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INTRODUCTION and OVERVIEW

As we saw in Chapter 43, the classification of mental
disorders is an integral part of the medical model. ICD-10
(1992) and DSM-IV-TR. (2000) identify several general
categories of mental disorder, within each of which
are found a number of specific disorders. This chapter
samples some of the disorders that, both historically
and currently, have attracted most research interest — and
often the most debate and controversy, both within and
outside psychiatry.

Anxiety disorders are a category in DSM subsumed by
the ICD category neurotic, stress-related and somatoform
disorders. These include phobic disorders (phobic anxiety
disorders in ICD), obsessive—compulsive disorder (OCD) and
post-traumatic stress disorder (PTSD).

Eating disorders are a DSM category subsumed by
ICD’s behavioural syndromes associated with physiological
disturbances and physical factors. Two major eating disorders
are anorexia nervosa and bulimia nervosa.

Of all the disorders identified in ICD and DSM,
schizophrenia is the most serious. Kraepelin (1913) called
the disorder dementia praecox (senility of youth), believing
that it occurred early in adult life and was characterised
by a progressive deterioration or dementia. However,
Bleuler (1911) observed that it also began in later life,
and wasn’t always characterised by dementia. Bleuler
coined the word ‘schizophrenia’ to refer to a splitting of
the mind’s various functions, in which the personality
loses its unity.

Mood (or affective) disorders involve a prolonged and
fundamental disturbance of mood and emotions. At one
extreme is manic disorder (or mania), and at the other is
depressive disorder. Mania usually occurs in conjunction
with depression (bipolar disorder). The term unipolar is
reserved for the occurrence of depression on its own.
(The term manic-depressive refers to both the unipolar
and bipolar forms of affective disorder.)

ANXIETY DISORDERS

Of all forms of psychological distress, emotional
disturbances are perhaps the most common (Lilienfeld,
1998), and ‘fear is a core emotion in psychopathology’
(LeDoux, 1998a). While anxiety (2 brooding fear of
what might happen) was a central feature of Freud’s
psychoanalytic theory (LeDoux, 1998a), many
psychologists have argued that fear is a fundamentally
adaptive reaction to stressors (specifically, threat). It’s
generally considered abnormal only when it
disproportionate to objective circumstances. Fear probably
evolved as an alarm signal to warn organisms of potential
danger, but some people tend to feel afraid even when
there’s no (objective) threat present: these “false alarms’ are
what we call anxiety disorders.

For example, people with panic disorder experience
sudden surges of extreme terror, even in perfectly safe
environments. As Lilienfeld (1998) says:

itisthismismatchbetween the severity ofindividuals’
emotional reactions and of objective stressors that
makes panic disorder psychopathological

Ask Yourself

Phobic disorders

A phobia is an extreme, irrational fear of some specific
object or situation. Typically, the patient acknowledges
that the object of fear is harmless, but the fear i
experienced nonetheless (this is the irrational element).
Trying to avoid the feared object or situation at all costs
can interfere with the person’s normal functioning,
and distinguishes a phobia from a milder fear or mere
dislike of something. Attempts to hide the phobia from
others may induce further anxiety, guilt and shame.

Figure 44.1 Astraphobia

Almost anything may become the object of a phobi2,
but some phobias are much more common than others:
DSM-IV-TR identifies three categories of phobfaf
agoraphobia (without history of panic disorder), soctal
phobia and specific phobias.

Agoraphobia _
This is the most common of all phobias (accouﬂﬂﬂg
for about 60 per cent of all phobic patients) and occurs
predominantly in women (while most other phobias
tend to be fairly evenly divided between the gendefs)..'
While agoraphobia is commonly defined ﬂs.ﬁfﬁf g
open spaces, the primary fear is leaving the satety at



security of home and/or companions. Fear of being in
public places is secondary, but, significantly, this is what
the patient is usually aware of.

Figure 44.2 Having to make a speech in front of any kind

of audience is likely to induce some degree of anxiety in

most people. As a social phobia, anxiety over public speaking
is an intense and excessive fear of being exposed to scrutiny
by other people; it’s an example of performance social phobia.

Specific phobias

Most phobias fall into this category; and definitions
of phobias usually relate to specific phobias (e.g.
arachnophobia: fear of spiders). Generally, these are less
disruptive than agoraphobia or social phobias. They can
develop at any time of life, although some are quite
common in childhood (such as cynophobia: fear of the
dogs, and nycotophobia: fear of the dark), while ‘illness
and injury’ phobias (and thanatophobia) tend to occur
n middle age.

Explaining phobias

Preparedness
Rasenhan and Seligman (1984) propose an interaction
between biological and conditioning factors that predisposes
Us to acquire phobias of certain classes of stimul.
According to the concept of preparedness/prepared conditioning,
We're genetically prepared to fear things that were sources of
danger in our evolutionary past (see Gross et al., 2000).
However, while certain animals that might have posed a
danger to our ancestors tend to be those about which we're
most likely to develop a phobia (such as snakes and spiders —
both of which are poisonous in many parts of the world),
Whether or not we develop such a phobia depends very
Much on'aur early experience with them (Workman and

Reader, 2008).
)

Figure 44.3

Hugdahl and Ohman (1977) have shown that in
laboratory experiments, people without pre-existing phobias
can be conditioned more easily to snakes than flowers.

However, snakes have a negative ‘reputation’ or social
status, while flowers are generally viewed positively and are
completely non-threatening. So, although preparedness as an
explanation for direct conditioning may not be valid,
preparedness for observational and instructional learning is
possible (Murray and Foote, 1979; Rachman, 1977).

Obsessive-compulsive disorder (OCD)

Obsessions are recurrent, unwanted, intrusive thoughts
or images that don’t feel voluntarily controlled, and
which are experienced as morally repugnant or intensely
distressing. They mostly have sexual, blasphemous or
aggressive themes (see Case Study 44.1). For example,
it's not uncommon for deeply religious people to have

Obsession without the
compulsion (Sutherland, 1976)

An example of an obsession occlrring without
compulsive behaviour is sexual jealousy, an extreme
case of which is described by Stuart Sutherland in
Breakdown (1976).

Sutherfand was a well-known British experimental
psychologist who'd been happily married for several years
when his wife suddenly revealed she'd been having an affair
(but had no wish to end their marriage). At first, he was able
o accept the situation, and found that the increased honesty
and communication actually improved their marriage.

However, after asking his wife for further details of the
affair, he became obsessed with vivid images of his wife in
moments of sexual passion with her lover, and he couldn't
remove these thoughts from his mind, day or night.

Finally, he had to leave his teaching and research duties,
and it was only after several months of trying various
forms of therapy that he managed to reduce the obsessive
I thoughts sufficiently to be able to return to work.

[ b4 Apnis asejl
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Graham Davey

Researcher

Why do | worry when I’'m feeling down?

We all worry about something at some time or other. Worry is
usually directed at some potential future threat (such as an
impending exam, a date with a new partner, the thought of
getting a new job). VWhile some of us find worrying a useful
process in that it helps us to think through some of our problems
and develop solutions, others find worrying a very negative,
distressing and unproductive process. In this latter case, worrying
can lead to very real mental health problems, and chronic
worrying is the cardinal diagnostic feature of the anxiety disorder
known as generalised anxiety disorder (GAD).Worrying for the
individual with GAD has a number of features that make it
disabling and a source of extreme emotional discomfort. For
example, for the individual suffering GAD, worrying is:
® a chronic and pathological activity that is directed not only
at major life issues (e.g. health, finances, relationships, work-
related matters), but also a many minor day-to-day issues
and hassles that others would not perceive as threatening
@ perceived as uncontrollable — the individual with GAD
feels they cannot control either the onset or termination
of a worry bout
@ closely associated with the catastrophising of worries (i.e.
wortying seems to make the problem worse rather than
better).

NEGATIVE MOOD AND WORRYING

One of the factors that seems to make worrying worse is
being in a negative mood. Have you ever found yourself
worrying about a problem more when you're tired, in pain,
feeling depressed or unhappy, or simply experiencing a
hangover? Are we in a negative mood because we are worrying
more, or do we worry more because we are in a negative
mood? This is one of the first research questions related to
worry that we tackled in our experimental psychopathology
research group at the University of Sussex. If we want to
identify a causal relationship between events, then it is
necessary to undertake a controlled experiment in which we
manipulate one of the variables (e.g. mood) and observe its
effects on the other (e.g. worrying).We also need to have very
good objective ways of measuring our variables — for example,
how do we measure how much worrying a person is doing!

RESEARCH INTO MOOD

For our first experiment we decided to manipulate a
participants mood using procedures that might reflect how

their mood might be affected during normal daily living
(Johnston and Davey, 1997). [n this case, we showed different
groups of participants a |5-minute video clip of TV news items
that were edited to display either negatively valenced items (e.g.
war, famine) positively valenced items (e.g. people winning the
lottery, receiving awards) or neutral valenced items. These
procedures effectively induced either a negative mood, 2
positive mood or caused no mood change. Ve then interviewed
them about one of their main current worries. This interview is
known as a catastrophising interview, because it gives us a
relatively objective measure of how long a person will persist at
thinking about a particular worry.The interview begins with the
experimenter asking the question, ‘What is it that worries you
about (X)?, where X is the topic selected for catastrophising.
The experimenter then repeats this question, but substituting
the participant’s answer to the first question for X. For example,
if the participant’s main worry is impending exams, the first
question will be: ‘What is it that worries you about exams?’ If
the participant replies,’l might fail them’, the experimenter then
asks, ‘What is it that worries you about failing exams? If the
participant replies, ‘| won’t get a good job’, the experimenter
asks,‘What is it that worries you about not getting a good job?’
and so on.The catastrophising interview is terminated when the
participant admits they can think of no more responses. This
produces an objective measure of the tendency to perseverate
a worry bout (in the form of the number of steps the participant
is willing to elaborate before closure).
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The effect of negative mood on worrying




In our Johnston and Davey (1997) study, if negative mood
has a causal effect on worrying, then we would predict that
those participants shown the negatively valenced TV video
would emit more catastrophising steps in our interview than
those in the other two groups.The graph on page 702 shows
that this was exactly what happened.

A simple experiment like this can establish that when
anyone experiences negative mood, it causes them to persist
for longer thinking about a worry. One implication of this is
that those people who experience endemic negative mood
(e.g. who regularly experience long periods of depression or
anxiety) are likely to spend more time worrying than those
people who experience more positive moods. However, how
does negative mood have this effect on werrying?

