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‘Recent clinical research has re-examined various aspects of a wide variety of clinical

“syndromes. This seems a timely opportunity to review some of this work. In this
chapter we tackle three of these themes - hyperactivity, both because it is so topical
and because UK and US concepts are beginuing to converge; childhood hysteria,
which has been relatively neglected, perhaps because clinical diagnoses have tended
not to stand up to objective scrutiny; and, finally, the non-psychotic syndromes of
social isolation and withdrawal in childhood and adolescence, for we now have a better
idea of their boundaries, clinical features, aetiology and prognosis.

HYPERKINESIS AND OVERACTIVITY

Many aspects of the so-called hyperkinetic syndrome have proved to be very
conttentious — theoretically, conceptually and clinically. This section considers some
of the main questions which have been highlighted by Werry (1981). For example, is
there agreement about the cardinal features of the clinical picture? What implications
does this have for definition and diagnosis? Is hyperkinesis common or tncommon? [s
hyperkinesis attributable to brain damage? Is there a relationship between hyper-
kinesis and developmental disorder? Does hyperkinesis differ from conduct dis-
orders, and can these conditions co-exist? Finally, what is the contribution of
psychopharmacological agents? A better understanding of phenomenological and
aetiological issues is achieved by looking at this subject from the historical standpoint.
In addition, different emphases have been given to the phenomena, aetiology and
treatment in the UK and the USA.

Clinical picture
In the 1940s Strauss and Lehtinen (1947) drew attention to a possible association
between hyperacnvny and cereb;gl _1__r_15uEt in subnormal chddren NearIy a decade
conditmn Wwhich he considered to be relatively rare. The features highlighted included
activity, 1mpulsw1ty and disinhibition, lack of fear, distractibility and short attention
span, marked or subtle defects of co- -ordination, excnablh{y, emotional instability and
lability, and perceptual and learning problems. The presence and relevance of most of
these features have been emphasized by some workers and subjected to scientific
scrutiny by others in a search for characteristic features, associations and mechanisms,
predictors of change and clues to treatment.

In the 1970s, in the USA, interest became focused on those deficits of attention
which were thought to be representative of hyperkinetic children: in the UK, a
rapprochement was sought between UK and US concepts.
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Hyperactivity

Ounsted perceived the main symptoms of hyperkinesis as pathological overactivity,
with the child being constantly in motion, dashing from one activity to another,
restlessly seeking, touching, grasping, investigating, manipulating and, at times,
destroying objects in his environment, The child is described by parents as being ‘on
the go’ all the time and as tireless in play. In the classroom, prominent additional
features of behaviour are fidgetiness and an inability to sit still. There have been
various research attempts to quantify the activity, such as the use of telemetry (Lee
and Hutt, 1964), direct observation (Hutt et al, 1966), and mechanical devices, such
as actorneters {Schulman et al, 1965; Sprague and Toppe, 1966), but the findings have

been inconclusive. The question then arises, do hyperkinetic children have greater -

amounts of activity or a different type of activity, compared with ordinary children
(Cantwell, 1977)? It is possible that previous research, with its roois in pre-scheol
behaviour and clinical practice, and more recent research, with its basis in population
and school studies, have inadvertently addressed themselves to two different facets of
activity. Some of the newer research appears to be trying to encompass both the
quantitative extremes emerging from school studies and the qualitatively deviant
emerging from clinical studies; in fact, these ‘conditions’ may overlap only at the
margins, Only one piece of research has addressed itself to this theme with
appropriate scientific rigour and this has shed some light on general hyperactivity,
which reveals itself both at home and at school, and situational hyperactivity, which
reveals itself in either the home or the school. The former type, when compared with
the latter, has proved te have considerable differentiating value: the ‘children with
general hyperacrivity, as a group, have lower IQs and a higher rate of psychiatric
disorder than peers from a similar social background (Schachar et al, 1981).

Impulse control
Ounsted (1955) describes a lack of impulse control, so that the child appears to behave
in the way he feels at that moment, with no consideration of the consequences — thus
be may suddenly lash out at another child or dash on to a busy street. There is also
some evidence that impulsivity and the other behavioural symptoms of hyperactive
children are more responsible for problematic social behaviour than any delay in
development of social skills (Campbell and Paulauskas, 1979). In addition, recént
studies in the US have found that both childhood and adolescent hyperactives were
" more impulsive in dealing with cognitive tasks and less able to deal with confusing
contextual aspects of such tasks {Campbell et al, 1971; Cohen et al, 1972).
Impuisivity is often also associated with an absence of fear and a lack of shyness, to
the extent that the child may be considered to be sacially disinhibited. These
combinations of features suggest a degree of rudeness and disregard of social rules
and, often, what appears to be calculated mischievousness. The children are often also
described as being emotionally unstable and exhibiring lability of mood: they may
therefore over-react emotionally to any environmental restraints, and some of their
mood fluctuations may be unpredictable. Tolerance of frastration is also low, with
the result that aggressive outbursts appear to be provoked easily, even by trivia.

Atiention span, distractibility and cognitive development
Distractibility and short attention span are particular features which are noted by the
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child’s teacher. He tends to flit from one activity to another and has been described as
being unable to concentrate. From his direct observations, Ounsted reports that
hyperkinetic children tend to focus their attention and all their motor systems
simultaneously in one direction, but quickly shift these dctivities elsewhere, albeit in
the same circumscribed fashion.

Hyperkinetic children tend to be poor at tasks involving perceptual and visuo-
spatial skills, particularly those involving recognition, manipulation or copying of
visual stimuli or objects in space. Furthermore, in comparison with control groups,
they function less well on tests of intelligence, such as the WISC (Palkes and Stewart,
~ 1972), and their academic achievements are low (Keogh, 1971}. Ounsted has pointed

.out that, despite having a lower mean IQ than the controls, these children show a wide
range of intelligence, Previously, it has been widely argued that many of the deficits
on psychological tests reflect cerebral dysfunction: however, modern academic
psychologists question the validity of such tests as indicators of this type of
dysfunction. There is some dispute about the academic achievements of hyperkinetic
children: some workers claim that these are poorer than expected (Minde et al, 1971),
with three-quarters of the children being retarded to some extent on academic
subjects; other workers (Palkes and Stewart, 1972) claim that the academic abilities of
hyperkinetic children are consistent with their intelligence.

Antisocial behaviour

In conrradistinction to the picture described in the UK, North American studies report
that an important minority of younger hyperactive children initfally present with
antisocial behaviour, whereas older children with hyperactive behaviour frequently
display antisccial symptoms (Stewait et al, 1966; Weiss et al, 1971). This gives rise to
a number of interrelated questions. First, are the antisocial symptoms an integral part
of a hyperkinetic state with an early onset? Second, is there a symptom shift from
overactivity in early childhood to antisocial symptoms in the course of time? Third, is
this a lifelong hyperkinetic state with associated secondary antisocial behaviour?
Fourth, is there a variety of hyperkinesis which first reveals itself when the child is
older and is associated with antisocial behaviour? Fifth, are overactivity and
impulsivity in older children part and parcel of a syndrome of conduct disorder?
There are, as yet, no definitive answers to these questions, which are the subject of
continting research. Some of the research findings are discussed below.

Natural history

Because of the different concepts of hyperkinesis used in the USA and the UK, it is
difficult to obtain a clear picture of the natural history. Nevertheless, some
generalisations are possible. First, the main symptoms that present in the toddier
period make up a degree of hyperactivity which parents often find intolerable. Many
of the more florid and intolerable symptoms reduce (Ounsted, 1955) or change
" (Wender, 1971) with age; nevertheless, subsequently teachers, in particular, define
the problem in terms of distractibility, poor attention span, indifference to discipline,
and learning difficulties. Continuity of hyperactivity into conduct disorders of
adolescence is reported in about one quarter of cases in the more rigorous North
American studies (Laufer, 1971; Weiss et al, 1971; Denhoff, 1973). Thus, in the
toddler period the parents are more likely to complain of overactivity, impulsivity and
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low threshold of frustration; in the primary school stage the teachers will complain of
restlessness, indiscipline and educational problems; and in the secondary school the
emphasis is more on academic problems and antisocial behaviour. :

The only clinical foliow-up in the UK was undertaken by Qunsted (1955) in
relation to hyperkinesis associated with convulsive disorders. He describes a diminu-
tion of the hyperactive behaviour over the early school years. In North America there
have been many follow-up studies, which also indicate that while gross motor activity
reduces with age, the hyperkinetic children are reported as being excessively fidgety,
and that other symptoms persist into adolescence: these include emotional and
behaviour problems, under-achievement at school and poor attention span, and poor
ability to concentrate (Minde et al, 1971; Weiss et al, 1971; Minde et al, 1972). The
academic underachievernent and behavioural difficulties at school are characteristic in

children described as hyperkinetic in North America; the behaviour that is described -

is more of an antisocial variety. The fact that the disturbed behaviour of hyperkinetic
children persists is not surprising, as there is already good evidence in the literature
that conduct disorders in childhood have associations with antisocial behaviour at
later ages (Robins, 1966). Nevertheless, one follow-up of previously hyperkinetic
children into adulthood did not indicate a continuity of such antisocial behaviour or
any other psychiatric disturbance (Hechtman et al, 1976). Examination of the
cognitive style (i.e. measures of the individual differences used in problem solving
rather than differences in intelligence) indicate that the inefficiencies in this respect
shown by younger hyperactive children not only persist into adolescence, where they
show an impulsive rather than a reflective cognitive style (Cohen et al, 1972), but also
into aduithood. Further, such adults, despite learning to slow down their rate of
response, do not show a significant improvement in accuracy on such tasks {Hopkins
et al, 1979).

