, in fact, second-
ary to the eating disorder psychopathology.

* Diagnosis performed by researchers or clinicians: the prevalence of comorbidity
may vary if the diagnosis has been made by researchers using standardized tools
as opposed to clinicians who do not.

In addition, there are numerous issues that complicate the interpretation of per-
sonality disorder data in patients with eating disorders [13]. In particular, it is diffi-
cult to assess the true personality of patients with an eating disorder because this is
dramatically influenced by the psychopathology of the eating disorder itself and the
consequences of undereating and low weight, i.e. starvation symptoms (see Chap.
2) [16]. Moreover, it is risky to make a diagnosis of coexisting personality disorders
because many patients with eating disorders, in whom eating disorder onset occurs
at a young age, have not actually experienced periods free from the presence of the
eating disorder [17].

4.3 Comorbidity or Complex Cases?

The use of the term “comorbidity” to indicate the coexistence of two or more psy-
chiatric diagnoses is considered hazardous by some authors because, in most cases,
it is unclear whether concurrent diagnoses reflect the presence of distinct clinical
entities or instead refer to multiple manifestations of a single clinical entity [2]. It is
a fact that the diagnosis of multiple coexisting psychiatric diagnoses has become
more frequent. This is partly the consequence of the use of standardized diagnostic
interviews, which help to identify several clinical aspects that in the past have
remained unnoticed after the main diagnosis, but it is also likely the consequence of
the current DSM-5 classification system for at least four main reasons [2]:

1. The use of the implicit rule that the same symptom should not appear in more
than one disorder (e.g. the symptom of anxiety should not appear in the diagnos-
tic criteria of major depression, although people with depression often have
symptoms of anxiety);

2. The proliferation of new psychiatric diagnostic categories;

. The limited use of hierarchical diagnostic categories;

4. The use of operational criteria rather than criteria based on clinical descriptions
to make the diagnosis.

(O8]

The artificial division of complex clinical conditions into small “comorbidities”
has the negative effects of preventing a more holistic approach to the person, and
fostering the unjustified use of multiple drugs to treat individual pieces of a larger
and more complex clinical picture. For this reason, we think that for eating
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disorders it seems more appropriate and clinically useful to talk about “complex
cases” rather than comorbidity. Indeed, the notion that there is only a subset of
“complex cases” cannot be applied to eating disorders [17], as in fact almost all
patients with eating disorders can be considered complex cases. As described above,
most meet the diagnostic criteria for one or more DSM-5 mental disorders, particu-
larly clinical depression, anxiety disorders and substance use disorders, and many
are diagnosed as having a personality disorder. Physical complications are common,
and many patients have one or more coexisting and interacting medical diseases.
Interpersonal difficulties are almost always present, and the enduring persistence of
the disorder can have a strong negative impact on the development and interpersonal
functioning of the individual. All these features indicate that complexity is the norm
rather than the exception in patients with eating disorders [17].

4.4 CBT-E’s Pragmatic Approach to Complex Cases

Given the difficulties associated with the definition of comorbidity, and in accor-
dance with the CBT-E guidelines [18], we suggest taking a pragmatic approach to
the assessment and management of the psychiatric and general medical problems
that coexist with eating disorder. In short, comorbidities should be recognized, but
only assessed for treatment when significant and having clinical implications.

Hence, we find it clinically useful to divide comorbidity into three main
groups [18]:

* Disorders that do not interfere with the treatment of eating disorders and that
probably respond to it. These disorders should be recognized, monitored and re-
assessed during treatment, but are not given special attention. Examples are as
follows:

— Secondary clinical depression (attributable to an eating disorder)
— Social anxiety (attributable to an eating disorder)

— Malnutrition

— Unstable type 1 diabetes

* Disorders that do not interfere with the treatment of eating disorders but do not
respond to it. These disorders must be recognized, and a decision made on when
to address them. As a general rule, it is advisable to treat such disorders before or
after the eating disorder psychopathology, especially if they need to be managed
via psychological treatments. Examples are as follows:

— Post-traumatic stress disorder, including reported sexual abuse

— Obsessive-compulsive disorder (which may be treated using selective sero-
tonin reuptake inhibitors (SSRIs) during CBT-E for the eating disorder)

— Obesity
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* Disorders that interfere with the treatment of eating disorders. These disorders
need to be recognized and addressed before starting CBT-E. Examples are as
follows:

— Continuous substance misuse
— Acute psychotic disorders
— Clinical depression (not attributable to the eating disorder)

4.5 Multidisciplinary Management of Complex Cases

Given the prevalence of medical and psychopathological comorbidity in eating dis-
orders, the assessment and management of such patients often necessitate a multi-
disciplinary approach, and therefore the involvement of multiple healthcare
professionals. However, multidisciplinary teams have the tendency to adopt an
“eclectic” approach, usually encompassing a wide range of medical, psychiatric,
psychological and educational procedures derived from different, sometimes con-
flicting, theories. For example, a psychologist may deliver psychoanalytic psycho-
therapy while a dietitian relies on behavioural procedures at the same time as a
psychiatrist and internist are assessing and treating the various comorbidities using
different types of drugs. In other words, the members of the team follow the theory
and practice they have learned in their studies, pursuing therapeutic objectives
related to their professional role rather than those of the team as a whole.

While each of these individual approaches may have some merit and, to some
extent, provide some benefit to patients, their co-administration inevitably entails
numerous potential clinical disadvantages [19]:

* High costs. Treatments that routinely involve many professionals inevitably have
high costs, which have a major impact on the national health service and/or
families.

* Nobody sees the complete clinical picture of the patient. Patients’ problems are
inevitably broken down, discussed and addressed by different therapists.

* Contradictory information. Patients often receive contradictory information
about their eating disorder, and the strategies and procedures needed to address
it. This mixture of information inevitably creates confusion in patients and a
sense of loss of control, compromising the effectiveness of individual treatments.

* Unclear therapeutic boundaries. Therapists may unwittingly encroach on the
territory of another team member, generating further confusion in patients. For
example, a dietitian, frustrated by the dietary difficulties shown by some patients,
may provide a naive psychological interpretation of their ambivalence, effec-
tively taking on the role of the psychologist.

e Conflict between team members. In this scenario, conflicts between team mem-
bers are likely to arise, especially among clinicians who have different beliefs
about how to treat eating disorder psychopathology and coexisting problems.
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Friction between therapists may increase a patient’s ambivalence towards change
and thereby compromise the treatment outcome.

» Difficulties in assessing the effectiveness and active elements of the treatment.
Without a shared protocol, it is almost impossible to assess the treatment effec-
tiveness to the standards required by evidence-based medicine. Besides, without
a unifying theory, it is almost impossible to understand what the active elements
of the treatment are. As a consequence, it is very unlikely that a real improvement
in the effectiveness of the treatment can occur.

* Problems in disseminating the treatment. The dissemination and replication of
treatment strategies and procedures used in eclectic multidisciplinary approaches
are very complex.

Moreover, we have often observed in our clinical practice patients who have
experienced poor management of coexisting psychiatric and general medical prob-
lems by eclectic multidisciplinary teams not guided by a common theoretical model.
Indeed, clearly spurious comorbidities, i.e. those in reality produced by the effects
of eating disorder psychopathology and/or malnutrition, frequently receive a diag-
nosis of psychiatric and/or medical comorbidity, and are treated accordingly, often
with improper cocktails of drugs. Comorbidities are even more likely to be diag-
nosed if patients are assessed by psychiatrists or physicians who are unfamiliar with
the effects of eating disorder psychopathology and/or malnutrition, who tend to
attribute the signs and symptoms of the consequences of eating disorder to
comorbidity.

4.5.1 The Non-Eclectic CBT-E Multidisciplinary Team

To address the problems inherent in an eclectic multidisciplinary team described
above, we have designed an adaptation of CBT-E suitable for application at three
levels of care (outpatient, day-hospital and hospital), called multistep CBT-E (see
Chap. 3, Sect. 3.4.5); it is designed to be delivered by a “non-eclectic”” multidisci-
plinary team whose members are fully trained in CBT-E. The multidisciplinary
CBT-E team adopts four main strategies to ensure that all members of the team are
aware of a patient’s entire clinical picture and avoid providing contradictory
advice [19].

1. Therapist training. All team members (i.e. physicians, psychiatrists, psycholo-
gists, dietitians and nurses) involved in the assessment and/or management of the
patients in intensive settings (e.g. day-hospital or impatient) receive extensive
training in CBT-E before joining the team. This ensures that while the therapists
maintain their specific professional roles, they all share the same philosophy
(cognitive behaviour theory and therapy) and therefore use a similar language
with patients. Thus, after the assessment and preparation sessions, in which an
experienced doctor from the team is involved in assessing whether the potential
comorbidities associated with an eating disorder are real or spurious, CBT-E can
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be administered by either a single therapist (i.e. outpatient CBT-E) or by the non-
eclectic multidisciplinary team (i.e. intensive outpatient CBT-E and inpatient
CBT-E). Although under this system most outpatient cases only require the inter-
vention of a single team member, generally the CBT psychologist, periodic
examination by a team psychiatrist and/or physician can be integrated without
interrupting the general flow of the treatment. Indeed, other specialists may be
needed to treat patients with coexisting psychiatric disorders (e.g. clinical depres-
sion), medical conditions (e.g. obesity, type 1 or type 2 diabetes), or complica-
tions associated with their low weight and/or purging, but these interventions are
always agreed to with the therapist who administers CBT-E following the prag-
matic guidelines described in this chapter. In addition, regular advice from a dieti-
tian trained in CBT-E can be indicated and supplemented in patients with obesity
(BMI >30.0) or severely low body weight (BMI <16.0), or in those who want to
continue to follow a vegetarian or vegan diet for ethical or religious reasons.
Table 4.1 provides some tips for building a multidisciplinary CBT-E team [19].

Table 4.1 Practical advice on building a multidisciplinary CBT-E team

1. Select, if possible, open-minded young therapists who are not committed to other theories
and therapeutic practices. Strong alternative influences may be dangerous because they
may cause a therapist to deviate too far from the treatment guidelines.

2. Train all therapists (psychologists, dietitians, psychiatrists, physicians and nurses) in CBT-E
and in the team approach before they start to see patients.* Neither universities nor
psychotherapy schools (even CBT-based) tend to prepare therapists in both CBT-E and
teamwork.

3. Monitor therapist fidelity and consistency by adopting the following procedures:

* Planning a weekly peer-supervised meeting between therapists to discuss clinical work
freely and at length

» Asking the therapists to record individual sessions and encouraging them to listen to
selected recordings of each others’ treatment sessions

» Asking the therapists to provide evidence of the topics covered in each session as an
integral part of medical record-keeping

* Providing therapists with a written treatment protocol to implement

* Introducing new procedures and strategies only when mutually agreed upon

4. Provide procedures to improve the team approach, including but not limited to:

* Maintaining the highest standard of professional knowhow in the team, with regular
group updates on eating disorder literature

* Pooling knowledge to be gained in the field with all team members

* Helping other team members to resolve problems implementing CBT-E

* Never criticizing other team members (in the presence of either the patient or the other
team members)

* Organizing weekly team meetings to set out the professional tasks of each member in
detail, address any difficulties raised by the implementation of the treatment, and
integrate new strategies and procedures

“The First Certificate of Professional Training in Eating Disorders and Obesity is an annual
advanced training diploma awarded following a course designed to train specialists from different
disciplines (physicians, psychologists, dietitians and nutritionists) in the cognitive behaviour the-
ory and therapy of eating disorders and obesity, and to work as part of a non-eclectic multidisci-
plinary team. In Italy, more than 500 clinicians have participated in this course to date
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2. Role definition and coordination. To take advantage of the flexibility of this uni-
fied multidisciplinary approach, it is essential that the therapeutic roles within
the team are well defined and coordinated. For example, in intensive outpatient
CBT-E and inpatient CBT-E, the role of the dietitian is to address the modifica-
tion of eating habits and weight, while the psychologist tackles body image,
events and mood changes influencing eating and any additional maintenance
processes, and the physician oversees the physical health of patients and pre-
scription of drugs. In addition, in the inpatient treatment, the nurse takes care of
the administration of medications and assists patients during weighing and in the
management of daily difficulties. Other professionals may be recruited, such as
educators to help younger patients carry out schoolwork and other educational
activities, and physiotherapists to manage physical rehabilitation sessions, but
are also fully trained in CBT-E and seamlessly integrated into the non-eclectic
multidisciplinary team.

3. Weekly review meeting. In intensive care settings, weekly review sessions are
organized featuring the input of both the patient and all their therapists (round
table). In this meeting, the patient’s progress is reviewed, and the various ele-
ments of the treatment and their relationship to one another are discussed. This
enables all team members to form a complete picture of the patient’s eating prob-
lem, and gives the patient a sense of empowerment, at the same time obviating
the risk of mixed messages arising.

4. Personal formulation. This is a visual representation of the processes that appear
to be maintaining the patient’s eating disorder (see Chap. 3, Sect. 3.4.2). It is
built collaboratively with the patient, and can be used as a guide to integrating
each team member’s contribution to the treatment. This will ensure that no thera-
pist oversteps the boundaries of his or her professional role, and that the patient
receives comprehensive and coherent individualized treatment.
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Chapter 5 )
Coexisting Psychological Problems ST

A series of systematic clinical observations on patients who showed a poor
response to CBT for bulimia nervosa—a treatment specifically designed to
address only the eating disorder psychopathology—revealed that there was a
group of patients with one or more additional psychological problems that had
interfered with the response to treatment [1]. These psychological problems were
identified as clinical perfectionism, core low self-esteem, marked interpersonal
difficulties, and mood intolerance, and the treatment was adapted in order to treat
these conditions alongside the eating disorder. The result of this was the “broad”
form of CBT-E (see Chap. 3, Sect. 3.4.3), which includes specific modules to
address each of these “external” processes, which through different mechanisms
contribute to maintaining the eating disorder psychopathology and therefore hin-
der change [1].

The broad form of CBT-E should be reserved for about 25-30% patients in
whom one or more external psychological problems exhibit all of the following
three characteristics [2]: (i) they are pronounced, (ii) appear to maintain the eat-
ing disorder psychopathology, and (iii) seem to impede response to treatment.
As a general guideline, in underweight patients, broad CBT-E is used only if
there is clear evidence that the external maintenance process is interfering with
weight regain. In fact, in many patients it is often observed that the normaliza-
tion of body weight and the gradual removal of the eating disorder psychopa-
thology produce an improvement in self-esteem and interpersonal difficulties
and, in some cases, also in perfectionist attitudes and the ability to regulate
emotions. If more than one external mechanism is identified, we suggest address-
ing the one that seems to be contributing most to the maintenance of the eating
disorder.

The decision on whether or not to use the broad form of CBT-E is usually taken
during one or two review sessions after 4 weeks from the start of the treatment in
patients who are not underweight, or in one of the later review sessions in
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underweight patients. Having concluded that broad CBT-E is indicated, the subse-
quent individual CBT-E sessions have two main aims [3]:

1. To address the specific maintenance processes of eating disorder psychopathol-
ogy with the focused form of CBT-E;
2. To address the identified external process using the broad CBT-E module(s).

Since the two aims are allocated the same time within the session, this results in
less time being available to address the eating disorder psychopathology. For this
reason, we suggest increasing the standard length of the treatment by about 10 ses-
sions (i.e. from 20 to 30 sessions in not underweight patients, and from 30—40 ses-
sions to 40-50 sessions in underweight patients) so that more time can be devoted
to addressing the external psychological process(es).

5.1 Clinical Perfectionism

Traits of perfectionism are often evident in people with eating disorders and may
even be present before the onset of the disorder itself. It is not clear whether they
affect the outcome of the treatment, but at the extreme end of this spectrum is what
is called “clinical perfectionism”, a condition in which perfectionism is so pro-
nounced that the person’s life is significantly damaged. Clinical perfectionism
seems to maintain the eating disorder psychopathology and negatively interfere
with the treatment [4], and should therefore be addressed in conjunction with the
eating disorder psychopathology.

5.1.1 Characteristics of Clinical Perfectionism

It has been proposed that the core psychopathology of clinical perfectionism is the
“overvaluation of achieving (and striving to achieve) personally demanding stan-
dards in areas of life valued as important, despite adverse consequences” [4].
According to this definition, clinical perfectionism is a psychopathology equivalent
to the core eating disorder psychopathology (i.e. the overvaluation of shape, weight
and eating and their control—see Chap. 2) as it is a dysfunctional scheme of self-
evaluation. Like the overvaluation of shape, weight, eating and their control, the
core psychopathology of clinical perfectionism has various harmful expressions
that maintain the overvaluation of achieving (Fig. 5.1).

When clinical perfectionism coexists with an eating disorder, the demanding
standards are also applied to shape, weight, eating and their control. Consequently,
the diet and other features of the eating disorder psychopathology (e.g. excessive
exercising and body checking) are intensified (Fig. 5.2). Furthermore, the tenacity
in pursuing these standards increases, and there is a reluctance to change. In this
way, the psychopathology of clinical perfectionism intensifies the eating disorder
psychopathology and creates an obstacle to change.
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Fig. 5.1 Formulation of an adult patient with an eating disorder featuring overvaluation of achiev-
ing and achievement. Reproduced with permission from the Online Training Programme in CBT-
E, CREDO Oxford, 2017
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Fig. 5.2 The interaction between clinical perfectionism and eating-disorder psychopathology.
Reproduced with permission from the Online Training Programme in CBT-E, CREDO
Oxford, 2017

5.1.2 Assessing for the Presence of Clinical Perfectionism

Clinical perfectionism should be suspected if a patient fills in their monitoring
records in an excessively detailed way, adopts dietary rules that are particularly
extreme and rigid, and slows down the treatment by getting lost in the details of the
procedures to apply. Other common clues are if a patient dedicates the majority of
the day studying or doing sport, despite significant others’ advice to reduce their
commitment to this activity. In these cases, the therapist should ask a series of ques-
tions (Table 5.1) that may help to discern whether clinical perfectionism may coex-
ist with the eating disorder psychopathology.

If clinical perfectionism is pronounced, appears to maintain the eating disorder
psychopathology, and hinder response to treatment, we explain the nature of its
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Table 5.1 Questions that can help the clinician understand if a patient has clinical perfectionism

Some people with an eating problem might be described as “perfectionists” because they set
high standards and are constantly striving to achieve them. Would this describe you? What do
others say about you?

* Do you set yourself higher standards than others? What do others think? In which areas of
life do you set high standards (school, work, sport, music, etc.)?

* How important is it for you to work hard and do well?

* Do you spend a lot of time thinking about the goals you want to achieve?

e If you reach one of your goals, do you immediately set a higher one?
* Do you repeatedly check your performance and compare it to that of others?

* Are you afraid of not being able to achieve your goals?

* Do you avoid doing things for fear that your performance will not be enough good?

¢ Do you tend to judge yourself on the effort you put into trying to reach your goals and
their achievement?

psychopathology, its expressions, the impairment it causes (e.g. worsening of per-
formance, marginalization of other aspects of life) and how it maintains the eating
disorder, drawing a personal formulation similar to that shown in Fig. 5.2. If the
patient has difficulty recognizing clinical perfectionism as a problem, considering it
essential to achieve high standards, we explain that the goal of the treatment is to
help them to achieve the same results but with different and more functional
strategies.

5.1.3 Strategies for Addressing Clinical Perfectionism

Clinical perfectionism is treated by CBT-E using a strategy similar to that used to
address the overvaluation of shape and weight [3]. The two psychopathologies are
discussed more or less in tandem, but it is advisable to address body image a few
weeks before. This is because the clinical perfectionism module builds on the
understanding acquired by patients when addressing body image.

The strategy used to address clinical perfectionism involves the application of
the following procedures, which have been described in detail in previous publica-
tions [2-6]:

¢ Identifying the overvaluation of achieving and its consequences (see above).

e Enhancing the importance of other domains of life. Patients are encouraged to
choose activities in which performance is not easily quantified (e.g. reading nov-
els/newspaper, listening to music, staying in touch with friends).

e Addressing perfectionist standards and striving. The goals of treatment are to
modify the patient’s standards to make them less demanding and flexible rather
than rigid.

e Addressing performance checking (i.e. repeated assessment of performance,
generally focused on perceived shortcomings). Behaviours to address are
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checking personal performance, comparison making (comparing personal per-
formance with that of others), and reassurance checking (asking others about
one’s performance).

* Addressing performance/avoidance. Behaviours to address are avoidance of per-
formance self-assessment and external performance testing (school tests, sports
competitions, social events, singing in front of others, and so on).

» Exploring the origins of the overvaluation. Looking for events or circumstances
that might have sensitized the patients to performance issues.

* Dealing with setbacks. Patients are helped to learn to regulate their clinical per-
fectionism mindset by learning how to do the following three things: (i) identify-
ing setback triggers, (ii) recognizing the first signs that the perfectionism mindset
has returned, and (iii) displacing the mindset.

* Ending well. Patients are helped to identify residual problems and devise a spe-
cific perfectionism-oriented maintenance plan to address residual perfectionist
attitudes and behaviours and prevent relapse.

Vignette

The patient is a 20-year-old woman attending literature classes at the university. She
is an only child, both parents are lawyers, and her mother was mayor of the small
town in which they live. The patient reported that she had been a quiet and reserved
child, very proud of her parents, who she admired for what they did. Indeed, her
family is very prominent in the town, widely recognized for their social and political
achievements.

At secondary school, the patient performed very well and had the feeling that
others expected precisely that from her. In any case, she liked to be good at school
and worked hard to achieve excellent grades. However, at high school she found that
she needed to work harder, and felt greater pressure to compete with her classmates.
She began to have difficulties, especially in Greek and Latin, and realized that she
was no longer the best in the class. Indeed, two classmates got higher marks than her
in all subjects. These were twin sisters who were both very thin and who openly
flaunted their slim figures and skills in front of others. The patient began to intensify
her efforts to compete, studying from when she returned home from school until
dinner time without ever stopping. She would then study for a couple of hours after
dinner, and often got up very early in the morning (around 5:30) to go over what she
had learned. She lost all interest in social relationships, which had previously been
good albeit limited, and focused entirely on her school performance.

By the age of 16, her studies had become so important (her goal was to get top
marks in all subjects) that she began to skip snacks, eating only a quick lunch and
dinner so as not to “waste time”, and to keep from putting on weight—a feeling that
she felt would take her focus away from studying. In this period she was very satis-
fied with herself. Indeed, she achieved excellent results at school, and at the same
time she liked her new body shape, after having lost 3 kg (from 56 to 53 kg).
Moreover, she received positive comments about her body shape from several class-
mates (even the twins). However, she became progressively more concerned about
food and eating, and her eating rules became rigid and extreme.
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In the following years, she avoided eating several food types (e.g. desserts, pasta
and carbs in general) and eschewed all occasions for social eating, continuing to
study for many hours every day. Her body weight dropped to 48 kg, and her preoc-
cupation with her shape, weight and eating control became extreme. Despite this,
she still felt that everything was fine, and that she could keep her life under perfect
control.

Later, however, she sought medical advice because she was having difficulties at
university. Her concentration was poor, and she had actively avoided taking exams
because she was unable to memorize what she was reading, despite having intensi-
fied the hours dedicated to her studies. She felt very tired, frustrated and a failure.
Her body weight was 42.4 kg (BMI 15.4), but, despite her low weight, she had an
extreme fear of weight gain and had adopted extreme dietary restriction.

The patient was immediately engaged in CBT-E and, at the end of Step One,
decided to address weight gain in order to recover her strength and concentration.
With the initial weight regain she achieved during Step Two of the treatment, the
patient felt better and reported an improvement in her concentration. She reached a
body weight of 48 kg (BMI 17.4), but she still avoided taking university exams as
she felt insufficiently prepared. She also developed a belief that continuing to regain
weight was not necessary. In fact, she reported that this would require an increase in
the amount of food she would need to eat, which would probably intensify her
digestive difficulties and, as a consequence, impair her concentration during studies.
Moreover, she thought that her thighs were already getting too big.