HOW NEGATIVE MOOD AFFECTS THE
ACHIEVEMENT OF GOALS

Some of our more recent experiments suggest that negative
mood may make you worry for longer because we use our
mood to judge whether we have successfully completed an
activity such as worry (Davey, 2006). For example, worrying is
usually a goal-driven activity; that is, when we start to worry,
we do so by implicitly trying to resolve some problems to do
with the worry, and we feel we should keep thinking about
the problem until we have dealt with these issues. But how do
we judge whether we are satisfied that we have resolved a
worry? Very often we will use our current mood as evidence
that we have achieved our goals, If we are in a positive mood
(for whatever reason), we will use this as evidence that we
have achieved our goals; if we are in a negative mood (for
whatever reason), we will use this as evidence that we have
not achieved our goals and so must persist with the activity
(Martin and Davies, 1998).

Using our mood to determine whether we have achieved
our worry goals can also be demonstrated experimentally
(Startup and Davey, 2001). For example, if your aim is to worry
until you feel you've resolved all you can about the
worry (which is often a mindset of those individuals with
worry-based disorders), then a negative mood will imply you

haven't achieved this yet, so you must continue worrying. It is
probably this process that makes most chronic worriers feel
that theit worry is ‘uncontrollable’ (i.e. once they have started
worrying, they feel they canpot stop it).

Much of the most recent research on pathological
worrying suggests that those people who find their worrying
uncontrollable and distressing are usually in negative moods
and begin their worrying by being determined to think
through or resolve their worries fully. Their negative mood
keeps telling them they have not resolved their worry
satisfactorily, so they persist. The understanding of these
processes that we have gleaned from experimental research
is already helping us to develop new and effective forms of
treatment for both chronic worrying and related mental
health problems such as GAD.

CATASTROPHISING IN WORRIERS

Finally, by examining the catastrophising sequences from

experiments such as those described above, we can deduce a

number of things about chronic worriers:

e They produce significantly more catastrophising steps than
non-worriers, y

® They experience increasing emotional
catastrophising continues.

® The content of their catastrophising steps becomes more
and more threatening.

Participants shown the negatively valenced TV video (negative

mood) emitted more catastrophising steps in our worty

interview than those in the positive and neutral mood groups.

This suggests that negative mood has a causal effect on

worrying.

distress as

Professor Graham Davey is Professor of Psychology at
the University of Sussex. He has published more than 30
articles on topics mainly related to anxiety disorders, and
written or edited 14 books including Complete Psychology
(2008), Psychopathology: Research, Assessment & Treatment in
Clinical Psychology (2008), and Clinical Psychology (2008).



repeated blasphemous thoughts, such as ‘God doesn’t
exist’, or for caring parents to have thoughts of harming
their children. These obsessions are resisted by being
ignored or suppressed, or by ‘neutralising’ them with
some other thought or action (Shafran, 1999); these may
include compulsions.

Compulsions are actions that the victim feels compelled
to repeat over and over again, according to rituals or rules.
Obsessions and compulsions are often related, the latter
representing an attempt to counteract the former. For
example, compulsive hand-washing may be an attempt to
remove the obsessive preoccupation with contamination
by dirt or germs, either as agent or victim. While the
person recognises that the compulsive act is unreasonable
and excessive, it’s also seen as purposeful. The function
of compulsive acts is to prevent a dreaded event and
reduce distress. Many patients find the need to perform
the compulsion distressing in itself, and are frustrated by
the time it takes to complete it ‘correctly’ and how it
interferes with normal social and work functioning.

Figure 44.4 Compulsive hand-washing is often an attempt to
remove an obsessive preoccupation with contamination

Shafran (1999) gives the example of a man who was
obsessed with the thought that he’d contracted AIDS
from sitting next to someone who looked unkempt.
In response to this, he repeatedly checked his body for
signs of illness and washed his hands whenever he had
an intrusive image of this person. When outside, he’d
continually check around him to see if there were any
discarded tissues that might carry the HIV virus. This
became so laborious that he stayed indoors for much of
the time; any interfuption to the checking and washing
resulted in the entire routine starting again.

Until quite recently, OCD was regarded as a rare
disorder (affecting less than 0.5 per cent of the population).
Now, however, its the fourth most common disorder,
and lifetime prevalence is at least 3 per cent in females
and 2 per cent in males. In the UK, an estimated 1-1.5

Explaining OCD

Behavioural explanations

An evaluation of behavioural explanations

The superstition hypothesis

While negative reinforcement (e.g. Rachman and Hodgson,
1980) can account for the maintenance of OCD, it doesn’t
explain how it develops in the first place. Skinner (1948a)
argued that what we call ‘superstition’ develops as a result
of a chance association between some behaviour and a
reinforcer. In Skinner's experiments, pigeons were given food
at regular intervals regardless of their behaviour. After a
while, they displayed idiosyncratic movements, presumably
because these were the movements they happened to be
making when the food was given.

This chance reinforcement of behaviour can account for
many compulsive rituals (O’Leary and Wilson, 1975). For
example, the rituals of soccer players may include being last
on to the pitch, or wearing only a particular pair of boots.
Such behaviours may occur because in the past they were
associated with success. If such rituals aren’t enacted, anxiety
is aroused.

Figure 44.5 The ‘lucky kiss’,a common form of
superstitious behaviour among sportsmen and -women

However, while such chance associations might explain
how particular behaviours arise, the development of

INDIVIDUAL DIFFERENCES

million people suffer from OCD. According to Claridge
and Davis (2003), it’s still often under-diagnosed and
under-treated in most populations.

intrusive thoughts are much more difficult to explain by the

behavioural model. _J'J
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Cognitive-behavioural explanations

One currently popular account is Rachman’s (1993)
thought—action fusion (TAF), which involves appraising
intrusive thoughts as equivalent to actions. One of its
great strengths is that it can explain OCD symptoms in
terms of everyday, normal’ cognition and behaviour. (For
a mote detailed account, see Claridge and Davis, 2003.)

Post-traumatic stress disorder (PTSD)

During the First World War, many soldiers experienced
shell shock (a shock-like state that followed the traumatic
experiences of prolonged combat). In the Second World
War, combat fatigne (or ‘traumatic neurosis’) was used
to describe a similar reaction, characterised by terror,
agitation or apathy, and insomnia.

Following the Vietnam War, the syndrome was
renamed post-tratimatic stress disorder (PTSD), and first
appeared by that name in DSM-III (1980). The term
describes an anxiety disorder that occurs in response to
an extreme psychological or physical trauma outside the
range of normal hwman experience (Thompson, 1997).
Apart from war, such traumas include a physical threat
to one’s self or family, witnessing other people’s deaths,
and being involved in natural or man-made disasters.
Examples include the Hillsborough football tragedy, the
Herald of Free Enterprise cross-channel ferry disaster and
the Paddington rail disaster.

—
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Figure 44.6 197 people died when the Herald of Free Enterprise
ferry capsized off Zeebruge, Belgium, in 1987.

While Freud considered that at the root of many
Neurotic disorders is the inability to remember bad
Experiences (see Chapter 45), the opposite is true in the
tase of PTSD. As Brewin (1998) says:

The curse of perpetual reminiscence is a cardinal
feature of post-traumatic stress disorder (PTSD), in
which sufferers attempt to avoid but cannot prevent
vivid, emotionally arousing images repeatedly
intruding into their waking or sleeping minds

Box 44.3

The major characteristics of PTSD
Increased arousal: severe anxiety, irritability, insomnia,
poor concentration. There may alsa be panic attacks and
episodes of aggression.

Persistent defences of avoidance and repression:
avoidance of reminders of the events, difficulty in recalling
the events at will, detachment, inability to feel emotion
(‘numbness’), diminished interest in activities.

Intrusions: memories of the traumatic events break
through the repression as repeated, intense imagery
(‘flashbacks’) and distressing dreams. Anxiety increases
further during flashbacks and reminders of the event.
There may also be additional maladaptive coping responses,
such as excessive use of alcohol and drugs.

(based on Gelder et dl., 1999)

PTSD may occur immediately following a traumatic
experience or weeks, months and even years later. In
the Vietnam War, there were relatively few cases of shell
shock or combat fatigue, but on their return to the USA,
soldiers found it more difficult adjusting to civilian life
than did those who fought in the two world wars.

As well as the symptoms described in Box 44.3,
Vietnam veterans felt extreme guilt at having survived,
when so many of their comrades hadn’t. This is also
common among survivors of disasters, as are exaggerated
startle responses to unexpected stimuli.

Explaining PTSD

Psychological explanations

Unlike other anxiety disorders, the causes of PTSD are
largely, if not exclusively, environmental. While phobias
or OCD tend not to have common background factors,
all PTSD sufferers share the experience of having been
involved in a profoundly traumatising event.

Sufferers tend to show classically conditioned responses
to stimuli present at the time of the event (e.g. Charney
et al., 1993). But since not everyone exposed to the
mraumatic event develops PTSD, other factors must be
involved, such as individual differences in people’s appraisal
of events as stressors (see Chapter 12) and the recovery
envitonment (sach as family support and support groups).

The return of memories many years after the traumatic
event suggests that keeping busy with socially valued life
roles enables a person to avoid processing the traumatic
memories. But this prevents the memories from becoming
integrated into the individual’s world view. In conditioning
terms, thinking about the traumatic event would lead to
extinction of the responses associated with it.

ADOTOHLYdOHODASd ¥V
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Biological explanations
According to Butler (1996), PTSD can be seen as the
breakdown of the normal stress response.

Yourself

CRITICAL DISCUSSION 44. 1
Is PTSD being over-diagnosed?

According to Dobbs (2009), a wide range of experts in
psychiatry (including Spitzer and First, who oversaw DSM-II
and DSM-IV), psychology (notably McNally) and epidemiology,
are claiming that the diagnostic criteria for PTSD are faulty and
outdated; as a consequence, depression, anxiety and even
normal adjustment are routinely mistaken for PTSD.

Since the National Vietnam Veterans Readjustment Survey
(NVVRS, 1990 in Dobbs, 2009) involving more than 1000 male
Vietnam returnees, 3| per cent has become the standard
estimate of PTSD incidence. But when the figures were
reanalysed {Dohrenwend, 2006, in Dobbs, 2009), that figure
was reduced to 9 per cent and the lifetime rate to 18 per cent.

McNally, in turn, considered that Dohrenwend's figures
were too high. By including just those showing ‘clinically
significant impairment’, the rates fell further to 5.4 and 1| per
cent, respectively.