Classification and aetiology

In the UK, hyperkinesis has been considered to be a rare condition, even where there
is demonstrable evidence of brain damage (Qunsted, 1955). In the USA, it is
considered to be a relatively common syndrome with a characteristic clinical picture,
natural history and functioning on psychological tests (Cantwell, 1975). The differ-
ences between the countries are not merely those of rarity and probably reflect the
diagnostic criteria employed. First, there is the context of the diagnoses: most of the

children diagnosed as hyperkinetic in the UK in the 1950s were seen in paediatric- -

type clinics and hence the greater likelihood of historical or clinical evidence of
definite brain damage. Sgcond, in the UK, the children were invariably younger, i.e.
pre-school or early school age at initial diagnosis, whereas they include a wider age
range in the USA. Third, the diagnostic symptoms, as described above, were not only
more circumscribed and characteristic (e.g. hyperactivity, impulsivity, poor concentra-
tion), but were of marked severity, in contrast to the US where there is a looser concept
with a wider number of symptoms, including antisocial and ageressive_behaviour,
with overactivity being of lesser severity (e.g. restlessness and fidgetiness). Fourth,
whereas in the UK it was unlikely that a child would be labelled as hyperkinetic if he
or she showed symptoms in one specific situation, such as the school, this was quite
likely to occur in the USA (Schachar et al, 1981).

What are the cardinal or diagnostic symptoms of the hyperkinetic syndrome?




CHILD PSYCHIATRY 5

Hyperactivity, distractibility, excitability and impulsivity are commonly described in
the literature (Ounsted, 1955; Werry, 1968; (’Malley and Eisenberg, 1973), and are
considered to be cardinal symptoms. A hypothesis that has gained ground in the USA
is that the essential features of the syndrome are not the children’s overactivity, but
rather the distractibility and short attention span, giving rise to the concept of
‘attention deficit disorder with hyperactivity’ (Cantwell, 1977). There is a suggestion
that children with ‘pure’ hyperactivity in the school situation have associated reading
and calculating disabilities which Stewart et al (1981) adduce as support for the
concept of an attention deficit disorder with hyperactivity. However, in the UK, little
overlap has been found between the group of children scoring high on hyperactivity
" and the group scoring high on inattention; furthermore, there were few differences
between these groups in relation to adverse background factors (Sandberg et al, 1980).

The next key issue is the continuing dispute and debate about the importance of
brain damage as an actiological factor in hyperkinetic behaviour. Strauss and Lehtinen
(1947) reported hyperactive behaviour in some mentally handicapped children with
presumptive evidence of brain damage. Further, despite the fact that only some of the
children with demonstrable brain damage exhibited hyperkinetic behaviour (Rutter et
al, 1970a) and only some of the children with hyperkinetic behaviour are shown to
have unequivocal brain damage (Werry, 1972}, in the course of time hyperkinesis
camne to be considered as synonymous with brain damage. The circularity inherent in
these arguments is patently obvious and has been fully exposed by modern research.
As pointed out by Birch (1964), quite often the diagnosis of brain damage depends on
‘contaminated’ evidence from workers in other disciplines: thus, medical clinicians in
their diagnostic formulations have tended to rely on psychometric findings; in turn,
psychologists in their diagnostic assessments have tended to rely on the findings of
medical clinicians. Each of these disciplines has tended to use the other as
independent proof of the validity of their diagnoses. Furthermore, while first
descriptions of this type of behaviour were reported in children, only some of whom
had unequivocal evidence of brain damage, this illogical view has tended to persist.
The terms ‘minimal brain damage’ and ‘minimal cerebral dysfunction’ have also come
to be applied to children showing some or a number of the behavioural features of the
hyperkinetic syndrome, the implication being that these children suffer from at least

-subtle neurological disturbance. This appellation continues, despite the absence of
unequivocal evidence of brain damage or even presumptive evidence of minor or
neurological ‘soft’ signs (Langhorme et al, 1976). The presence of ‘soft’ signs
constitutes only tenuous evidence for a brain dysfunction diagnosis. Nevertheless,
excessive ‘soft’ signs have been described by some workers (Werry, 1972), but not
others (Rutter et al, 1970a; Langhorne et al, 1976). In this context, it has been
suggested that hyperkinetic children with ‘soft’ signs show a greater likelihood of
response to stimulant drugs (Satterfield, 1973), and certain workers (Cantwell, 1977)
suggest that this may be a meaningful subgroup.

Prospective studies of prenatal and perinatal complications, such as being very light
for dates, have shown that such complications are associated with subsequent
hyperkinetic behaviour (Neligan et al, 1976). However, as the hyperkinetic behaviour
is only one component of a more widespread behavioural deviance, the associations
cannot be considered to be specific.

Population studies have demonstrated that children with definite brain damage may
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show some kind of psychiatric disorder (Rutter et al, 1970a). However, a comparison
of brain-damaged and psychiatrically disturbed boys failed to show the hypothesized

differences of gross motor activity, fidgeting and attention (Shaffer et al, 1974). On

the other hand, as Shaffer and Greenhill (1979) have pointed out, a pumber of other
factors appear to correlate with hyperactivity: these include poor environmental
stimulation {Tizard, 1968), social disadvantage (Rutter et al, 1970b}, and minor
physical anomalies (Waldrop et al, 1968; Rapoport and Quinn, 1975). The latter
authors have come to the conclusion that the symptoms of hyperactivity and
impulsivity are likely to be a final common outcome of a variety of congenital, toxic
and environmental influences. Their findings concerning minor physical anomalies in

the USA have not been replicated in a recent UK study (Sandberg et al, 1980). It has

been suggested that hyperactivity is a type of developmental delay; the evidence for
this i1s not strong, but consists of other signs of uneven development, a tendency to
improve in the course of time, and the fact that it is more prevalent in boys. Finaily,
the claim that allergy to artificial food additives contributes substantially to the
development of hyperactivity (Feingold, 1975) has been discounted by Wender
(1980): rigorous research has not been able to demonstrate any dietary effects when
using the Feingold diet (Mattes and Gittelman, 1981),

In summary, there is inadequate evidence to support the notion of a specific
association between hyperkinesis and demonstrable insult to the brain.

The aetiology of the learning problems in the hyperkinetic child has been looked at in
three ways (Keogh, 1971; Douglas, 1972; Cantwell, 1977). First, it is suggested that
neurological impairment may cause both the behavioural syndrome and the cognitive
disability. Second, it has been suggested that the overactivity may interfere with
attention and hence with the acquisition of knowledge. The third mechanism
implicates impulsivity and decision-making which impairs learning.

A topical theme is the inclusion of antisocial behaviour in the hyperkinetic
syndrome. Recent research findings in the UK and USA have been convergent in that
they have failed to provide evidence in favour of a broad concept of a hyperkinetic
syndrome: Sandberg et al (1978), in the UK, could not distinguish groups of
conduct-disordered children with high or low ratings on a hyperkinesis scale on a
number of measures, such as prenatal or perinatal complications, neurological
abnormalities or psychiatric disturbance of mothers. Similarly, Stewart et al. (1980),
in the USA, could not find any differences between hyperactive children with conduct
disorders and children who merely had conduct disorders. In both studies, hyper-
active children had higher rates of reading problems than conduct-disordered
children, and the parents of the hyperactives had fewer psychopathological traits.
Both studies support the concept of a narrower syndrome of early childhood onset of
generalised overactivity with an ‘erratic style of cognitive functioning and neurological
immaturity’ (Sandberg et al, 1978). There is also evidence from follow-up studies of
hyperactive children, that while aggression strongly predicts aggressive and delin-
quent behaviour in adolescence,. hyperactivity only weakly predicts school achieve-
ment (Loney et al, 1978); this does not support the notion of a broadly defined
syndrome of hyperkinesis. However, other work suggests that if antisocial behaviour
is associated with hyperactivity, the hyperactivity is predictive of a poorer outcome
than when antisocial behaviour exists on its own (Offord et al, 1979). Further, Shaffer
et al (1974) report that neurological dysfunction did not affect attention, as reflected
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on a vigilance task, nor movement (as measured using a mechanical device), whereas
inattention and overactivity were shown to correlate in a non-specific way with
conduct disorder.

However, the situation is even more complex than this, as some family studies have
suggested that those hyperkinetic children with antisocial behaviour form an aetiolo-
gically distinct subgroup, with a {amilial and probably genetic relationship between
the hyperkinetic syndrome and antisocial personality in adults (Cantwell, 1975). This
hypothesis was based on information derived from comparisons between families of
hyperkinetic children and controls, which was insufficient in that it could not indicate
that such associations were specific for hyperkinesis. For instance, there is a
‘well-known association between social factors and conduct disturbance in childhood
(Rutter, Tizard et ai, 1970; Kolvin et al, 1977), which is very similar to that described
in Cantwell’s (1972) research on hyperkinesis. Indeed, the identified associations are
likely to be general characteristics of families attending child psychiatric clinics
(Stewart et al, 1980). In fact, the key association appears to be between antisocial
personality of fathers and aggressive, antisocial behaviour in boys, but not hyperactiv-
ity. This recent work again suggests that the concept of hyperactivity used in the USA
is too wide and that conduct disorders, at least, should be considered separately.