The patient gradually restarted her usual efforts to study, waking up at 5 am,
reading a paragraph and taking notes, then reading another one and taking notes
again, until she had finished each textbook. Once she had arranged her notes, she
would make outlines of them, then underline the important points in the outlines.
Before going to bed at 11:30 pm, she reviewed everything she had studied, trying to
memorize the highlights. When she realized she was unable to remember some-
thing, she would start the process again until she was able to remember everything
perfectly by heart. Sometimes this process lasted until 3:00 am. She avoided taking
exams at the university, but reported going to observe her classmates’ oral exams
and noting down all the questions asked by the professors. At home, she would try
to answer these questions and, when she had difficulty, criticized herself and spent
the following days reviewing the subjects raised by the questions.

During one of the review sessions in Step Two, the therapist, having noted that
her clinical perfectionism was extreme, hindering the treatment and maintaining the
eating disorder psychopathology, raised the possibility of addressing it as part of the
treatment. The patient recognized that she had the problem of clinical perfection-
ism, which in her was expressed in two main domains, namely the achievement of
extremely high standards at university, and control of weight, shape and eating.
Shared processes identified in these two domains were repeated performance check-
ing and body checking, striving to study and follow dietary rules, avoiding tests and
body exposure, and resetting goals if her standards were met. She also agreed that
her system of self-evaluation was counterproductive because it impaired both her
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performance at university and her physical and psychosocial well-being. In Step
Two, albeit with difficulty, she gradually addressed all the maintenance mechanisms
in her personal formulation, implementing the CBT-E body image, dietary restraint
and clinical perfectionism modules, and reaching a low-normal body weight (BMI
19.1). At the same time, the therapist helped her to develop new, performance-free
domains of self-evaluation (e.g. listening to music, spending time with friends).

At the end of the treatment, the clinical perfectionism was still evident, but she
allowed herself greater flexibility in terms of her diet, and had interrupted her dys-
functional checking and avoidance. She was now devoting less time to her studies
(not studying after dinner) and had taken and passed two exams. Finally, the intro-
duction of performance-free activities was enabling her to spend some free time
with two friends from university.

5.2 Core Low Self-Esteem

Most people with eating disorders have low self-esteem, being highly self-critical as
a result of their perceived failure to attain their goals of controlling shape, weight,
and eating—a form of negative self-evaluation that may be termed “secondary self-
criticism.” This aspect of negative self-evaluation does not need to be addressed by
the treatment because it generally does not obstruct the change, and improves when
the eating disorder is successfully treated. There is, however, a subgroup of patients
who have extremely low self-esteem or “core low self-esteem”, which maintains the
eating disorder and obstructs change [1]. In such cases, the chance of treatment suc-
cess is poor [7] unless low self-esteem is directly addressed.

5.2.1 Characteristics of Core Low Self-Esteem

Core low self-esteem is defined as an unconditional and pervasive negative view of
self-worth which is long-lasting, largely independent of current circumstances and
performance, and not explained by the presence of clinical depression. This nega-
tive self-evaluation is autonomous and, therefore, minimally affected by changes in
the state of the eating disorder. People with core low self-esteem believe that they

%

have little or no value as a person, and describe themselves as “worthless”, “use-
less”, “stupid”, “unlovable”, “a failure” [2].

When core low self-esteem coexists with the eating disorder psychopathology, it
obstructs the change through two main processes [3]: (i) the patients see little or no
prospect of recovery as a result of the unconditional and pervasive nature of their
negative view of themselves, and (ii) the low self-esteem leads them to strive espe-
cially hard to control their shape, weight and eating to assuage their sense of worth-

lessness (Fig. 5.3).
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Fig. 5.3 The interaction between clinical core low self-esteem and the eating-disorder psychopa-
thology. Reproduced with permission from the Online Training Programme in CBT-E, CREDO

Oxford, 2017

5.2.2 Assessing for Core Low Self-Esteem

It is crucial to distinguish secondary self-criticism from core low self-esteem [2]:

1. Secondary self-criticism is conditional on current performance in valued areas of
life and fluctuates (i.e. the patient is not constantly self-critical). People with eat-
ing disorders and secondary self-criticism do not consider themselves a failure
as a person and do not view themselves in globally negative terms.

2. Core low self-esteem is characterized by an unconditionally negative view of self
not influenced by specific aspects of performance. People with eating disorders
and core low self-esteem have a negative overall view of their self-worth, and an
inability to distance from a self-critical stance (i.e. a person’s identity). They also
tend to make negative comparisons with others.

Other specific features of core low self-esteem are the presence of pronounced
negative cognitive processing biases, such as a negative vision of the future and
the belief in the impossibility to change. These not only obstruct the treatment,
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but core low self-esteem itself is a risk factor for the development of anorexia
nervosa and bulimia nervosa [8, 9]. As it is longstanding, it is difficult to detect
its onset, and it is also problematic to identify core low self-esteem when the
patients have coexisting clinical depression. In this case, we suggest addressing
clinical depression first (see Chap. 6, Sect. 6.1) and reassessing self-esteem
afterwards.

5.2.3 Strategies for Addressing Core Low Self-Esteem

Core low self-esteem is addressed by CBT-E in two ways: (i) directly, with targeted
cognitive behaviour procedures; and (ii) indirectly, by enhancing patients’ interper-
sonal functioning (see Sect. 5.3). In general, if a patient displays evident cognitive
biases, we use the direct method, while we opt for indirect methods when it seems
feasible for a patient to create a network of positive interpersonal relationships. In
the latter case, we explain to patients that the best way of improving their self-
esteem would be to enhance the quality of their relationships.

The strategy used to address core low self-esteem directly involves the applica-
tion of the following procedures, which have been described in detail in previous
publications [2, 3, 10]:

* Personalized education. Patients are first educated on the main cognitive mecha-
nisms maintaining their core low self-esteem, and how they interact with the
eating disorder psychopathology (Fig. 5.4).

* Addressing cognitive bias. One or more of the following cognitive biases are
addressed using conventional cognitive behavioural procedures:

— Discounting positive qualities.

— Selective attention (i.e. looking selectively for failure and finding it).

— Double standards (i.e. having one set of [harsh] standards for judging them-
selves, and another [more lenient] set for others).

— Opvergeneralization (i.e. viewing any instance of not succeeding as a failure,
and then generalizing from such failures to being “a failure” in general).

— Dichotomous appraisals of self-worth (i.e. assessing themselves in all-or-
nothing terms—"“If I am not always strong, I must be a weak person”).

* Addressing problematic rules. These are “rules of life”” [11] that people with core
low self-esteem use to cope with their negative core beliefs (i.e. “I need to be
good at... to be worth something”). The problematic aspect of these rules is that,
since they are rigid and extreme, they are inevitably broken, and this, conse-
quently, leads the person with core low self-esteem to confirm their negative core
self-belief.

o Exploring the origins of the core low self-esteem

e Arriving at a balanced view of self-worth
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Fig. 5.4 Formulation showing how the specific expressions of core low self-esteem maintain the
eating-disorder psychopathology

(1) The control of shape, weight, and eating is used to reduce feelings of worthlessness

(2) Binge eating is experienced as a failure and confirms negative self-belief

(3) Breaking a dietary rule is experienced as a failure and confirms negative self-belief
Reproduced with permission from the Online Training Programme in CBT-E, CREDO
Oxford, 2017

Vignette

The patient is a 25-year-old woman and is preparing her university dissertation in
Philosophy. She comes from a middle-class family; her father is a freelance profes-
sional and her mother a high-school teacher. The mother reported that the patient
had been shy and introverted since she was a child, and has always had difficulty in
creating friendships, always standing to the side and being easily ignored by others.
She had always performed well at school, but invariably felt useless, despite her
excellent grades.

At middle school she began to feel unsatisfied with the shape of her body, and at
the age of 13 started a diet to lose weight. She thought that by losing weight she
would feel better about herself, and be more accepted by others. Indeed, she had
always felt inadequate in social situations, and not up to par. Moreover, she despised
herself for this.

The dietary restriction and the consequent weight loss made her feel more in
control. However, she continued to feel inadequate, her relationship with her friends
(who relied on her for help with their homework) did not change, and her percep-
tions of being worthless remained unaffected. After a few months, the dietary
restriction was recurrently interrupted by binge-eating episodes followed by self-
induced vomiting. The binge-eating and vomiting episodes increased her sense of
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inadequacy. She often scolded herself for being useless as she was unable to control
even her diet; she felt increasingly incapable and had come to hate herself. The
alternation of dietary restraint, binge-eating and self-induced vomiting continued
throughout her high school and university years, when her body weight remained
stable at around 60-62 kg (BMI 22.0).

In recent months, however, the frequency of the patient’s binge-eating and self-
induced vomiting episodes had increased, and she was having some difficulty com-
municating with her dissertation supervisor. She had asked for a dissertation topic a
few months earlier and, after the professor had given her a topic, started doing bib-
liographic research and writing, never asking for help or support. Indeed, she was
afraid of appearing stupid if she asked for help because her rule was that a good
student must be able to write a dissertation on their own. The professor, after having
reviewed her draft dissertation, explicitly told her that she had not addressed the
topic well and should focus more on its purpose. This comment threw the patient
into utter despair, making her feel like a failure and unable to move forward with her
dissertation.

At the first assessment and preparation session, the patient appeared very intimi-
dated—she never looked the therapist in the eye, and reported judging herself as
inadequate as a person and unable to keep control over eating. She expressed a
desire to start a psychological treatment, but did not think she would be able to
overcome her eating disorder.

Over the course of CBT-E Stage One, with the application of the regular eating
procedure,' the frequency of binge-eating episodes reduced. Nonetheless, the
patient was not always able to comply with regular eating, skipping several meals
and making binge-eating more likely. In her monitoring records she wrote the fol-
lowing comments: “I hate myself; I am incapable of doing anything”; “I am a
nobody and I don’t deserve to eat”; “I will never be able to do anything in life if I
am not even able to control my eating”; and “I am fat and ugly”. She noted that
these feelings of inadequacy grew stronger when she was working on her
dissertation.

During a review session in Stage Two, the therapist discussed with the patient the
evidence that core low self-esteem seemed to be hindering her treatment and con-
tributing to the maintenance of her eating disorder, and that it should therefore be
addressed. The patient agreed to this proposal, and half of the sessions in Stage
Three were dedicated to tackling core low self-esteem, in addition to the usual pro-
cedures for addressing her eating disorder psychopathology. The therapist provided
education about the cognitive biases that seemed to be maintaining the patient’s low
self-esteem, and encouraged her to monitor them in real time. This helped the
patient recognize that the most prominent cognitive biases she had were discounting
positive qualities (“I have no positive qualities”), selective attention to minor mis-
takes (labelled as ‘“failures”), and overgeneralization (“I am a failure”). The

'The CBT-E regular eating procedure has two components: (i) eating three meals and two snacks
every day; and (ii) not eating between meals and planned snacks.
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therapist helped her to identify and correct these cognitive biases in real time, and
encouraged her to focus on and accept her positive experiences. The patient was
also encouraged to ask advice from her supervisor on how to better proceed with her
dissertation in order to test the effect of breaking her rule of never asking for help
(based on her assumption that “If I ask for help, the other will think that I am use-
less”). To her surprise, the professor was very kind and supported her work on her
dissertation. This work gradually helped the patient to question her negative belief
about herself, and start to believe that it would be possible to overcome her eating
disorder. She therefore became more active in addressing dietary restraint and nega-
tive body image, and by the end of the treatment she had only a moderate preoccu-
pation with shape and weight, and sporadic binge-eating episodes in the premenstrual
phase. She also recognized that her view of being worthless and a failure was dys-
functional, and began, albeit with much difficulty, to address life by trying to accept
her body weight and shape, and herself as a person.

5.3 Marked Interpersonal Difficulties

Interpersonal difficulties are common in people with eating disorders, but generally
they resolve with improvement in the eating disorder psychopathology and do not
interfere with treatment. For this reason, they often do not have to be directly
addressed as CBT-E’s proactive problem-solving procedure helps patients to suc-
cessfully address most interpersonal problems associated with changes in eating.
However, in a subgroup of patients with an eating disorder, marked interpersonal
problems may maintain the patient’s eating disorder and/or interfere with the imple-
mentation of treatment [3].

5.3.1 Characteristics of Marked Interpersonal Difficulties

In general, the interpersonal difficulties typically seen in patients with eating disor-
ders can be divided into three main categories [2]: (i) social isolation and interper-
sonal functioning deficit, (ii) interpersonal conflicts, and (iii) role transitions. These
interpersonal difficulties maintain the eating disorder and/or interfere with the
implementation of the CBT-E causing one of the following consequences:

1. Interpersonal turbulence. When interpersonal difficulties hijack treatment ses-
sions or interfere with the patients’ compliance with homework between
sessions.

2. Interpersonal vacuum. When an absence of relationships prevents patients from
exploiting some aspects of treatment (such as developing new self-evaluation
domains).
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5.3.2 Assessing for Marked Interpersonal Difficulties

A strategy we use to identify relevant interpersonal areas is building an interper-
sonal history with patients [3]. As part of this task, we seek to identify any poten-
tially problematic interpersonal events associated with the development and
maintenance of the patient’s eating disorder. Assessment of a patient’s interpersonal
history can help to elucidate whether interpersonal difficulties are contributing sig-
nificantly to maintaining the eating disorder and/or are interfering with the imple-
mentation of treatment. In some cases, as described in Sect. 5.2.3, we address core
low self-esteem by tackling interpersonal difficulties.

If the conclusion is reached that interpersonal difficulties are a problem to
address, we suggest that it may be helpful to target a patient’s interpersonal prob-
lems at the same time as addressing the eating disorder. In this case, we add “life”
to the patients’ personal formulation (Fig. 5.5).

5.3.3 Strategies for Addressing Marked
Interpersonal Difficulties

The goals are to resolve current interpersonal difficulties (e.g. conflicts, role transi-
tions, or difficulties in forming and maintaining relationships) and enhance interper-
sonal functioning (e.g. quality of relationships, appropriate assertiveness). The
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Fig. 5.5 The interaction of marked interpersonal difficulties (“LIFE”) with the eating-disorder
psychopathology. Reproduced with permission from the Online Training Programme in CBT-E,
CREDO Oxford, 2017



72 5 Coexisting Psychological Problems

strategies used to address marked interpersonal difficulties in the context of CBT-E
for eating disorders have been described in a previous publication [2], and involve
the application of the following procedures:

* Addressing social isolation and interpersonal functioning deficits

— Providing personalized education

— Analysing repetitive dysfunctional behaviours
— Learning to use assertive communication

— Addressing interpersonal avoidance

— Developing new interests and relationships

e Addressing interpersonal conflicts

— Providing personalized education
— Dealing with interpersonal conflicts

e Addressing role transitions

— Providing personalized education

— Reviewing the positive and negative aspects of the old and new roles
— Exploring thoughts and emotions associated with role change

— Developing new social skills

— Developing new interests and relationships

Vignette

The patient is a 19-year-old female whose problems with eating began at age 18, a
few months after she had begun studying Medicine at university in another city. In
high school she had been the best in her class, but the transition to university was
very difficult because she suffered from loneliness (it was the first time she had lived
away from home); she was also finding it difficult to study some subjects (e.g. anat-
omy and chemistry), and felt threatened by greater competition from other students.
Because she had lost touch with all of her friends from high school, she felt very
alone. She also felt out of control and, since she was dissatisfied with the shape of
her body, she severely restricted her diet. However, after 1 month, during which she
lost about 3 kg (dropping from 60 to 57 kg), her diet was interrupted by recurrent
binge-eating episodes followed by self-induced vomiting. The alternation of diet-
ing, binge eating and vomiting halted her weight loss, and this increased her preoc-
cupation with her weight and shape, manifested via frequent body checking in the
mirror, and worsening of her mood, social relationships and ability to concentrate
on her studies.

At the beginning, she was very engaged with CBT-E but, despite the application
of self-monitoring in real time and regular eating procedures, the binge-eating epi-
sodes persisted. During the Stage Two review, it became clear that her interpersonal
circumstances were having a major influence on her eating. When she felt lonely or
stressed about her studies, she would skip lunch (abandoning regular eating), which
would lead to a binge-eating episode followed by self-induced vomiting immedi-
ately afterward.
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The patient agreed that her interpersonal difficulties (i.e. role transition) were
maintaining her eating disorder and had become a major obstacle to treatment
progress, and in Stage Three part of each session was dedicated to addressing
role transition (becoming a successful university student) as a major interper-
sonal problem. The therapist helped the patient to identify the hurdles that the
transition would involve, but also the potential advantages. The treatment focus
was on helping her to accept not being at the top of her class, but also stimulating
her to actively engage in developing new friendships. At each session she reflected
on what had happened during the previous week and what could be learned from
it. She gradually made progress, developing a close friendship with two other
students, adopting regular eating and flexible meal planning, and reducing dys-
functional body checking. At the end of the treatment, she retained some residual
eating disorder features (i.e. avoidance of some foods and sporadic binge-eating
episodes), but these had resolved completely by the post-treatment review
session.

5.4 Mood Intolerance

In a subgroup of patients with eating disorders, eating is markedly influenced by
events and associated mood changes [12]. These patients suffer from a problem
called “mood intolerance” [1], which, since it maintains the eating disorder and
interferes with treatment, should be directly addressed.

5.4.1 Characteristics of Mood Intolerance

Mood intolerance has two principal components [1, 13]:

1. Extreme sensitivity to intense (especially aversive) mood states characterized by
an inability to accept and deal appropriately with them;

2. The use of dysfunctional mood-modulation behaviours to reduce awareness of
an intense mood state and neutralize it, which comes at a personal cost.

Dysfunctional mood-modulation behaviours may be expressed via two major
abnormal behaviours in people with eating disorders: (i) self-harming (e.g. cutting
or burning the skin), and/or (ii) taking a psychoactive substance (e.g. alcohol, other
substances). In addition, people with an eating disorder and mood intolerance often
discover that certain eating disorder behaviours may be used to cope with their emo-
tions. In this way, the binge eating, self-induced vomiting and excessive exercising
can become means of modulating emotions (Fig. 5.6). In these cases, mood intoler-
ance needs to be addressed as it is an additional mechanism maintaining the eating
disorder psychopathology.
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5.4.2 Assessing for the Presence of Mood Intolerance

Mood intolerance should be suspected if the patient reports a recurrent association
between mood changes and some behavioural expressions of the eating disorder
psychopathology, and when proactive problem-solving does not help to address this
link. In any event, it is advisable to directly address mood intolerance in the follow-
ing cases:

Current or previous reports of other dysfunctional mood-modulation behaviours
(e.g. self-harm or substance misuse)

Presence of intense emotional states that stimulate and maintain certain behav-
ioural expressions of the eating disorder psychopathology (e.g. binge eating,
self-induced vomiting, excessive exercising)

5.4.3 Strategies for Addressing Mood Intolerance

The strategies used to address marked interpersonal difficulties in the context of
CBT-E for eating disorders have been described in a previous publication [2, 14],
and involve the application of the following procedures:

Education on mood intolerance. Patients are educated on the role of mood intol-
erance in maintaining their eating disorder. It is underlined that some mood-
modulation behaviours are dysfunctional because although they may help a
person to tolerate mood changes in the short-term, they prevent the acquisition of
skills for coping with intense moods in the long term and ultimately lead to
impairment.

Analysing a recent example of mood intolerance. The therapist reviews a recent
episode of mood intolerance with the patient to re-create the sequence of
seven events:

— The occurrence of a triggering event (e.g. an argument with a friend)
— Cognitive appraisal of the event (e.g. “She was mean to me”)
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— An aversive mood change (e.g. anger)

— Cognitive appraisal of the mood change, followed by rapid cognitive amplifi-
cation of the mood (e.g. “I can’t stand feeling angry like this”), leading to
greater mood amplification over a short period resulting in thoughts (e.g. “I
really can’t stand feeling like this”)

— The use of dysfunctional mood-modulation behaviour (e.g. binge eating or
self-harm)

— The immediate amelioration of the aversive mood (e.g. dissipation of feeling
of anger)

— Later cognitive appraisal (e.g. “I have no control over my eating”).

e Discussing the mechanisms involved in mood intolerance
o Slowing down, observing, and analysing
e Intervening in the sequence of events

— Preventing the occurrence of triggering events

— Addressing the cognitive appraisal of events

— Addressing aversive moods and their cognitive appraisal (“mood acceptance”)

— Introducing functional mood modulation (e.g. mood-altering music or mov-
ies, talking to others, exercising, taking a cold shower)

— Putting barriers in the way of dysfunctional mood modulation

— Adopting a healthy lifestyle and making radical life changes

Vignette

The patient is a 23-year-old underweight woman, living with her mother, who
reported 3—4 episodes of self-induced vomiting daily after normal meals, and recur-
rent episodes of self-harm (i.e. razor cuts on the forearms). Her self-injurious behav-
iours had begun at the age of 18, immediately after she had been sexually assaulted
by a non-relative. After a few months, she also started to have recurrent subjective
binge-eating episodes followed by self-induced vomiting to lose weight. This
resulted in a weight loss of about 13 kg (from 54 to 48 kg) in a few months, and an
interruption in her menstrual cycle. In the following years, the patient was unsuc-
cessfully treated via two psychological treatments that focused on the abuse, as well
as several psychopharmacological agents.

The patient, referred to us by her general practitioner, appreciated the collabora-
tive nature of CBT-E, and immediately became engaged in the treatment. During
CBT-E Step One, with the regular eating procedure the frequency of subjective
binge-eating episodes was markedly reduced from twice a day to three times a
week. In this period, she also reported only four episodes of self-harm (using a
razor)—all three after arguments with her mother.

In Step Two of CBT-E, binge-eating and self-harm analysis revealed that these
episodes were often triggered by rapid changes in her mood. The therapist realiz-
ing that the proactive problem-solving procedure was ineffective at managing her
rapid mood swings, suggested to the patient that they address mood intolerance
directly. The patient also agreed that her mother be involved in order to create a
home environment in which there was no easy access to dangerous objects (e.g.
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razors or knives), and agree to stop criticizing the patient’s eating behaviour. The
strategies and procedures used for addressing mood intolerance, along with the
mother’s assistance in creating a safe, non-critical environment, enabled the patient
to stop self-harming within a few weeks. The patient realized that she was able to
tolerate mood changes by accepting and managing them in a more functional way
(e.g. listening to music, taking a walk, or both). The combination of these proce-
dures, associated with those addressing undereating, dietary restraint and body
image, also produced a reduction in both the frequency of subjective binge-eating
episodes (which fell to once every 2-3 weeks) and the normalization of body
weight (she reached 52 kg), while a moderate overvaluation of shape and weight
persisted.

In the post-treatment review session, after 20 weeks, the patient reported that she
had experienced no episodes of self-harm and only one episode of binge-eating over
the previous 4 weeks, and that she was confident that by continuing to apply the
procedures learned in CBT-E she could achieve complete remission of the eating
disorder.
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Chapter 6 )
Coexisting Mental Disorders ST

As described in Chap. 4, most patients with eating disorders meet the diagnostic
criteria for at least one other psychiatric disorder. The most frequently coexisting
disorders are clinical depression, anxiety disorders and substance use disorders.
However, most studies assessing the frequency of psychiatric comorbidities in eat-
ing disorders have had a cross-sectional or case-controlled design, and reported
associations might be due to reverse causation [1]. In fact, the comorbid features
observed may be the result of undereating and being underweight (starvation symp-
toms) and/or the underlying eating-disorder psychopathology. One strategy for
overcoming this problem would be to design and conduct longitudinal general pop-
ulation studies [2] to assess whether psychiatric comorbidities are present before the
onset of the eating disorder. However, these studies are costly and difficult to enact
and are associated with a high rate of attrition, limiting the utility of their conclu-
sions. Furthermore, patients receiving treatment today require urgent action, and
this issue must therefore be addressed without the benefit of future research findings.