PTSD is almost unique among DSM diagnostic categories
in being defined by its (supposed) cause, namely, having
experienced a traumatic incident. However, this also makes it
uniquely problematic, because it assumes the reliability and
accuracy of the patient's memory of the incident. But research
since PTSD was first included in DSM (1980}, including that of
Loftus, has highlighted memory's unreliability and malleability
(see chapter 21). McNally (2003a) believes that ‘late-onset’
PTSD veterans may be attributing symptoms of depression,
anxiety and other subtle disorders to a memory that has been
elaborated and given new significance — or even unconsciously
fabricated.

Also, recent studies have shown that traumatic brain
injuries from bomb blasts, common among soldiers serving in
Irag, produce symptoms almost identical to those of PTSD
(Dobbs, 2009). In a] these cases of overlapping symptoms/
disorders, the concern is that individuals will be given
inappropriate treatment (McNally, 2003b).

According to Dobbs (2009):

PTSD exists ... but our cultural obsession with PTSD has
magnified and finally perhaps become the thing ftself — a
prolonged failure to contextualize and accept our own
collective aggression. It may be our own postwar neurosis.

MOOD (AFFECTIVE) DISORDERS

Manic disorder (mania)

Mania is a sense of intense euphoria or elation. A
characteristic symptom is a ‘flight of ideas’: ideas come
rushing into the person’s mind with little apparent
logical connection, and there’s a tendency to pun and
play with words. Manics have a great deal of energy
and rush around, usually achieving little and not
putting their energies to good use. They need little
sleep and may appear excessively conceited (having
‘grandiose ideas’ or delusions). They display disinhibition,
which may take the form of a vastly increased sexual
appetite (usually out of keeping with their ‘normal’
personality), or going on spending sprees and building
up large debts.

As we noted in the Introduction and overview, mania
usually occurs in conjunction with depression (bipolar
disorder). But in the rare cases in which mania occurs
alone, ‘bipolar’ is also ,used. Most patients with mania
eventually develop a depressive disorder (Gelder et al.,
1999).

Strictly, mania on its own, and mixed episodes
of both mania and depression are called ‘Bipolar 1°.
‘Bipolar 2’ refers to major depression combined with
hypomania (less extreme than full-blown mania).‘Manic-
depressive’ refers to both the unipolar and bipolar forms
of affective disorder (see figure 44.7).

Bipolar disorder is much less common than unipolar,
occurring in fewer than 10 per 1000, usually before age
50. Each episode lasts about three months (Gelder et dl.,
1999). Bipolar 1 (mixed episodes) is more common than
either Bipolar 1 (mania alone) or Bipolar 2; it affects
1 per cent of the population and usually first appears in
the twenties; it occurs equally often in men and women.

Major (unipolar) depressive disorder
(MDD)

Depression represents the complete reverse of mania.
The depressed person experiences a general slowing

Bipolar 1 disorder

frm—

plus depression = Bipolar 1 disorder > |

i
‘Manic depression’

Unipolar disorder

plus hypomania = Bipolar 2 disorder

Figure 44.7 The relationship between manic and depressivé
disorders



down and loss of energy and enthusiasm for life, MDD
may begin at any time from adolescence onwards, with
the average age of onset being the late twenties. With
treatment, each episode lasts two to three months; six
months or longer if untreated. It affects 20-30 men
per 1000, but 40-90 women per 1000. About 10 per
cent of patients eventually commit suicide (Gelder
et al., 1999).

CRITICAL DISCUSSION 44.2
Suicide and gender

While more women worldwide attempt suicide (parasuicide)

each year, more men actually die from suicide. For example, in

the western hemisphere, twice as many men complete suicide
compared with women. While this gender gap has existed for
at least 120 years, it has widened in recent times.

Until quite recently, the relationship between suicidal
behaviour and men’s gender (or masculinities) has largely been
taken for granted or marginalised. But emerging evidence
suggests that a more detailed examination of gender provides
a powerful means of explaining the gender gap. More specifically,
the construction of masculinities is believed to be one of the
most important factors influencing how men discuss,
contemplate and enact suicide. (Swami et al, 2008). (See
Chapter 36.)

In the west, men experience considerable social pressure
to aspire to dominant (hegemonic) gendered identities, such as
being independent, strong and competitive, while also denying
anxieties and Insecurities (Golombek and Fivush, 1994). If all
behaviours are an expression of gender, then perhaps ‘doing
masculinity’ puts men at higher risk for suicidal behaviours
compared with women'’s ‘doing femininity'.

Payne et al. (2008) have documented the many ways in
which the construction of masculinities impacts on men's
greater rates of completed suicide. These include:

(a) In general, men are more likely to die through the
use of violent methods, such as firearms and hanging.

Such violent methods are consistent with the ‘macho’

construction of masculinity, as is men's greater familiarity

with and ownership of shotguns and pistols, etc.; it may
also explain why women are so much more likely
to survive suicidal attempts.

(b) While most societies tend to stigmatise suicidal
behaviours, surviving a suicidal act is more fikely to be
perceived as inappropriate’ for men. ‘

() Male suicides are less likely than female to have had
contact with health services or to have been known to
psychiatric services. This reflects the fact that men are
less likely than women to consult for most conditions,
especially mental health and emotional problems: men
are supposed to deny pain, emotional sensitivity and
anxiety. Asking for help, even in the face of possible
suicide, may be viewed as feminine behaviour:

(d) Men'’s response to depression often involves social
withdrawal (including hiding symptoms from others),
unwillingness to consult health care professionals and a
denial of symptoms. Not surprisingly, alcohol and
substance misuse more often precede suicide among
men than among women.

While the widowed, divorced/separated and single have
higher suicide rates than married adults, non-married

(e

S

men are at higher risk than non-married women (see
Chapter 36).

(f) Because men experience pressure to be successful and
ambitious, being made redundant or his business going
bust is likely to have a detrimental effect on men's
well-being; they're more sensitive to negative changes in
their employment or socio-economic status than women.
(See Chapter 36.)

DSM-IV-TR criteria for major depressive

disorder (MDD)

Sad, depressed mood, most of the day, nearly every day

for two weeks or loss of interest and pleasure in usual

activities.

Plus at least four of the following:

@ Difficulties in sleeping (insomnia); not falling asleep
initially; not returning to sleep after awakening in the
middle of the night, and early morning awakenings; or, in
some patients, a desire to sleep a great deal of the time

@ Shift in activity level, becoming either lethargic
{psychomotor retardation) or agitated

® Poor appetite and weight loss, or increased appetite and
weight gain

® loss of energy, great fatigue

® Negative self-concept, self-reproach and self-blame;
feelings of worthlessness and guilt

@ Complaints or evidence of difficulty in concentrating,
such as slowed thinking and indecisiveness

@ Recurrent thoughts of death or suicide.

Explaining depression

All the major theoretical approaches have attempted
to explain depression. Probably the most influential of
these — both currently and in recent years — has been
the cognitive model, especially Beck’s (1963) cognitive
triad of depression. Because his form of cognitive-
behaviour therapy (CBT) is mainly intended to treat
depression, this — and other cognitive explanations — will
be discussed in Chapter 45.

Neurochemical explanations

According to the monoamine oxidase hypothesis (MAOH), a
depletion of serotonin, noradrenaline and/or dopamine
underlies the melancholic symptoms of depression. High
levels induce mania. Serotonin (5-HT), norepinephrine
{(noradrenaline) and dopamine ate collectively known
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Figure 44.8 Winston Churchill (1874—1965), famous British
Prime Minister — and depressive

as monoamine oxidase (MAQ) transmitters. By far the

greatest number of studies on these have involved

5-HT (Claridge and Davis, 2003).

The supporting evidence is based largely on working
backwards from what’s known about the mechanisms of
drugs that either induce or reduce depressive symptoms.

It was discovered in the mid-1950s that depression was
a common side effect of one of the first effective drugs for
treating high blood pressure, reserpine, which was known to
reduce the levels of brain 5-HIAA (a chemical produced
when 5-HT is broken down). Also in the 1950s, tricyclics
and monoamine oxidase inhibitors (MAOIs) were found to
be effective in relieving depression (see Chapter 45):

e Tricyclics prevent some of the reuptake of both
noradrenaline and serotonin; this leaves more of the
transmitter in the synaptic gap, making transmission
of the next nerve impulse easier (see Chapter 4).

e The newest antidepressants are called serotonin reuptake
inhibitors (SRIs) because they act more selectively on
serotonin (this is why they’re sometimes called SSRIs —
specific serotonin reuptake inhibitors). They raise levels
of serotonin (5-HT) and have a well-established
antidepressant effect; examples are fluoxetine (most
familiarly marketed as Prozac). Because SSRIs are
effective in treating MDD, a stronger link has been
established between low levels of 5-HT and depression
(Davison and Neale, 2001; Gelder et al., 1999).

e MAOIs prevent the enzyme MAO from breaking
down the neurotransmitters, increasing the levels of
both 5-HT and noradrenaline in the brain. Like the
tricyclics, this compensates for the abnormally low
levels of these neurotransmitters in depressed people.

inadequacies of LHT. For example, many

An evaluation of the MAOH

e The MAOH is the longest-standing and most persistent
biological theory of depression (Claridge and Davis,
2003).

o It's known that all the main antidepressants have
an immediate effect on the levels of 5-HT and
noradrenaline in the brain. But it sometimes takes up
to 7-14 days for them to have any noticeable effect
on patients’ symptoms; by the time the drugs begin
to ‘work’, the neurotransmitter levels have returned
to their previous state. So a simple increase in
neurotransmitter levels isn’t a sufficient explanation
for why the drugs alleviate depression (Davison and
Neale, 2001).

® An indirect way of testing the role of 5-HT s
to measure concentrations of a particular
metabolite (a by-product of the breakdown of the
neurotransmitters, found in urine, blood serum and
cerebrospinal fluid/CSF). These are found to be lower
in patients with depression, especially in those who
commit violent suicide (Claridge and Davis, 2003).
However, this could be the result of many different
kinds of biochemical abnormality. Also, the lower
concentrations probably aren’t a direct indication
of levels of either 5-HT or noradrenaline in the
brain. Metabolites measured this way could reflect
neurotransmitters anywhere in the body (Davison
and Neale, 2001).

e A more direct test comes from experimental depletion
studies: when normal participants are given drugs that
reduce levels of 5-HT and noradrenaline in the brain,
these people don’t usually experience depressive
symptoms (Claridge and Davis, 2003). Nor do
the symptoms of unmedicated depressed patients
become worse (Delgado, 2000).