With regard to diagnosis, again a distinction must be drawn between hyperactivity
as a symptom and hyperkinesis as a syndrome. There are also good reasons for
suggesting that hyperkinesis is heterogeneous. Another problem is whether, in
diagnoses, one should use behavioural symptoms and aetiology, or behavioural
symptoms alone. Diagnosis based on combinations of behavioural and aeticlogical
pathology is so fraught with difficulties that most workers apply the term hyperkinesis
to a behavioural syndrome without aetiological implications (Cantwelt, 1977). This,
indeed, is consistent with the Newcastle view. Further, when it comes to classification,
there are strong arguments for classifying hyperactives bi-axially, that is, to classify
separately on the basis of behaviour and of aetiology.

Behavioural axis which has four sub-categories:
1. Pervasive hyperkinesis with minor, if any, problems of conduct (this is
consistent with the British concept of hyperkinesis).
2. Situational hyperkinesis with minor, if any, problems of conduet.
Predominantly a problem of conduct with some hyperactivity, fidgetiness, etc.
4. Mixed hyperactive-conduct disorders.

(¥

Aetiological axis. Included in this axis are six possible sub-categories:
1. Idiopathic.
With demonstrable brain damage (Ounsted, 1955; Ingram, 1956).
With significant perinatal problems (Neligan et al, 1976).
With developmental delay (Rutter et al, 1975).
Genetic temperamental (Thomas et al, 1968).
With significant psychosocial pathology in the family background.

[o R T R ALY U &

Prevalence
As already indicated, the physicians in the USA appear to employ a looser and wider
definition of hyperkinesis, and the UK physicians a much narrower and tighter
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definition. Thus, whereas there are broad similarities in the rates of symptoms of
overactivity in the cross-national studies, there are considerable discrepancies in the

rates of the hyperkinetic syndrome. Some 50 per cent of USA parents describe their

sons as having symptoms of hyperactivity (Lapouse and Monk, 1958) and up to 20 per
cent of elementary school children are thought to have a hyperkinetic syndrome
(Stewart et al, 1966; Huessy, 1967; Wender, 1971). In the UK, in the Isle of Wight
study (Rutter, Tizard et al, 1970), one-third of all the boys aged 10-11 years were
described as overactive and inattentive by parents, and one-fifth by teachers.
Nevertheless, these workers concluded that there were only two truly hyperkinetic
children in over 2000 11-year-old children which they studied. However, in Europe,

higher prevalence rates are reported — about 5 per cent of boys in a school population

in Holland (Prechtl and Stemmer, 1962). Finally, in his series of children with
convulsive disorders in the UK, Ounsted describes an 8 per cent rate of hyperkinesis
which is far below the 40 per cent rate described by Safer and Allen (1976) for their
USA psychiatric clinic population.

Treatment

Pharmacotherapy ]

In North America, the treatment of choice is the central nervous system stimulants. The
most widely used psychostimulants are methylphenidate (Ritalin) and dextroamphe-
tamine (Dexedrine). Paradoxically, in the short term, stimulant medication is
described as having a positive effect both on overactivity and other aspects of
behaviour and learning problems. Up to two-thirds of the children are reported as
showing considerable improvement, but up to 10 per cent become more irritable and
distractible (O’Malley and Eisenberg, 1973; Cantwell, 1975; Ross and Ross, 1976;
Safer and Allen, 1976). Improvement has been reported in terms of an increase in
control of motor activity (Witt et al, 1970), intelligence and learning (Conners, 1967;
Werry, 1970). Such psychostimulants appear to have much less effect in free play
situations, either at home or school, than in structured situations, such as during
psychological testing or in formal classroom activities. Side effects are usually
temporary, lasting not more than a few weeks. These include irritability, anorexia,
insomnia, headache, nausea, moodiness and depression. Psychotic episodes and
growth suppression have also been reported. It is asserted that the worrying danger of
later drug abuse in adelescence has been exaggerated- (Beck et al, 1975).

Because of reported side effects with amphetamines, clinical trials have been carried
out using a milder central nervous system stimulant known as magnesium pemoline.
Recent studies suggest that its clinical efficacy compares favourably with that of
dextroamphetamine (Conners et al, 1972) and that it may have practical advantages
over other stimulants as it requires only a once-daily regimen {Conners and Taylor,
1980) and may also have fewer side effects, particularly on growth (Friedmann et al,
1981). Moreover, the amphetamines may aggravate any pre-existing tendency to
epileptic seizures. Finally, as Shaffer and Greenhill (1979) have pointed out,
hyperactivity is associated with a multitude of other problems and it is not clear what
aspect of behaviour the treatment influences. Similarly, there has not been any
attempt to sort out the effects of such drugs in relation to the diagnostic heterogeneity
of hyperkinesis. '
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The major tranquillizers, such as chiorpromazine (Largactil) and thioridazine
(Melleril), have been more frequently used in the UK, albeit conservatively, as they
also have many undesirable side effects. One of the important; and yet poorly
reported effects, is their convulsive properties and hence these drugs should be used
with caution whenever there is demonstrable evidence of brain damage or an
abnormal EEG. Even on low doses, photosensitivity and drowsiness may occur. On
higher doses, jaundice, blood dyscrasias atid dyskinetic reactions have been reported.

A major question is which of the above two groups of psychopharmacological
agents is more effective? In a recent clinical trial, no long-term differences of outcome
were found between phenothiazines, amphetamines and placebos on behavioural or
Ccognitive measures (Weiss et al, 1975), which suggests that neither group is
particularly effective in the long term.

ANXIOLYTICS AND ANTIDEPRESSIVES

Anxiglytics are often prescribed but there is no evidence that these drugs are of any
real benefit. Furthermore, barbiturates are particularly contraindicated as they often
lead to an increase in overactivity and a deterioration of general behaviour (Conners,
1972). Other workers have recommended the imipramine group (Huessy and Wright,
1970; Winsberg et al, 1972), and recent work indicates positiveeffects on learning,
motor performance and social behaviour (Werry et al, 1980). These latter authors
suggest that the effect of imipramine is basically similar to that of methylphenidate,
suggesting a stimulant-like action. However, the safety margin for imipramine is
small and cardiotoxic effects and weight loss have been reported on moderate doses
(Werry et al, 1980); seizures have also been described in previously seizure-free
children. The child may also complain of dry mouth, constipation, blurred vision,
sweating, urinary retention and postural hypotension. These drugs are, therefore,
particularly contraindicated in pre-school children.

ETHICAL MATTERS

The use of inaccurate or inappropriate labels which is, in essence, a form of
pigeon-holing without a scientific basis, may result in the unnecessary use of
chemotherapy, with potentially harmful side effects, in an attempt to control a child’s
social behaviour. In this situation the ethical responsibility of the psychiatrist or
physician requires him or her to take a full account of all the available facts when

coming to a diagnosis (Graham, 1981).

Schooling

One of the crucial questions is what to do about schoeoling. Previously, in the case of
the hyperkinetic syndrome, a laisses-faire policy was recommended, but this often fed
to excitable behaviour and chaos in the classroom. On the basis of empirical
observations and rigorous research, this era of permissiveness has given way to more
sensible approaches. These children appear to function better in smaller groups or
classes, particularly where a greater degree of structure and control is provided. Close
personal supervision also reduces the child’s distractibility. However, the effective-
ness of remedial education programmes has still to be demonstrated conclusively.
Behaviour modification techniques have been demonstrated as being useful at school,
and so has an environment with minimal stimulation (Cruickshank et al, 1961).
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Psychotherapy and casework
It is important to point out that, in some cases, overactivity is associated with family
problems. In such circumstances, casework with the parents, individual psychother-
apy or family therapy may be useful. The parents’ help can be enlisted in the
implementation of operant conditioning programmes. Finally, most patenis need
support in accepting their child’s problems and understanding his needs. Such
therapy often goes a long way to helping the family cope with life’s stresses and
reducing the frustrations which hyperkinetic children so often experience.

HYSTERIA IN CHILDHOOD

Although hysterical disorders in adults have been the subject of much research, less
attention has been paid to childhood hysteria. The history of hysteria has been well
reviewed by Merksey (1979); it is important to link the earlier work with those
modern developments in the study of hysteria that are relevant to childhood and
adolescence,

The work of Charcot (1889) permitted a distinction to be made on positive
neurological grounds between those symptoms with a demonstrable physical basis and
those with a psychological origin. Janet (1907) considered that a patient’s emotions,
thoughts and physical symptoms were intimately associated and he emphasized the
presence of specific personality traits such as egocentricity and shallow affect. Breuer
and Freud (1893-1895) advanced hypotheses that unconscious mental conflicts
produce anxieties which -are_then_converted into_physical al_symptoms. All these
concepts and hypotheses have particularly influenced child psychiatrists in their
clinical practice.