In the real clinical word, the assessment of a patient’s psychopathology is inevi-
tably cross-sectional and, therefore, the risk of attributing some observed features
that are in fact secondary to the eating-disorder psychopathology to a comorbid
psychiatric disorder is high. However, three general questions may help decide
whether it might be helpful to treat a potential coexisting mental disorder as a sepa-
rate entity or not [3]:

1. Are the features of the coexisting disorder directly attributable to the eating dis-
order or its consequences? If so, the apparent comorbidity could be spurious and
simply represent an effect of the eating disorder itself.

2. Are the features of the coexisting disorder likely to interfere with the treatment of
the eating disorder? If so, they must be addressed beforehand or at the same time.

3. Are the features of the coexisting disorder likely to resolve if the eating disorder
is successfully treated? If so, and if it is unlikely that they will not interfere with
the treatment, they probably do not need to be addressed directly.
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In this chapter, we describe the strategies used to assess and treat the main psy-
chiatric disorders coexisting with eating-disorder psychopathology.

6.1 Clinical Depression

Coexisting mood disorders have been reported in more than 40% of eating disorder
cases [4]. This explains why a large subgroup of patients with eating disorder
receive a diagnosis of clinical depression, also known as major depression or major
depressive disorder, and are treated with antidepressant medications. However, a
diagnosis of coexisting clinical depression is often inappropriate [3], because there
is a substantial conceptual overlap between some features of the two disorders. It is
therefore not easy to discern whether the coexistence of eating disorder and depres-
sion constitutes true or spurious comorbidity, but an attempt must be made in
patients seeking eating-disorder treatment in order to prevent the superfluous pre-
scription of antidepressants.

It is well known that in anorexia nervosa many features used for the diagnosis of
clinical depression are the consequences of being underweight [5]. Examples are as
follows:

* Low mood

* Social withdrawal

» Heightened obsessionality and indecision
* Disturbed sleep with early waking

e Decreased energy and drive

* Loss of sexual desire

* Impaired concentration

e Irritability

Similarly, in bulimia nervosa, many features used for the diagnosis of clinical
depression are known to be the consequence of recurrent binge-eating episodes [3].
Examples are as follows:

e Self-criticism

¢ Low mood

¢ Social withdrawal

¢ Shame

e Guilt

» Feelings of impotence

On the other side of the coin, features suggestive that there is in fact clinical
depression coexisting with the eating disorder are the following [3]:

* A personal history of clinical depression before the onset of the eating disorder
* Late eating disorder onset
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* Recent intensification of depressive features in the absence of any change in the
eating-disorder psychopathology (e.g., low mood, social withdrawal, or suicidal
thoughts and plans).

* Loss of interest, crying, recurrent thoughts on the pointlessness of life, personal
neglect.

The more of these features that are reported by the patient, the more confident we
are that a diagnosis of clinical depression is warranted.

The distinction between depression secondary to the eating disorder and coexist-
ing clinical depression is essential for an optimal therapeutic intervention. In the
former case, the depressive features should not be treated because they tend to
resolve alongside an improvement in the eating-disorder psychopathology. Indeed,
addressing the consequences of eating disorder with a pharmacological or psycho-
logical treatment designed for another psychiatric disorder may increase the risk of
deviating from the treatment of the eating-disorder psychopathology and, in any
case, expose the patients to side effects without the possibility of achieving signifi-
cant improvements.

In contrast, coexisting clinical depression must be identified and treated because
it hinders the treatment of the eating disorder itself. Those suffering from coexisting
clinical depression think that it is not possible to change, have little energy to engage
in treatment, and too poor concentration to understand and retain the information
provided. In these cases, we recommend a pharmacological treatment (antidepres-
sants) for 9—-12 months, after having educated the patients and obtained their
informed consent. The decision to use antidepressants rather than a psychological
treatment to address the coexisting clinical depression is based on two principal
observations [3]: (i) psychological treatment of clinical depression requires a lot of
time, and progress is limited by the presence of the eating disorder as the two psy-
chopathologies negatively interact; and (ii) antidepressants, in particular SSRIs
(e.g., fluoxetine and sertraline), generally work rapidly and well.

If a patient has reservations about taking antidepressants, they should be informed
that these psychopharmacological agents do not interfere with the ability to do
things in life, and that the resolution of clinical depression will allow them to be in
the best condition to handle psychological treatment of their eating disorder. In
addition, antidepressant drugs are not addictive, they are not mood enhancers (they
only treat depression), and have few side effects (e.g., nausea), which are usually
transient and last only a few days. The patient should be reassured that should they
develop more persistent side effects, such as a fine hand tremor, difficulty swallow-
ing, and decrease or loss of sexual desire, their antidepressant regime will be reas-
sessed. Eating disorder patients will also be interested to know that SSRIs do not
increase appetite although fluoxetine at higher doses (60 mg daily) can reduce the
propensity to binge eat. They should be warned that SSRIs are, however, associated
with a greater sensitivity to the intoxicating effects of alcohol, and so be advised to
drink with caution.

Patients with severe clinical depression refusing antidepressants may neverthe-
less be offered an inpatient CBT-E-based treatment that targets both coexisting
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disorders simultaneously. Indeed, a study conducted by our team found no signifi-
cant differences in the outcomes of inpatient CBT-E between eating-disorder
patients with or without clinical depression [6]. Table 6.1 shows a summary of the

Table 6.1 CBT-E recommendations for assessing and treating coexisting clinical depression in
eating disorders

Clinical features that suggest the presence of coexisting clinical depression

Recent intensification of depressive features (in the absence of changes in eating-disorder
psychopathology)

Pervasive and extreme negative thoughts (beyond the concerns about shape, weight, eating
and their control)

— Global negative thoughts

— A general sense of helplessness (e.g., seeing the future as bleak, resignation)

— Recurring thoughts of death

— Thoughts and plans for suicide

— Guilt regarding events and circumstances not related to the eating disorder

A decrease in interest and involvement with others (in addition to any impairment
previously caused by the eating disorder)

— Decrease in socialization

— Disruption of usual activities (e.g., reading the newspaper, listening to the radio,
reading the mail, paying bills)

A decrease in energy and the ability to make decisions

— A decrease in the ability to motivate oneself to do the usual things (e.g., working,
playing sports)

— Procrastination

Other features

— Frequent crying

— Failure to maintain personal hygiene and physical appearance

— Late onset of eating disorder (e.g., after 30 years of age)

— Atypical moods within the sessions (e.g., persistent low mood, frequent crying)

— Poor response to the first phase of treatment

— Failure to do homework between sessions due to lack of interest and energy

Treatment of coexisting clinical depression

Fluoxetine

— Prescribe 40 mg to be taken in the morning before eating (patients with eating
disorders do not usually respond to lower doses)

— After 2 weeks, re-evaluate the patient (results are usually evident after 10-12 days); if
the response is positive continue with 40 mg, otherwise increase to 60 mg daily and
wait for another 2-3 weeks. If patients do not have a sufficient response, increase to
80 mg (some patients may reach 100 mg daily)

— Continue therapy with fluoxetine for 9 months to minimize the risk of relapse

—  Monitor side effects

Transient side effects such as nausea may appear in the first 5 days and then disappear

Persistent side effects such as fine hand tremor, difficulty swallowing or a reduced or
loss of libido should prompt reassessment and likely a change in antidepressant
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strategies used for assessing and treating coexisting clinical depression in eating
disorders according to CBT-E recommendations [3, 7].

Vignette

The patient is a 28-year-old woman with severe and enduring anorexia nervosa (see
Chap. 9). The patient reported the onset of the eating disorder at the age of 14, with
the adoption of a strict low-calorie diet to lose weight and to change the shape of her
legs. The course of the eating disorder was characterized by the persistent mainte-
nance of severe and extreme dietary restriction and progressive weight loss, and the
onset of secondary amenorrhea.

The patient had had numerous specialized outpatient treatments and been hospi-
talized without ever obtaining any improvements in her eating-disorder psychopa-
thology or body weight, which has remained stable at around 35-37 kg. In the last
year, the patient has been consulting a general psychiatrist who, due to the presence
of depressed mood, social isolation and loss of sexual desire, diagnosed a major
depressive disorder and prescribed fluoxetine, subsequently enhanced with a com-
bination of olanzapine and sodium valproate. However, drug treatment did not result
in any improvement in the eating-disorder psychopathology or depression, and the
patient’s general practitioner referred her to us for possible hospitalization in a spe-
cialist eating disorder unit.

At the assessment and preparation session, the patient weighted 35 kg (BMI
13.5), and reported following extreme and rigid dietary rules over the last 28 days,
with a caloric intake not to exceed 800 kcal per day. She also reported intense fear
of gaining weight; overvaluation of shape, weight, eating and their control; low
mood; asthenia; social withdrawal and decreased sexual desire. The patient was
initially very ambivalent about the proposal of being hospitalized, but after four
preparatory sessions with a CBT-E psychologist from our team decided to be admit-
ted and to play an active role in the treatment.

Considering the absence of beneficial effects of psychopharmacological treat-
ment and the absence of clinical features that suggested the presence of coexisting
clinical depression (Table 5.1), during the initial weeks of hospitalization the team’s
psychiatrist received the patient’s informed consent to gradually reduce and then
suspend all medication. After only 4 weeks of nutritional rehabilitation and 4 kg
weight regain, the patient showed a marked improvement in mood tone, asthenia
and socialization, which further improved as treatment progressed. At discharge,
after 20 weeks (13 in hospital and 7 in day hospital) the patient had achieved a body
weight of 55 kg (BMI 19.1) and had stable mood tone, despite retaining moderate
residual dietary restraint and concern about her body shape.

Vignette

The patient is a 19-year-old woman. Her eating disorder onset was at the age of
14 years, with the adoption of dietary restriction, which resulted in progressive
weight loss from 56 kg up to 46 kg, and secondary amenorrhea. After about



84 6 Coexisting Mental Disorders

1 year, the dietary restriction was interrupted by the onset of recurrent binge-eat-
ing episodes followed by self-induced vomiting, and her body weight increased
to 68 kg.

She was given a generic psychological treatment for about 2 years without
obtaining any improvement in her eating-disorder psychopathology. However, after
the interruption of the psychological treatment, the patients reported a reduction in
the frequency of her binge-eating episodes and mitigation of dietary restriction.
This resulted in a gradual reduction of body weight until she reached 55 kg, a weight
that she maintained for about one and a half years, despite sporadic binge-eating
episodes followed by self-induced vomiting.

At the assessment and preparation session, the patient reported that over the pre-
vious 6 months, in association with the separation of her parents, she had experi-
enced an increase in her concerns about her control of eating, weight and, to a lesser
extent, body shape. These concerns led her to adopt extreme and rigid dietary rules
and excessive exercising, resulting in a progressive weight loss to her current body
weight of 50 kg (BMI 19.2).

During the interview, the patient had frequent episodes of crying, which were
accentuated when the therapist asked about the separation of her parents and the
effects that this event had had on her life. The patient also reported persistent low
mood, difficulties in concentration, loss of interest, devaluing and negative thoughts
about herself characterized by continuing doubts about being able to complete her
studies, and accentuation of intolerance to unforeseen events.

The therapist informed the patient of the possible coexistence and interaction of
clinical depression and eating disorder, and the need for treatment with antidepres-
sants before outpatient CBT-E could be started. However, the patient preferred not
to take the medicine as she was against the use of psychopharmacological treat-
ments, and wished to begin the psychological treatment directly.

However, during CBT-E Stage One, the patient reported difficulties in perform-
ing real-time self-monitoring and applying the regular eating procedure because she
considered everything she was doing to be pointless. Addressing these difficulties in
the session, it emerged how clinical depression was interacting with her eating-
disorder psychopathology and preventing the patient from benefiting from the
CBT-E strategies and procedures. The patient agreed to consult the team psychia-
trist, who prescribed her 40 mg fluoxetine per day, raised to 60 mg after a week.
After about 2 weeks of drug treatment, the patient reported a marked improvement
in mood tone, which was expressed in her greater and willingness to fill in her moni-
toring records in real time and to play an active role in the application of the regular
eating procedure.

At the end of the 20 sessions of CBT-E, the patient had achieved a body weight
of 52 kg, and reported stable mood and a reduction in dietary restraint and concerns
about weight and eating control. The treatment with fluoxetine continued for about
a year and then, as per the psychiatrist’s advice, was discontinued.
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6.1.1 Other Mood Disorders

Sometimes we see patients with eating disorder and comorbid bipolar I or bipolar II
disorder. In these cases, as long as their mood is euthymic, CBT-E can proceed
without obstacles, and patients often achieve remission of their eating-disorder psy-
chopathology. Any setbacks, which in these patients are often stimulated by changes
of mood, can be effectively addressed through CBT-E strategies and procedures [3].

The management of patients with eating disorder and comorbid bipolar disorder
with rapid alternation of depressive and manic or hypomanic states over a matter of
days is, however, more complex. Their rapid mood changes represent an obstacle to
CBT-E, and it is advisable that such patients’ mood be stabilized before psychologi-
cal treatment is begun [3]. Unfortunately, most pharmacological mood stabilizers
(lithium carbonate, carbamazepine, gabapentin, pregabalin, sodium valproate,
oxcarbazepine, etc.) negatively affect eating control, and are associated with weight
gain: two side effects that may be unacceptable to some patients with eating
disorders.

6.2 Anxiety Disorders

Anxiety disorders are the most frequent coexisting psychiatric comorbidity in eat-
ing disorders, and have been reported in more than 50% of cases [4]. The available
data also suggest that anxiety disorders often precede the onset of eating disorders
[8—10], and this has led to the speculation that they may in fact predispose affected
people to develop an eating disorder. Although the prevalence of eating disorders
has been observed to be high in patients who seek treatment for anxiety disorders,
the research conducted in this field to date is still minimal [11]. Furthermore, the
data produced has not been consistent, which complicates our understanding of the
nature of the coexistence of eating disorders with anxiety disorders [11].

Although common, a comorbid anxiety disorder does not generally pose major
problems for the management of an eating disorder in the way that clinical depres-
sion does. If, however, the patient presents symptoms of both anxiety disorder and
clinical depression, it is possible that the anxiety is secondary to the depression; if
this is indeed the case, it further grounds for the recommendation that clinical
depression be treated directly, as per the indications described in the Sect. 6.1.

As with depressive features, it is also possible that the anxious state arises from
the eating disorder. Hence, when a patient with an eating disorder shows some fea-
tures of anxiety, the first question to ask is [3] as follows: “Are the anxiety features
directly attributable to the eating disorder or its consequences?” An example of
anxiety features secondary to the eating disorder is avoiding to socialize due to dif-
ficulties in eating in front of others or exposing body shape. These features are not
indicative of social phobia because the excessive anxiety and fear are directly attrib-
utable to the eating-disorder psychopathology.
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The second question to ask is [3] as follows: “Are the anxiety features likely to
interfere with the treatment of the eating disorder?” If the comorbid anxiety disor-
der is real and not spurious, this is likely to occur. For example, a person with
extreme agoraphobia may have difficulty attending the sessions. In this event, the
agoraphobia should be treated first and then the eating disorder.

The third question to ask is as follows: “Are the anxiety features likely to resolve
if the eating disorder is successfully treated?”. In our clinical experience, this hap-
pens frequently, even when a patient has generalized anxiety disorder or social pho-
bia with marked fear or anxiety about social situations unrelated to eating or body
exposure. In these cases, if the anxiety disorder does not hinder treatment, we do not
seek to treat it directly, but instead proceed with CBT-E alone. Table 6.2 describes
the principal features of anxiety disorders.

Vignette
The patient is a 15-year-old teenager who suffers from anorexia nervosa and social
anxiety disorder. The patient reported that she had been a shy child from infancy, but
that the striking symptoms of social phobia only began to manifest during her first
year of secondary school, when she began to experience fear and anxiety in various
social situations that could leave her exposed to potential judgment by others (e.g.,
oral examinations at school, speaking with unknown people); in such situations she
feared that she would be judged poorly, humiliated and rejected. As a result, she
began to avoid many social situations or, when she had no choice but to undertake
them (e.g., an oral exam at school), the exposure was associated with intense fear
and anxiety, which she often handled by eating sweets and junk food between meals.
This behaviour was associated with progressive weight gain, and at the age of 14,
in the summer preceding the beginning of the first year of high school, her body
weight had reached 65 kg. She began a strict diet and started exercising excessively

Table 6.2 Clinical features of anxiety disorders

Anxiety disorders include disorders that share features of excessive fear, anxiety and related
behavioural disturbances [12]. Fear is the emotional response to a perceived imminent threat,
while anxiety is the anticipation of future threat. These two emotional states appear very
similar, but differ in some features. Fear is more often associated with surges of autonomic
arousal to fight or flight, thoughts of imminent danger and escape behaviours. In contrast,
anxiety is more frequently associated with muscle tension and alertness in preparation for
future harm, and prudent or avoidant behaviours. Sometimes the levels of fear or anxiety are
reduced by pervasive avoidance behaviours. Panic attacks, although not limited to anxiety
disorders, are a particular type of fear response.

Anxiety disorders differ from normative or transient fear and anxiety because they are excessive
and persistent, usually lasting longer than 6 months. Anxiety disorders also differ from each
other in the type of objects or situations that induce fear, anxiety or behavioural avoidance and
associated cognitive processes. Many anxiety disorders develop in childhood and tend to persist
if they are not treated. They affect females more frequently than males (ratio 2:1) and should
not be diagnosed when symptoms are attributable to the effects of a substance or drug or other
medical condition, or are better explained by another mental disorder. For this reason, when
fear and/or anxiety and avoidance behaviours are related to eating, shape and weight, the
diagnosis of an eating disorder, not of anxiety disorder, should be made.
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to lose weight, so as to be in shape when she started her new school. Such behav-
iours resulted in progressive weight loss, and she ended up weighing 57 kg.
However, her periods stopped, and the weight loss was associated with an intensifi-
cation in her social anxiety, which led to her avoiding social relationships and feel-
ing unable to go to school.

Under pressure from her parents, she had seen a psychologist for 3 months; the
main focus of the intervention was management of her social phobia, but with no
appreciable success. At the CBT-E assessment and preparation session, the patient
had a body weight of 47 kg (BMI 16.0) and reported following extreme and rigid
dietary rules (she would not eat more than 1000 kcal per day); excessive exercising
(she almost always stood and walked for many hours each day), intense fear of gain-
ing weight; overvaluation of shape, weight, eating and their control; and frequent
and dysfunctional body checking (she weighed herself several times a day and spent
a lot of time looking her body in the mirror), in addition to anxiety and fear when
exposed to the judgment of others, social withdrawal and interrupted school
attendance.

After being educated about her eating problem and the collaborative nature of
CBT-E, the patient decided that she would start outpatient treatment. As agreed to
by the patient and her parents, the treatment was solely focused on addressing the
eating-disorder psychopathology, not her social phobia. After the 4 weeks of CBT-E
Step One, the patient decided to address weight regain, and in about 25 weeks
reached a BMI-for-age percentile corresponding to a BMI of 20 in adults (59 kg).
The normalization of her weight was associated with the return of a regular men-
strual cycle, and marked reduction in her previous concerns about shape and weight,
and her fear of gaining weight lessened considerably. However, she still found it
extremely difficult to address social eating and body avoidance due to interference
from her comorbid social phobia. For this reason, the therapist, in agreement with
the patient, decided to use the marked interpersonal difficulties module of broad
CBT-E, which is designed to help such patients to effectively cope with the difficul-
ties related to fear of the judgment of others. The treatment was associated with
remission of the eating-disorder psychopathology and a marked reduction of fear
and anxiety in social situations. This permitted the patient to resume attending
school and establish friendships.

6.2.1 Eating-Disorder Psychopathology Is Not a Specific
Form of Phobia

The psychological conceptualization of anorexia nervosa has been dominated for
many years by the avoidance paradigm, according to which the probability of a
behaviour increases if it is followed by negative reinforcement (i.e., removal of the
aversive stimulus). If applied to anorexia nervosa, this model explains most of the
distinctive behavioural expressions of the disorder (e.g., strict dieting, excessive



88 6 Coexisting Mental Disorders

exercising, self-induced vomiting, and laxative and diuretics misuse), which are
adopted for the purpose of avoiding specific aversive stimuli, i.e., weight gain and
getting fat [13].

The avoidance model is also compatible with the conceptualization of anorexia
nervosa as an adaptive disorder in which “weight phobia” represents the avoidance
of the feared circumstances associated with psychosexual maturity [14]. According
to this theory, weight loss becomes a means of avoiding the challenges associated
with psychosexual development, for which the person with anorexia nervosa feels
unprepared. Although in most cases the source of this phobia (the aversive stimulus)
is not expressed by patients, some authors have reported that it is often associated
with issues concerning sexuality, high performance standards, separation from fam-
ily or family conflicts [13].

This avoidance model postulates that the avoidance, once acquired, is maintained
by the persistent eating-disorder behaviours, which isolate the individual from the
possibility of recognizing when the aversive contingencies are no longer operating.
Cognitive variables seem to contribute in part to this process as the avoidance pre-
vents the development of inhibitory learning of fear by not allowing falsification of
the occurrence of the feared consequences [15, 16].

However, the conceptualization of anorexia nervosa as a phobic disorder is dif-
ficult to maintain because the control of shape and weight seen in this disorder is
often associated with a sense of triumph, mastery, self-control and superiority in its
sufferers [13]. It is common to observe this feature in the accounts of patients who,
especially in the early phases of their weight loss, report being “happy”, “exultant”,
“satisfied”, “powerful” and “proud”. Indeed, weight loss is often experienced as a
“goal”, “an achievement”, “a virtue”, “a source of positive pleasure” and/or “a sen-
sual pleasure” [17].

This sets eating-disorder psychopathology apart from a simple “weight phobia”;
indeed, people with agoraphobia experience a severe state of anxiety when they are
in open spaces, but generally do not report a feeling of euphoria or a sense of power
when they are indoors [18]. Furthermore, individuals with agoraphobia tend to per-
ceive their anxiety as excessive and uncontrollable, and use the strategy of avoid-
ance to eliminate this anxiety. Those with anorexia nervosa, on the other hand, often
perceive their preoccupation with shape, weight, eating and their control, and the
associated negative mood states (e.g., anxiety), as useful means of keeping control
over their shape and weight [19].

The egosyntonic characteristics of anorexia nervosa have led the positive cogni-
tive reinforcement associated with the control of shape and weight to be considered
as the core psychopathology of this eating disorder [19, 20]. Indeed, according to
the modern transdiagnostic cognitive behavioural theory, as described in Chap. 3
(Sect. 3.2), a distinctive self-evaluation scheme, the overvaluation of shape, weight
and their control (i.e., judging oneself predominantly or exclusively in terms of
shape, weight and their control), is of central importance in maintaining anorexia
nervosa, and also other eating disorders [21]. According to this theory, most other
clinical features of this eating disorder, including weight phobia, derive from this
specific core psychopathology.
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Identification of the core psychopathology of anorexia nervosa is important not
only for academic purposes; above all, it has significant implications for the psycho-
logical treatment of this disorder. Indeed, evidence-based CBT-E [7, 21], derived
from the transdiagnostic theory, differs considerably from behavioural exposure-
based programmes as it is not designed to primarily address weight phobia. On the
contrary, CBT-E seeks to actively involve patients in the implementation of strate-
gies and procedures that make feel them in control when addressing the main
expressions and maintenance factors of the disorder, with the ultimate aim of their
developing a more articulated and functional self-evaluation scheme, one that is less
dependent on their shape, weight and eating control.

6.3 Obsessive-Compulsive Disorder

The coexistence of eating disorders with obsessive-compulsive disorder reportedly
ranges from 10 to 40% in patients with anorexia nervosa, and affects up to 40% of
patients with bulimia nervosa [22, 23]. Furthermore, among patients who received
a primary diagnosis of obsessive-compulsive disorder, a coexisting eating disorder
has been observed in about 11% of cases [24]. However, in a large subgroup of
patients with eating disorder, the diagnosis of obsessive-compulsive disorder is
often made in response to typical features of the eating-disorder such as “obsessive
and compulsive” adherence to eating rituals and/or excessive exercising, and is
therefore misplaced.