Learned helplessness theory (LHT)
Strictly, learned helplessness theory (LHT) is the original
of three related cognitive theories of depression. (Only
two will be discussed here)) The basic premise of
LHT is that depression in humans is a form of learned
helplessness (LH) (Seligman, 1974: see Key Study 114
pages 168-9). On the basis of these observations,
Seligman proposed that animals acquire a sense of
helplessness when confronted with uncontrollable
aversive stimulation. Later, this sense of helplessness
impairs their performance in stressful situations th?_-t
can be controlled. They seem to lose the ability .ant_:l':
motivation to respond effectively to painful stimulaciof:
By extension, LH could provide an explanatioft
for at least certain forms of depression in humﬂﬂ{'ri
Seligman believed that, like his dogs, many L‘lf-‘Pf:sﬂsﬁa_,
people appear passive in the face of stress; they 1 70
initiate actions that might allow them to cope. Al_so,_an_:_
depressed people, Seligman’s dogs lost their app&[ltZlin: o
lost weight, and showed reduced levels of nonldjl":; eral

By 1978, research with humans began to fﬁ"‘éeprﬁ_ ssed




people blame themselves for their failures, but this is
incompatible with the claim that they see themselves as
helpless. Also, the experience of being unable to control
the outcome of one particular sitnation (helplessness)
doesn'’t necessarily lead to clinical depression in most
people. These and other findings suggest very strongly
that LH cannot tell the whole story. LHT was revised
by Abramson, Seligman and Teasdale in 1978. The
major change they proposed was in terms of attribution
theory principles.

People diagnosed as clinically depressed are more likely to
show this pattern when given, for example, the Attributional
Style Questionnaire (ASQ) (Seligman et dl., 1979). Equally
important, the person who's prone to depression may also
display the DAS. It's believed to play a mediating role
between negative life events and adverse physical and
mental health outcomes.When such depression-prone
people experience stressors, they’re more likely to develop
the symptoms of depression, and their self-esteem is
shattered (Peterson and Seligman, 1984).

An evaluation of the attributional theory

of depression !

e This is clearly an improvement on LHT, because it
adds in the missing cognitive factors. The concept of

ADOTOHLYdOHOASd ‘v

: attributional style represents a diathesis, a predisposition

Box 44.5 - e
OX 4. to develop a particular mental disorder under stressful
The attributional theory of depression conditions (see the discussion of schizophrenia below,
(Abramson et al., 1978) page 716). A key assumption 1s that the DAS is a

persistent part of the make-up of the depressed
person: as a diathesis, it must be ‘in place’ before the
person experiences some stressor, But Hamilton and
Abramson (1983) showed that it disappears following
a depressive episode.

® Seligman et al. (1979) gave their ASQ to college
students, As predicted by the theory, mildly depressed
students more often attributed their failures to personal
(internal), global and stable inadequacies than did
non-~depressed students.

e While some research has been conducted with clinical
populations (people actually diagnosed as having a
depressive disorder) (such as Abramson ef al., 1978),
many studies have involved college students selected
on the basis of the Beck Depression Inventory (BDI), or
have simply tried to predict increases in BDI scores.
But the BDI wasn'’t designed to diagnose depression,
only toassessitsseverity amongthose already diagnosed.
People selected on the basis of raised BDI scores aren’t
comparable to those with clinical depression. For
example, high scorers have been found to score much

: lower when retested two to three weeks later. Also, the

e O, R finding that the ASQ can predict BDI scores doesn’t

When we experience failure, for example, we try to explain
it (just as we try to account for our successes); this is
perfectly ‘normal’.What's associated with depression is a
particular attributional style — that is, a tendency to make
particular kinds of causal inferences, rather than others.
The depressed attributional style (DAS) is based on three
key dimensions, namely, focus (whether the cause is internal
or external, to do with the actor him/herself or some aspect
of the situation), stability (whether the cause is stable or
unstable, a permanent feature of the actor or something
transient), and global or specific (whether the cause relates
to the ‘whole’ person or just some particular feature or
characteristic). The depressed person believes that his/her
failure:
(@) Is caused by internal factors ('I'm stupid’)
(b) Reflects stable, long-term, relatively permanent
factors (‘I never do well on tests or exams’)
{c) Reflects a global, pervasive deficiency — that is, failure
applies to all or most aspects of histher life ('l get
everything wrong’),

Extemal il necessarily mean that it can predict the onset of actual
Unstable Stable clinical depression.
Depressed Specific Global e A problem faced by most cognitive explanations
of psychopathology is accounting for where the
DAS comes from in the first place. It’s thought to
Internal Extemal stem from childhood experiences, but there’s little
Non-depressed Stable Unstable empirical support for this claim. However, Rose et al.
Global | Specific (1994) found that DAS is related to sexual abuse in
childhood, as well as to parental overprotectiveness,

i harsh discipline and perfectionistic standards.
'Bure 44.9 Actributional styles for success and failure in

v -morbidity of d i
:dEPressed beople (based on Abranison et dly 1578; e We've already noted the co-morbidity of depression

bramson and Martin, 1981) and anxiety. We need to be sure that the theories are
: truly about depression, rather than about negative 709




INDIVIDUAL DIFFERENCES

~
o

affect in general. DAS seems to be related to anxiety
and general distress, as well as depression.

e Despite these problems, attributional theories have
clearly stimulated a great deal of research and
theorising about depression; this is likely to continue
for many years to come (Davison and Neale, 2001;
Davison et al., 2004).

Culture and depression

While there are an estimated 340 million people
worldwide affected by depressive disorders (making
it the most common of all mental disorders: Lyddy,
2000), Price and Crapo (1999) point out that various
researchers have denied the presence of native concepts
of depression among groups as diverse as the Nigerians,
Chinese, Canadian Inuit, Japanese, Malaysians and the
Hopi Native Americans. Price and Crapo (1999) ask:

If depression, as currently defined in Western
culture and psychiatric diagnosis, is not found
in non-Western cultures, how do we know that
‘depression’ is not merely a Western folk concept,
analogous to other culture-specific conditions
such as koro, kayak-angst, amok or susto?

CRITICAL DISCUSSION 44.3
The social construction of
happiness and sadness

According to Moghaddam (2002):

depression, as it is medically recognized and treated in
Western societies, is fundamentally a social construction.
This is not to say that people in other historical eras
and in other societies have not experienced the same
biological processes as do depressed people in Western
societies today, but that the meanings and implications
of experiences arising from such processes have been
different in major ways

For example, in modern western societies, especially the USA,
greater and greater emphasis is being placed on presenting the
self in a positive, happy way ('m doin' great). But while this
might be normative in the USA, it wouldn't be in most eastern
cultures, and someone displaying such a style would be regarded
negatively.

Conversely, even in western culture, 'negative’ emotions
(sadness, melancholy, depression) haven't always been shunned.
They're a normal part of life and should be valued as an essential
feature of human experience. The ‘cult of melancholy' during the
mid-eighteenth to late nineteenth centuries was reflected in
poetry and is still prominent in Farsi-speaking countries. For
example, among Shiite Muslims (the religion of over 96 per cent

of Iranians and 45 per cent of Iraqis), several important religious
ceremonies involve participants weeping and wailing, self.
flagellating, and expressing — and experiencing — misery.

Figure 44.10 A flagellating Shiite Muslim

The feelings of guilt and self-blame, loneliness and anxiety
commonly reported by depressed people in western societies
don't seem to be part of people’s experience in non-western
societies. The latter typically look outside themselves, and refer
to the rain, seasons, fate and various other external phenomena
to explain their experiences (Moghaddam, 2002).

SCHIZOPHRENIA

As we noted in the Introduction and overview, what we noWw
call schizophrenia was originally called dementia praecox
(‘senility of youth’) by Kraepelin (1896). KIzlcpﬁhﬂ
believed that the typical symptoms (namely, delusions,
hallucinations, attention deficits and bizarre MO0
activity) were due to a form of mental deterioration
that began in adolescence. But Bleuler (1911) observe:
that many patients displaying these symptoms didnt
go on deteriorating, and that illness often begant mdes
later than adolescence. Consequently, he introduces
the term ‘schizophrenia’ instead (literally ‘sphit m};e
or ‘divided self’), to describe an illness in whi¢ '
personality loses its unity’.




According to Clare (1976), the diagnosis of Table 44.2 Major symptoms of schizophrenia (based on Sjater

schizophrenia in the UK relies greatly on Schneider’s 3nd Roth, 1969) ﬁ
(1959) first-rank symptoms (FRSs). Thought process disorder: the inability to keep to the point, =J
Table 44.1 Schneider’s (1959) first-rank symptoms of being easily distracted/sidetracked. In clang associations (e.g 'big, LQ
schizophrenia ) 'pig, twig'), words are ‘thrown together' based on their sound '®
- i rather than their meaning; this produces an apparently T
Passivity experiences and thought disturbances: thought incoherent jumble of words (‘word salad’). Also the inability to O
insertion (thoughts are inserted into one's mind from outside and finish a sentence, sometimes stopping in the middle of a word -
are under external influence), thought withdrawal (thoughts are (thought blocking), inventing new words (neologisms) and >
removed from one's mind and are externally controlled) and interpreting language (e.g. proverbs) literally. =
thought broadcasting (thoughts are broadcast to/otherwise made e
known to others). External forces may include Martians, the Disturbance of affect: events/situations don't elicit their usual O
communists and the government. emational response (blunting); there’s 2 more pervasive, 5
‘ generalised absence of emotional expression (as in minimal
Auditory hallucinations (in thé‘-ﬁh‘i}t_‘,‘d person): hallucinatory inflection in speech, and lack of normal variation in facial/bodily Q
voices are heard discussing one’s thoughts or beha‘viour as they movements used to convey feelings: flattening of affect); loss of
oceur (a kind of running commentary), arguing about oneself (or appropriate emactional responses (e.g. laughing/getting angry for
using one’'s name) or repeating one’s thoughts out loud/anticipating no apparent reason, changing mood very suddenly, giggling when
one’s thoughts. They're often accusatory, obscene and derogatory, given some bad news: incongruity of affect).
and may order the patient to commit extreme acts of violence.
They're experienced as alien or under the influence of some Psychomotor disorders: muscles in a state of semi-rigidity
external source, and also in the light of concurrent delusions (e.g (catalepsy), grimacing of facial muscles, limb twitching,
the voice of God or the devil: see below). The hallucinations of stereotyped behaviours (such as constant pacing up and down)
patients with organic psychoses are predopminantly visual. or assuming a fixed position for long pericds of fime, even

several years in extreme cases (cotatonic stupor).
Primary delusions: false beliefs (incompatible with reality,

usually of persecution or grandeur) held with extraordinary Lack of volition: inability to make decisions or carry out a
conviction, impervious 1o other experiences or compelling particular action, loss of willpower or drive, loss of interest in
counter-argument/contradictory evidence.The patient may be so what's going on and affection for friends/family.

convinced of their truth that they act on the strength of their

belief, even if this involves murder and rape (as in the case of

Peter Sutcliffe, the ‘Yorkshire Ripper’), So who's right — Schneider or Slater and Roth!?
- According to Claridge and Davis (2003), ‘first-rank

Schneider’s FRSs are subjective experiences, which can ~ Symptoms’ imply that:
only be inferred on the basis of the patients verbal
report. Slater and Roth (1969) regard hallucinations as
the least important of all the major symptoms, because
they aren’t exclusive to schizophrenia (this is also true
of delusions: see below). Slater and Roth identify four
additional symptoms, which are directly observable from
the patient’s behaviour.

certain experiences of people clinically labelled
‘schizophrenic’ are so bizarre, incomprehensible,
and distant from the normal that we are surely
convinced that these must be central to the disorder.