It has been pointed out that some of the concepts and meanings which have become
associated with hysteria over the last 60 years have given rise to more confusion than
clarity. More recently, new ideas have emerged, two of the most important of which
are the concepts of sick role and illness behaviour (Kendell, 1974; Mechanic, 1962;
Parson, 1951): however, the relevance of these new ideas have yet to be established
fully in relation to childhood and adolescence.

Concepts and classification of hysteria

The first succinet analymq of this preblem was undertakcn by Mildred Creak (1938).
" She classified hysteria in childhood into three sub-groups: first, true conversion
hysteria, in which neurological symptoms are attributable to conversion of anxiety
into somatic manifestations; second, hysterical prolongation of a symptom which was
originally part of an organic illness; third, organic disease in which there are
associated complicating psychological factors, Many clinicians continue to use this
classification because of its simplicity and utility.

The crucial question raised by many workers over the years is whether or not
hysteria is a homogeneous phenomenon and whether the protean symptomatology
manifested by patients can be considered to be a distinct clinical entity. Some clues
are emerging from research in adults and from the results of the classic studies of Guze
and his colleagues (Guze, 1967; Guze et al, 1972). The operational definitions which
they have developed (Perley and Guze, 1962) have led to a series of studies on adult
patients and have identified two populations whose presenting symptoms, family
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factors, natural history and outcome are clinically distinct from each other. In
summarising these studies, Guze (1967) describes his first group as having ‘mono-
symplomaiic hysteria’ consistent with the conversion and dissociative reactions classi-
cally described by Freud; patients in this group are considered to have a good

by Briquet (1859). These patients possess a dramatic and complicated medical
history, beginning before the age of 35; they exhibit at least 25 physical symptoms
which may include conversion or dissociative symptoms and in these cases no other
diagnosis can be made to explain such symptoms. The prognosis in this group is
consideréd to be poor. A further variety has been labelled ‘epidemic’ or ‘communicable’
hysteria (Moss and McEvedy, 1966; Levine et al, 1974; Sirois, 1975). Unlike the
individual form, this variety typically refers to the spread of physical symptoms
among closely knit groups of adolescents or young adults. We will discuss these
clinical types with particular reference to children and adolescents.

Finally, the concept of hysterical personality should be mentioned, as recent work
has indicated that this may be relevant to adult psychiatry (Chodoff and Lyons, 1958;
Chodoff, 1974; Lazare and Klerman, 1968). However, its place in child psychiatry is
uncertain, as even normal children may exhibit immaturity and dependency, to
varying degrees. ‘ '

Monosymptomatic hysteria

Monosymptomatic hysteria has been the main focus of interest and research in
childhood and adolescence and the clinical picture has been well described. Common
conversion reactions are disorders of limbs, such as gait or posture, and of sensory
organs, such as blindness, deafness and aphonia. Dissociative reactions are character-
istically disorders of higher cerebral function such as amnesia, states of wandering and
fugues.

From the clinical standpoint, monosymptomatic hysteria is unlikely to present
before five years of age: slightly more girls than boys present with this disorder
(Caplan, 1970; Rock, 1971; Stevens, 1969; Goodyer, 1981).

In most studies, symptoms are reported to arise rapidly and appear to be related toa
recent threatening event in the child’s life or in the lives of people important to the
child. Symptoms tend to be static and fluctuate little: although the child’s symptoms
may get worse over a period of hours, or occasionally days, rarely is there an actual
change of physical locus (Goodyer, 1981). Furthermore, clinical studies suggest that
symptoms are unlikely to remit before appropriate psychological intervention.

There is little evidence, in childhood, of the clinical finding of ‘la belle indifférence’
to the physical complaint. Most authors report that it is either absent or extremely
uncommon; if indifference is present, it tends to fluctuate. Psychophysiological
studies in adults have shown that patients with monosymptomatic hysteria are as
anxious as phobic patients, even in the presence of apparent unconcern for their
symptoms (Lader and Sartorius, 1968). The current view is that such children are
aware, to a variable degree, both of their physical and of their psychological
difficulties: it is therefore understandable that other symptems which are reported
include low self-esteem, lack of confidence and thoughts of being bad.

Most workers nowadays agree that these children exhibit the full range of
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intelligence: furthermore, it would seem that there are essentially no distinguishing
features of temperament or personality. :

The relationship to organic tllness

The problem of missed organic disease Iabelled as psychiatric, has been of concern to
chinicians working with adults or children alike (Slater, 1965; Rivinus et al, 1975).
Systematic studies of children admitted with a diagnosis of monosymptomatic
hysteria have revealed that, by discharge or follow-up, some 25 to 50 per cent are
suffering from an organic illness related to the original complaint (Caplan, 1970;
Goodyer, 1981). Caplan (1970) showed that true cases of monosymptomatic hysteria
differed from misdiagnosed cases in terms of a more rapid onset of symptoms and a
more frequent family history of hysteria. Furthermore, it did not appear that a recent
physical illness in the child predisposed towards the development of hysteria any more
than towards other psychiatric disorders.

Perhaps the most difficult diagnostic group of patients are adolescents with
clinical evidence of seizure phenomena. In these cases the presence of a normal
routine EEG and absent neurological findings with a history of seizure activity is not
sufficient to rule out organic disease. The clinical picture is often confused by
psychogenic seizures which can occur in both epileptic and non-epileptic patients
(Currie et al, 1971; Merskey and Buhrich, 1975). Furthermore, both anxiety and
hysteria can coexist with a real physical illness (Creak, 1938; Stevens, 1969). Serial
EEGs, with the use of sleep recording or even EEG telemetry, may be necessary
before an organic disease can be ruled out (Stores, 1978).

Hysterical blindness in children is now recognised as being more common than
clinicians have realised: it is well known to ophthalmologists, who report a course and
prognosis similar to that for other symptoms of hysteria (Yasuna, 1963; Krill, 1967;
Rada et al, 1973).

Aetiological factors
According to classic psychoanalyne theory, monosymptomatic hysteria is the conver-
sion of anxiety into a dysfunction of bodily structures supplied by the central nervous
system. This serves to decrease conscious anxiety, while the symptoms symbolise
inner mental conflict. The neurotic conflict needs to be uncovered to help the chlld to
‘reconvert’ (Freud, 1954; Anthony, 1967) - :

However, recent studies on childhood hysteria have suggested alternatlve explana-
tions. Some authors report that these children are at least partly conscious of their
actions and learn through experience to use their physical symptoms as a maladaptive
defenice against anxiety (Gold, 1965; Leybourne and Churchill, 1972). Others have
claimed that, in many cases, symptomn formation itself can be understood in terms of -
identified or imitated phenomena from the child’s environment, particularly where
the identified patient had an emotional investment in a member of the nuclear or
extended family (Geodyer, 1981). Furthermore, as previously indicated, most
workers seek an explanation for aniety in terms of recent threatening life events. In
addition, the very nature of being physically ill increases a child’s anxieties and even
normal life events may be perceived as threatening.

The concepts of sick role and illness behaviour may be relevant in actiology. The
‘sick role’ may be adopted by the child when its advantages are greater than health.
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Abnormal iliness behaviour and the development of dependency and being cared for
have their advantages and may develop when symptoms can be prolonged by
extensive physical investigations and reluctance to consider a psychiatric diagnosis
(Dubowitz and Hersov, 1976).

Chodoff has suggested that monosymptomatic hysteria may be that the result of
poor verbal communication skills, or the imprecision of language of certain indi-
viduals who turns to non-verbal methods of communicating (Chodoff, 1974). There is
some evidence that, in children, monosymptomatic hysterics do have more difficulty
in the communication of affect compared with children suffering from other
psychophysiological disorders such as disturbances of the gastrointestinal tract
(Looff, 1970). -

- There remains the question of the importance of previous psychiatric disturbance.
Whereas some authors report that their cases are devoid of such previous psychiatric
disturbance, others report that considerable psychiatric difficulties were noted before
the onset of the hysterical disorder (Dubowitz and Hersov, 1976; Goodyer, 1981).
Furthermore, monosymptomatic hysteria can be an isolated incident which, in some
cases, may be secondary to a physical iliness, whereas for others it will represent a
period of physical symptom formation as a reflection of continuing psychological
disturbance.

How common is monosympiomatic hysteria?

Estimates of the prevalence of monosymptomatic hysteria in childhood and adolesc-
ence have varied with the type of population studied and definitions employed.
Studies in the United States suggest that the diagnosis is more frequent in rural than
in urban populations (Proctor, 1958; Looff, 1970; Forbis and Janes, 1965). Low
socioeconomic status, poor educational attainment and the presence of more primitive
child-rearing practices in the rural areas are suggested as important influences in the
acquisition of monosymptomatic hysteria. Studies in the UK have concentrated on
in-pateint populations, where much lower rates (less than 1 per cent) have been found
than in the US (Caplan, 1970; Goodyer, 1981). Epidemiological studies suggest that
this condition is rare (Rutter et al, 1970, 1976).