Indeed, eating rituals are common in patients with anorexia nervosa and are often
accentuated by caloric restriction and being underweight. In fact, these behaviours
were even reported in the Minnesota Starvation Experiment participants (see Chap.
2, Sect. 2.2), who underwent a prolonged period of semistarvation without having
any features of eating-disorder psychopathology [5]. Only later were these features
recognized as “‘starvation symptoms” by clinicians, when they noted their presence
in patients with anorexia nervosa. The most frequent eating rituals observed are stir-
ring food, separating the food to be eaten, counting bites, cutting food into geomet-
ric shapes, cutting food into small pieces, chewing for a long time, taking long
breaks between bites and eating extremely slowly.

Excessive exercising is also a common feature of patients with eating disorders,
particularly those of low weight. In a sample of patients admitted to Villa Garda
Hospital, for example, excessive exercising was observed in 45.5% of cases, with
the highest prevalence (80%) in those diagnosed with restrictive anorexia nervosa
[25]. Excessive exercising has two distinctive characteristics [26]: (i) its duration,
frequency and intensity exceeds what is necessary to obtain health benefits, and
increases the risk of producing physical damage; and (ii) it is associated with a sub-
jective sense of being forced or compelled, taking priority over other day-to-day
activities and causing guilt or anxiety if postponed.

Therefore, in CBT-E eating rituals and excessive exercising are considered a
direct expression of the core psychopathology of eating disorders (i.e., the
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overvaluation of shape, weight, eating and their control), and are mainly used to
manage concerns about shape, weight and eating control (Fig. 6.1). However, some
clinicians tend to confuse these two specific features of the eating-disorder psycho-
pathology as features of an obsessive-compulsive disorder, given the rigidity and
persistence with which they are applied. To prevent misunderstanding, the DSM-5
clearly states, in criterion D of the obsessive-compulsive disorder diagnosis, that the
disorder should not be explained by the symptoms of other mental disorders, among
which it includes the ritualized eating behaviours of eating disorders [12]. In addi-
tion, in the “differential diagnosis” section the DSM-5 specifies that obsessive-
compulsive disorder can be distinguished from anorexia nervosa because in the
former obsessions and compulsions are not limited to concerns about shape
and weight.

Another element that distinguishes the two psychopathologies is the egosyntonic
nature of the patients’ concerns. Specifically, patients with eating disorder perceive
preoccupation with food and eating as functional to the control of weight and body
shape. In contrast, those with obsessive-compulsive disorder judge the obsessions
as intrusive and harmful.

The above considerations underline the importance of assessing psychopathol-
ogy to achieve an accurate diagnosis of mental disorders, and how merely relying
on observation of symptoms is frequently flawed and misleading. Furthermore, a
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misdiagnosis of obsessive-compulsive disorder exposes patients to inadequate psy-
chological and psychopharmacological treatments that can aggravate and maintain
eating disorder psychopathology.

When obsessive-compulsive disorder does coexist with an eating disorder, and
the patient’s obsessions and compulsions are not solely focused on concerns about
food and eating, the question arises as to when to address the two disorders.
Obsessive-compulsive disorder does not generally interfere with the treatment of
eating disorders but does not respond to it either. It must therefore be recognized
and a decision made on when to address it with psychological treatment. This should
be before or after, but preferably not at the same time. In most cases, we opt to
address the eating-disorder psychopathology first because, as seen in the Minnesota
Starvation Experiment (see Chap. 2, Sect. 2.2), being underweight accentuates the
frequency and intensity of obsessions. We also often combine a psychopharmaco-
logical treatment for obsessive-compulsive disorder with CBT-E, although in under-
weight and undereating patients its effect may be limited.

Much more problematic, though rare, are cases of obsessive-compulsive disorder
in which obsessions and compulsions influence the patient’s eating and, therefore,
act to maintain the eating-disorder psychopathology. In such cases patients tend to
report that eating rituals are used to manage some obsessions not related to the con-
trol of shape and weight (e.g., “If I do not cut food into geometric shapes, something
bad will happen”; “If I eat the last bite, this moment will disappear forever and I will
never get it back”; “Something irreparable could happen if I eat quickly”’; “If I eat
some foods, I will be contaminated”). In these cases, the obsessive-compulsive dis-
order should be addressed first, or the two disorders can be treated at the same time
by the same therapist, although this option is complex and requires skills that few
therapists possess. Table 6.3 describes the principal features of obsessive-compulsive
disorder.

Vignette

The patient is a 14-year-old only child suffering from anorexia nervosa and
obsessive-compulsive disorder. She was referred to us by her family doctor after
showing no improvement in family-based therapy, mainly focused on “dysfunc-
tional” relationships between family members.

Her obsessions, which arose in childhood, concerned fear of contamination by
germs, bacteria or viruses that could be found in “contaminated” substances, such
as objects, people’s skin and sweat, urine and faeces. To avoid any possibility of
contamination, the patient adopted specific compulsions, including prolonged hand-
washing, cleaning the bathroom and objects for a long time, and refusing to touch
objects or people’s hands.

At the age of 13 and a body weight of 58 kg (BMI 23.0), after having been teased
about the shape of her rear by her classmates, she embarked upon a low-calorie diet
to lose weight and change the shape of her body. This resulted in progressive weight
loss and the onset of secondary amenorrhea. Her weight loss was associated with an
intensification of her obsessions and compulsions about contamination and, as a
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Table 6.3 Clinical features of obsessive-compulsive disorder

Obsessive-compulsive disorder is characterized by the presence of obsessions and/or
compulsions [12].

Obsessions are recurrent and persistent thoughts, urges or images experienced as intrusive and

unwanted, which, in most people, cause marked anxiety or discomfort. The subject attempts to

ignore or suppress such thoughts, impulses or images, or to neutralize them with other thoughts
or actions (i.e., by implementing a compulsive behaviour).

Compulsions are repetitive behaviours (e.g., washing hands, tidying up, controlling) or mental
actions (e.g., praying, counting, repeating words mentally) that the subject feels obliged to
implement in response to the obsession, or according to rules that must be applied rigidly. Such
behaviours or actions are aimed at preventing or reducing anxiety or discomfort, or preventing
certain dreaded events or situations. However, these behaviours or mental actions are not
realistically linked with what they are designed to neutralize or prevent, or are excessive.

Obsessions or compulsions are time-consuming (taking up more than an hour a day) or cause
clinically significant discomfort or impairment of functioning in social, work or other important
spheres.

Obsessive-compulsive disorder should be diagnosed only when symptoms are not attributable
to the effects of a substance or drug or other medical condition, or not better explained by
another mental disorder. For this reason, when the ritualized eating behaviour or obsessions
and compulsions are limited to concerns about shape and weight, obsessive-compulsive
disorder should not be diagnosed.

consequence, the patient spent hours washing her hands and taking long showers to
get rid of the feeling of dirtiness, and reduce the risk of being infected with germs.

In the 3 months before being referred to our unit, the patient reported a weight
loss of about 5 kg, following extreme and rigid dietary rules (she ate mainly fruits
and vegetables and some rice cakes), excessive exercising (walking for many hours
during the day), intense fear of weight gain, marked concerns about shape and
weight, and frequent body checking in mirrors. In addition, she reported frequent
mood swings, irritability, intense obsessions, and contamination compulsions that
occupied many hours each day, as well as social withdrawal and interruption of
school attendance. Medical examination showed marked protein malnutrition, a
BMI of 13.8, and dermatitis of the hands, with dry skin, micro-cuts and slight abra-
sions from excessive washing. Given the severity of malnutrition and her eating-
disorder psychopathology and obsessive-compulsive disorder, the assessing
physician recommended inpatient CBT-E. The patient was initially ambivalent, but
after four preparation sessions accepted hospitalization and agreed to play an active
role in the treatment to address weight regain and the eating-disorder
psychopathology.

Upon her arrival in the unit, the team decided that due to the marked malnutri-
tion, weight loss and accentuation of obsessive and compulsive symptoms, to focus
the psychological intervention solely on the eating-disorder psychopathology and
weight restoration, and to treat the obsessive-compulsive disorder with sertraline.
The patient and parents agreed, and in fact the patient immediately became engaged
in the treatment, developing a good therapeutic relationship and actively participat-
ing in the various phases of inpatient CBT-E by applying the agreed therapeutic
strategies. At the end of the inpatient treatment, the obsessive-compulsive
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psychopathology was in remission, and the eating-disorder psychopathology had
significantly improved. The patient reported only moderate levels of dietary
restraint, with some residual rigid dietary rules and concerns about body shape,
which were successfully addressed in the 20 weeks of post-inpatient CBT-E.

6.4 Post-Traumatic Stress Disorder

Exposure to trauma, particularly sexual abuse in childhood, is considered a non-
specific risk factor for the onset of eating disorders [27]. Although it is not known
how the mechanism by which trauma contributes to the aetiology of eating disor-
ders, it has been suggested that the development of post-traumatic stress disorder
(PTSD) may mediate the relationship between trauma and eating disorder [28].

The National Women’s Study found that 36.9% of participants with bulimia ner-
vosa, 21% with binge-eating disorder and 11.8% of women who did not have these
two disorders met the diagnostic criteria for lifetime PTSD [29]. These figures were
confirmed by the National Comorbidity Survey-Replication Study, which found
comorbid PTSD in 39% of participants with bulimia nervosa, 25% with binge-
eating disorder and 16% with nervous anorexia [30].

The coexistence of eating disorder and PTSD has not, however, been much stud-
ied, in part because the two disorders have different clinical presentations (Table 6.4).
That being said, we have encountered patients who improperly received a diagnosis
of PTSD because they had a reported history of abuse and impulsive behaviour

Table 6.4 Clinical features of post-traumatic stress disorder

The essential feature of post-traumatic stress disorder (PTDS) is the development of
characteristic symptoms, lasting more than 1 month, as a result of exposure to one or more
traumatic events (e.g., death or threat of death, serious injury or sexual violence) experienced
directly or indirectly [12]. These symptoms create clinically significant discomfort or
psychosocial impairment and should not be attributable to the intake of substances or
medications. The characteristic symptoms, which can have a variable presentation in different
individuals, can be divided into four main categories:

1. Presence of recurrent, involuntary and intrusive symptoms related to the event (e.g.,
memories, dreams, flashbacks)

2. Attempts to avoid situations, people, places or anything else that may evoke the traumatic
experience

3. Negative changes in thoughts and emotions (e.g., persistent negative emotional state, loss
of interest in significant activities, sense of detachment from others)

4. Marked reactivity (e.g., irritability, hypervigilance, angry outbursts, difficulty
concentrating, difficulty sleeping)

In some individuals, fear-based re-experiencing (emotional and behavioural) may be prevalent,
while in others the most obvious and disturbing clinical features may relate to the loss of
interest in activities previously considered pleasant (anhedonia) and low mood (dysphoria). In
some individuals, arousal and reactive-externalizing symptoms are prominent, while in others
altered states of consciousness, memory or identity (dissociation) predominate. Finally, some
individuals show a combination of these symptom patterns.
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(self-harm), in whom thorough exploration of their history revealed the presence of
eating disorder features before the onset of trauma. We have also seen patients who
have been erroneously diagnosed with PTSD because their recurrent binge-eating
and self-induced vomiting episodes had been considered means of their escaping
the trauma-induced dissociative state.

According to CBT-E theory [21] and in our clinical experience, PTSD is a sepa-
rate form of psychopathology from that of an eating disorder. It does not seem to
interact with the eating disorder, and does not hinder treatment. When a patient has
PTSD coexisting with the eating-disorder psychopathology, we usually discuss with
them which problem to address first because it is not advisable to implement two
psychological treatments at the same time. In our experience, most patients choose
to address eating disorder first. In this case, we seek the patient’s agreement to re-
assess the PTSD at the end of eating disorder treatment, and, if indicated, we sug-
gest applicable treatment options.

We also adopt the same strategy with patients who have a reported history of
sexual or physical abuse, guided by data from our study comparing short- and
medium-term outcomes of inpatient CBT-E in 81 patients with anorexia nervosa
with or without reported sexual abuse [31]. Assessment with a semi-structured
interview revealed that 24.7% of patients (n. 20) had experienced sexual abuse
before the onset of anorexia nervosa, while 75.3% (61) reported no such traumatic
experiences. The two groups had similar characteristics before the onset of treat-
ment, and achieved similar improvements in BMI, eating-disorder psychopathol-
ogy, general psychopathology and work and social functioning from baseline to
12 months of follow-up. Although not conclusive, these findings appear to indicate
that sexual abuse in childhood does not appear to compromise the outcome of inten-
sive CBT-E in patients with anorexia nervosa, despite the fact that the treatment
does not directly address the history of sexual abuse.

Vignette

The patient is an 18-year-old female with bulimia nervosa. The eating disorder
onset occurred, with recurrent binge-eating episodes, at the age of 16 years, about a
year after the patient had been sexually assaulted by a 22-year-old man she had met
at a disco. The course of the eating disorder was characterized by an initial weight
gain of about 10 kg (from 56 to 66 kg) followed by a rapid weight loss to her lowest
weight of 50 kg, in association with the adoption of extreme and rigid dietary rules
and self-induced vomiting after binge-eating episodes. The patient underwent psy-
chological treatment focused on the trauma for 1 year without obtaining any
improvement in eating-disorder psychopathology.

At our unit, the patient reported a stable body weight (57 kg, BMI 21.0), recur-
rent binge-eating episodes (once or twice a day) followed by self-induced vomiting,
following extreme and rigid dietary rules between binge-eating episodes, recurrent
episodes of self-harm (cuts to the arms with a razor blade), overvaluation of shape
and weight, frequent and rapid mood swings, irritability, episodes of anger towards
her parents, limited socialization, and difficulty in concentrating in the 3 months
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preceding assessment. The patient was living with her parents and attending the last
year of high school.

In CBT-E Stage One, with the adoption of the regular eating procedure, the fre-
quency of the patient’s binge-eating episodes decreased, and, as a result, so did her
concerns about eating. She also reported a reduction in her concern about her
weight, likely as a result of the collaborative in-session weighing, and an increase in
her motivation to overcome her eating disorder. The treatment then focused on
addressing her overvaluation of shape and weight, residual dietary restraint, events
and mood changes associated with the use of dysfunctional mood modulation
behaviours (i.e., self-harm and binge-eating). Finally, the treatment included strate-
gies and procedures to address setbacks and prevent relapse. The erosion of the core
processes maintaining the eating-disorder psychopathology resulted in complete
remission from binge-eating episodes and self-induced vomiting, as well as stabili-
zation of mood, increased socialization, and improved ability to concentrate on her
studies, without the sexual trauma being directly addressed. At the post-treatment
review session, the patient’s eating disorder was in remission, and she had enrolled
in veterinary school.

6.5 Substance Use Disorder

Substance use disorder is the persistent use of drugs (including alcohol) despite
substantial harm and adverse consequences [12]. Many eating disorder patients mis-
use laxatives, diuretics and slimming aids, and also misuse of other substances is
not uncommon in patients with eating disorders, although in most cases it is reported
by those who have recurrent binge-eating episodes [32]. Alcohol misuse is the sub-
stance use disorder that most frequently coexists with eating disorders. For exam-
ple, the Swedish Twin Registry revealed the following figures for prevalence of
alcohol use disorder: 22% in bulimia nervosa, 22% in anorexia nervosa binge-
eating/purging type, 14% in binge-eating disorder and 12% in anorexia nervosa
restricting type, in comparison to 6% in twins with no eating disorder [33]. Some
eating disorder patients report frequent use of recreational drugs (e.g., marijuana or
ecstasy) and a minority use of cocaine or amphetamines.

Hence, when assessing patients with eating disorder and suspected coexisting
substance use disorder, it is essential to evaluate the relationship between the eating-
disorder psychopathology and substance use. In some cases, the misuse of sub-
stances is a direct consequence of the eating-disorder psychopathology, with the
patient using cocaine or amphetamines to control body weight, for example [3]. In
other cases, mood intolerance acts to maintain both the eating-disorder psychopa-
thology and substance use disorder. In these patients, it is common to observe an
intermittent use of the substance (e.g., excessive alcohol intake in non-social set-
tings) rather than daily use of the substance. These patients often also report other
dysfunctional mood modulation behaviours such as self-harm, binge eating, self-
induced vomiting and excessive exercising [3].
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Second, it is important to determine whether the coexisting substance use disor-
der is likely to interfere with the treatment of the eating-disorder psychopathology.
When the misuse of substances is continuous, and the patient is intoxicated during
the day, this will inevitably be the case [3], and will necessitate the patient being
referred to a clinical service specialized in the treatment of substance use disorders.
We generally start CBT-E after the patient has achieved lasting remission (at least
3 months) from substance misuse. If, on the other hand, the substance is being mis-
used intermittently, as a means of weight control or to modulate emotions, we
address this problem within the context of CBT-E.

The third thing to determine is whether the features of the coexisting substance
use disorder are likely to resolve with remission of the eating disorder. In our clini-
cal experience, this positive outcome occurs in many cases when substance misuse
is intermittent.

We generally do not address addiction to smoking because it is rarely an obstacle
to treatment. However, in the event that smoking is used as a means of resisting eat-
ing, we discourage this behaviour, and help the patient to apply the regular eating
procedure instead. Trying to quit smoking while tackling an eating disorder is often
too ambitious a goal, and we therefore advise our patients to postpone the attempt
until after completion of CBT-E.

Vignette

The patient is a 21-year-old woman with bulimia nervosa who has requested treat-
ment at our clinical service. She reported the onset of eating disorder at the age of
15 years, when she weighed 58 kg (BMI 22.0), with the adoption of an extreme and
rigid low-calorie diet to lose weight. The course of the eating disorder was charac-
terized by an initial weight loss for 6 months until she reached her lowest weight,
44 kg, and secondary amenorrhoea at a weight of 48 kg. Her subsequent dieting
attempts were recurrently interrupted by binge-eating episodes followed by self-
induced vomiting, which produced a gradual weight regain. At the age of 19 years,
the patient began to use cocaine intermittently (especially on Saturday nights),
sometimes associated with alcohol misuse; she had begun to take both substances
for their euphoric and appetite-suppressant effects.

The patient had unsuccessfully undergone an eclectic multidisciplinary treat-
ment from the age of 20-21 years. This included sessions with a dietitian, a generic
psychological treatment and psychopharmacological treatment with fluoxetine.

At the assessment and preparation session in our unit, the patient reported a sta-
ble body weight, recurrent binge-eating episodes in the late afternoon or at dinner
time (on average once a day) followed by self-induced vomiting, adhering to
extreme and rigid dietary rules (she skipped breakfast and lunch), overvaluation of
shape, frequent mood swings, sleep disturbances and intermittent use of cocaine in
the preceding 3 months. For about 1 year she had been involved in a romantic rela-
tionship, characterized by frequent disputes, with a fellow university student; the
patient was attending law school and lived alone.
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The patient was begun on CBT-E because, despite reporting recurrent episodes
of cocaine use, these were intermittent, did not hinder treatment and could be
addressed in CBT-E Stage Three with the strategies and procedures of the Mood
Intolerance module of the broad form.

6.6 Personality Disorders

As described in Chap. 4, it is difficult to make an accurate assessment of the person-
ality of patients with eating disorders because many observed features are actually
the consequence of being underweight and/or the eating-disorder psychopathology.
In addition, it is particularly problematic to make a diagnosis of personality disorder
in such patients because, due to the early onset of eating disorders, most do not have
a period of adult life free from the influence of the disorder. Hence, we make no
attempt to diagnose personality disorder. However, we do see many patients who
have previously received a diagnosis of personality disorder, and tailor their treat-
ment accordingly by using one or two modules from broad CBT-E. Here are some
examples:

*  Mood Intolerance module in patients who engage in self-harm or substance mis-
use (often diagnosed as having borderline personality disorder)

* Clinical Perfectionism module in patients with clinical perfectionism (who often
receive a diagnosis of obsessive-compulsive personality disorder)

* Core Low Self-Esteem module and/or Marked Interpersonal Difficulties module
in patients with core low self-esteem (who may receive a diagnosis of avoidant
or dependent personality disorder)

6.7 Other Psychiatric Disorders

More rarely, patients with eating disorders may have other mental disorders. For
example, we have assessed patients with schizophrenia, conversion disorder, hypo-
chondria, body dysmorphic disorder, and autism spectrum disorder. Again, in the
attempt to understand and manage these comorbidities we ask ourselves whether
their features are directly attributable to the eating disorder, whether they are likely
to interfere with treatment, and whether they are likely to resolve if the eating dis-
order treatment is successful. This can help us decide how to proceed, but a general
rule is that if a patient’s other condition is stabilized, CBT-E can begin as usual, and
these patients often do well; otherwise, they should be treated for the coexisting
psychiatric disorder before commencing treatment for the eating disorder.
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Chapter 7 )
Physical Complications ST

No physical examination or laboratory tests are required to make a diagnosis of eat-
ing disorders. Indeed, such a diagnosis is based solely on specific behavioural and
attitudinal features, which must be detected by analysing the patients’ history and
examining their mental state [1]. However, patients with eating disorders, in particu-
lar those with anorexia nervosa or severe forms of bulimia nervosa, often present
several, and in some cases severe, physical ailments that require accurate medical
assessment and targeted management.

The physical anomalies observed in patients with eating disorders are in most
cases secondary to a low-calorie diet, weight loss, purging behaviours (i.e. self-
induced vomiting, misuse of laxatives and diuretics), and/or excessive exercising
(see Chap. 2, Table 2.2) [2]. Most of these issues are fully resolved by restoration of
adequate nutrition and a healthy weight. This indicates that, in general, but with a
few exceptions, managing a patient’s physical health should be focused on treating
the eating disorder [1]. However, some clinical issues deserve particular mention,
and may require additional, specific treatments. This chapter describes the manage-
ment of the most common physical ailments encountered in eating disorders, and
one clinical case with severe medical complications that was treated successfully in
a specialist eating disorder unit.

7.1 Osteopenia and Osteoporosis

The onset of anorexia nervosa often coincides with the period of bone development,
when people have not yet reached peak bone mass (which usually occurs between
17 and 22 years), and it is generally associated with amenorrhoea [3]. If adolescents
with anorexia nervosa do not restore their body weight rapidly, the deposition of
bone is compromised, leading to the development of permanent osteoporosis, which
will increase the risk of fractures later in life [4]. Significant loss of bone mass,
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which can also continue or occur in adulthood, can be detected after just 6 months
of weight loss, and is almost always present if the BMI is lower than 15.0.

The cause of bone loss in anorexia nervosa, as opposed to that which occurs in
post-menopausal women, is multifactorial, and includes not only low oestrogen but
also hypercortisolaemia, and reduced levels of androgens, leptin and insulin-like
growth factor 1 (IGF-1). One of our studies found that in women with anorexia
nervosa and amenorrhoea, bone resorption is elevated while bone formation is rela-
tively depressed [5]. The consequence of this dynamic is that bone loss in anorexia
nervosa is more severe than that occurring after menopause, where only bone
resorption rate is raised.

The increase in bone resorption might provide a rationale for the use of antire-
sorptive drugs in patients with anorexia nervosa. However, the efficacy of oestrogen
therapy is known to be poor, despite a slight increase in bone mineral density (BMD)
having been reported after administration of physiological transdermal oestrogen
replacement associated with weight regain in not severely underweight adolescents
with anorexia nervosa [6]. Although evidence supporting its efficacy is weak, oes-
trogen therapy is commonly and ineffectively prescribed in patients with anorexia
nervosa, with the risk of giving a false sense of normalcy [7].

Increases in spine BMD have been reported with bisphosphonate therapy [8].
However, bisphosphonates are not indicated for use in women of childbearing age,
as it remains in the body for many years after discontinuation, and could have
adverse effects on foetal development during pregnancy [7].