In otherwords, FR.Ss seem to describe the ‘fundamental’,
core features of schizophrenia. But like Slater and
Roth, Bleuler regarded hallucinations and delusions as
accessory (secondary) symptoms — theyre psychological
consequences of a more primary, physical process that
constitutes the real core. Claridge and Davis believe that
the DSM and ICD criteria for diagnosing schizophrenia
are a confused mix of these views — although there’s a
bias towards FRSs. This bias 1s understandable, since:

Reporting that aliens in outer space are responsible
for the thoughts in your head certainly seems
more crazy than bemusing your neighbours with

your stream of consciousness style of conversation!
(Claridge and Davis, 2003)

But, unlike most diagnostic categories, there’s no essential

Figure 44.11 Russell Crowe as John Forbes Nash, : -
Mathematical genius who develops schizophrenia, in A Beautiful symptom that must be present for a diagnosis of

Mind (2001) schizophrenia to be made (Davison and Neale, 2001).
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Positive and negative symptoms

Most of Schneider’s FRSs are what are known as
positive symptoms  (or Type I), that is, excesses or
distortions, the presence of active symptomatology. They're
what define, for the most part, an acute episode, and
are occurrences beyond normal experience (Javitt
and Coyle, 2004). Typically, patients have several acute
episodes, between which are less severe but still very
debilitating symptoms.

Most of Slater and Roth’s symptoms are negative
(Type II) symptoms. They consist of behavioural deficits,
lack of or poverty of behaviour. These symptoms tend to
endure beyond the acute episodes, and have a profound
effect on patients’ lives. The presence of several negative
symptoms is a strong predictor of a poor quality of life
two years after leaving hospital (Davison ¢t al., 2004).

A third group of symptoms (disorganised or cognitive)
refer to difficulty in maintaining a logical, coherent flow
of information, maintaining attention and thinking on
an abstract level, and bizarre behaviour (Davison ¢t al.,
2004; Javitt and Coyle, 2004).

Major symptoms
(Slater & Roth, 1969)

First rank symptoms
(Schneider, 1959)

/m Passivity experiences | mThought process
and thought disturbances disorder
m Auditory hallucinations ‘m Disturbance of affect
it B0 e '® Psychomotor disorder
‘| Primary delusions ‘m Lack of volition
Subjective Mostly positive Mostly negative Directly
experiences  (Type I) symptoms  (Type ll) symptoms  observable
of patient  (presence of active (lack/poverty of  from patient’s
symptomatology) behaviour) behaviour

Figure 44.12 Summary of different attempts to define the
major characteristics of schizophrenia

The distinction between positive and negative symptoms
is very important in relation to research into the causes
of schizophrenia (see below). According to Claridge and
Davis (2003), currently the most widely quoted research
classification is based on this distinction. But despite its
popularity, they believe there are several problems with
the distinction.

Varieties of schizophrenia

DSM-IV-TR distinguishes three types of schizophrenia
(as initially proposed by Kraepelin). These are disorganised,
catatonic and paranoid. These are described in Table 44.3.
Other types that have been identified include simple and
undifferentiated.

Table 44.3 The three types of schizophrenia as identified by
DSM-IV-TR

Disorganised schizophrenia

@ This is probably the nearest thing to many people’s idea
about what a'mad’ or ‘crazy’ person is like (see text above),
It's what Kraepelin called hebephrenic.

It's normally diagnosed only in adolescents and young aduilts,

® Mood is shallow and inappropriate. Thought is disorganised
and speech is incoherent. This makes it difficult for the
listener to follow. Delusions and hallucinations are fleeting
and fragmentary, and behaviour is irresponsible,
unpredictable, silly or mischievous, childish or bizarre. The
person may sometimes become violent (if, for example,
s/he's approached while hallucinating).

® The person may become incontinent, and tends to ignore
personal appearance and hygiene.

Catatonic schizophrenia

® The patient may alternate between extremes such as (a)
hyperkinesis (hyperactivity) and stupor (a marked reduction of
spontaneous movements and activity); or (b) automatic
obedience (‘command automatism') and negativism (apparently
motiveless resistance to all instructions/attempts to be
moved or doing the opposite of what's asked).

® There may be episodes of apparently purposeless motor
activity combined with a dreamlike (oneroid) state with vivid
scenic hallucinations.

@ Other characteristics are mutism, posturing (the voluntary
assumption of inappropriate and bizarre postures) and v.axy
flexibility (maintenance of the limbs and body in externally
imposed positions).

® Onset may be more sudden than with other types, but the
patient is likely to have shown previous apathy and
withdrawal from reality.

Paranoid schizophrenia

® This is dominated by relatively stable, often paranoid delusions
(although delusions of grandeur are also quite common).
These may be accompanied by vivid auditory hallucinations.

® Also common are ideas of reference: the patient incorporates
unimportant events within a delusional framework, and
reads personal significance into other people’s trivial actions.
For example, they might think that overheard fragments ofa
conversation, or something on TV or in a magazine, are
about them.

@ Paranoid schizophrenics also tend to be agitated, al‘gumentative'
angry and sometimes violent, but in other respects, the

personality is better preserved than in the other kinds. The

i 3 . o ah
person remains emotionally responsive, and s/he Is MOTe alert

and verbal than other types. Although their language is filed
with references to delusions, it isn't disorganised.

. , - -enics
® It's the most homogeneous type, that is, paranoid schizophren'c

are more alike than those in other categories. _

(based on Gelder et al, 1999; Davison and Neale, 2001)



Simple schizophrenia

This often appears during late adolescence and has a slow,
gradual onset. The main symptoms are gradual social
withdrawal and difficulty in making friends, aimlessness
and idleness, blunting of aftect, loss of volition and drive,
and a decline in academic or occupational performance.
Such people may become drifters or tramps, and are
often regarded by others as idle and ‘layabouts’. There
are no major. psychotic symptoms as in the other types.
Only ICD actually distinguishes this type, which is still
used in some countries.

Undifferentiated (atypical)

This category is meant to accommodate patients whose
psychotic conditions meet the general diagnostic
criteria for schizophrenia, but don’t conform to any of
the subtypes (due to cither insufficient or overlapping
symptoms). ‘Residual’is used when the patient no longer
meets the full criteria but still shows some signs of
illness. This is a ‘supplementary’ type used in DSM.

Are the subtypes really different?

With the possible exception of paranoid schizophrenia,
psychiatrists find it very difficult to tell these ‘subtypes’
apart. Some patients present symptoms of one subgroup
at one time, then those of another subgroup later
(Gelder et al., 1999). Assigning someone to a particular
subtype provides very little information that helps
either in treatment or in predicting the outcome of
the illness (poor predictive validity: Davison and Neale,
2001).

Also, catatonic symptoms are much less common
now than they were 50 years ago, possibly due to the
effectiveness of drug therapy in treating bizarre motor
processes. Alternatively, the apparently high prevalence
of catatonic schizophrenia during the carly twentieth
century may have been due to misdiagnosis (Boyle,
1991). There are similarities between it and cucephalitis
lethargica (sleeping sickness) and many cases of the latter
may have been diagnosed as catatonic schizophrenia.

Theories of schizophrenia

The biochemical theory of schizophrenia
According to the dopamine hypothesis (DH), the direct
Cause of schizophrenic symptoms 15 an excess of the
heurotransmitter dopamine. The evidence for this
hypothesis comes from three main sources:

¢ Post-mortems on schizophrenics show unusually
high levels of dopamine, especially in the limbic
system (Iversen, 1979).

Anti-schizophrenic drugs (such as chlorpromazine)
are thought to work by binding to dopamine receptor
sites, that is, they inhibit the ability of the dopamine
(D2) receptors to respond to dopamine, thus reducing
dopamine activity (see Chapter 45). These drugs
Produce side effects similar to the symptoms of
Parkinson’s disease, which is known to be caused by
low levels of dopamine in particular nerve tracts.

e High doses of L-dopa (used in the treatment
of Parkinson’ disease) can sometimes produce
symptoms very similar to the psychomotor disorders
seen in certain types of schizophrenia. High doses
of amphetamines induce amphetamine psychosis (AP),
which closely resembles paranoid schizophrenia
and can exacerbate the symptoms of a patient with
schizophrenia (sce Chapter 8). Both these drugs
are believed to increase the activity of dopamine;
dopamine-containing neurons are concentrated
in the basal ganglia and frontal cortex, which
are concerned with the initiation and control of
movement. Degeneration of the dopamine system
produces Parkinson’s disease (see Chapter 4).

Figure 44.13 Robin Williams (left) in a scene from Awakenings
{based on the book by Oliver Sacks). Patients with sleeping
sickness (as portrayed in the film) have often been misdiagnosed
with catatonic schizophrenia.

An evaluation of the DH

e Overall, the evidence 1s inconclusive (Lavender, 2000).
For example, there’s no consistent difference in
dopamine levels between drug-free schizophrenics
and non-schizophrenics, nor is there any evidence of
higher levels of other metabolites indicating greater
dopamine activity (Jackson, 1986). Even if such
evidence did exist, this could just as easily be an effect
of schizophrenia as its cause. Even if dopamine were
found to be a causative factor, this might only be
indirect (for example, abnormal family circumstances
give rise to high levels of dopamine, which, in turn,
trigger the symptoms (Lloyd et al., 1984).

e [t unlikely that any problems with dopamine
production/receptivity will prove to be the basic
biochemical abnormality underlying all forms of
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schizophrenia — although it may play a crucial role in
some forms (Jackson, 1990). According to Lavender
(2000):

if schizophrenia is not a clearly identifiable syndrome
but an umbrella term covering a range of symptoms
with unclear onset, course, and outcome, then it is
obvious that much of the work investigating a specific
biological basis will inevitably be inconclusive. So
far, this appears to be the case.