Treatment and outcome
Treatment methods consist of symptom removal and attention to any underlying
psychopathology. Although some workers have suggested the use of chemical
abreaction to remove symptoms, others have been impressed by the use of simple
suggestion in most cases (Proctor, 1958; Stevens, 1969; Rock, 1971}, Other workers
advocate a well-planned programme of physical rehabilitation combined with a
minimum of physical investigations and report considerable success in symptom
rernoval (Dubowitz and Hersov, 1976). A recent review of behavioural approaches to
hysteria suggests that these could merely be giving the patient an excuse to get better
(Bird, 1979). Other authors attend to any underlying psychopathological features,
‘using individual psychotherapy for the child and casework for the parents. Simple
counselling has often proved to be sufficient in uncomplicated cases. Goodyer (1981)
has suggested that family therapy techniques may be useful.

The outcome of this disorder appears to be good: most patients are reported to be
free of presenting symptoms and showing good psychosocial adjustment within one to
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eleven years of treatment, with no reports of physical symptom substitution (Stevens,

1969; Caplan, 1970; Goodyer, 1981). Although there is a suggestion that a few of these

children, as young adults, may show minor neurotic disturbance, such continuity is
more likely in those cases of confirmed cerebral dysfunction (Launay and Col, 1964;
Sulestrowka, 1973).

Polysymptomatic hysteria _

This handicapping disorder is said to be present almost exclusively in women and has
an age of onset generally in the early to mid twenties (Guze et al, 1972). However,
there are now some indications that polysymptomatic hysteria may be found in older
children, as well as in young adulthood.

Clinical picture

The cardinal features of this condition are recurrent or chronic ill health, associated
with an extensive and complex medical history which is often rather dramatically
described (Guze, 1967). The manifold features include many and varied pains,
anxiety symptoms, gastrointestinal disturbances, urinary symptoms, menstrual diffi-
culties, sexual and marital problems, mood disturbances and conversion symptoms,
most of which are seen in the majority of cases. In children, features that should alert
the clinician include the presence of recurrent vague abdominal (or other) aches and
pains, which may be accompanied by transient mood disturbance, particularly
anxiety. In many of such cases these physical symptoms may be related to recent
threatening significant events such as starting school or disturbed family rela-
tionships,

There is documentary evidence for the existence of this syndrome in children.
First, in a longitudinal study of child psychiairic illness, a small number of children
presented with multiple somatic complaints for which no physical cause could be
found (Robins and (’Neal, 1953). More recently it has been pointed out that some
children with abdorminal pain may go ou to develop polysymptomatic hysteria (IKolvin
and Nicol, 1979). '

Epidemic hysteria

This syndrome has been described in various age groups, but most typically in
adolescence, and in many different cultures and sociceconomic settings (Kagwa,
1964; Moss and McEvedy, 1966; Lyons and Potter, 1970; Levine et al, 1974).

Clinical picture

Clinical features may include episodes of fainting, headache, pins and needles and
hyperventilation. Symptoms have a sudden onset: they always occur in more than one
person and mainly in girls. There is a spread to include these people in close proximity
to the original person or persons and soon a large number of people may complain of
identical symptoms. These episodes of ‘contagion’ are interspersed with days when no
new cases are reporfed (Moss and McEvedy, 1966; Levine et al, 1974).

Psychological and social factors
The epidemic often starts in a small number of disturbed individuals but most cases

occur in children with no previously reported psychopathology. Those children witha -
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dominant and influential position in the school or institution appear to be important
in the ‘spread’ of symptoms. Transmission occurs more readily within closely knit
groups and the direction usually is from older to younger children. Often, the
epidemic starts at a time when group anxieties, such as academic stresses or recent
illnesses have created a kind of emotional vulnerability. However, some workers have
suggested that the condition does not appear to affect more intellectually and socially
competent individuals (Benaim et al, 1973).

Hints on management

" Press publicity of the event may be harmful, but publication of the view that the
‘disease is psychological can be helpful {Adomakoh, 1973). The school may have to be
closed for a short time to prevent further bouts of contagion.

Persons of high prestige such as doctors and school teachers can allay effectively the
anxieties of the children with support and reassurance and can thereby help to control
the spread of symptoms. Most cases recover with simple support and reassurance
given in this manner, ‘However, it is important that the main instigators are isolated
and their personal problems are examined; there should be appropriate referral to
psychiatric services where necessary. In a small number of cases, psychiatric inter-
vention may be indicated.

NON-PSYCHOTIC SYNDROMES OF SOCIAL WITHDRAWAL AND
ADJUSTMENT IN CHILDHOOD AND ADOLESCENCE

There continues to be diagnostic confusion between marked social withdrawal and
adjustment problems in childhood. There is little diagnostic difficulty with the early
or late onset psychoses of childhood, about which there is now considerable
agreement (Kolvin, 1971; Kolvin, Ounsted, Humphrey et al, 1971; Kolvin, Ounsted,
Richardson et al, 1971; Kolvin, Ounsted and Roth, 1971; Rutter, 1977): similarly, the
minor variations of withdrawal or fluctuating withdrawal which may occur in
adolescence, do not pose any problems of diagnosis. One is therefore left with the
non-psychotic syndromes of later childhood and adolescence, which can be classified
as those in which the children display mutism but are also markedly withdrawn, and
those in which marked withdrawal is the main feature. In this section we provide an
account of these two groups.

Mutism
The various forms of mutism can conveniently be divided into those with a presumed
physical basis and those considered to have psychogenic origins. The first includes
that type of mutism which may be associated with profound deafness, serious mental
handicap, autism or with the akinetic type of mutism. There are two types of
psychogenic mutism, both of which are rare and have a dramatic presentation.
- Trawmatic mutism is said to follow a severe psychological or physical schock and is
considered by some to be a hysterical phenomenosn. The media and fictional literature
suggests that it is common, but a clinical survey does not corroborate this and suggests
that it is an extremely rare condition (Kolvin and Fundudis, 1981). Elective mutism is
the term coined by Tramer (1934) to describe a rare and strange condition in which
talking is confined to a small group of intimates in familiar situations, the most
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common of these being the child’s home. The rest of this section is confined to a
discussion of elective mutism.

Clinical picture and diagnostic factors

Confusion may arise with those excessively shy infant-school children who do not
speak when first attending school (Brown and Lloyd, 1975), but these can usually be
distinguished from electively mute children by the severity and persistence of the
latter condition. For instance, some 90 per cent of the former improve spontaneously
over the first school year. Kolvin and Fundudis (1981) consider that such excessive
shyness constitutes transient adaptation reactions to the ususl stresses and unfamiliar-
ity of the new school situation, and that only the residual small percentage of children
not speaking for as long as one year after starting school would be similar to those
children clinically diagnosed as elective mutes.

Previously there was both a tendency to emphasise the importance of motivation in
the diagnosis of elective mutism and acceptance of the notion that the presence of
abnormalities in speech or language precluded such a diagnosis. However, such earlier
views were based on anecdotal material or small case studies without controls. Recent
studies of a more representative series of cases indicates that such previous accounts
were often misleading. In these recent studies the picture that is emerging is as
follows: first, more girls than boys are affected, which is unusual for childhood
disorders (Wright, 1968; Kolvin and Fundudis, 1981); second, there is also evidence
of slow or uneven development, including delay in onset of speech, an excess of
developmental mispronunciations, signs of immaturity on the EEG and associated
problems of speech, bowe!l and bladder function (Kolvin and Fundudis, 1981); third,
these children also exhibit poorer non-verbal intelligence, a high rate of associated
behavioural problems and certain adverse temperamental traits. Further, there are
descriptions not of an acute onset but rather of the insidious development of shyness
from the earliest years of life in most of such children (Wright, 1968; Kolvin and
Fundudis, 1981).

Aetiology and outcome
Several workers in the past have postulated a psychogenic basis for efective mutism —
there are many single-case reports and small-group studies which have emphasized
the importance of psychopathology, such as a faulty mother-child relationship (Parker
et al, 1960), family neurosis (Browne et al, 1963} or psychological trauma in infancy-
(Salfield, 1950). Some workers suggest that elective mutism may be a secondary
psychological reaction to some biologically based symptoms: for instance, some
children may avoid speaking because they are teased when they mispronounce words
(Rutter, 1977). Furthermore, newer work suggests that there may be an important
maturational component which slowly diminishes with age (Kolvin and Fundudis,
1981). In the recent Newcastle study, personality problems of parents, particularly
those concerning social relationships and also parental psychiatric disturbance,
proved to be common {Kolvin and Fundudis, 1981). The diversity of actiological
factors suggests that the origins are multifactorial and the condition heterogeneous.

Finally, follow-up reveals that less than half the elective mute children subsequent-
ly improve in both speaking and social adjustment, irrespective of the treatment they
receive. This suggests that the syndrome is more intractable than most of the other
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non-organic, non-psychotic psychiatric disorders of childhood (Kolvin and Fundudis,
1981).

Schizoid personality in childhood

There has been a re-emergence of interest in the personality syndrome of childhood
comprising gross lack of social skills associated with a degree of naiveté giving rise to
significant impairment of social relationships (Asperger, 1944). Historically, two
different paths have been taken in delineating the characteristics of this syndrotmne.
First, there is the work of Asperger (1944), whose concepts evidently derive from
_clinical studies of autism: not surprisingly, his diagnostic criteria are reminiscent of
those described in autism. He has applied the label ‘autistic psychopathy’ to this
syndrome, but this had led to misunderstanding because of confusion with
sociopathic behaviour (Wing, 1981) of infantile autism. Second, Wolff’s concepts
(Chick et al, 1979; Wolff and Barlow, 1979; Wolff and Chick, 1980} derive from the
schizoid personality patterns described in the adult literature (Kretschmer, 1925;
Bleuler, 1954). Nevertheless, it is evident from recent work that the syndrome
described by Asperger and elaborated by Wing (1981), and the syndrome of ‘schizoid
personality in childhood’ studies by Wolff and colleages, overlap to such an exient
that they should be considered to be almost synonymous (Wollf and Barlow, 1979).