Other drugs tested for their potential effect of stimulating bone formation and
mineralization, such as calcitonin, raloxifene and testosterone, have shown no posi-
tive effects in female patients with anorexia nervosa [7]. A study found that teripa-
ratide does increase bone formation and BMD in women with anorexia nervosa [9],
but its use is unrealistic due to its high cost, the label limitation regarding age, and
that should be administered for no more than 24 months.

In the absence of drugs able to selectively suppress bone resorption without
affecting bone formation, body weight restoration remains the cornerstone for treat-
ment of bone disease in anorexia nervosa. Indeed, after weight gain an increase in
body mass density does seem to occur in adult, as well as adolescent, women with
anorexia nervosa. In fact, in one study we found that after 3 months of inpatient
CBT-E and an increase in mean body weight from 37.8 to 51.5 kg, 55 consecutive
women with anorexia had a significant mean increase in BMD, with percentage
increases two- to threefold larger at the hip (2.6%) than at the spine (1.1%) [10].

We have also found that vitamin D status plays an important role and has impli-
cations for bone health in patients with anorexia nervosa. In the first of our studies,
we discovered that vitamin D deficiency was widespread in a large cohort (n = 89)
of untreated patients with anorexia nervosa and amenorrhoea: 16.9% had 250H
vitamin D levels below 12 ng/mL, 36% below 20 ng/mL, and 58.4% below 30 ng/
mL (normal values >30 ng/mL) [11]. Moreover, we found a strong relationship
between vitamin D status and hip BMD values, with additional benefits for those
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with 250H vitamin D levels above 20 ng/mL [11]. In a second study, we evaluated
BMD values in 91 consecutive female patients with anorexia nervosa treated via
inpatient CBT-E for 20 weeks [12]. Although weight and BMI significantly
increased in all patients during treatment, mean BMD increased only at the spine.
The increase in spinal BMD was significantly higher only in those who had post-
treatment 250H vitamin D levels of above 30 ng/mL. In addition, we found a sig-
nificant increase in parathormone (PTH), which was inversely correlated with
decreased post-treatment 250H vitamin D levels. This data led us to conclude that
vitamin D deficiency may counteract the efficacy of refeeding through increased
bone resorption mediated by secondary hyperparathyroidism, which strongly sup-
ports the use of vitamin D supplements for bone health in anorexia nervosa.

Finally, a systematic review by our team to assess the data on the association
between weight gain/restoration and BMD in adolescents with anorexia nervosa
concluded that weight gain is an effective strategy for promoting BMD increase in
adolescents with anorexia nervosa. However, this process is slow, and improve-
ments do not become detectable until approximately 16 months after weight resto-
ration [13].

7.2 Amenorrhoea and Infertility

Primary or secondary amenorrhoea, although no longer considered a diagnostic cri-
terion of anorexia nervosa [14], is a pathognomonic physical anomaly of this disor-
der. It is also called “functional hypothalamic amenorrhea”—a condition caused by
stress, weight loss, and/or excessive exercising and characterized by cessation of the
menstrual cycle due to dysfunction of the hypothalamic-pituitary-gonadal axis,
abnormalities in gonadotropin pulsatility, and subsequent oestrogen deficiency [15].
Although secondary amenorrhoea may be the presenting manifestation of anorexia
nervosa [16], it is strongly related to the loss of body weight [7].

Hence, weight restoration is the mainstay of treatment for secondary amenorrhea
[7]. That being said, there is some disagreement about the degree of weight restora-
tion needed for the resumption of normal periods, with some studies reporting the
return of menstruation with the achievement of 90% of ideal body weight [17], and
others with the body weight at which menstruation ceased [18].

The induction of menstruation with pharmacological intervention in underweight
patients with anorexia nervosa is not indicated. Indeed, no clinical benefit has been
found with the use of oestrogen replacement in these patients [19]. Moreover, as
already stated in Sect. 7.1, the induction of withdrawal bleeding can give the patients
a false sense of normality and, thereby, could reduce the motivation to change [7].

Since women with functional hypothalamic amenorrhea have low levels of leptin
(a hormone secreted by fat cells correlated with the percentage of body fat and hav-
ing a key role in regulating food intake and the hypothalamic—gonadal axis) [20],
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the administration of leptin to address the disrupted hypothalamic-gonadal axis has
been researched. Two studies showed that recombinant leptin can restore the func-
tion of the hypothalamic-gonadal axis, leading to the resumption of menses [21,
22]. However, the participants in that study were normal weight, and leptin treat-
ment has limited applicability in people with anorexia nervosa.

Provided that menstruation resumes, fertility is not compromised [23].
Nonetheless, despite a high prevalence of menstrual irregularities, women with
anorexia nervosa have a higher risk of unplanned pregnancy than women without
eating disorders [24]. Furthermore, although eating disorder psychopathology may
remit during pregnancy, it often reappears after partum with rapid post-partum
weight loss [24]. Finally, women with severe eating disorder symptoms prior to
pregnancy more frequently have lower gestational weight, increased rate of caesar-
ean partum, and babies with lower birthweight than women without anorexia
nervosa [24].

7.3 Fluid and Electrolyte Abnormalities

The fluid and electrolyte abnormalities seen in patients with eating disorders are
mainly the consequences of self-induced vomiting and/or misuse of laxatives and
diuretics. These behaviours typically cause hypokalaemia and metabolic alkalosis,
although in some cases a non-anion gap acidosis can be observed as a result of diar-
rhoea from laxative misuse [7].

The management of severe hypokalaemic metabolic alkalosis requires a medical
intervention that is detailed and well described in previous publications [7, 25]. In
most cases, hypokalaemia can be corrected orally but, when the serum level potas-
sium falls below 2.5 mmol/L, it is preferable to administer potassium chloride intra-
venously [25]. Naturally, potassium supplementation should be associated with the
suspension of purging behaviours and adequate hydration. Indeed, dehydration sec-
ondary to purging stimulates the secretion of aldosterone, which causes metabolic
alkalosis and increases renal potassium excretion.

Other electrolyte disturbances that may require a correction are severe hypona-
tremia, which can also be the consequence of dehydration due to purging behav-
iours, excessive water intake and/or excessive exercising [26]. These behaviours
may also cause hypochloraemia, hypophosphatemia, hypomagnesemia and/or
decreased serum bicarbonate.

It is important to monitor and potentially treat patients who abruptly stop purg-
ing, as this can result in pseudo-Bartter’s syndrome-induced oedema formation, and
rapid weight gain due to the onset of oedema. Patients should be educated about this
possibility and, in selected cases, treated with low-dose spironolactone for a couple
of weeks [7]. In contrast, salt restriction is not indicated as it tends to increase aldo-
sterone secretion and perpetuate oedema [7].
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7.4 Cardiovascular Abnormalities

Eating disorders are associated with several cardiovascular complications, includ-
ing haemodynamic issues, conduction disorders, and structural heart alterations.
Although it is important to assess for and recognize these, in most cases they are
completely reversible when weight is restored [7].

The most common hemodynamic alteration seen in eating disorders is hypoten-
sion (orthostatic or relative). Some authors recommend treatment with intravenous
fluids if hypotension is symptomatic [7], but it generally requires no treatment as it
completely resolves with a healthy diet and weight restoration.

The most common conduction system alteration of anorexia nervosa is bradycar-
dia, but this too usually requires no pharmacological intervention. However, when
patients present a persistent junctional rhythm (i.e. impulses coming from a tissue
locus in the area of the atrioventricular node, the “junction” between the atria and
ventricle), they should be monitored via telemetry [7], and potentially treadmill
testing, to see if there is the conversion to sinus rhythm [27]. Another conduction
alteration is QTc interval prolongation. This is usually associated with hypokalae-
mia secondary to purging behaviours. In these cases, patients should be monitored
via electrocardiograms and telemetry, and treated with potassium and magnesium.
It is also important to discontinue drugs that can prolong QTc intervals, such as
neuroleptics and anti-emetics.

Reduction of left ventricular mass is the most common structural heart alteration
in patients with anorexia nervosa [28], but this too is completely reversible through
weight restoration [7]. Other alterations include pericardial effusion and mitral
valve prolapse, which should be monitored but do not usually require any adjunctive
treatment over nutritional rehabilitation and weight restoration. Finally, asymptom-
atic myocardial fibrosis has been found in 23% of patients with anorexia nervosa,
leading to the speculation that this might be one of the reasons for the propensity of
such individuals for sudden cardiac death [28].

7.5 Gastrointestinal Abnormalities

Delayed gastric emptying is common in underweight patients with eating disorder,
and is associated with abdominal pain and bloating, especially after eating [29].
Such symptoms may create an obstacle to nutritional rehabilitation, and contribute
to the maintenance of dietary restraint and restriction. Weight restoration usually
improves gastric emptying [30], but low doses of metoclopramide can be prescribed
to some patients who report extreme early satiation and feelings of fullness.
Constipation is the other gastrointestinal symptom frequently reported by
patients with eating disorders. Indeed, constipation is often the result of reduced
colonic motility secondary to dietary restriction and/or the misuse of laxatives.
Constipation may also contribute to the maintenance of eating disorder
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psychopathology as some patients reduce their food intake as a means of alleviating
it. Colonic motility improves with weight restoration and adequate fluid intake, but
in some cases patients need to be encouraged to address constipation with osmotic
laxatives, such as polyethene glycol powder and lactulose. Stimulant laxatives
should not be used because they increase the risk of abdominal cramps and tend to
damage colonic nerve cells in the long term [7].

Acid reflux is common in patients with self-induced vomiting, and should be
treated with proton pump inhibitors. If patients are refractory to medical treatment
or present dysphagia or a history of recurrent haematemesis, it is advisable to pre-
scribe an upper endoscopy to exclude Barrett’s oesophagus or oesophageal carci-
noma (even though there is no data indicating that patients with eating disorders are
at a higher risk of developing this type of cancer) [7].

Dental damage consequent to self-induced vomiting should be preventable with
good dental hygiene to reduce the effect of stomach acid erosion of tooth enamel.
Comprehensive dental procedures should not be undertaken until a significant
reduction in self-induced vomiting has occurred [31]. Sialoadenosis, which in some
cases may be the consequence of abrupt cessation of self-induced vomiting, can be
managed with heat packs applied to the sides of the face and anti-inflammatory
agents such as ibuprofen [7]. In rare refractory cases, pilocarpine may be tried
before resorting to surgical treatment.

Other gastrointestinal abnormalities requiring medical treatment are haemor-
rhoids, and, more rarely, rectal prolapse—also a consequence of malnutrition and
laxative misuse. Mesenteric artery syndrome is also a rare condition characterized
by vomiting, abdominal pain, and further weight loss; it is due to compression of the
third portion of the duodenum by the mesenteric plexus, caused by the loss of the
adipose panicle. Some cases of acute gastric dilation, and more rarely stomach rup-
ture, have been reported after binge-eating episodes. Violent self-induced vomiting
may, albeit seldom, cause lacerations and bleeding to the wall of the oesophagus,
and there is a remote risk of oesophageal rupture—a phenomenon which, like gas-
tric rupture, is to be considered a medical emergency. We have also reported a soli-
tary case of rectal ulcer syndrome in a patient with anorexia nervosa, which partially
remitted after weight restoration [32].

Finally, an increase in liver enzymes may necessitate hospitalization but, in our
clinical experience, these return rapidly to normal levels with refeeding, weight
regain [33], and resting.

7.6 Clinical Issues Requiring Prompt Medical Intervention

A consensus document commissioned by the Italian Ministry of Health to indicate
interventions for the intake, triage, assessment and treatment of patients with feed-
ing and eating disorders has been developed by a group of Italian experts in the field
[34]. The document outlines the main medical complications of eating disorders,
and describes in detail the severity specifiers of such patients’ physical state.
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Table 7.1 Checklist of the main causes of clinical risk for patients with feeding and eating
disorders who access emergency care [34, 35]

Significant clinical risk factors

e BMI <13 in adult patients (over 18 years of age) or <70% of the median paediatric
BMI-for-age percentiles (in those under 18 years of age)

* Recent loss of more than 1 kg of body weight over a period of at least 2 consecutive weeks

e Recent history of poor or no nutrition for a period of at least 5 consecutive days.

» Fasting (refusal to intake food) or daily intake <500 kcal for a period of 2 days or more in
a patient under the age of 18

* Habitual and recurrent self-induced vomiting or other purging behaviours (misuse of
laxatives and/or diuretics)

e Heart rate <40 bpm

* Low systemic blood pressure values. Evidence of orthostatic hypotension (collapse of
systolic blood pressure of 20 mmHg and/or of diastolic blood pressure of 10 mmHg within
3 min from the transition from supine to standing position). Presence of postural vertigo.

* Body temperature <35 °C
¢ Na <130 mmol/L or K <3.0 mmol/L
¢ Elevated transaminases

¢ Fasting blood glucose <3 mmol/L

¢ Increased urea or creatinine

* ECG anomalies, e.g. bradycardia; QTc >450 ms

Table 7.1 is derived from this consensus document [34], and from the recommenda-
tions of the MARSIPAN working group [35]; it takes into account the clinical risk
elements of greatest importance, and may be used as a quick reference for emer-
gency clinical assessment of patients with an eating disorder.

Vignette

The patient is a 28-year-old woman with anorexia nervosa. Her eating problem
began at the age of 22 years, when she had a body weight of 48 kg (BMI 18.9), after
she was left by her boyfriend and lost her job. She began to attend a gym daily, and
the increased physical activity was associated with a non-intentional weight loss of
about 2 kg in 1 month. This was accompanied by increased attention to the shape of
her body, in particular her legs. Her preoccupation with her shape was associated
with a further increase in the time spent in the gym, and the adoption of an extreme
and rigid low-calorie diet. This produced a rapid weight loss, and the onset of sec-
ondary amenorrhea once her body weight fell to 44 kg. In 6 months she reached her
lowest weight of 28 kg.

In the following 2 years, the patient was admitted four times to medical units to
stabilize her medical conditions. She also received several specialist outpatient eat-
ing disorder treatments without obtaining a significant increase in body weight or
improvement in eating disorder psychopathology. After 4 months of hospitalization
in a specialist inpatient eating disorder unit, she normalized her body weight and
maintained a BMI of about 19.0 for 3 consecutive years after discharge. However,
she also maintained an extreme fear of weight gain, and, in the 6 months before
consultation, after a slight increase in body weight, she adopted a strict and extreme
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low-calorie diet. This produced a weight loss of 12 kg, and she was referred us by
her general practitioner.

After two assessment sessions, the patient agreed to be admitted to our inpatient
CBT-E eating disorder unit, and at admission had a body weight of 39 kg (BMI
15.0). Dual-energy X-ray absorptiometry showed the presence of osteopenia (¢
score — 1.9) at the femur, while a blood test showed lows level of ferritin, haemo-
globin and vitamin D.

One week after admission, the patient reported slight pain in the buttock, peri-
neal and thigh regions, and an inability to climb the stairs. Pelvic X-ray showed an
irregular, thin fissure at the level of the right ischiopubic ramus, indicating a non-
displaced fracture (Fig. 7.1a). The consultant orthopaedic specialist recommended
rest (lying down) to promote fracture healing. After this recommendation, the
patient became even more uncooperative, refusing to lie down or eat the planned
meals, using her inability to walk (as she had been able to do before the fracture) to
justify her decision. This behaviour produced a weight loss of 1 kg in 1 week and
was associated with deterioration in both her medical conditions and eating disorder
psychopathology.

Thereafter, the main focus of the intervention was therefore on motivating the
patient to take an active part in addressing her eating disorder psychopathology, and
agreeing to rest, which would be vital to promote fracture healing. To achieve these
goals, the team used specific CBT-E engagement strategies. The patient was helped
to choose to accept rest and interrupt her excessive exercising, rather than imposing
the decision on her. After two sessions, the patient reached the conclusion that the

Fig. 7.1 Plain radiograph
showing (a) non-displaced
stress fracture with (b)
callus formation at the
inferior ischiopubic ramus
in a 28-year-old woman
with anorexia nervosa
From El Ghoch M,
Bazzani P, Dalle Grave
R. Management of
ischiopubic stress
fracture in patients with
anorexia nervosa and b
excessive compulsive
exercising. BMJ Case
Rep. 2014;2014.
doi:https://doi.
org/10.1136/
ber-2014-206393.
Reprinted with the
permission of BMJ
Publishing Group Ltd
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positive aspects of excessive exercising are of brief duration and invariably associ-
ated with negative emotions (e.g. guilt if an exercise session is missed), and, in this
case, with a high risk of poor recovery from the pelvic stress fracture. To address the
patient’s fear of uncontrolled weight gain (as a result of resting), the patient was
informed that the adoption of healthy eating and exercising is the optimal strategy
to maintain weight control in the long term. Moreover, changing her unhealthy exer-
cising practice would be a positive opportunity for a new start, a life no longer
conditioned by the need to exercise. Since the patient remained reluctant, we sug-
gest to her that she “take the plunge” and make a fresh start on a trial basis. We also
informed her that in the first few days her anxiety levels and concerns about shape
and weight would be likely to increase, but that these would gradually fade away as
the treatment progressed.

These procedures helped the patient to address her urge to exercise, and to follow
the recommendation of the orthopaedic specialist. The patient gradually became
actively engaged in the treatment, resting as recommended, and X-ray at 35 days
(Fig. 7.1b) showed complete fracture healing. After a total of 20 weeks (13 inpatient
and 7 day-hospital), the patient was discharged with a body weight of 47.5 kg (BMI
18.8). Following discharge, the patient completed a 6-month outpatient CBT-E pro-
gramme, and at 12 months follow-up had a body weight of 51 kg (BMI 20.1), regu-
lar menses, complete remission of the eating disorder psychopathology, good social
relationships, and a job as an au pair.

Two clinical considerations can be derived from this case report [36]. First is the
need to pay special attention in patients with anorexia nervosa, even if they are not
osteoporotic, to the possible development of pelvic fracture when they present other
risk factors for stress fractures, such as excessive exercising, low serum levels of
vitamin D, iron deficiency and amenorrhoea. Second, in these patients, specific
CBT-E strategies and procedures used to treat the eating disorder psychopathology
can be successfully adapted to encourage rest, without adopting coercive measures.
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Chapter 8 )
Coexisting General Medical Diseases ST

Eating disorders may coexist with a variety of general medical diseases. The most
common medical comorbidity is obesity, although this is largely exclusively con-
fined to patients with binge-eating disorder. The other most common general medi-
cal conditions that clinicians may observe in some patients with eating disorders are
as follows: type 1 diabetes, coeliac disease, inflammatory bowel disease and irrita-
ble bowel syndrome. Some patients also report food allergies, which are, however,
often ruled out by accurate diagnostic testing.

Therapists assessing a patient with an eating disorder coexisting with a general
medical disease should keep the following questions in mind [1]:

* Am I sufficiently expert in the general medical disease to appropriately assess
and treat it? The treatment of general medical disease must be conducted by
medical doctors. However, we recommend that non-medical therapists educate
themselves (e.g. consulting reliable websites) and ask medical colleagues for
information about the general medical disease. It is also important that clinicians
read the literature describing the coexistence of the two disorders.

* Are the eating disorders and the general medical disease interacting, and, if so,
in what way? The therapist should assess whether there is an interaction between
the two disorders and whether their coexistence is harmful.

e Are the medical doctors who are treating the general medical disease aware of
the eating disorder, and how it may impact the patient’s health? Patients should
be always encouraged to inform their attending physician that they are in treat-
ment for an eating disorder.

* Are the features of the general medical disease or its treatment likely to compli-
cate the treatment of the eating disorder, and vice versa? If this seems to be the
case, with the patient’s consent it is advisable to discuss the nature of this interac-
tion and the strategies adopted to manage the two disorders with their physician,
and to address any potential obstacles that may arise.
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* Does CBT-E need to be adapted to accommodate the general medical disorder?
In some cases, certain procedures (e.g. what to include in the self-monitoring
records, and the dietary rules to address) may need to be adapted due to the coex-
istence of the general medical disease. It may also be necessary to adjust the
duration of the standard treatment for eating disorder.

In this chapter, we describe the strategies for assessing and treating the main
general medical diseases that coexist with eating disorder psychopathology.

8.1 Obesity

Obesity is the medical condition most frequently observed in people with eating
disorders. It frequently coexists with binge-eating disorder, and with some cases of
bulimia nervosa. Obesity can precede the onset of the eating disorder, sometimes
representing a risk factor for its onset, or may be the consequence of recurrent epi-
sodes of binge-eating. Eating disorders and obesity, when they coexist, tend to inter-
act negatively with each other and make treatment more problematic. Table 8.1
describes some general information about obesity for non-medical therapists.

Table 8.1 General information on obesity

Obesity is a chronic relapsing disease process [2] characterized by abnormal or excessive fat
accumulation that may impair health [3].

BMI is used to classify overweight and obesity in adults, and is calculated as a person’s weight
in kilograms divided by the square of their height in metres (kg/m?). Adults are defined as
overweight when their BMI is between 25 and 29.9, while a BMI of 30 or more denotes obesity
[3]. For children aged between 5 and 19 years, overweight and obesity are defined when their
BMI-for-age percentile is greater than 1 and 2 standard deviations above the World Health
Organization (WHO) growth reference median, respectively [3]. It should be noted, however,
that although BMI is a useful population-level measure of overweight and obesity, it may not
correspond to the same degree of “fatness” in different individuals.

Obesity is a complex disease caused by the interaction of genetic and environmental factors.
Genetic factors seem to account for 40-70% of the cause [4], exacerbated by an obesogenic
environment encouraging an increased intake of energy-dense foods that are high in fat and
sugars, and an increase in sedentary behaviour [3]. Obesity can also stem from eating disorders,
mainly binge-eating disorder [5], and some drugs that induce weight gain (e.g. antipsychotics,
antidepressants, antiepileptics, insulin and insulin secretagogues, glucocorticoids, oral
contraceptives, beta-blockers, and others) [6].

Obesity is associated with a higher risk of developing non-communicable diseases such as
cardiovascular diseases (mainly heart disease and stroke), diabetes, musculoskeletal disorders
(especially osteoarthritis—a highly disabling degenerative disease of the joints), and some
cancers (including endometrial, breast, ovarian, prostate, liver, gallbladder, kidney, and colon)
[3]. Obesity also impairs quality of life [7], is a significant risk factor for disability [8] and is
associated with higher all-cause mortality [9]. Finally, there is strong negative association with
weight bias internalization, which occurs when individuals apply negative societal weight-
related stereotypes to themselves, and self-derogate because of their body weight. This may
have a considerable impact on mental health [10].




8.1 Obesity 115
8.1.1 Prevalence

Among seeking-treatment patients for obesity, 1.4-9% meet the DSM-5 diagnostic
criteria for binge-eating disorder [11-13], although in the same population the pres-
ence of binge-eating episodes has been reported with a range of between 9 and 29%
[11-13]. Patients with obesity and binge-eating disorder have a higher BMI than
patients with obesity but not the disorder [11]. There is no reliable data on the preva-
lence of bulimia nervosa in obesity, but the coexistence of the two conditions does
not seem to be very frequent.

8.1.2 Risk Factors

Case-controlled and cohort studies have revealed that pre-morbid and family obe-
sity is a risk factor for both bulimia nervosa [14] and binge-eating disorder [15, 16].
It has been hypothesized that, in Western countries, obesity increases the risk of
receiving critical comments about shape and weight from others, developing body
dissatisfaction, and the adoption strict dieting, potentially increasing the risk of the
eating disorder onset [17]. In particular, body-image risk factors may increase the
probability of internalizing the “thin ideal”,! accompanied by the development of
overvaluation of shape and weight; the adoption of rigid and extreme dietary rules
may be implicated in the onset of binge-eating episodes.

8.1.3 Interactions between Eating Disorders and Obesity

When they coexist, eating disorders and obesity interact negatively with each other
through three main mechanisms [18]: (i) binge-eating episodes promote weight
gain; (ii) excess weight increases concerns about body shape and weight and encour-
ages the adoption of a strict diet and other extreme weight control behaviours which,
in turn, increase the risk of binge-eating episodes; and (iii) excess weight is often
associated with reduced physical activity levels and consequently an increased risk
of having negative emotional states that can trigger binge-eating episodes.