As Bentall (1990) argues, perhaps the time has come
to concentrate on specific symptoms, before trying
to find the biochemical cause(s). (See discussion of
the cognitive approach below.)

The dopamine hypothesis cannot be a complete
explanation. For example, it takes several weeks for
antipsychotics gradually to reduce positive symptoms,
even though they begin blocking D2 receptors very
quickly (Davis, 1978). Their eventual therapeutic
effect may be due to the effect this blockade has on
other brain areas and neurotransmitter systems (Cohen
et al., 1997).

Antipsychotics seem to be effective in controlling
positive symptoms, and where symptoms come on
dramatically. But for patients whose symptoms appear
gradually, and in whom negative or disorganised
(cognitive) symptoms predominate, they’re much less
effective. The latter may stem from reduced dopamine
levels in certain parts of the brain (such as the frontal !
lobes) and increased levels in others (such as the
limbic system) (Javitt and Coyle, 2004).

Newer anti-schizophrenic drugs implicate serotonin.
Serotoninergic neurons are known to regulate
dopaminergic neurons in the mesolimbic pathway
(MLP: see Figure 44.14). The therapeutic effects of
antipsychotic drugs on the positive symptoms occur
by blocking D2 receptors there. The mesocortical
pathway (MCP) begins in the same brain region as
the MLP, but projects to the prefrontal cortex (PFC).
So, dopamine may be just one piece in a much more
complex jigsaw (Davison and Neale, 2001; Javitt and
Coyle, 2004).

Focus has shifted recently to deficiencies in glutamate,
a neurotransmitter found in almost every part of
the human brain. It’s known that angel dust (PCP,
or phencyclidine) induces symptoms that resemble
the full range of schizophrenic symptoms (see
Chapter 8). At the molecular level, PCP impairs
the function of the brain signalling systems that
rely on glutamate, the brain’s major excitatory
neurotransmitter (see Chapter 4). More specifically,
it blocks the action of a form of glutamate receptor
called the NMDA receptor, which plays a crucial role
in brain development, learning, memory and neural
processing in general. It also plays a role in regulating
dopamine. Blocking NMDA receptors produces
the same disturbances of dopamine functioning as

Cingulate gyrus

Mesocortical

Prefrontal
cortex

Ventral
tegmental
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pathway Hippocampus
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Figure 44.14 The brain and schizophrenia

typically occur in schizophrenia. So, NMDA receptor
dysfunction, by itself, can account for both negative
and disorganised symptoms, and the dopamine
abnormalities at the root of positive symptoms (Javitt
and Coyle, 2004).

The genetic theory of schizophrenia

The nature and nurture of schizophrenia

Perhaps the most reasonable conclusion is that there’s
converging evidence, from multiple sources, implicating
genetic factors in the aetiology of schizophrenia. Its
heritability seems to be comparable to that of any medical
condition known to have a major genetic component,
such as diabetes, hypertension, coronary artery disease
and breast cancer (Lilienfeld, 1995). According to
Claridge and Davis (2003):

the contribution of genetic influences is one of
the few factual certainties about schizophrenia.
Even in the absence of the discovery of specific
genes, this is clear from kinship data

However, the precise mode of inheritance reains
controversial (Frith and Cahill, 1995; Lilienfeld, 1 ‘)9_5);
The most popular current view is the ‘multifactorial
(polygenic) model: a number of genes are involved th':lf
determine a predisposition, which then requires envi=
ronmental factors to trigger the symptoms of the illness:
This is referred to as a diathesis (i.e. predisposinon)’
stress wmodel.

Zubin and Spring (1977), for example, claim that
what we probably inherit is a degree of pulnerability t©
exhibiting schizophrenic symptoms. Whether or not
we do depends on environmental stresses that may includ®
viral infections during pregnancy (especially influenz o
severe malnourishment during pregnancy, birth i) UEy

or difficult birth, being born in winter, a5 W¢



‘critical life events’ (see Chapter 12). So, any inherited
factors don't guarantee that the vulnerable individual
will actually become schizophrenie. Just as Claridge
and Davis are certain that genetic factors are involved,
theyre equally certain that the genetic data tell us that
environmental factors must also be important.

Tienari (1991) examined the rate of schizophrenia
in Finnish people who'd been adopted and whose
biological mothers were schizophrenic. As predicted,
having a biological mother with schizophrenia increased
the rate of schizophrenia in the adoptees, even if they
were adopted by non-schizophrenic families. But the
schizophrenic gene revealed itself only if the adoptive
family was psychologically disturbed in some way. So
even vulnerable individuals could be protected from
schizophrenia if their family of rearing was healthy.

According to Claridge and Davis (2003), individual
studies have reported concordance rates for MZs
ranging from 0 to 90 per cent. Yet 50 per cent is often
quoted. Heritabilities do vary in proportion to the
judged severity among the cases sampled (Gottesman
and Shields, 1982). More intriguing — and rather
puzzling — is a finding relating to the same sets of twins
diagnosed on two separate occasions:.once according to
FRSs, then again using broader criteria. On the broader
criteria, the concordance rate for MZs was 50 per cent,
but on FRSs, it was zero! (Farmer ef al., 1987; McGufhn
¢t al., 1987.) According to Claridge and Davis (2003):

This tends to suggest that, despite their
convincingly ‘psychotic’ appearance, first rank
symptoms do not tap directly into whatever is
inherited in schizophrenia; instead they may
indeed be secondary claborations of some more
fundamental (inherited) cognitive processes, along
the lines visualized by Bleuler.

According to Joseph (2003), it’s far easier to say that
some people have a genetic predisposition than to
create a society where children dont grow up in
seriously disturbed families. As Joseph (2003) says:

Genetic theories in psychiatry tend to blame the
victim and let society off the hook, and in this way
help support the status quo ... as ... Lewontin
once observed, the question revolves around
whether we see an individual as a problem for
society, or society as a problem for the individual.

Laing and existential psychiatry

During the 19505 and 1960s one group of British
Psychiatrists — Laing, Cooper and Esterson — saw
Soclety as a problem for the individual. They were
Upited in their rejection of the medical model of mental
Sorder and, like Szasz, they denied the existence of
Schichhrenia as a disease entity; instead, they saw it as a
Metaphor for dealing with people whose behaviour and~

Figure 44.15 R.D. Laing (1927-89)

experience fail to conform to the dominant model of

social reality. They thus spearheaded the antipsychiatry

movement (Graham, 1986).

Heather (1976) identifies three major landmarks in
the development of Laing’s thought, corresponding to
the publication of three major books.

e In The Divided Self (1959), Laing tried to make
sense of schizophrenia by ‘getting inside the head’
of a schizophrenic, trying to see the world as the
schizophrenic sees it (the psychoanalytic model). This
existentialist analysis retained the categories of classic
psychiatry, but proceeded from the assumption that
what the schizophrenic says and does are intelligible
if vou listen carefully enough. Laing found a spht in
the schizophrenic’s relationship with the world and
with the self: s/he experiences an intense form of
ontological insecurity, making everyday events a threat
to his/her very existence.

e In Self and Others (1961), Laing proposed the family
interaction model. Schizophrenia can only be understood
as something that takes place between people (not inside
them). To understand individuals, we must study
interactions between individuals, and this is the subject
matter of social phentomenology (see Chapter 22).

The family interaction model was consistent with

research in America, especially that of Bateson et al.

(1956), which showed that schizophrenia arises within

families that use ‘pathological’ forms of communication,

in particular, contradictory messages (double-binds).

For example, a mother induces her son to give her

a hug, but when he does she tells him ‘not to be

such a baby’. Laing and Esterson (1964) presented

11 family case histories (in all of which one member

becomes a diagnosed schizophrenic), in order to make

schizophrenia intelligible in the context of what
happens within the patient’s family and, in so doing, to
undermine further the disease model of schizophrenia.
® In The Politics of Experience (1967), two new models
were presented. The conspiratorial model maintains that
schizophrenia is a label, a form of violence perpetrated
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by some people against others. The family, GP and

psychiatrists conspire against schizophrenics in order

to preserve their definition of reality (the status

quo). They treat schizophrenics as if they were sick,

imprisoning them in mental hospitals, where they’re

degraded and invalidated as human beings.
According to the psychedelic model, the schizophrenic is an
exceptionally eloquent critic of society, and schizophrenia
is ‘itself a natural way of healing our own appalling state
of alienation called normality’. Schizophrenia is seen as
a voyage into ‘inner space’, a ‘matural healing process’.
Unfortunately, the ‘natural sequence’ of schizophrenia is
very rarely allowed to occur because, says Laing, we're
too busy treating the patient.

A cognitive approach: schizophrenia as
psychological processes that go wrong -

Bentall (2007) cites research into the psychological
processes involved in psychotic disorders (‘symptoms’),
suggesting a very different view of schizophrenia itself.

In relation to auditory-verbal hallucinations, some
researchers have attempted to directly measure source
monitoring (the capacity to distinguish between self-
generated thoughts and externally presented stimuli).
One idea is that hallucinating patients have dysfunctional
metacognitive beliefs (beliefs about their own mental
processes) that lead them to make self-defeating efforts
to control their thoughts; this makes the thoughts seem
unintended — and, therefore, alien.

A second proposal is that source monitoring errors
reflect a general failure to monitor one’s own intentional
states, as demonstrated by voice-hearing psychotic
patients’ greater ability to tickle themselves compared with
non-psychotic controls (Blakemore et al., 2001, in Bentall,
2007). More direct evidence supporting this hypothesis
comes from a series of electrophysiological studies
which show that hallucinating patients don’t display the
same dampening in the auditory perception areas of the
temporal lobe seen during talking and inner speech (Ford and
Mathlon, 2004, in Bentall, 2007 see Chapters 4 and 5).

Patients with delusions seem to perform normally on
conventional measures of reasoning (Bentall and Young,
1996; Corcoran et al., 2006, both in Bentall, 2007). The
psychological abnormality that has been most reliably
linked to delusional thinking is a tendency to ‘jump to
conclusions’ when reasoning about probabilities: they
request less information before reaching a decision
compared with non-delusional controls. Deficits in theory
of mind (ToM) skills have been specifically implicated in
persecutory delusions (see Chapter 40).

Bentall (2003) argues that once these positive
symptoms (‘madness’) have been adequately explained,
there’ll be no schizophrenia left behind to be explained.

EATING DISORDERS

In the past 30 years, eating disorders (EDs) have
become widespread in western industrialised societies.