The clinical picture

The cardinal or core characteristics have been variously described as solitariness;
impaired empathy and sensitivity for the feeling of others; emotional detachment;
increased personal sensitivity; rigidity of mental set (i.e. fixed ideas, interests and
views) which at times achieves obsessional proportions; and an unusual or odd style of
communication (Wolff and Chick, 1980). Additional clinical features include display-
ing negativism, obstinacy and aggressive outbursts in response o pressure to
conform. The children affected are predominantly school-age boys, most of whom are
of at least average intelligence, and are described by their parents as showing a
tendency to find social activities stressful. Some tend to avoid school; many refuse to
do games; and a few refuse to speak in class.

In Wing’s account (1981) there are variations and differences in emphasis and
elaboration of the above picture, particularly in relation to the basis of the solitariness,
commumnication defects and the children’s cognitive skills. This work suggests that:
first, the basis of the solitariness is an impairment of two-way social interaction and
that there is no evidence that it is primarily due to a desire to withdraw from social
contact. Furthermore, some of the children are aware of their difficulties and strive to
overcome them. Second, though speech and language may inirially be delayed, these
children eventually achieve full command of grammar and may even have an extensive
vocabulary, but they tend to be pedantic, repetitive and circumstantial. Third, even
. their non-verbal communication is poor — there is little in the way of facial and
gestural expression and this is combined with a poor reaction to the expression and
gesture of others. Fourth, some have anomalous cognitive skills, such as excellent rote
memories, and many have a fascination with a circumscribed area of knowledge, but
appear to have little grasp of the meaning of the facts they learn. At school, they are
likely to follow their own interests regardless of instruction.
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Prevalence, aetiology and pathology

There have been no specific epidemiological studies, but there is some evidence to
suggest that the syndrome is rare — perhaps less than one per 10 000 children (Wing
and Gould, 1979).

Asperger (1944) thought that the syndrome was genetically transmitted, particular-
ly through fathers: a recent account suggests that about one-third of fathers show a
similar personality pattern to their children. Wing (1981) tends to support this view.
A history of adverse pre-, peri- or post-natal experiences has been reported in about
half of the cases (Wing, 1981). It has also been postulated that such a personality
variant could be turned into an autistic psychosis by earlier brain damage (Van
Krevelen, 1971) but there is no evidence to support this idea.

Differential diagnosis

Many of the clinical features described above may be found to varying degrees in the
normal adolescent population (Wing, 1981) and this may give rise to confusion.
However, in those children in whom there is grave eccentricity, or the co-existence of
a widespread number of such ciinical features, all of which are rather extreme, there is
little difficulty in arriving at a diagnosis. Schizoid personality in later childhood may
be confused with juvenile schizophrenia, only if the latter is loosely defined.,

There remains the guestion of the distinction between the child with a schizoid
personality and the older child who previously has been diagnosed as suffering from
infantile autism. Some workers see a sharp distinction between the conditions, with
autism not only being more severe, but different (Van Krevelen, 1971; Wolff and
Chick, 1980). Other workers seem to indicate that the distinction is less clear-cut
(Bosch, 1970; Wing, 1981), with certain milder autists showing a picture that
resembles the schizoid personality syndrome (Asperger, 1944, 1979). However, there
should be no diagnostic confusion, as the child with a schizoid personality does not
exhibit the cardinal features of autism (Kolvin, 1971; Wolffl and Barlow, 1979).

Thus, where the syndrome is based on concepts which derive from a study of
personality traits (Wolff and Barfow, 1979) considered to be reminiscent of schi-
zophrenic symptoms {Bleuler, 1954), then there is an increased distance between
infantile autism and schizoid personality in childhood. On the other hand, where the
syndrome is based on concepts related to infantile autism (ng, 1981), then the
distinction is less clear-cut. : ‘

Prognosis
Asperger (1979) reported a stable clinical p1cture in which there is a gradual
improvement of social skills through maturation. There is, however, less improve-
ment when there is associated mental subnormality. Nevertheless, he and other
writers emphasise an early onset in childhood and a persistence into adulthood.
Asperger did not consider that a schizoid personality was a pre-schizophrenic
condition, for only one patient out of 200 later became schizophrenic. Wolff and
Chick (1980) have described a more serious prognosis during early adult life: there is
continuity of the schizoid personality characteristics consisting of difficulties with
heterosexual relationships and impaired empathy; there is also a continuing single-
minded pursuit of interests; a continuing unusual style of communication, and,
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finally, a wide variety of psychiatric illness (50 per cent) and a high risk of suicide (25
per cent). Nevertheless, despite their impaired intimate human relationships, work
records of such adults usually proved satisfactory and, at times, quite outstanding.

Relationship between elective mutism and schizoid personality in childhood
The next question concerns the relationship between elective mutism and schizoid
personality in childhood. This theme has already been reviewed elsewhere (Kolvin
and Fundudis, 1981). Although both groups have initial problems of social adjust-
ment, mainly manifesting outside the home or school, there are many important
differences. In highlighting these differences we draw freely on material from
Edinburgh (Wolff and Barlow, 1979; Wolff and Chick, 1980) as representative of -
schizoid personality disorders, and Newcastle (Kolvin and Fundudis, 1981) as
representative of elective mutism.

In both groups there is evidence of lifelong personality deviations in most of the
children, rather than an illness with a definite onset (Wolff and Barlow, 1979; Kolvin
and Fundudis, 1981). Whereas the children failing into the schizoid personality group
are often described by their mothers as ‘solitary’, ‘rcmote’ and ‘strange’ (Wolff and
Barlow, 1979), in the case of the elective mute group the parents are often not aware of
anything unusual until the children enter school (Kolvin and Fundudis, 1981). The
children in the schizoid personality group are described as showing obstinacy and
aggressive outbursts, particularly when attempts are made to get them to conform,
but in the case of the elective mutes the obstinacy is more usually combined with
degrees of withdrawal or retreat. While obsessionality is universal in the schizoid
personality group, it occurs only occasionally in the elective mutes.

By definition, none of the elective mutes speak outside the home or at school
whereas, in the case of the schizoid personality group, only a few refuse to speak in
class. Blectively mute children may use gesture and other forms of non-verbal
communication, but children with schizoid personality do not communicate well
by such means. Delay in milestones and speech problems are common in elective
mutes (Kolvin and Fundudis, 1981); whereas Asperger claimed that these delays were
often present in the schizoid personality group, Wing (1981) reports such delays in
some cases only, and Wolff and Barlow (1979) rather infrequently.

Finally, the sex ratios are quite different: in the schizoid personality group it is as
high as 9 boys to 1 girl whereas, in the elective mute group, it is the reverse, ie 1.1
girls to 1 boy, These sex ratios are difficult to explain, especially as a few of the
children in Wolff and Barlow’s schizoid personality group actually refused to speak in
class and technically might be considered to be elective mutes. One explanation might
be that a greater number of girls than boys with elective mutism improve in the course
of time and that the schizoid personality disorder syndrome constitutes the residuum
of elective mutes. However, the Newcastle data do not fully support this theory, as
the greater improvement of girls than boys is only a trend. Thus, there is only tenuous

“evidence of a continuity of elective mutism in younger children into schizoid
personality disorder in somewhat older children. The differences which exist,
including those of sex ratio, suggest that the condition of elective mutism is, for the
most part, distinct from the condition of schizoid personality disorder, but there may
be a marginal overlap between the two conditions.