8.1.4 Clinical Consequences

When obesity coexists with binge-eating disorder, it is characterized by a worsening
of medical comorbidities and physical disability. A study based on self-reported
data found that, after adjusting the data for age, sex, BMI and BMI interval change,

'"The concept of the ideally slim (female) body.
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individuals with binge-eating disorder have a greater frequency of new diagnoses of
metabolic syndrome components (i.e. dyslipidaemia, hypertension, and type 2 dia-
betes) than those with no history of eating disorder [19].

The association between binge-eating disorder and a higher frequency of obesity-
related medical comorbidities has been confirmed by studies that used a semi-
structured interview and checked for potential confounders. For example, after
adjusting the data for age, sex, education, BMI, and psychiatric/emotional health,
binge-eating disorder was found to be linked to altered blood sugar levels, cardio-
vascular diseases and severe walking limitations [20]. These findings indicate that
binge-eating disorder appears to confer an additional cardiometabolic risk, greater
than that attributable to obesity alone.

It has been hypothesized that in people with binge-eating disorder, increased
weight-independent medical comorbidities are likely to be the result of their
unhealthy lifestyle, characterized by smoking, low levels of exercise, alcohol abuse
and poor eating, with recurring binge-eating episodes involving eating foods high in
fat, sugar and/or salt, but low in vitamins and minerals. This may explain why peo-
ple with binge-eating disorder and obesity often suffer from both the typical com-
plications associated with obesity (e.g. metabolic syndrome and type 2 diabetes)
and other weight-independent medical problems such as irritable bowel syndrome,
as well as complications related to alcohol abuse and smoking; neck, shoulder and
lower back pain; and chronic muscle pain [21].

8.1.5 Is Weight Loss Indicated?

Weight loss is always contraindicated when obesity coexists with bulimia nervosa.
Indeed, according to transdiagnostic cognitive behaviour theory [22], binge-eating
episodes are largely maintained (as described in Chap. 3 Sect. 3.2) by the attempt to
adhere to extreme and rigid eating rules and/or severe dietary restriction (i.e. under-
eating in physiological terms) (Fig. 6.1). People with bulimia nervosa tend to react
in a negative and extreme, often dichotomous, way to the almost inevitable breaking
of the dietary rules adopted for the purposes of losing weight. Even a small trans-
gression tends to be interpreted as evidence of a lack of self-control, and results in
temporary abandonment of the effort to restrict the diet, resulting in a binge-eating
episode. This, in turn, maintains the overvaluation of shape and weight by intensify-
ing concerns about being unable to control shape, weight and eating, and encour-
ages further dietary restriction, thus increasing the risk of further binge-eating
episodes. With this in mind, weight loss should only be considered in patients with
obesity and bulimia nervosa after a prolonged period of remission from the eating
disorder (at least 1 year) (Fig. 8.1).

When obesity coexists with binge-eating disorder, there is not an absolute con-
traindication to weight loss [23]. However, while the available treatments (e.g. CBT
for eating disorders, interpersonal psychotherapy [IPT], CBT-based guided self-
help, and pharmacological agents) are effective in reducing the frequency of
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Fig. 8.1 Formulation of a patient with bulimia nervosa and coexisting obesity

binge-eating episodes, their impact on long-term weight loss in patients with epi-
sodes of binge-eating is poor [24, 25]. Furthermore, research has found that sequen-
tial treatment (behavioural weight loss followed by CBT for eating disorders) is not
superior to CBT for eating disorders alone [26]. Other approaches have combined
CBT for eating disorders with weight-loss drugs [27], dietetic interventions [28] or
a physical activity programme [29], but yielded no clear results demonstrating their
greater efficacy with respect to CBT alone. The presence of binge-eating disorder
also seems to predict less weight loss and weight regain in patients with binge-eat-
ing disorder and obesity treated via bariatric surgery, especially in the subgroup of
patients who have recurrent episodes of loss of control over eating, even though
these are often characterized by the repeated intake of small amounts of food due to
the anatomical limitations introduced by the intervention [30].

Recently we have proposed an innovative integrated treatment that addresses the
two goals of cessation of binge-eating episodes and weight loss [18]. The treatment,
described in detail in a previous publication [18] and currently under investigation,
is based on a theoretical model of the factors that maintain both binge-eating epi-
sodes and the associated obesity/overweight (Fig. 8.2). Using this model, treatment
can be personalized to address the key maintenance processes acting in the patient,
thereby making it suitable for a variety of different clinical presentations of binge-
eating disorder. The new integrated treatment is modular, and incorporates elements
from CBT-E for eating disorders that have been shown to be effective in reducing
binge eating [31], and CBT for obesity, a programme which produces a loss of 6.8%
of initial body weight, with 71% of patients achieving a weight loss of >5%, as well
as significant improvements in eating disorder psychopathology [32, 33]. In short,
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patients are first helped to reduce binge-eating episodes via the CBT-E regular eat-
ing procedure (i.e. self-monitoring in real-time, eating three planned meals and two
snacks and not eating between). Once this goal has been achieved, the treatment
integrates the other CBT-E strategies and procedures to address the eating disorder
psychopathology with a moderate and “flexible” low-calorie diet, associated with
the adoption of an active lifestyle [23]. Indeed, the most recent research has con-
firmed that dietary restraint (i.e. the cognitive state involved in trying to adhere to
dietary rules) is not a unitary concept [34], and that flexible, as opposed to rigid,
dietary restraint is not inconsistent with controlling binge eating. In fact, such a flex-
ible approach to eating is associated with both the remission of binge eating and
better weight loss [35].

Vignette

The patient, a single 30-year-old woman with a BMI of 34.0, reported progressive
weight gain from the age of 22, which could be linked to the onset of recurrent
binge-eating episodes not followed by the adoption of compensatory behaviours.
The binge-eating episodes had begun after the breakup of a relationship that had
lasted for 4 years. The course of the eating disorder was characterized by the alter-
nation of prolonged periods in which binge-eating episodes had a daily frequency
and were associated with marked weight gain, and periods of strict dieting that
resulted in a rapid weight loss, followed by a prolonged period of recurrent binge-
eating episodes.
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In the 3 months preceding consultation, the patient reported the presence of
recurrent binge-eating episodes (five times a week on average), not followed by
compensatory behaviours, in association with events and associated mood changes.
The binge-eating episodes had the following features: eating much more rapidly
than normal; eating until feeling uncomfortably full; and eating large amounts of
food when not feeling physically hungry. Between binge-eating episodes, the patient
reported dysregulated eating characterized by the absence of formal meals (she
skipped breakfast and often also lunch) and the frequent intake of snacks and other
high-calorie foods (biscuits, sweets, crisps, ice creams, etc.). After each binge-
eating episode, the patient felt disgusted with herself, but although very dissatisfied
with her body, did not seem to overvalue shape, weight and their control.

The therapist first educated the patient about the main processes maintaining
binge-eating disorder and obesity, and how they interact with each other by drawing
a personalized formulation similar to that illustrated in Fig. 8.2. The first 3 weeks of
outpatient treatment were dedicated to implementing self-monitoring in real-time,
weekly collaborative weighing, and reducing the frequency of binge-eating epi-
sodes via the regular eating procedure (see Chap. 3, Table 3.1). During this time the
patient experienced only one binge-eating episode, which occurred in the last week
and was triggered by an argument with her mother. Otherwise, she proved herself
capable of eating three meals plus two snacks a day, without eating between them.

After reviewing with the therapist the previous failure of her weight loss attempts,
which were characterized by the adoption of extreme and rigid dietary rules, the
patient agreed to the therapist’s proposal that she can follow a moderate but flexible
dietary restriction regime (about 500 kcal less than she was consuming daily), asso-
ciated with a progressive increase in the number of daily steps she was taking. At the
same time, her treatment addressed residual binge-eating episodes with the strate-
gies and procedures in the CBT-E Events, Moods and Eating module (see Chap. 3,
Table 3.1).

After 6 months, the patient had achieved a 7% weight loss and complete remis-
sion of her binge-eating episodes. Although her weight loss was lower than she had
expected at the beginning of the treatment, the patient was very satisfied with the
results achieved and agreed to start the strategies and procedures for maintaining
her body weight [23]. After 1 year of maintenance, her weight remained stable and
the binge-eating disorder was in remission.

8.2 Type 1 Diabetes

The prevalence, clinical characteristics and medical consequences of eating disor-
ders in people with type 1 diabetes have received increasing attention since reports
of this dangerous combination were first published in the 1980s [36]. Although the
specificity of this association was initially unclear, systematic research over the past
two decades has shown that eating disorders are more common in people with type
1 diabetes than in the general population [37]. Current evidence indicates that the
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Table 8.2 General information on type 1 diabetes

Type 1 diabetes is a chronic disease in which the beta cells of the pancreas produce very little
or no insulin [40] due to autoimmune disease [41]. Insulin is a hormone needed to allow sugar
(glucose) to enter cells and produce energy. Without treatment, insulin deficit results in high
blood sugar levels and specific symptoms that typically develop over a short period of time,
such as excess excretion of urine (polyuria), thirst (polydipsia), constant hunger, weight loss,
vision changes and fatigue [41].

Type 1 diabetes may occur at any age, but its onset is typically between the ages of 4 and 6, or
between 10 and 14. The cause of type 1 diabetes is unknown, although it seems to derive from a
combination of genetic and environment factors, such as viral infection [42].

The diagnosis of diabetes is made by testing the level of sugar or glycated haemoglobin
(HbA1C) in the blood, and type 1 diabetes can be distinguished from type 2 by testing for the
presence of specific autoantibodies [43].

Treatment with insulin, given by injection under skin or via an insulin pump, is required to
survive [42]. A healthy diet and exercise may improve the outcome of insulin treatment and help
prevent complications [44].

Typical rapid onset complications include diabetic ketoacidosis, also known as diabetic
coma—a life-threatening medical condition caused by the body’s need to break down fats for
energy instead of using sugars [41]. Long-term complications include cardiovascular disease,
diabetic neuropathy and diabetic retinopathy [41]. Excessive doses of insulin can cause severe
hypoglycaemia.

coexistence of eating disorder with type 1 diabetes is associated with poor glycae-
mic control, and a consequently higher risk of medical complications [38], while
the presence of type 1 diabetes may contribute to the maintenance of the eating
disorder psychopathology [39]. Table 8.2 provides some general information on
type 1 diabetes for non-medical therapists.

8.2.1 Diagnostic Issues

Diagnosis of eating disorder in people with type 1 diabetes is difficult because
patients tend to hide and deny the adoption of problematic eating behaviours [38].
In addition, the self-reported questionnaires used for the assessment of the psycho-
pathology and prevalence of eating disorders are only partially appropriate for indi-
viduals with type 1 diabetes for two main reasons: (i) they do not identify certain
eating disorder behaviours adopted by individuals with type 1 diabetes, such as the
reduction or omission of insulin; and (ii) they tend to overestimate the prevalence of
eating disorders because some behaviours considered disturbed (e.g. food concern,
limiting the intake of certain food groups, and eating when not hungry) are an inte-
gral part of diabetes care.

In some studies, the 16-item Diabetes Eating Problem Survey-Revised (DEPS-R)
tool [45] has been used to screen for the presence of “disordered eating”, but not
eating disorders. Indeed, although it measures eating behaviours and abnormal
behaviours specific to individuals with type 1 diabetes (e.g. skipping next insulin
dose after overeating, avoiding the measurement of blood sugar when thinking it is
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Table 8.3 Warning signs that
may point to the presence of
an eating disorder in a patient
with type 1 diabetes
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Unexplained increases in glycated
haemoglobin (HbAlc)

Repeated episodes of diabetic
ketoacidosis due to insulin omission

Extreme concerns about shape and
weight

Morbid fear of gaining weight

Unexplained weight loss

Low weight

Avoiding measuring body weight or
frequent weight checking

Feeling fat

Frequent and abnormal body
checking

Adoption of extreme and rigid
dietary rules

Recurrent binge-eating episodes

Recurrent self-induced vomiting
episodes

Misuse of laxatives and/or diuretics

Excessive exercising

Secondary amenorrhea

beyond the appropriate range, trying to keep blood glucose high to lose weight, try-
ing to eat to the point of expelling ketones in the urine), it does not include specific
questions for assessing the core eating disorder psychopathology (i.e. the overvalu-

ation of shape, weight, eating and their control).

Table 8.3 shows the main warning signs that may suggest that there is an eating

disorder in a person with type 1 diabetes.

8.2.2 Prevalence

Prevalence rates for eating disorders in people with type 1 diabetes vary depending
on the different diagnostic categories of eating disorders and the populations studied.

* Anorexia nervosa, bulimia nervosa and eating disorders not otherwise specified
(global prevalence). A meta-analysis of six studies in adolescents found a higher
prevalence rate of eating disorders in individuals with type 1 diabetes than in
those without type 1 diabetes (7.0% vs. 2.8%, respectively) [37].

e Anorexia nervosa. A meta-analysis of controlled studies using the DSM-III or IV
diagnostic criteria found no significant differences in the prevalence of anorexia
nervosa in people with type 1 diabetes as compared to controls [46].
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* Bulimia nervosa. The same meta-analysis found a higher prevalence of bulimia
nervosa in women with type 1 diabetes than in controls [46]. To define the
coexistence of these two conditions, some authors used the term “diabuli-
mia” [47].

* Disordered eating. As evaluated by the DEPS-R [45], this category describes
individuals who report disordered eating behaviours, but not necessarily an
eating disorder of clinical severity. A meta-analysis of five studies found a
higher prevalence of disordered eating in adolescents with type 1 diabetes than
in controls (39.3% vs. 32.5%, respectively) [37]. The prevalence of disordered
eating increased significantly with weight and age [48], from 7.2% in the
underweight group to 32.7% in the group with obesity, and from 8.1% in the
youngest age group (11-13 years) to 38.1% in the older age group (17-19 years).
A recent study of 163 Italian adolescents (11-20 years of age) with type 1
diabetes found an incidence of disordered eating of 27% in boys and 42% in
girls [49]. Participants with disordered eating had a clinical profile character-
ized by being overweight, devoting little time to physical activity, low socio-
economic status, poor metabolic control and a tendency to skip insulin
injections.

* Restriction or omission of insulin. This is more frequent in females, and increases
with age, affecting up to 40% of young adults with type 1 diabetes [38]. In some
patients, the restriction or omission of insulin is used after objective binge-eating
episodes, while in others it even occurs after normal meals—a condition that
might be defined as “purging disorder” by the DSM-5 [50].

8.2.3 Risk Factors

Why there is an increased prevalence of eating disorders and disordered eating in
individuals with type 1 diabetes is not known, although it appears to stem from a
complex combination of genetic and environmental factors. The genetic link
between eating disorders and diabetes is in part supported by the latest genome-
wide association study that identified eight significant genome-wide loci for
anorexia nervosa and significant genetic correlations with psychiatric disorders,
physical activity, metabolic (including glycaemic), lipid, and anthropometric traits,
independent of the effects of common variants associated with BMI [51]. Type 1
diabetes is also associated with some common eating disorder risk factors. For
example, people with diabetes have twice the risk of clinical depression than those
without [52], while girls with type 1 diabetes often have a higher BMI than their
peers without diabetes [53].

The psychology literature has proposed numerous specific theories seeking to
explain the development and maintenance of eating disorders. Among these, the one
that most significantly influenced their treatment was cognitive behavioural theory
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tive behavioural theory

[22, 54-56]. In brief, these theories hold that dietary restriction, a behaviour that
characterizes the onset of most eating disorders, originates from two main pathways
that can operate simultaneously [57]. The first occurs in individuals with a need to
control various aspects of their lives (e.g. school, work, sports, other interests),
when in particular circumstances they begin to shift their efforts towards the control
of eating, developing the overvaluation of eating control. The second occurs in indi-
viduals who have internalized the thin ideal, and go on to develop the overvaluation
of shape and weight and their control. In both cases the result is the adoption of
strict dieting, which in turn reinforces the need for control over eating, shape and
weight. Subsequently, other mechanisms described in Chap. 3 begin to operate and
act to maintain the eating disorder psychopathology.

According to this theory, the increased prevalence of eating disorders in people
with type 1 diabetes could occur because the two pathways of entry into the eating
disorder “trap” are both promoted by the presence of type 1 diabetes through the
following two main mechanisms (Fig. 8.3):

1. The need to feel in control is often shifted to the control of eating, particularly as
regards carbohydrate intake, recommended in standard treatments for type 1
diabetes.

2. Internalization of the thin ideal can be facilitated by intensive insulin treatment,
which may result in some weight gain [58].

8.2.4 Eating Disorder Psychopathology in Type 1 Diabetes

The eating disorder psychopathology of individuals with type 1 diabetes is compa-
rable to that of those without type 1 diabetes (see Chap. 2). The only difference is
that sometimes another form of body weight control is adopted through the reduc-
tion or omission of the usual insulin dose to produce conspicuous glycosuria (loss
of glucose through the urine) [59].
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8.2.5 Interactions Between Eating Disorders and Type 1
Diabetes

When eating disorders and type 1 diabetes coexist, they interact negatively through
two main mechanisms: (i) individuals manipulate insulin to control their weight
(e.g. reducing or omitting insulin doses to eliminate glucose through the urine), and
(i1) insulin-induced hunger makes it difficult to control food intake. In turn, some
features of eating disorders (e.g. binge-eating episodes) compromise glycaemic
control. This increases the risk of diabetic coma in the short term, and specific com-
plications of diabetes in the long term (Fig. 8.4).

8.2.6 Clinical Consequences

Eating disorders and disordered eating in individuals with type 1 diabetes are a
major clinical problem because they increase the risk of diabetic ketoacidosis, hos-
pitalization, and diabetes-related microvascular and neurological complications
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Fig. 8.4 Personalized formulation of a patient with bulimia nervosa and type 1 diabetes who omits
insulin after binge-eating episodes
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Table 8.4 Medical risks related to the coexistence of eating disorders with type 1 diabetes

* Higher levels of glycated haemoglobin (HbAlc)

* Higher risk of infections

* Higher rate of diabetic coma

* Higher rate of diabetes complications (retinopathy, nephropathy, neuropathy, cardiovascular
complications) at an earlier age

[60, 61]. Eating disorders, including those considered subthreshold, are also associ-
ated with poor metabolic control and blood lipid abnormalities [48] that can inde-
pendently increase the risk of long-term complications related to diabetes.

Eating disorders in individuals with type 1 diabetes are associated with high
mortality. A Scandinavian study found that after about 10 years of follow-up, mor-
tality rates were 2.2 (per 1000 person-years) for type 1 diabetes, 7.3 for anorexia
nervosa, and 34.6 for type 1 diabetes associated with anorexia nervosa [62].
Table 8.4 summarizes the main medical risks when type 1 diabetes coexists with
eating disorders.

8.2.7 Treatment

In most cases, type 1 diabetes does not hinder the psychological treatment of eating
disorders, but sometimes there may be a transient deterioration in glycaemic control
associated with weight regain and the introduction of avoided foods—two key
CBT-E procedures for the management of eating disorders. The only CBT-E adapta-
tion to implement is to ask the patient to report the units of insulin and daily blood
sugar measurements in the Comments column of the CBT-E monitoring record (see
the CBT-E manual [39]). Glycaemic index and insulin adjustment should always be
monitored and managed by the patient, accompanied by the reference diabetes
team, which should coordinate its intervention with the eating disorder team. In
some cases, particularly in patients with anorexia nervosa and type 1 diabetes, or in
those who have repeated episodes of ketoacidosis for insulin omission, hospitaliza-
tion in a specialized department for the treatment of eating disorders may be
indicated.

Vignette

The patient is a 16-year-old teenager with anorexia nervosa and type 1 diabetes. The
diabetes arose at the age of 10, and until the age of 14 the patient scrupulously fol-
lowed the indications received for the management of her insulin therapy and carb
counting. At the age of 14, however, when she started high school and had a weight
of 56 kg, she began to restrict her diet to lose weight and change the shape of her
body, especially her legs and belly. In a few months the patient had lost 10 kg and
her periods had stopped. After 6 months she started to have recurrent binge-eating
episodes which she tried to compensate for by skipping her doses of insulin and
fasting for one day. Such behaviour resulted in a dramatic deterioration in her
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glycaemic control and an episode of ketoacidosis coma, which was treated under
urgent hospitalization. After discharge, she was referred to a specialist outpatient
eclectic treatment for eating disorder, which she attended for 3 months without sat-
isfactory results. For this reason, her general practitioner referred her to us to assess
whether inpatient CBT-E for eating disorder was indicated.

At the time of the assessment and preparation session, the patient weighed 36 kg
(BMI 14.2) and reported following extreme and rigid dietary rules (she had elimi-
nated carbohydrates, skipped meals, and avoided social eating), and recurrent
binge-eating episodes (on average two episodes a week), which she compensated
for by omitting insulin intake and fasting for an entire day. She also displayed over-
valuation of shape, weight and their control; extreme fear of gaining weight; exces-
sive and dysfunctional weight and shape checking; irritability and social withdrawal,
and had stopped attending school. Her last HbAlc test result was 12% (optimal
value <7%).

After having participated in four preparatory sessions, the patient agreed to be
hospitalized because she had been helped to reach the conclusion that addressing
weight gain and the eating disorder psychopathology would improve her glycaemic
control and allow her to get back to “having a life”’. The patient was actively engaged
in residential CBT-E-based treatment, which lasted for 3 months of hospitalization
followed by 1.5 months of day-hospital. She had achieved a BMI of 19.8 at dis-
charge. In accordance with the diabetes centre, the CBT-E therapist agreed with the
patient that she would suspend carb counting (a procedure that intensified her con-
cern about eating), and introduce a wide variety of foods to maintain a low-normal
body weight, adopting flexible healthy dietary guidelines. The elimination of dietary
restriction and restraint resulted in the remission of binge-eating episodes, and a
marked improvement in her HbAlc (7.3% in the last week of hospitalization).

Upon completion of the programme, the patient had residual concerns about her
shape, and persistent secondary amenorrhea. Thereafter, she attended 20 sessions of
post-inpatient outpatient CBT-E, in which she addressed her residual body-image
concerns and learned to use procedures to identify and manage early signs of reac-
tivation of the eating disorder mindset, with a view to preventing relapse. At the
post-treatment review session (40 weeks after discharge), the patient had a BMI of
20.3, regular periods, an HbA1c of 6.2% (despite no longer carb counting) and only
moderate concern about the shape of her legs. She had also returned to school and
spent time hanging out with her friends.

8.3 Coeliac Disease

The first report describing the association between anorexia nervosa and coeliac
disease (or gluten intolerance) was published in 1966 [63]. Subsequently, other case
reports on this association were reported in the early 2000s [64, 65]. However, it
was only in 2017 that a longitudinal study on a large population of women was
published, and found a positive and bidirectional association between coeliac dis-
ease and anorexia nervosa [66]. The coexistence of the eating disorder with coeliac
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Table 8.5 General information on coeliac disease

Coeliac disease is an inherited disorder caused by sensitivity to the gliadin fraction of gluten—a
protein found in wheat, but similar proteins are present in rye, barley, kamut and triticale. In a
genetically susceptible individual, gluten-sensitive T cells are activated when the antigenic
determinant of gluten-derived peptides is presented [67]. The inflammatory response
determines the characteristic atrophy of the mucosal villi in the intestine, and consequent
malabsorption of nutrients.

Like all autoimmune diseases, coeliac disease has multifactorial aetiogenesis that includes the
complex interaction of genetic and environmental factors [68]. While exposure to gluten is the
triggering environmental factor, genetic determinants have not yet been fully elucidated. The
disease is more frequent in females (1.5-2 times more common than in males) and populations
of Indo-European origin. Patients who have other diseases, such as lymphocytic colitis, Down’s
syndrome, type 1 diabetes and autoimmune thyroiditis (Hashimoto’s disease), are at greater risk
of developing coeliac disease.