- Ty

This may be related to the over-abundance of food,
but it’s likely to be influenced by societal norms thyy
link attractiveness to being thin (APA, 1994). Indeed,
the popular and scientific assumption is that the
preoccupation with thinness and dieting rampant ip
western societies is a direct cause of eating disorders
However, according to Fedoroff and McFarlane (1998)

it is well established that eating disorders are
multidetermined and that culture is only one of
many factors that contribute to the development
of eating disorders

Furthermore:

cultural factors can only be understood as they
Interact with the psychology and biology of the
vulnerable individual ... a culture cannot cause a
disorder

According to the dimensional view, the full-blown
ED is the end point along a continuum that begins
with normal dieting, advances to excessive concern
about weight and the emergence of some clinical
symptoms, and finally a severe, pathological illness, In
recent years, this viewpoint has become more popular —
even in mainstream psychiatry. So, its widely agreed
that the EDs are most appropriately regarded as a
‘spectrum of pathology’, rather than discrete disease
entities. Although we continue to use DSM diagnostic
criteria and terminology for convenience, in practice,
assessment typically reflects the dimensional view, and
patients with milder forms are treated alongside more
serious cases (Claridge and Davis, 2003).

Anorexia nervosa

Anorexia nervosa (AN) (literally, ‘nervous lack of appetite’)
usually begins in adolescence (16—17), after the patient
(90-95 per cent of whom are female) has become over-
concerned about ‘puppy fat’ and has begun to diet. This
dieting often masquerades as ‘vegetarianism’ (Lipsedge,
1997) and progresses to a relentless attempt to achieve
what is in fact an abnormally low body weight. AN
affects 0.5-1 per cent of adolescent and young adult
women (Claridge and Davis, 2003). Up to one—th.ird
also describe episodes of uncontrollable overeating
(binge-eating/bulimia nervosa: see below). There's also
evidence of an increase in cases of AN among males
(Seligmann et al., 1994). Where the age of onset is g—14,
about 25 per cent are boys (Frude, 1998).

The restricting type is what we most comIInOr,ﬂy
associate with AN. Both the quantitative and qualit2tiv®
value of food eaten is systematically reduced over HIHE
producing an escalating state of malnutrition and 105
of energy. But, as Claridge and Davis (2003) obser¥e
the binge eating/purging type sounds more
bulimia nervosa (BN) than it does the restricting tYP® .ﬂc'l
AN. So, the DSM classification seems quite arbitrary: e




DSM-IV-TR criteria for anorexia nervosa

@ Refusal to maintain body weight at or abave a minimally
normal weight for age and height (e.g. weight loss leading
to maintenance of body weight less than 85 per cent of
that expected; or failure to make expected weight gain
during periods of growth, leading to body weight less
than 85 per cent of that expected).

® Intense fear of gaining weight or becoming fat, even
though underweight.

@ Disturbance inithe way in which one's body weight or
shape is experienced, undue influence of body shape and
weight on self-evaluation, or denial of the seriousness of
current low body weight,

@ In post-menarchal females, amenorrhoes, i.e. the absence
of at least three consecutive menstrual cycles. (A waman
is considered to have amenorrhoea if her periods oceur
only following hormone, e.g, cestrogen administration.)

Specific types

® Restricting type: During the episode of anorexia nervosa,
the person does not regularly engage in binge eating or
purging behaviour (i.e. self-induced vomiting or the
misuse of laxatives or diuretics).

® Binge-eqating/purging type: During the episode of anorexia
nervosa, the person regularly engages in binge-eating or
purging behaviour (i.e. self-induced vomiting or the
misuse of laxatives or diuretics).

some researchers have questioned whether these really
are separate disorders (Mitchell and-McCarthy, 2000).
The only real difference between restricting type AN
and BN is the patient’s body weight (the latter’s is either
within normal limits or actually over). DSM has chosen
to use body weight (in practice, body mass index/BMI) as
the unifying characteristic for the AN subtypes, instead

—
——
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t'normal’ weight — obese, ugly and resentful (from Crisp, 1980)

of classifying EDs according to their psychobehavioural
similarities.

Menstrual status is probably the most useful marker
of the distinction between AN restricting type and BN.
Amenorrhoca often occurs eatly in the development of
the disorder, preceding any obvious weight loss in about
20 per cent of cases. Depression, lability of mood, social
withdrawal and lack of sexual interest are all common.
Some patients have signs that are secondary to the
low food intake, including constipation, low blood
pressure, bradycardia (slow heart rate), sensitivity to cold
and hypothermia (Gelder er al,, 1999). Those whose
dieting progresses to AN (the vast minority) are more
likely to have low self-esteem, and prevalence is increased
among groups for whom weight and physical appearance
are particularly relevant, such as ballet students and models.

AN has the highest mortality rate of any psychiatric
disorder (including depression and alcoholism). According
to the Eating Disorders Association (EDA), mortality is
13-20 per cent (Waterhouse and Mayes, 2000), death
arising from both the effects of starvation and suicide.

Among those with improved weight and menstrual
function, some continue to have abnormal eating habits,

Figure 44.17 The much publicised English anorectic twins,
. Samantha and Michaela Kendall. Despite receiving treatment in
Figure 44.16 An anorexic patient’s painting of how she sees herself the USA, Samantha eventually died. Michaela died three years

Jater.
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some become overweight, and some develop BN. The
most useful predictor of poor outcome is a long history
of AN at the time when the patient is first seen by a
doctor (Gelder ¢t al., 1999).

Bulimia nervosa

While AN has been recognised in Burope and the
USA since the 1870s, bulimia nervosa (BN) (from bous
meaning ‘ox’ and [imos meaning ‘hunger’) was virtually
unknown before the 1970s. By the 1980s, however,
1t was widely agreed that BN was considerably more
common than AN (Gordon, 2001).

BN sufferers tend to be older, less likely to come from
middle- or upper-class backgrounds, more likely to have
been overweight in the past and engage in self-destructive
or antisocial, impulsive behaviours (such as shoplifting,
drug abuse or deliberate self-harm). According to Russell
(1979), BN is more intractable to treat,and patients have a
poorer prognosis. It affects 2-3 per cent of adolescent and
young adult women (Claridge and Davis, 2003).

DSM-IV-TR criteria for bulimia nervosa
@ Recurrent episodes of binge-eating. An episode of binge-

eating is characterised by both (a) eating in a discrete
period of time (e.g.in any two-hour period) an amount
of food that is definitely larger than most people would
eat in a similar period of time (taking into account time
since last meal and social context in which eating
occurred); and (b) a sense of lack of control over
eating during the episodes (e.g. feeling that one can't
stop eating or control what or how much one is eating).

® Recurrent use of inappropriate compensatory behaviour
to avoid weight gain, e.g. self-induced vomiting.

® A minimum average of two episodes of binge-eating and
two inappropriate compensatory behaviours a week for
at least three months.

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

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

Specific types

® Purging type:These individuals regularly purge after binge-
eating via self-induced vomiting or abuse of laxatives.

@ Non-purging type: These individuals do not engage in self-
induced vomiting or laxative abuse. Some may use
compensatory- methods of dieting and exercising.

However, the non-purging type is more likely to folloyy
a binge with periods of fasting or excessive physica]
activity. This probably represents the most secretive ang
difficult-to-recognise type, since exercise is so highly
valued in western society. Because of all the known
benefits of regular exercise, the exercising bulimic i
likely to be seen, even by, close friends and family, as
the picture of health. By contrast, the anorectic who
exercises obsessively will be conspicuous because of
her emaciated appearance (Claridge and Davis, 2003),
Unlike anorectics, bulimics don’t ‘look’ bulimic,

Figure 44.18 Regular exercise can be a way of concealing an
eating disorder through a socially highly valued activity

Its the extreme lack of control over ecating that
distinguishes BN from AN.The binge initially provides
pleasurable relief from the urge to eat and other kinds
of tension, but this is soon followed by guilt and disgust.
Repeated vomiting causes potassium depletion, which
induces weakness, cardiac arrythmia (irregular heart
rhythms) and renal damage. Urinary infections and
epileptic seizures may also occur (Gelder ¢ al., 1999).
Tooth enamel becomes eroded by the gastric acid
brought up by vomiting.

Ask Yourself

‘ . Bé‘éedlon' these criteria for diagnosing AN and
BN.Idob_'ou thinlf they represent exaggerations
of ‘normal’ eating/dieting behaviours or are

they qualitatively different? g

T— -

Depression is common (mainly secondary to the
ED), and there’s considerable lability of mood. It’s
not uncommon for sufferers to contemplate suicide
after binging, or to actually attempt suicide. While
denial is a common feature of AN, BN sufferers are
usually well aware that they have a serious problem
and require help (Mitchell and McCarthy, 2000).

Explaining eating disorders

The quotes from Fedoroft and McFarlane (19()8)“1%
the beginning of this section imply that all the Mo
theoretical perspectives have something to contribute tfj
explaining the origins of both AN and BN, However. the
recent — and ongoing — public debate about EDs, together
with the claim that they may be a western cultrre-botit



syndrome (CBS) (e.g. DiNicola, 1990), suggests that
explanations at the cultural (rather than the individual)
level may be the place to start. Since the 1980, it’s become
clear that EDs are unique among psychiatric disorders in
the degree to which social and cultural factors influence
their epidemiology, development and perhaps even their
aetology (the sociocultural hypothesis) (Gordon, 2001).
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Are eating disorders universall Are the causes
universal!
While many studies have found evidence of common
symptomatology, as described by DSM and ICD in
non-western societies, others have proposed that some
symptoms don’t appear in sorhe non-western cultures.
For example, an intense fear of fatness and body nmage
disturbance aren’t typical of AN patients in Hong
Kong and India, and their reasons for refusing food are
more likely to be linked to somatic symptoms, such as
abdominal bloating and fullness. They're also much less
likely to display bulimic symptoms. In non-western
countries, weight loss is often achieved purely by
dietary restriction, rather than purging behaviours
(Federoff and McFarlane, 1998). Although ‘fat concern’
has become a collective experience in the modern
world (western and non-western), the experience of
people with AN is extremely diverse (Lee, 2001).
Although emaciation, food refusal and amenorrhoea
are universal symptoms of AN, it’s important to evaluate
symptoms in their cultural context. For example, is
fasting a culturally sanctioned expression of religious
piety (as in Middle Eastern countries) or is it a
symptom of an underlying disorder? All the screening
and diagnostic instruments have been developed in
Europe and North America, and are based directly on
western concepts of abnormal eating. Consequently,
patients who don’t fit the model, but who may well
be showing cultural diversity in the expression of a
psychiatric disorder, will be ignored (Kleinman, 1987).
Similarly, Lee (2001) argues that when the DSM
ﬂppmaz_h is applied to AN, fat phobia becomes the
‘core’ symptom. This means that:

patients who do not fit into this constructed (and
constricted) template are conveniently discarded

as unreal, atypical or simply dishonest deniers
(Lee, 2001)

_This makes the detection of reliable cross-cultural
differences very difficult.