20 RECENT ADVANCES IN CLINICAL PSYCHIATRY

REFERENCES

Hyperkinesis and overactivity
Beck L, Langford W, MacKay M, Sum G 1975 Childhaed chemotherapy and later drug abuse and growth
curve: a follow-up study of 30 adolescents. American Journal of Psychiatry, 132: 436-438
Birch H G (ed) 1964 Brain Damage in Chiidren: the biological and social aspects. Williams and Wilkins,
Baltimore
Campbeli § B, Paulauskas S 1979 Peer relations in hyperactive children, Journal of Child Psychology and
Psychiatry 20: 233-246
Carnpbell S, Douglas V, Morgenstern G 1971 Cognitive styles in hyperactive children and the effect of
methylphenidate. fournal of Child Psychology and Psychiatry 12: 55-67
Cantwell D 1972 Psychiatric illness in the families of hyperactive children. Archives of General Psychiatry,
27: 414-417
Cantwell D 1975 A critical review of therapeutic modalities with hyperactive children. In: Cantwell D (ed)
The Hyperactive Child: Diagnosis, Management and Current Research. Spectrum Publications, New
York
Cantwell D 1977 Hyperkinetic syndrome. In: Rutter M, Hersov L (eds) Child Psychiatry: Modern
Approaches. Blackwell Scientific Publications, London
Cohen N, Weiss, G, Minde K 1972 Cognitive styles in-adolescents previously diagnosed as hyperactive.
Journal of Child Psychology and Psychiatry, 13: 203-209
Conners C 1967 The syndrome of minimal brain dysfanction: psychologlcal aspects, Pediatric Clinics of
North America i4: 749-766
Conners C 1972 Pharmacotherapy of psychopathology in children. In: Quay H C, Werry ] S (eds)
Psychopathological disorders of Childhood. Wiley, New York
Conners C, Taylor E 1980 Pemoline, methylphenidate and placebo in children with minimal brain
dystunction. Archives of General Psychiatry 37: 922-930
Conners C, Taylor E, Meo G, Kurtz M, Fournier M [972 Magnesium pemoline and dextreamphetamine: a
controlled study in children with minima brain dysfunction, Psychopharmacologia 26; 321-336
Cruickshank W, Benizen F, Ratzenburg F, Tannhauser M 1961 A Teaching Method for Brain-injured and
Hyperactive Children: a demonstration pilot study. Syracuse University Press, New York
Denhoff E 1973 The natural life history of children with minimal brain dysfunction. Aanals of the New |
York Academy of Sciences 205; 188-205 |
Douglas V 1972 Stop, look and listen: the probiem of sustained attention and impulse control in
hyperactive and normal children. Canadian Journal of Behavioura$ Science 4; 259282
Feingold B F 1975 Hyperkinesis and learning disabilities linked to artificial food flavors and colors.
American Journal of Nursing 73, 797-803
Friedmann N, Thomas }, Carr R, Elders J, Ringdahl I, Roche A 1981 Effect on growth in pemoline-treated
childrer with attention deficit disorder. American Journal of Diseases of Children 135: 329-332
Graham P 198] Ethics in child psychiatry. In; Bloch 8, Chodoff P (eds) Psychxdmc ethics. Oxford
University Press, London
Hechtman L, Weiss G, Finkelstein J et al 1976 Hyperactives as young adults. Caradian Medical
Assuciaﬁon Journal 115: 625-630
Hopkins ], Perlman T, Hechtman L, Weiss G 1979 Cognitive style in adults originally diagnosed as
hyperactives. Journal of Child Psychology and Psychiairy 20; 209-216
Huessy H 1967 Study of the prevalence and therapy of the chareatiform syndrome or hyperkinesis in rural
Vermons, Acta Pacdopsychiatrica 34: 130-135
Huessy H, Wright A 1970 The use of imipramine in children’s behaviour disorders. Acta Paednpsychlamca
37: 194—-199
Hutt G, Jackson P, Level M 1966 Behavioural parameters and drug effects; a study of a hyperkinetic
epileptic child. Epilepsia (Amst.} 7: 250-259
Ingram T 1956 A characteristic form of overactive behaviour in brain-damaged children. Journal of Mental
Science 102: 550-558
Keogh B 1971 Hyperactivity and learning disorders: review and speculation. Exceptional Children 38:
101109
Kolvin I, Garside R ¥, Nicol A R, Macmillan A, Wolstemhoime F, Leitch I M 1977 Familial and
sociofogical correlates of behavioural and saciometric deviance in 8-year-old childrer. In: Graham P §
(ed) Epidemiological approaches in chiid psychiatry, Academic Press, London
Langhorne | E, Loney J, Paternite C E, Bechtoldt H P 1976 Childhood hyperkinesis: a returs to the
source. Journal of Abnormal Psychology 85: 201-209
Lapouse R, Monk M A 1958 An epidemiofogical study of behavioural characteristics in children. American .
Journa! of Public Health 48: 1134-1144
Laufer M 1971 Long-term managemenit of some follow-up findings on the use of drugs with minimal brain
dysfunction. Journal of Learning Disabilities 4: 518-522




CHILD PSYCHIATRY 21

Lee D, Hutt C 1964 A play room designed for filming children: a note. Journal of Child Psychology and
Pyschiatry 5: 263-265

Loney, J, Langhorne ] E, Paternite C E 1978 An empirical basis for subgrouping the hyperkinetic/minimal
brain dysfunction syndrome. Journal of Abnormal Psychology 87: 431441

Mattes ] A, Giteelman R 1981 Effects of artificial food colorings in children with hyperactive symptoms: a
critical review and resuits of a controlled study. Archives of General Psychiatry 38: 714-718

Minde K, Lewin D, Weiss G, Lavigueur H, Douglas V, Sykes E 1971 The hyperactive child in elementary
school: 2 5-year controlled follow-up. Exceptional Children 38: 215-221

Minde K, Weiss G, Mendelson N 1972 A five-year follow-up of 91 hyperactive school children, Journal of
the American Academy of Child Psychiatry 11: 596610

Neligan G A, Kolvin I, Scott D Mcl, Garside R F 1976 Born too soon or born too small. Clinics in
Developmental Medlcme No, 61. SIMP."Hemema:m, London

Offord D R, Sullivan K, Allen N, Abrams N 1979 Deliquency and hyperactivity. Journal of Nervous and

_ Mental Disease 167: 734-741

- (Malley J, Eisenberg L. 1973 The hyperkinetic syndrome. Seminars in Psychiatry 5: 95-103

Qunsted C 1955 The hyperkinetic syndrome in epileptic children. Lancet 2: 269-303

Palkes H, Stewart M 1972 Intellectual ability and performance of hyperactive children. American Journal

. of Orthopsychiatry 42: 35-39

Prechtt H, Stemmer C 1962 The choreiform syndrome in childzen. Developmental Medicine and Child
Neurology 4: 119-127

Rapoport §, Quinn P 1975 Minor physical anomalies and developmental deviation: a major biological
subgroup of ‘hyperactive children’. International Journal of Mental Health 4: 29-44

Robins L. N 1966 Deviant children grown up. Williams and Wilkins, Baltimore

Ross D M, Ross S A 1976 Hyperactivity: research, theory and action, Wiley, New York

Rutter M, Graham P, Yule W 1970a A Neuropsychiatric Study in Childhood. Clinics in Developmental
Medicine No. 35/36. London SIMP/Heinemann

Rutter M, Tizard J, Whitmore K (eds) 1970b Education, Health and Behaviour. London: Longman

Rutter M, Shaffer D, Shepherd M 1975 A Muliaxial Classification of Chitd Psychiatric Disorders, Geneva:

WHO
Safer D M, Allen R P 1976 Hyperactive Children: diagnosis and management, Baltimore: University Park

Press

Sandberg $ T, Rutter M, Taylor E 1978 Hyperkinetic disorders in psychiatric clinic attenders,
Developmental Medicine and Child Neurology 20: 279-299

Sandberg § T, Weiselberg M, Shaffer 1D 1980 Hyperkinetic and conduct problems in & primary school
population: some epidemiological considerations. Journal of Child Psychology and Psychiatey 2
293-311

Satterfield ] 1973 ERG issues in children with minimal brain dysfunction. Seminars in Psychiatry 5: 35-46

Schachar R, Rutter M, Smith A 1981 The characteristics of situationally and pervasively hyperactive
children: implications for syndrome definition. Journal of Child Psychology and Psychiatry 22: 375-392

Schulman J L, Kaspar ] C, Throne F M 1965 Brain damage and behavior: a ¢linical-experimental study.
Chas. C, Thomas, Sprmgﬁeld Hllinois

Shaffer P, Greenhili L 1979 A critical note on the predictive validity of ‘the hyperkinetic syndrome’.
Journal of Child Psychology and Psychiatry 20: 6172

Shaffer D, McNamara N, Pincus ] H 1974 Controlted observations on patterns of activity, attention and
meulsmty in braln—damaged and psychiatrically disturbed boys. Psychological Medicine 4: 4-18

Sprague R, Toppe L 1966 Relationship between activity levei and delay of reinforced in the retarded.
Journal of Experimental Child Psychology 3: 320-397

Stewart M A, Pitis F, Craig A, Dieruf W 1966 The hyperactive child syndrome. American Journal of
Orthopsychiatry 36: 861867

Stewart M A, DeBlois C §, Cummings C 1980 Psychiatric disorder in the parents of hyperactive boys and
those with conduct dlsorder Tournal of Child Psychology and Psychiatry 21: 283-292

Stewart M A, Cummings C, Singer S, DeBlois C S 1981 The overlap between hyperactive and unsomahzed
aggressive children. Journal of Chl]d Psychology and Psychiatry 22: 3545

Strauss A, Lehtinen L 1947 Psychopathology and Education of the Brain-Injured Child. Grune and
Strattnn, New York

Thommas A, Chess §, Birch H G 1968 Temperament and Behaviour Disorders in Children. University of
I.ondon Press, London

Tizard B 1968 Observations of overactive imbecile children in uncontrolled envirorments, American
Journal of Mental Deficiency 72: 540547

Waldrop M F, Pedersen F A, Bell R (Q 1968 Minor physical anomalies and behavior in preschool children.
Child Development 39: 391-400

Weiss G, Minde K, Werry J, Douglas V, Nemeth E 1971 Studies on the hvperacnve child. VII: Five-year
follow-up. Archives of General Psychiatry 24: 409-414