Individuals with coeliac disease usually report several gastrointestinal symptoms (diarrhoea,
steatorrhea, weight loss, bloating, flatulence, abdominal pain) and complications (abnormal liver
function tests, iron deficiency anaemia, vitamin D and calcium deficiency, bone diseases,
herpetiform dermatitis, weight loss) [69]. Affected children present growth delay, apathy and
generalized hypotony, abdominal distension and muscle atrophy. However, some adult
individuals do not report any symptoms [69].

Diagnosis of coeliac disease should be performed by dose screening with serological markers
(e.g. total A immunoglobulins [IgA] and IgA anti-transglutaminase tissue [tTG]) and confirmed
in adults via biopsy of the second portion of the duodenum. Before testing for coeliac disease,
people who follow a normal diet should be advised to consume foods that contain gluten in
more than one meal per day for at least 6 weeks.

The only treatment currently available for individuals with coeliac disease is the total and
permanent exclusion from the diet of gluten-containing foods, which involves avoiding foods
containing wheat, rye and barley. This treatment not only brings about rapid remission of
symptoms associated with coeliac disease (usually clinical healing occurs in about 1-2 months
from the time of gluten exclusion) but also prevents the onset of serious complications (e.g.
lymphoma, bowel cancer and osteoporosis) which continuous and prolonged exposure to gluten
causes in affected individuals. Ingestion of even small amounts of gluten-containing food
hinders remission or causes a recurrence.

disease, especially in forms characterized by being underweight and recurrent
bingeing episodes, aggravates the clinical malabsorption and increases the likeli-
hood of developing severe complications of coeliac disease. On the other side of the
coin, coeliac disease can trigger and maintain the eating disorder psychopathology
in a subgroup of individuals upon the adoption of a diet that requires a total and
permanent exclusion of foods containing gluten. Table 8.5 provides some general
information on coeliac disease for non-medical therapists.

8.3.1 Two-Way Association between Anorexia Nervosa
and Coeliac Disease

A case-controlled cohort study, carried out using the Swedish National Patient
Registry, which assessed 17,959 women with coeliac disease confirmed via duode-
nal biopsy and 89,379 women matched by age and sex, found a positive association
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between coeliac disease and anorexia nervosa arising both before and after the diag-
nosis of coeliac disease [66]. Specifically, the study found that in women with coe-
liac disease diagnosed before the age of 19, the odds of a previous diagnosis of
anorexia nervosa were increased 4.5-fold after having paired the data by education
level, socioeconomic status and the presence of type 1 diabetes. In addition, those
over 20 had an almost double risk of developing anorexia nervosa after an initial
diagnosis of coeliac disease [66].

8.3.2 Mechanisms that Explain the Bidirectional Association

There are at least two factors that could explain the presence of a bidirectional asso-
ciation between anorexia nervosa and coeliac disease:

1. Common genetic susceptibility. A recent genome-wide association study identi-
fied a significant genome-wide locus for anorexia nervosa on chromosome 12, in
an area previously identified as being associated with type 1 diabetes and auto-
immune diseases [70]. This will hopefully prompt the study of the genetic rela-
tionship between anorexia nervosa and autoimmune gastrointestinal diseases.

2. Surveillance bias. Individuals with anorexia nervosa and coeliac disease are gen-
erally studied more carefully than the general population, and this can lead to
more frequent diagnosis of the other condition [66].

Although coeliac disease has not yet been proven to be a risk factor for the devel-
opment of eating disorders, it can be hypothesized that, in line with transdiagnostic
cognitive behavioural theory [57], the presence of gastrointestinal symptoms and
the need to follow a gluten-free diet may promote the onset of overvaluation of eat-
ing control and the adoption of a strict diet (Fig. 8.5)—one of the access routes to
eating disorders—in individuals who have a need for control in general.

‘ Coeli - ‘ Need to feel in Internalization of
oeliac disease control of life thin ideal
v v
‘ - ‘f e } > Overvaluation of Overvaluation of
MESIHIEED CRE eating control shape and weight
| Strict dieting ‘

Fig. 8.5 Ways of entry to eating disorders in individuals with coeliac disease, according to cogni-
tive behavioural theory
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Table 8.6 Main signs and + Weight loss
symptoms in common
between coeliac disease and
anorexia nervosa

¢ Short stature and/or thinness

¢ Osteopenia/osteoporosis

e Borborygmus

¢ Meteorism

¢ Abdominal distension

¢ Abdominal cramps

e Vomiting

e Regurgitation

* Epigastric pain
e Heartburn

e Asthenia

¢ Iron deficiency anaemia

* Folate and B12 deficiency anaemia

8.3.3 Attention to the Initial Diagnosis

Differential diagnosis of coeliac disease and eating disorders can be complex as
many signs and symptoms are present in both disorders (Table 8.6). Usually patients
present with some nonspecific abdominal symptoms (e.g. diarrhoea, abdominal
bloating or pain), and the doctor’s task is to identify the cause of these symptoms in
order to guide the therapeutic intervention. The presence of asthenia and abdominal
symptoms (in particular diarrhoea and steatorrhea) and the absence of eating disor-
der psychopathology (i.e. the overvaluation of shape, weight, eating and their con-
trol) are two important indications that the culprit may be coeliac disease. In this
event, the first step is to prescribe the tests described above to assess for the pres-
ence of gluten intolerance. If these tests are positive, and in no other case [71], it is
advisable to prescribe the patient a gluten-free diet. If, on the other hand, tests for
coeliac disease are negative, and the patient reports the overvaluation of shape,
weight, eating and their control, often associated with a strong fear of gaining
weight, the diagnosis of an eating disorder should be considered.

8.3.4 Interaction Between Eating Disorders
and Coeliac Disease

When they coexist, eating disorders and coeliac disease interact negatively with
each other through numerous mechanisms (Fig. 8.6): (i) the gluten-free diet can
promote an increase in eating concerns and consequently intensify dietary restric-
tion and restraint, promoting weight loss (or hindering weight regain) and the onset
of binge-eating episodes; (ii) binge-eating episodes, in which gluten-containing
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eating and their control
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Fig. 8.6 Personalized formulation of a patient with anorexia nervosa binge-eating/purging type
and coeliac disease

foods are usually ingested, keep coeliac disease active; (iii) foods containing gluten
may be ingested on purpose to promote weight loss; and (iv) malnutrition and osteo-
porosis caused by the low weight in eating disorders can be accentuated by the
malabsorption produced by coeliac disease.

8.3.5 Treatment

In most cases, the presence of coeliac disease creates an obstacle to the psychologi-
cal treatment of eating disorders. Indeed, the adoption of a gluten-free diet may act
to maintain eating disorder psychopathology, making it more difficult to address the
high levels of dietary restraint and restriction that are key mechanisms reinforcing
the eating disorder psychopathology. For this reason, the CBT-E Dietary Restriction
module of the CBT-E manual [39] should be adapted to help the patient adopt a
gluten-free diet and address weight regain (if indicated) at the same time. Patients
should be helped to follow healthy and “flexible” dietary guidelines, inevitably
excluding gluten-containing foods. Because of the nutritional risks associated with
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coeliac disease, a registered dietitian must be part of the eating disorder care team
to monitor the patient’s nutritional status [72]. Moreover, the patient should always
be monitored by a doctor who is experienced in the assessment and management of
malnutrition secondary to malabsorption and/or weight loss. In these cases, specific
vitamin and mineral supplements may be prescribed to the patient to replenish the
nutritional deficit.

Vignette

The patient is a 17-year-old teenager with anorexia nervosa and coeliac disease. She
was diagnosed with the latter at the age of 14 due to the presence of asthenia, mete-
orism, abdominal pain and persistent diarrhoea. The patient scrupulously followed
the recommendations for a gluten-free diet, and this led to remission in the asthenia
and gastrointestinal symptoms. However, the change in diet was associated with a
weight gain of about 5 kg over 6 months (from 53 to 58 kg), probably due to remis-
sion in the malabsorption induced by the previous intake of gluten-containing foods.

To manage her weight gain and the resulting dissatisfaction with her shape and
weight, the patient began to restrict her food intake and lost 4 kg in 1 month. Dietary
restriction and weight loss were accompanied by a marked increase in her concerns
about eating, shape and weight. She started to count all the calories in foods, and
repeatedly weigh the food she was to eat, weighing herself several times a day and
repeatedly checking the shape of her stomach and legs in the mirror. These con-
cerns, coupled with her morbid fear of gaining weight, led her to intensify her
dietary restriction, even when she had reached her habitual weight of 53 kg, and in
4 months she had reached a weight of 41 kg.

From the age of 15-16, she received a specialist multidisciplinary outpatient
treatment for eating disorders without any improvement, and her body weight
ranged between 40 and 43 kg. At age 16, after breaking one of her dietary rules (she
ate two biscuits containing gluten), she had her first binge-eating episode, which she
compensated for by self-inducing vomiting. After this episode, she alternated
between periods of strict dieting interrupted by recurrent episodes of objective and
subjective binge-eating followed by self-induced vomiting. Her intake of gluten-
containing foods during the binge-eating episodes reactivated her gastrointestinal
symptoms and asthenia, which were also accentuated by her underweight and mal-
nourished conditions.

At our assessment and preparation session, the patient weighed 37 kg (BMI 14.2)
and reported following extreme and rigid dietary rules, recurrent episodes of objec-
tive (on average two episodes per week) and subjective (on average five episodes a
week) binge-eating followed by self-induced vomiting, overvaluation of shape and
weight, marked fear of gaining weight, and frequent weight and shape checking in
the mirror. The patient also reported low mood, irritability, reduced socialization
and interruption of school attendance. Recent blood tests had shown the presence of
anaemia, low white blood cell count and hypokalaemia. She also reported persistent
abdominal bloating and pain, recurrent episodes of diarrhoea, and secondary amen-
orrhea that had lasted for about 2 years.
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The patient accepted the proposal to be treated via inpatient CBT-E. Actively
engaged in the treatment, she developed a good therapeutic relationship and was
very cooperative with the various aspects of treatment. In particular, during the day-
hospital phase, she managed to maintain her weight with no binge-eating episodes
or self-induced vomiting, following the dietary guidelines for the management of
coeliac disease and flexibly eating non-gluten-containing food. At discharge, her
impaired blood values had returned to normal, her gastrointestinal symptoms had
regressed and she had a BMI of 19.5.

However, her concerns about weight and shape persisted, and after the day-
hospital phase of inpatient treatment she attended the 20 planned post-inpatient
CBT-E sessions. During this period she had sporadic objective binge-eating epi-
sodes triggered by events and associated mood changes, but maintained her weight,
her menstrual cycle resumed, and her concerns about shape and weight were signifi-
cantly reduced.

At the post-treatment review session, 20 weeks after the conclusion of post-
inpatient CBT-E, the patient, at a BMI of 20, was in remission from the eating dis-
order, was managing her coeliac disease well by eating a gluten-free diet and was
regularly attending school and spending time with friends.

8.4 Allergies

Food allergy and anaphylaxis are an increasing burden in developed countries.
Prevalence is high in young children, but recent evidence indicates that they are
becoming increasingly more common in teenagers and young women and, also, in
developing countries [73]. However, the number of people who call themselves
“allergic to food” highly overestimates the actual prevalence of food allergies [74].
This is due to misuse of the term “allergic”, which is erroneously used to label side
effects of drugs, toxic reactions to food, enzyme deficits (e.g. lactase or sucrase-
isomaltose deficiency) and vasomotor reactions to irritants (e.g. citrus fruits or
tomatoes) [75]. A further overestimation occurs when food allergies are spuriously
blamed as the cause of a variety of different conditions (e.g. migraine, irritable
bowel syndrome, chronic urticaria, chronic fatigue syndrome, child hyperkinetic
syndrome, serum-negative arthritis, serous otitis and Crohn’s disease), without the
support of rigorous research [73]. This has created a widespread general opinion
that food allergy may be a “medical chameleon” [75], potentially able to explain
different disorders and symptoms without any specific biomarkers having been
identified.

Generally, there is a notable difference between the prevalence of clinical suspi-
cion of an adverse reaction to food (about 20%) and diagnostic confirmation (1.8%)
via the double-blind placebo-controlled food challenge (considered the gold stan-
dard in the diagnosis of food allergy) [76].
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Table 8.7 Some » Cytotoxic test (Bryan test)
“alternative” tests for food

intolerance, none of which
have robust evidence to
validate their use

* Provocation/neutralization sublingual or
subcutaneous test

¢ Bioresonance

e Electro-acupuncture

* Hair analysis

* Immunological tests (immunocomplex or
specific food IgG)

* Applied kinesiology

e Cardio-auricular reflex test

e Pulse test

e Vega test

e Sarm test

e Biostrength tests and variants

* Natrix or FIT 184 Tests

* BAFF (B-lymphocyte-activating factor) and
PAF (platelet-activating factor) tests

8.4.1 Alternative Food Intolerance Tests

An additional and worrying source of diagnostic confusion is the phenomenon of
increasingly frequent use by the population of alternative diagnostic tests [77, 78]
(Table 8.7) without any scientific validity. Often recommended by healthcare person-
nel (e.g. pharmacist, doctor or naturopath), these tests are purported to identify, with
methods other than traditional ones, the foods responsible for food allergies or food
“intolerances”. The latter term, which in its strictest sense indicates “any reproduc-
ible adverse reaction following the ingestion of a food or some of its components
(proteins, carbohydrates, fats, preservatives), which includes toxic, metabolic and
allergic reactions” [75], is increasingly also used to indicate a psychological aversion
to different foods as is seen in a subgroup of patients suffering from eating disorders.

8.4.2 False Eating Intolerances and Eating Disorders

Alternative testing for food intolerance is often misused in patients with eating dis-
orders, particularly in those suffering from functional gastrointestinal symptoms.
The hypothesis behind the use of alternative tests is that the targeted elimination of
certain foods to which the individual is purportedly “intolerant” produces an
improvement in gastrointestinal symptoms and thus promotes the resumption of a
regular diet.

However, at least one account, confirmed by numerous clinical cases that we
have seen in recent years, has described cases of anorexia nervosa developing in
individuals who followed diets indicated by alternative tests [79]. It reported on a
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series of young normal-weight women who complained of vague gastrointestinal
symptoms in the absence of documented organic damage. We hypothesize that the
onset of gastrointestinal symptoms in these people was triggered by stress [80]
rather than intolerance to specific foods; the mediation factor between stress factors
and dyspeptic symptoms could be corticotropin-releasing hormone, which, at least
in patients with irritable bowel syndrome, seems to act centrally, modulating both
gastric motility and gastrointestinal symptoms [81].

The risk of developing an eating disorder following the prescription of a diet
which involves the elimination of several foods to reduce dyspeptic symptoms
seems particularly high in adolescents and young women who have a need to feel in
control in life (e.g. feeling in control in various aspects of life such as school, work,
sports or other interests). Following a strict diet may trigger the shift towards eating
control via two main mechanisms:

1. Eating control is experienced as a successful behaviour in a context of perceived
failure in other areas of life [56].

2. Reducing caloric intake and foods such as fermentation-producing carbohy-
drates often results in a short-term improvement in gastrointestinal symp-
toms [79].

However, after a short period of improvement, gastrointestinal symptoms tend to
worsen due to the combined action of various mechanisms operating simultane-
ously, such as paying excessive attention to abdominal sensations that are not nor-
mally noticed [56] and the negative effects of dietary restriction and weight loss on
gastric emptying [80]. These factors, associated with the overvaluation of eating
control and morbid fear that the introduction of “intolerable” foods may exacerbate
gastrointestinal symptoms, thereby maintain and intensify the eating disorder psy-
chopathology (Fig. 8.7).
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False eating s
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v

“Starvation Syndrome”
Eating concerns
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Diets that require the elimination of several foods, such as those “indicated” by
alternative food intolerance tests, also seem to be a trigger and maintenance mecha-
nism for binge-eating episodes [22]. Attempting to limit food intake, regardless of
whether or not it produces an energy deficit, requires the adoption of extreme and
rigid dietary rules. The (almost inevitable) breaking of these rules is often inter-
preted as evidence of lack of self-control, resulting in temporary abandonment of
eating control and the intake of a large amount of food. In turn, the binge-eating
episode intensifies concerns about eating, shape, weight and their control, which
encourages further dietary restriction, resulting in an increased risk of a new binge-
eating episode.

8.4.3 Treatment

In the event that a patient reports food intolerance, they will need referring to a
qualified allergist, who will be able to educate the patient whether or not this is, in
fact, the case. An evidence-based psychological treatment such as CBT-E [39, §82]
may then be useful in encouraging such patients to gradually re-introduce avoided
foods and restore weight (if indicated), while helping them develop a more articu-
lated self-evaluation scheme not predominantly based on the control of eating,
shape and weight.

Vignette

The patient is a young woman of 19 years of age who, after failing the entrance test
for medical school, began to manifest recurrent dyspeptic symptoms, in particular
bloating and pain in the upper abdomen and postprandial heaviness. A gastroenter-
ologist she consulted prescribed a series of exams (i.e. helicobacter pylori screen-
ing, oesophagogastroduodenoscopy, gastric emptying study), which revealed no
gastrointestinal abnormalities. The patient then consulted a nutritionist who, after
performing a non-scientific food intolerance test (i.e. Vega test), advised her to cut
out numerous foods, including bread, pasta, wheat, milk and dairy products. The
patient scrupulously adhered to the exclusion diet and experienced an immediate
improvement in the dyspeptic symptoms. She was thereby convinced that she was
truly intolerant to these foods, and, upon the recurrence of her dyspeptic symptom
a few weeks later, decided to cut out still more foods (i.e. meat, fish, legumes, cab-
bage, broccoli and mushrooms) from her diet. She began to lose weight rapidly, and
her periods stopped.

At our assessment and preparation session, the patient weighed 38 kg (her usual
weight was 55 kg), and reported following a strict low-calorie diet characterized by
the daily intake of only a small amount of white rice, one piece of fruit, and some-
times a small portion of chicken breast. The patient did not report a fear of gaining
weight—indeed she was very concerned about her low weight—but avoided eating
numerous foods for fear of accentuating her dyspeptic symptoms. However, despite
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the strict diet, she still experienced frequent pains in her upper abdomen, a sense of
early fullness, and long and difficult digestion. She also reported frequent mood
swings, irritability, social withdrawal and difficulty concentrating on her studies.
She described herself as having been a cheerful person before her dramatic weight
loss, with many interest and friendships.

After recording the patient’s history, the CBT-E therapist informed her that the
dyspeptic symptoms might have been the result of a stressful situation producing
an alteration in gastrointestinal function. He explained that the elimination of cer-
tain food was maintaining and accentuating the problem because, after an initial
improvement in symptoms due to the dietary restriction that “rested” her stomach,
the dietary restriction and weight loss produced a gastric emptying slowdown; as
a consequence, she experienced the feeling of premature fullness and her abdomi-
nal bloating and pain worsened. Her avoidance of other foods as a consequence
led to further deterioration in nutritional status and dyspeptic symptoms. To help
the patient accept this idea, the therapist asked the patient whether she would
agree to be assessed by an allergist—an expert in food allergies and intolerance.
She consented, and allergy testing excluded the presence of any food allergy or
intolerance.

For this reason, the patient decided with some reluctance to start outpatient CBT-
E, and after 3 weeks of Step One, the regular eating procedure led to a reduction in
her sense of early fullness and abdominal bloating and pain. This motivated the
patient to undertake CBT-E Step Two, in which she accepted weight regain and the
gradual introduction of avoided foods. In addition, the treatment addressed her
overvaluation of eating control and, after normalization of body weight, setbacks
and mindset to manage early signs of relapse. Finally, Step CBT-E Three introduced
procedures to conclude the treatment well, address residual problems and prevent
relapse. At the post-treatment review session, 20 weeks after the conclusion of CBT-
E, the patient weighed 56 kg, had a regular menstrual cycle and reported no longer
experiencing digestive problems.

8.5 Other Coexisting Medical Problems

In a small minority of patients, other general medical conditions such as inflamma-
tory bowel disease (i.e. Crohn’s disease or ulcerative colitis) or irritable bowel syn-
drome can coexist with the eating disorder psychopathology. In these cases, the
therapist should evaluate the following characteristics: (i) the interaction between
the eating disorder and the general medical disease, (ii) the effect of the eating dis-
order on the general medical disease, (iii) the effect of treatment on the general
medical disease and (iv) any possible adaptations, always slight, to be made to way
in which the eating disorder is treated.
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Chapter 9 )
Severe and Enduring Anorexia Nervosa ST

In some patients, anorexia nervosa is of brief duration and remits without treatment
or after a short-term intervention, but in others it tends to persist, necessitating long
and complex specialized treatments. Unfortunately, about 20% of individuals with
anorexia nervosa do not improve with any of the treatments available to date, and go
on to develop a lifelong condition, often associated with severe physical and psy-
chosocial impairment. Unfortunately, there is no consensus among clinicians and
researchers on how to define and treat these cases.

9.1 Labels and Definitions Used for Patients with Enduring
Anorexia Nervosa

Several labels have been used to characterize patients with enduring forms of
anorexia nervosa (Table 9.1) [1]. Definitions can help communication between pro-
fessionals and may also stigmatize patients suffering from mental illness.

Table 9.1 Common labels «  Chronic
used for the severe and
enduring form of
anorexia nervosa

e Refractory
¢ Recalcitrant

¢ Treatment-resistant

e Treatment-refractory

e (Critical

e Severe

e Prolonged

e Long-standing

* Enduring

* Severe and enduring
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Furthermore, the impact of the words used in the definitions can influence how
patients and their families experience the disease—language sends powerful mes-
sages on identity and prognosis of diseases or disorders.

“Chronic” anorexia nervosa is still the label most commonly applied to enduring
forms of anorexia nervosa. However, no unmodifiable biomarkers for anorexia ner-
vosa have been discovered, and some patients fully recover after several years of the
disorder—two features that should prevent the use of the term “chronic” [2].
Moreover, describing an illness as “chronic”, “treatment-resistant”, “refractory” or
“recalcitrant” may have a profound impact on the management of anorexia nervosa
and how patients experience their disorder. Hence, other terms that are less focused
on the patients’ possibility of recovery, instead labelling the severity (e.g., severe)
and duration (e.g., enduring or long-standing), may be more appropriate. For this
reason, we discuss “severe and enduring” anorexia nervosa in this chapter.

The aim of severity specifiers for anorexia nervosa is to help provide an index of
both the intensity of the psychopathological features of the disorder and the associ-
ated level of functional impairment. Furthermore, severity specifiers should enable
clinicians to recommend more appropriate treatments for anorexia nervosa based on
the severity of its presentation. According to the DSM-5 [3], the level of anorexia
nervosa severity is not based on the duration of the disorder, but on current BMI for
adults or corresponding BMI-for-age percentiles for children. However, BMI has
been revealed as a poor predictor of long-term outcomes and mortality in anorexia
nervosa [4], and the DSM-5 BMI-based severity specifiers for anorexia nervosa
seem to have limited clinical utility in predicting treatment outcome [5]. Hence,
there is the need to identify alternative clinical variables able to provide more robust
prognostic indicators of treatment response in anorexia nervosa.

One potential severity specifier for anorexia nervosa is the duration of the disor-
der. However, although the most common duration criterion for enduring anorexia
nervosa is a presentation of the disorder for at least 7 years [1], it ranges from
3—10 years [6], and data on the prognostic effect of disorder duration are inconsis-
tent [6]. While some studies have found an association between anorexia nervosa
duration and poor response [7, 8], others, using CBT-E, including a study conducted
by our team, found that duration of illness had no discernible effect on treatment
response [9, 10]. Furthermore, a long-term follow-up study (which spanned over
30 years) demonstrated that a progressively larger proportion of patients with
anorexia nervosa achieve remission from the disorder over the long term [11]. It has
been observed in another study that about 30% of patients with anorexia nervosa
achieve remission in the first decade of the disorder, and about another 30% in the
second decade [12].