CRITICAL DISCUSSION 44.4
EDs and women’s identity

The incidence of EDs appeared to rise sharply in the USA ang

UK, and many European countries, during the mid- to late 1960s,

then in accelerating fashion into the 1970s and through the late
1980s. Some have described this as a modern epidemic, which
has coincided with a number of sweeping changes in western
societies during that period (Gordon, 2001). More specifically:

because eating disorders affect mainly females and
revolve around issues of identity and body image, it is not
surprising that observers have linked the rise of eating
disorders in the West with the crises of female identity
and the forces impinging on women that followed the
cultural upheavals of the 1960s (Gordon, 2001)

According to Wolf (1991):

As women have moved in increasing numbers into
the spheres of education and work around the globe,
expectations for achievement and performance hava
sometimes conflicted sharply with insistent demands for
traditional postures of dependency and subriissiveness

These contradictory pressures have produced an increased
sense of personal uncertainly, self-doubt and powerlessness, The
thin body ideal de-emphasises traditional ‘feminine’ curvaceousness
in a society still riddled with sexist stereotypes that assodiate ‘curves’
with low inteligence (Silverstein and Perlick, 1995).

All the evidence suggests that EDs are no longer unique to
waestern societies, For example, Mumford et al. (1992) found that
English-speaking girls in Lahore, Pakistan, showed similar rates of BN
to white schoolgirls in England. Significantly, the Pakistani girls fived in
an area where there were many advertisements for slimming clinics
and ‘keep-fit’ clubs. They were also from upper social classes, and
were more likely to have adopted western lifestyles and values.

Crucially, there are contradictory pressures that emerge
when women begin to have access on a mass scale to education
and a more equal role in public life. This may be especially
problematic in societies where the transition to a new fermale
role is particularly sudden and conflicts sharply with traditional
forces that demand deference to one's family and submissiveness
to men (Gordon, 2001).

In post-apartheid South Afiica, the evolving emancipation of
women is part of profound changes in the sociocultural
environment in general (Szabo and Le Grange, 2001):

If the central dynamic of an eating disorder is an identity
struggle, then this struggle could be defined as a desie to
become more ‘western' while at the same time embracing
a new found pride in being African, that is, to take pride in
one's African culture, psychologically, and literally

The conflict over gender roles may no longer be an exclusive
issue for western women (Nasser; 1997), and EDs may be one
way in which this search for identity in black South African
women is expressed (Szabo and Le Grange, 2001).
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Anorexia and the brain

As powerful as cultural influences are, they cannot tell
the whole story. Despite the fact that most women are
exposed to pervasive media messages about attractiveness
and thinness, the population incidence and prevalence
of EDs are relatively low. As Claridge and Davis (2003)
put 1t:

If our glorification of the slender female body
was the principal cause of eating disorders, we
should find a far higher prevalence ... than we do.
Whether media images of thinness play a causal
role, or merely reflect wider cultural standards, is
controversial, but it’s unlikely that the relationship
between the increasing demand for thinness and
the rise of EDs is coincidental (Gordon, 2001)

According to Brewerton et al. (in press), certain
individuals’ brains develop in such a way that makes them
more vulnerable to the more commonly recognised
risk factors for EDs, such as the size-zero ideal and
media representations of super-thin women.

Brewerton et al. (in press) conducted an in-depth
neuropsychological study involving more than 200
people in the UK, USA and Norway diagnosed with
AN, mostly 12-25-year-old females, all of whom were
being treated in private hospitals. They found that in
about 70 per cent of these patients, there was either
damage to their neurotransmitters, or subtle changes
to the structure of their brain, or both. This cannot
be attributed to poor maternal diet or environmental
factors (such as widespread use of chemicals), but occurs
randomly. Imperfect wiring in the insular cortex, which
in other children may lead to dyslexia (see Chapter
40), attention deficit hyperactivity disorder (ADHD)
or depression, produces in others an ‘underlying
vulnerability’ to developing AN.

CONCLUSIONS: A DIATHESIS-STRESS MODEL
OF EATING DISORDERS

Ask Yourself

The findings of Brewerton et al. (in press) suggest another
good example of a diathesis—stress model (see above): a
defect in the insular cortex may represent the diathesis,
with exposure to media pressures equating beauty
with thinness constituting the (environmental) stress.
Another, increasingly influential, environmental stress is
the existence of ‘pro-ana’ websites, which feature ‘thin-
spiration galleries’ of emaciated women (including

celebrities such as Victoria Beckham) and claim that
‘being thin is more important than being healthy
{Goodchild, 2006) — or even ‘It’s better to be thin and
dead than fat and living’ (Atkins, 2002).

Cultural factors ‘set the stage’, provide the backdrop,
heighten awareness and create, for many, the initia]
motive for dieting:

the power and pervasiveness of advertising are
primarily responsible for the normative discontent
that many young women — and more recently
men — feel about their physical appearance, and
for the extraordinary methods they will use to
improve their body image. The diet and fitness
industries are dual conspirators in this process,
and continue to make a fortune from the
insecurities and dissatisfaction they have fostered
in our society. (Claridge and Davis, 2003)

As with schizophrenia, external/environmental influences
alone (here, cultural pressures towards thinness) cannot
provide a complete explanation. A complementary approach
is to regard only individuals who are vulnerable to
these cultural pressures as likely to develop symptoms.
As well as brain abnormalities, vulnerability may arise
through pre-existing anxiety, depression, low self-esteem
in childhood and history of weight preoccupation (Bulik,
2001). Other risk factors include obsessionality. Perhaps
the most consistently reported association 1s between EDs
(especially AN) and OCD (see above).

CHAPTER SUMMARY

@ While fear evolved as an adaptive mechanism, anxiety
often occurs in the absence of any external threat.

@ A phobia is an extreme, irrational fear Most common is
agoraphobia, followed by social phobias and specific
phobias. Preparedness may help to explain why some
phobias are more easily acquired than others.

e Obsessions are recurrent, intrusive thoughts and feelings,
often accompanied by compulsions, which are repetitive,
ritualised behaviours. Their function is to prevent a
dreaded event and reduce distress.

@ Skinner's superstition hypothesis tries to explain how
obsessive—compulsive disorder (OCD) develops, but is
more successful at explaining how it's maintained.

e Cognitive explanations include Rachman’s thought—
action fusion (TAF) interpretation.

@ Symptoms of post-traumatic stress disorder (PTSD)
include both defensive avoidance/repression and
flashbacks. PTSD can be seen as a breakdown of the
normal stress response.

e Mood (affective) disorders can be bipolar or unipolar
The traditional distinction between endogenous/
psychotic and reactive/neurotic depression is
controversial, and causation is no longer implied when 2
diagnosis of major depressive disorder (MDD) is madss



® The much higher (successful) suicide rate among males

can be explained in terms of a number of factors related

to the male gender role (‘masculinities’).

e The monoamine hypothesis (MAOH) is based on the
mechanisms of tricyclics, monoamine oxidase inhibitors
(MAOIs) and specific serotonin reuptake inhibitors
(SSRls).

@ Learned helplessness theory (LHT) is the original of
three cognitive explanations of depression. The
realisation that there's more to depression than LH led
to LHT's revision in terms of attribution theory
principles.

@ Schizophrenia is one of the most serious of all mental
disorders, Schneider's first-rank symptoms (FRSs) are
subjective experiences, while Slater and Roth's four
additional symptoms are directly observable from the
patient’s behaviour.

& An important distinction is made between positive
(Type I) symptoms (the presence of active
symptomatology), negative (Type II) symptoms
{lack/poverty of behaviour) and disorganised (or
cognitive) symptoms.

@ DSM distinguishes between disorganised, catatonic
and paranoid schizophrenia. Other types that have
been identified include simple and undifferentiated
(atypical).

e Differences between the brains of schizophrenics and

non-schizophrenics aren't sufficient on their own to allow

diagnosis, and evidence for the dopamine hypothesis
(DH) is inconclusive.

e According to the diathesis—stress model, inherited

factors can only increase the likelihood that vulnerable
individuals will become schizophrenic. Environmental
factors are needed to trigger the symptoms.

® Anorexia nervosa (AN) and bulimia nervosa (BN)

have many symptoms in common, But bulimics are
usually of normal weight, are older; are less likely to
come from middle-/upper-class backgrounds and are
more likely to engage in self-destructive or antisocial
behaviours.

o AN and BN are occurring more frequently in developing

cuftures as they become more industrialised/westernised,
which includes changes in diet and attitudes towards
desirable physical appearance.  ~

e FEating disorders (EDs) are now far too global to

be considered western culture-bound syndromes
(CBSs).

@ EDs may partially be the result of the ambivalence

towards food in western societies. The thinness ideal
conflicts with the availability of food, and the promotion
of cooking and general consumption of food.

@ While there's much support for the sociocultural

. hypothesis, other individual factors are needed to
provide a complete account. These may include certain
brain abnormalities, pre-existing anxiety, depression, low
self-esteem and obsessionality.

LINKS WITH OTHERTOPICS/CHAPTERS

Chapter 7 —> Fear, as distinct from anxiety, is
considered to be adaptive, because it
increases alertness and vigilance

Chapter 45 —> If phobias are maintained through
the negative reinforcement produced
by avoidance, then it's logical for
behaviour therapy to force the phobic
person to confront the object of their
phobia

Chapters 35 —— According to Freud, obsessions are
and 42 defensive psychological responses (that
develop during the anal-sadistic stage)

that serve to occupy the mind and

displace more threatening thoughts

Chapters 3 —>» Seeing the positives in PTSD, and
advocating the expansion of psychology
into a science of optimal human
functioning, relate to the aims of
psychology as a sclence

Chapter 47 —> It also demonstrates that psychology

cannot be value-free

Chapter 12 —> lLearned helplessness and the related

concept of control are relevant to
understanding the effects of stressors
and people's ways of coping with stress

Chapter 40 —> The schizophrenic spectrum has its

counterpart in the autistic spectrum

Chapter 41 —> The validity of twin studies rests upon

the equal environment assumption (EEA)

Chapters 37 —> Women's identity is an issue that arises

and 38 in both adolescence and adulthood

Chapter 37 —> lt's no coincidence that early adolescence

is currently the most comman age for
the onset of EDs, especially AN. Also,

the age of onset has been decreasing

over recent years
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