Patients with anorexia nervosa are also categorized on the basis of previous treat-
ment failures, but this is also difficult to define [6]. Should we consider any eating
disorder treatment, whether psychiatric, psychological or clinical, previous hospital-
izations, or only evidence-based treatment? Similarly, a patient’s age is a problem-
atic means of classifying patients [6]. For example, a young woman, 21 years of age,
could be considered a patient with “chronic” anorexia nervosa if the age of onset of
the disorder was 13; such a categorization may unduly influence the treatment strat-
egy, prematurely indicating the harm reduction approach that is increasingly seen as
the best way to manage patients with enduring anorexia nervosa. In short, both of
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these severity specifiers are based on the assumption that the patient has not achieved
remission, and it is therefore unlikely to respond to treatment in the future. However,
the data from long-term follow-up outcome studies challenge the clinical belief that
patients with enduring anorexia nervosa have no hope of recovery. Moreover, the
outcomes in studies assessing the effects of CBT-E suggest that many patients with
enduring anorexia nervosa can achieve remission with a short-term treatment [6].

Recently Hay and Touyz suggested classification criteria for severe and enduring
anorexia nervosa, taking into account both duration, treatment failure and the per-
sistent and severe nature of the eating disorder psychopathology (i.e., a persistent
state of dietary restriction, underweight, and overvaluation of shape and weight with
functional impairment). The duration criterion (i.e., > 3 years) [13] is similar to that
used for psychosis [14], and unsuccessful treatment is defined as exposure to at least
two appropriately delivered evidence-based treatments. However, these criteria are
not yet supported by empirical data concerning either the severity of the eating dis-
order or the predicted response to future treatments.

9.2 Which Treatment Is Indicated for Patients with Severe
and Enduring Anorexia Nervosa?

The inconsistent results for all variables proposed as treatment outcome predictors
mean that to date we have no good definition of severe and enduring anorexia ner-
vosa that may reliably inform clinical practice. However, we cannot ignore the fact
that there is a large group of patients with severe and enduring anorexia nervosa who
are not receiving adequate treatment for their disorder. Some of these patients are
refused treatment, in particular in countries that rely heavily on private health insur-
ance (e.g., United States) [6], or are managed via strategies or procedures developed
for young patients, or methods designed to coerce or force them to increase their
weight (e.g., refeeding). As these methods fail to address the underlying eating dis-
order pathology, it will come as no surprise that they are often followed by “weight
relapse” and a revolving door pattern of admission and discharge [2].

Unfortunately, there are no easy solutions for the proper treatment of these
patients, and alongside the more traditional treatments designed to address the eat-
ing disorder psychopathology and weight regain, there is a new focus on manage-
ment strategies designed to enhance the quality of life and reduce harm rather than
promote weight gain and symptom reduction.

9.2.1 Management Strategies Designed to Enhance the Quality
of Life and Reduce Harm

In the 1980s, clinicians began to recognize the difficulties in managing patients
with severe and enduring anorexia nervosa, and to suggest specific recommenda-
tions for this subgroup of patients [15—18]. The strategies and procedures proposed
for their management diverged from the traditional approach to eating disorder
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treatment, and were largely based on personal clinical experience and some theo-
retical considerations. They have recently been summarized by Wonderlich et al. as
follows [6]:

e Clinicians should tolerate and manage extreme ambivalence or resistance to
weight regain in patients with severe and enduring anorexia nervosa, and not
focus their efforts primarily on weight gain.

e Patients with severe and enduring anorexia nervosa should best be treated by a
comprehensive, multidisciplinary team able to provide different levels of care.
Some clinicians recommended a treatment based on psychiatric rehabilitation,
similar to that used for schizophrenia.

» Rather than emphasizing meal planning or significant increases in food con-
sumption, along with weight gain it is better to pursue alternative goals, such as
improving quality of life and social adjustment.

e Clinicians should consider the judicious use of legal interventions in some
patients with severe and enduring anorexia nervosa.

e The involvement of family members may aid the implementation of a range of
interventions, from collecting information on previous treatments to psychoedu-
cation about eating disorders and providing general support.

However, following these general recommendations would result in a situation
in which patients with severe and enduring anorexia nervosa continued to receive
a broad range of poorly defined interventions with nebulous intensity, duration
and goals, and a lack of integration across different levels of care [19]. This was
the case even as late as 2012, when two structured treatments for severe and
enduring anorexia nervosa were being designed and assessed in a randomized
controlled trial. That trial was conducted in 63 patients with anorexia nervosa of
at least 7 years duration with moderately severe low weight (mean BMI 16.2)
[20], half of whom received specialist supportive clinical management and half
CBT for severe and enduring anorexia nervosa. Both of these approaches were
administered with a view to enhancing the quality of life and reducing harm,
rather than increasing weight and ameliorating symptoms, and both were deliv-
ered in 30 sessions over 8 months. Both treatments are described in detail in a
dedicated manual [21], and produced comparable improvements in quality of life
along with a very modest weight gain (about 0.5 BMI increase). Symptoms were
also improved, with CBT patients scoring slightly better in terms of social adjust-
ment at end of treatment and eating disorder psychopathology at 12 months, and
outcomes were stable at 12-month follow-up. Moreover, the rate of attrition in
both programmes was only around 15%. Although these findings are promising in
that they show that some patients with severe and enduring anorexia nervosa can
obtain benefit from treatments designed to enhance quality of life and harm reduc-
tion, this does nothing to alleviate concerns related to the maintenance of persis-
tent low body weight. Indeed, remaining malnourished will inevitably lead to
long-term medical and psychosocial complications that, in turn, deteriorate the
quality of life even further.
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9.2.2 Treatments Designed to Address the Eating Disorder
Psychopathology and Weight Regain

Unlike the management strategies aimed at quality-of-life enhancement and harm
reduction in patients with anorexia nervosa described in the previous section, CBT-E
is designed to address both weight gain and the eating disorder psychopathology,
giving patients an opportunity to recover from their eating disorder. As described in
Chap. 3, CBT-E is an evidence-based treatment recommended for all the eating
disorder diagnostic categories in both adults and adolescents [22—-24]. The aims of
the treatment are as follows (see also Chap. 3) [23]:

* To engage patients in the treatment and involve them actively in the process
of change

* To remove the eating disorder psychopathology, i.e., dietary restraint and restric-
tion (and low weight if present), extreme weight-control behaviours, and preoc-
cupation with shape, weight, and eating

e To correct the mechanisms maintaining the eating disorder psychopathology

e To ensure lasting change

Three studies, two carried out by our team, have assessed the effectiveness of
CBT-E in patients with severe and enduring anorexia nervosa. The first evaluated
the effects of inpatient CBT-E in 37 consecutively admitted female patients with
long-standing anorexia nervosa (>10 years) and 58 with shorter duration of the
disorder [25]. Individuals with long-standing anorexia nervosa had higher age,
baseline BMI, higher frequency of self-induced vomiting and laxative and diuretic
misuse, but, importantly, no different personality traits at baseline. Two operational
outcome categories were used: (i) good BMI outcome (i.e., the achievement of BMI
>18.5 kg, and (ii) full response (i.e., global Eating Disorder Examination [EDE]
interview score below one standard deviation above the community mean, i.e.,
<1.74). Interestingly, there was no significant difference in drop-out rate between
patients with long-standing and shorter-duration anorexia nervosa, and in fact a
slightly higher percentage of the former completed the programme (32.4% versus
20.7%, respectively). Although the sample size was small, this seems to suggest that
CBT-E is at least as well received in patients with enduring eating disorder as it is
by those with the same disorder of more recent onset. Equally, if not more, encour-
aging was the finding that good BMI outcome was achieved by all completers with
long-standing anorexia nervosa as compared to 78.3% of the short duration group.
Moreover, no differences were found between enduring and recent-onset groups in
terms of full response rates (62.5% vs. 48.9%, respectively) [25].

The second study we undertook evaluated the short- and long-term outcomes of
CBT-E in 32 consecutive patients with anorexia nervosa defined as severe and
enduring (i.e., duration of illness >7 years), and 34 with anorexia nervosa of more
recent onset [9]. Both groups had a drop-out rate of around 15%, and both sets of
completers displayed similarly large increases in BMI, as well as improvements in
eating disorder and general psychopathology scores, with minimal deterioration
after discharge (Fig. 9.1). As above, patients with severe and enduring anorexia
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Fig. 9.1 Estimated means of body mass index (BMI), global Eating Disorder Examination (EDE)
and Brief Symptom Inventory (BSI) scores from baseline to 12-month follow-up in patients with
severe and enduring anorexia nervosa (SE-AN) and anorexia nervosa of less than 7 years’ duration
(NSE-AN). Estimates were obtained using mixed-effects models

From Calugi S, El Ghoch M, Dalle Grave R. Intensive enhanced cognitive behavioural therapy for
severe and enduring anorexia nervosa: A longitudinal outcome study. Behav Res Ther.
2017;89:41-8. doi:10.1016/j.brat.2016.11.006. Reprinted with the permission of Elsevier
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nervosa and those with shorter-duration of the disorder displayed similar rates of
good BMI outcome (40.7% and 44.0%, respectively) and full response (33.3% and
32.0%, respectively) at 12-month follow-up.

The third study, conducted by Raykos et al., assessed the effect of disorder sever-
ity or duration upon outpatient CBT-E outcomes in a sample of 134 patients with
anorexia nervosa [10]. Although the results were limited by the high attrition at
follow-up, neither disorder severity nor duration predicted end-of-treatment out-
come, and, as in our research, patients with more severe or long-standing anorexia
nervosa exhibited a similar degree of improvement as patients with anorexia ner-
vosa of more recent onset [10].

These findings show that a large group of patients with severe and enduring
anorexia nervosa can, in fact, be effectively treated via an evidence-based pro-
gramme geared towards addressing weight regain and resolving the eating disorder
psychopathology. They also underscore the importance of designing treatments that
optimize patient engagement—a key feature of CBT-E. In fact, it is likely that the
promising outcomes seen in the large subgroup of patients with severe and enduring
anorexia nervosa treated with CBT-E may be partly due to the collaborative style of
the treatment, which is focused on “empowering” rather than coercing patients, and
includes specific procedures designed to prevent relapse [2]. Moreover, the CBT-E
strategy of not broaching weight regain directly in Step One may also be a contrib-
uting factor (see Chap. 3). Indeed, it is our clinical experience that most patients,
even those with severe and enduring anorexia nervosa, accept the goals of CBT-E
Step One, namely to engage patients, help them understand the main mechanisms
maintaining their eating disorder, explore the nature and outcome of prior treat-
ments, and discuss the pros and cons of change and gaining weight, but not to begin
the process of weight regain. If patients do not conclude that they need to address
their low weight after 4-8 weeks, CBT-E is discontinued, but this seldom occurs,
even in patients with severe and enduring anorexia nervosa.

9.3 A Pragmatic Clinical Approach to Managing Patients
with Severe and Enduring Anorexia Nervosa

In our clinical practice, if a patient has severe and enduring anorexia nervosa, we
dedicate one or two sessions after the initial assessment to discussing with them the
pros and cons of embarking on a course of treatment like CBT-E which is focused
on change, and ultimately weight regain, as opposed to one that prioritizes improv-
ing their quality of life and achieving medical stabilization over weight regain and
recovery. We follow the usual approach in CBT-E, attempting to engage patients
and educating them on the mechanisms maintaining their eating disorder, which
from a CBT perspective are not appreciably different from those acting in patients
with anorexia nervosa of shorter duration. We also stress that it is very difficult to
maintain stable medical conditions if malnutrition is severe, and that the available
data indicate that it is possible even after many years of illness to achieve a marked
improvement, and in some cases remission. It is then up to the patient to decide how
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they want to proceed. In our experience, most choose to attempt change, and we
therefore support their decision and enrol them on the appropriate programme. If,
however, they do not yet feel ready for change, we help them manage their illness
as best we can.

Vignette

The patient is a 30-year-old woman with severe and enduring anorexia nervosa. The
onset of the eating disorder was at the age of 15 years, when she had a body weight
of 70 kg (BMI 24.2), and embarked on a strict diet in order to lose weight. Over the
first 6 months she lost weight rapidly, reaching as low as 43 kg (BMI 14.9), at which
point she was admitted to a medical unit, where she was fed through a nasogastric
tube in order to treat her severe malnutrition. After discharge she was referred to a
specialist family-based outpatient treatment, which helped her to achieve a body
weight of 58 kg (BMI 20.0) and resumption of regular periods.

However, at the age of 18 years, when she started university, she started rigor-
ously dieting again, once again rapidly losing weight, which fell to 45 kg (BMI
15.6), prompting her admission to a specialist eclectic inpatient treatment for eating
disorder. After 5 months, she was discharged with a body weight of 57.5 kg (BMI
19.9), but no mitigation of her preoccupation with shape and weight. By this time
she had also been diagnosed with comorbid obsessive-compulsive disorder, for
which she was prescribed a combination of antidepressant and neuroleptic agents.
She was regularly seeing a psychologist, but rapidly lost the weight she had regained
in the unit, and after 6 months was therefore re-hospitalized. She received another
course of the same inpatient treatment for eating disorder, during which she regained
weight but subsequently relapsed after discharge. This cycle of regain and relapse
continued with another six inpatient admissions, which ultimately failed to achieve
their long-term goals, despite the patient receiving psychological and psychophar-
macological support in the interim.

When she was eventually referred to our unit, she had a body weight of 48 kg
(BMI 16.9) and was amenorrhoeic. At the assessment and preparation session with
our team, she reported that this body weight had remained stable over the previous
4 weeks, despite her following extreme and rigid dietary rules accompanied by fre-
quent food checking (she weighed and counted the calories in all foods she was to
eat), and excessive exercising (walking for about 2 h every day). She also reported
extreme fear of weight gain, overvaluation of shape and weight, frequent body
checking, feeling fat, mood swings, irritability, social withdrawal, and that she had
been forced to take a leave of absence from work due to her difficulty in concentrat-
ing. Interestingly, bearing in mind her former diagnosis, the patient reported no
obsessions or compulsions unrelated to food and eating.

The therapist discussed with the patient the relative pros and cons of undergo-
ing a treatment, like CBT-E, designed to help her recover, or one focused on
harm reduction and quality of life improvement. After having received detailed
information about the two treatments, the patient decided to start CBT-E as she
appreciated that there was a need for change. In particular, she was reassured that
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Table 9.2 Changes in body weight, eating disorder and general psychopathology and clinical
impairment scores in a patient with severe and enduring anorexia nervosa

Before After 20-week 60-week
CBT-E CBT-E follow-up follow-up
Body weight (kg) 48 55 57 58
Body mass index (BMI) 16.9 19 19.7 20
Eating disorder examination questionnaire
Dietary restraint 4.3 2.7 1.8 1.8
Eating concern 5.1 2.8 2.1 1.8
Weight concern 3.8 1.8 1.6 1.5
Shape concern 53 2.8 2.0 2.1
Global score 4.6 2.5 1.9 1.8
Clinical impairment 32.6 15.4 10.3 5.6
assessment
Brief symptom inventory 2.1 0.8 0.6 0.6

CBT-E Enhanced cognitive behavioural therapy

goals of CBT-E Step One involved helping her understand the psychological
processes maintaining her eating disorder, and weighing up the implications of
addressing both the eating disorder psychopathology and regaining weight. This
contrasted starkly with all her previous treatments, whose primary focus had
been weight regain.

The patient progressed through Step One, albeit with a lot of effort, and after
4 weeks decided that she was ready to attempt to regain weight and address her eat-
ing disorder psychopathology. In Step Two, her attempts to regain weight were
hampered by her excessive exercising and high number of dietary rules. However,
by means of the CBT-E strategy designed to address her overvaluation of shape and
weight and her dietary restraint and restriction in combination, she was able to
achieve a body weight of 55 kg (BMI 19.0) and a reduction in eating disorder and
general psychopathology and clinical impairment scores by the end of the treat-
ment. Unlike on previous occasions, this improvement continued after the treatment
ended, and at 60-week follow-up she had a body weight of 58 kg (BMI 20.0) and
her eating disorder psychopathology remained in remission (Table 9.2).
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Appendix A: The Eating Problem Check List

What Is It, and How Should It Be Used?

The Eating Problem Check List (EPCL) is a 16-item self-report measure designed
to assess eating disorder behaviours and psychopathology in patients with eating
disorders, session-by-session. The 15 items cover the principal behaviours and atti-
tudes of eating disorder psychopathology expressed over the preceding 7 days.

The EPCL is quick and easy to complete, and therefore readily lends itself to
integration into routine clinical practice in order to enable assessment of weekly
changes. The tool allows the clinician and the patient to assess, through the review
of each single item score, the change occurring in specific eating disorder psycho-
pathology expressions at weekly intervals. Moreover, through the two subscale
scores (i.e., Body Image and Eating Concerns), the tool permits assessment of
weekly changes in the core psychopathology of eating disorders. As an aid for clini-
cians and patients in identifying areas of improvement and/or deterioration, the
EPCL enables prompt focusing of the treatment on specific expressions of an indi-
vidual’s eating disorder psychopathology. Moreover, it enables the detection of sud-
den gains (i.e. large, rapid and stable changes in symptomatology between two
consecutive treatment sessions), which seem to be associated with greater overall
post-treatment symptom reduction and better outcomes. In addition, associations
between sudden gains and short- and long-term improvements also appear to have a
positive impact on therapeutic alliance.

In our clinical practice, we find it very useful to carefully review and discuss with
the patient the EPCL single item scores on a weekly basis (after the CBT-E collab-
orative weighing procedure). Indeed, weekly review of the EPCL, in conjunction
with the self-monitoring records review, helps to highlight the changes that patients
have made (when there is a weekly change of at least one point in one or more
EPCL items), and identify the behavioural expressions of their eating disorder psy-
chopathology that remain to be addressed by the treatment. What is more, by record-
ing weekly EPCL data on a spreadsheet, it is possible to observe whether—as
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assumed by CBT-E theory—modification of certain behaviours (e.g. adopting regu-
lar eating, reducing dietary restraint, weekly weighing, and/or interrupting dysfunc-
tional body checking) is in fact associated with a reduction in concerns about eating,
shape and weight over time—one of the primary goals of CBT-E.

Status of the EPCL

The design and validation of the EPCL has been published in the journal Eating
Disorders [1]. The EPCL has demonstrated good internal consistency, test-retest
reliability and concurrent and criterion validity, and principal component analysis of
the session-by-session data identified two factors (“eating concerns” and “body
image concerns”) that accounted for 51.3% of the variance. Session-by-session
analysis has indicated that the EPCL is able to identify weekly specific changes and/
or deterioration in eating disorder psychopathology.

Scoring the EPCL

The total score is obtained by adding scores for the items in Section Two, while
scores for the two subscales are given by the sum of the following items, also in the
second section: Body Image Concern, the sum of the scores for items 4, 5, 6, 7 and
8; Eating Concern, the sum of the scores for items 1, 2, 3 and 9.

Copyright

The EPCL is freely available for non-for-profit research, and no permission need be
sought for non-commercial research use. For commercial use of the EPCL, contact:
rdalleg @tin.it
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INSTRUCTIONS: The following questions are about the past 7 days only. Please
read each question carefully. Please answer all the questions so that they are true for

you. Thank you.

In the past 7 days, how often No. of
(indicate the number of times that this has occurred in the box on the right) episodes
... have you eaten a large amount of food with a sense of having lost control (i.e. an

objective binge-eating episode)?

... have you eaten a not large amount of food with a sense of having lost control (i.e.

a subjective binge-eating episode)?

... have you made yourself sick (vomited) as a means of controlling your shape and

weight?

... have you taken laxatives as a means of controlling your shape and weight?

... have you taken diuretics (water pills) as a means of controlling your shape and

weight?

... have you exercised excessively as a means of controlling your weight, shape or

amount of fat, or to burn extra calories?

... have you weighed yourself?

In the past 7 days, how often 0 1 2 3 4
(tick which box is true for you) Never | Rarely | Sometimes | Often | Always
1. ... have you avoided some foods as a

means of controlling your weight, shape
and/or eating?

2. ... have you reduced your food portions as
a means of controlling your weight, shape
and/or eating?

3. ... have you checked your food (e.g. calorie
counting, weighing food, checking the
food’s nutritional content)?

4. ... have you checked your shape (e.g.
looking at parts of your body in the mirror,
measuring the circumference of parts of
your body, or compared your body shape
with that of other people)?

5. ... have you avoided your body (e.g.
avoided weighing, avoided particular
clothes, avoided looking at my body)?

6. ... have you felt fat?

7. ... have you been worried about your
weight?

8. ... have you been worried about your
shape?

9. ... have you been worried about your eating
control?

How many “days of change” have you had?

N.B.: A day of change is when you did your best to change using the procedures you have learned

during treatment
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Eating Problem Checklist (EPCL) Weekly Changes Summary Spreadsheet

Data

Week

Body weight (kg)

Objective binge eating®

Subjective binge eating®

Vomiting®

Laxatives®

Diuretics?

Excessive exercising®

Weight checking®

Food avoidance®

Reduction of food portions®

Food checking®

Body shape checking®

Body avoidance®

Feeling fat

Weight concern®

Body shape concern®

Eating concern”

“Number of events in the last 7 days

"Never = 0, rarely = 1, sometimes = 2, often = 3 and always = 4



Appendix B: The Starvation Symptom
Inventory

What Is It, and How Should It Be Used?

The Starvation Symptoms Inventory (SSI) is a 15-item self-report measure that
examines the symptoms of starvation in underweight patients with eating disorders.
It is focused on the past 28 days. The SSI can be easily integrated into routine clini-
cal practice as a means of assessing starvation symptoms in underweight patients
with eating disorders, and how they evolve during the process of weight restoration
in those who attend specialized eating disorder treatments. It can be also used in
research evaluating the effects of eating disorder treatments.

Status of the SSI

The design and validation of the SSI has been published in the journal Nutrients [1].
Principal component analysis identified a single-factor, 15-item scale which demon-
strated good internal consistency (alpha = 0.91) and test—retest reliability (r = 0.90).
The SSI global score was significantly correlated with eating disorder and general
psychopathology scores, demonstrating good convergent validity. SSI scores were
significantly higher in the anorexia nervosa sample than in healthy control, not-
underweight eating disorder, and bipolar/depressive episode samples. These find-
ings suggest that the SSI is a valid self-report questionnaire that may provide
important clinical information regarding symptoms of starvation in patients with
anorexia nervosa.

The structure of the SSI mirrors that of the EDE-Q, and participants are asked to
provide an estimate of the number of days out of the preceding 28 (4 weeks) in
which they have experienced each symptom on a 7-point Likert scale ranging from
“never” (0) to “always” (6).
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Scoring the SSI

The global SSI score is obtained by adding the scores for the 15 items in the ques-
tionnaire. The resulting scores range from 0 to 90, with the highest scores indicating
greater frequency of starvation symptoms experienced over the preceding 28 days.
In patients with anorexia nervosa the average score obtained is 55.1, while healthy
controls score an average of 10.4.

Copyright

The SSI (and its items) is freely available for not-for-profit research, and no permis-
sion need be sought for non-commercial research. For commercial use of the SSI,
contact: rdalleg @tin.it
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The Starvation Symptom Inventory (SSI)

INSTRUCTIONS: The following questions are about the past 4 weeks (28 days).
Please read each question carefully and respond to ALL questions. Thank you.

How many times in the | Never | 1-5 days 6- 13- 16- 23- Every
last 28 days have you: 12 days | 15 days | 22 days | 27 days | day
Worried about food?

Collected recipes, menus
or cookbooks?

Increased your
consumption of tea,
coffee or spices?

Felt depressed?

Felt anxious?

Felt irritable?

Had mood swings
(between excitement and
depression)?

Stayed away from other
people?
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Experienced a loss of
concentration?

Felt apathetic?

Had disturbed sleep?

Felt weak?

Experienced a lack of
interest in sex?

Felt cold?

Felt full early?
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