72  RECENT ADVANCES IN CLINICAL PSYCHIATRY

Weiss G, Kruger E, Danielsens U, Elman M 1975 Effect of long-term treatment of hyperactive children
with methylphenidate. Canadian Medical Association Journal 112: 159-165

Wender E H 1980 New evidence on food additives and hyperkinesis: a critical analysis, American Journal
of Diseases of Chiidren 134: 1122-1124 :

Wender P 1971 Minimal Brain Dysfunction in Children. New York: Wiley-Interscience

Werry ] 1968 Developmental hyperactivity, Pediatric Clinics of North America 15: 581-599

Werry J 1970 Some clinical and laboratory studies of psychotropic drugs in children: an overview. In:
Smith W (ed) Drugs and Cerebral Function. Thomas, Springfield, Iliinois

Werry | § 1972 Organic factors in chiidhood psychopathology. In: Quay H C, Werry IS (eds)
Psychopathological Disorders of Childhood. Wiley, New York

Werry ] 1981 Personal communication

Werry ], Aman M G, Diamond E 1980 Imipramine and methylphenidate in hyperactive children. Journal
of Chiid Psychology and Psychiatry 21: 27-35

Winsberg B, Rialer I, Kupietz S, Tobias J 1972 Effects of imipramine and dextroamphetamine on
behaviour of neuropsychiatrically impaired chitdren. American Journal of Psychiatry 128: 1425-1431

Witt P, Ellis M, Sprague R 1970 Methylphenidate and free range activity in hyperactive children.
Unpublished paper written in support of NIMH Grant No. MH 189-9, Children’s Research Center,
University of Hlinais, Urbana

Hysteria in childhood

Ambhony E ] 1967 Psychoneurotic disorders of childhood. In: Freedman A, Kaplan H (eds) Comprehensive
textbook of psychiatry. Williams and Wilkins, Baltimore

Adomakeh C C 1973 The pattern of epidemic hysteria in a girls’ scheol in Ghana. Ghana Medical Journal
13; 407-11

Benaim S, Horder J, Anderson J 1973 Hysterical epidernic in a classroom. Psychological Medicine 30:
366-373

Rird ] 1979 The behavioural treatment of hysteria. British Journal of Psychiatry 134: 129137

Breuer ], Freud § 1893-5 Studies on hysteria. Compiete psychological works of Freud. Vol. 2. 1955.
Hogarth Press, London

Briquet P 1859 Traité clinique et thérapeutique de Physterie. ] B Baillitre and Fils, Paris

Caplan H L 1970 Hysterical ‘conversion’ symptoms in childhood. M Phil dissertation, University of
London

Charcot ] M 1889 Clinical lectures on diseases of the nervous system. Vol. IT1. Trans. Savill T. New
Sydenham Society, London

Chodoff P 1974 The diagnosis of hysteria: an overview. American Journal of Psychiatry 131: 1073-1078

Chodoff P, Lyons H 1958 Hysteria, the hysterical personality and “hysterical’ conversion. American
Journal of Psychiatry 114: 73440

Creak M 1938 Hysteria in Childhood. British Journal of Childrens Diseases 35: 85-95

Currie 8, Heathfield K W G, Henson R A, Scott D F 1971 The clinical course and prognosis of temporal
lobe epitepsy. Brain, 94: 173-190

Dubowitz V, Hersov L 1976 Management of children with non-organic (hysterical) disordess of motor
function. Devetopmental Medicine and Child Neurology 18: 358-368

Forbis O, Janes R 1965 Hysteria in childhood. Southern Mexlical Journal 58: 12211225

Freud S 1954 Collected Papers. Vol. 1. Basic Books, New York

Gold S 1965 Diagnosis and menagement of hysterical contracture in children. British Medica! journal i:
21-23

Goodyer T 1981 Hysterical Conversion Reactions in Childhiood. Journal of Child Psychology and Psychiatry
22:179-188 :

Guze S B 1967 The diagnosis of hysteria. American Journal of Psychiatry 124: 491-498

Guze S B, Woodruff R A, Clayton P J 1972 Sex, age and the diagnosis of hysteria (Briquet’s Syndrome)
American Journal of Psychiatry 129: 745-748

Janet P 1907 The major symptoms of Hysteria, Macmillan, New York

Kagwa B H 1964 The problem of mass hysteria in East Africa. East African Medical Journal 41: 560566

Kendell R 1974 A new look at hysteria. Medicine (London) 30: 1780-1783

Kolvin I, Nicol A R 1979 Child Psychiatry. In: Recent Advances in Clinical Psychiatsy—3 (ed) K Granville
-— Grossman. Churchill-Livingstone. Edinburgh pp 297-332

Krxill A E 1967 Retinal function studies in hysterical amblyepia. A unique abnarmality of dark adaption.
American Journal of Ophthalmology 63: 230-237

Lader M, Sartorius | M 1968 Anxiety in patients with hysterical conversion symptoms. Journai of
Neurclogy, Neurosurgery and Psychiatry 31: 490494

Launay C, Col C 1964 L’hystérie chez Penfant et I'adolescent. Revue du Practicien 14; 14731480

Lazare A, Klerman G L 1968 Hysteria and depression: the frequency and significance of hysterical




CHILD PSYCHIATRY 23

personality features in hospitalized depressed women. American Journal of Psychiatry 124; Supplement
(May): 48-56

Levine R J, Sexton D J, Romm F |, Wood B T, Kaiser } 1974 Outbreak of psychosomatic illness at a rural
elernentary school. Lancet 2: 1500-1503

Leybourne P, Churchill S 1972 Symptom discouragement in treating hysterical reactions of chitdhood,
International Journal of Chiid Psychatherapy 1: F11-114

Looff D H 1970 Psychophysiologic and conversion reactions in children. Journal of the American Academy
of Child Psychiatry 9: 318-331

Lyons H A, Potter P E 1970 Commaunicated hysteria -— an episode in a secondary school, Journal of the
Irish Medical Association 63: 377-379

Mechanic ID 1962 The concept of illness behaviour. Journal ef Chronic Diseases 15: 189194

Merskey H, Buhrich N A 1975 Hysteria ard organic brain disease. British Journal of Medical Psychofogy
48:359-366 -

Moss P P, McEvedy C P 1966 An epidemic of overbreathing among schoolgirls. British Medical Journal 2:

Parsons T 1951 The social system. Free Press, New York

Perley ] M, Guze § B 1962 Hysteria — the stability and usefulness of clinical criteria. New England Journal
of Medicine 266: 421426

Proctor ] T 1958 Hysteria in childhood. American Journal of Qrthopsychiatry 28: 394-407

Rada R T, Krill A, Meyer G, Armstrong D 1973 Visual Corversion Reaction in Children -— I Follow Up.
Psychosomatics 14: 271-276

Rivinus T M, Jamison D L, Grabam P M 1975 Childhood organic neurological disease presenting as
psychiatric disorder. Archives of Diseases in Childhood 50: 115-119

Robins E, O’Neal " 1953 Clinical features of hysteria in children with a note on prognosis. Nervous Child
10: 246-271 )

Rock N L 1971 Conversion reactions in childhood. A clinicat study of childhood seurosis, Journal of the
American Academy of Child Psychiatry 10: 65-78

Rutter M, Graham P, Chadwick O, Yule W 1976 Adolescent turmoil: fact or fiction. Journal of Child
Psychology and Psychiatry 17: 35-36

Rutter M, Tizard J, Whitmore K (eds) 1970 Education, Health and Behaviour Longman, London

Sirois F 1975 A propos the incidence of mass hysteria, Union Medicale du Canada 104: 121-123

Stater E 1965 Diagnosis of hysteria. British Medical Journal i: 1395-1399

Stevens H 1969 Conversion hysteria — revisited by the pediatric neurofogist. Clinical Proceedings of
Children’s Hospital of the District of Columbia 25: 27-32

Stores (¢ 1978 EEG ambulatory monitoring system with T.V. playback display — Proc. Epilepsy Symp:
Vancouver

Sulestrowska H 1973 Clinical and follow-up studies of hysteria in children, Psychiatria Polska 7: 133-134

Yasuna E R 1963 Hysterical amblyopia in children. American Journal of Diseases of Children 106: 558-563

Non-psychotic syndromes of social withdrawat and adjustment in childhood and adolescence

Asperger H 1944 Dic autistischen Psychopathen im Kindesalter. Archiv fur Psychiatric und
Nervenkrahkheiten 117: 76-136 '

Asperger H 1979 Problems of infantile autism. Communication 13: 45-52

Bleuler M 1954 The concept of schizophrenia, American Journal of Psychiatry 111: 382383

Bosch G 1970 Infantile autism (trans. from 1962 version by D. Jordan and I. Jordan). Springer-Verlag,
New York

Browsn | B, Lloyd H 1975 A centrolled study of chifdren not speaking at school. Journal of Association of
Workers for Maladjusted Chiidren 3: 49-63

Browne E, Wilson V, Laybourne P C 1963 Diagnosis and treatment of elective mutism in children, Journal
of the American Academy of Child Psychiatry 2: 605-617

Chick J, Waterhouse L, Wolff S 1979 Psychological construing in schizoid children grown up. British
Journal of Psychiatry 135: 425430

Kolvin I 1971 Studies in the Childkood Psychoses. 1. Diagnostic criteria and classification. Brirish Journai
of Psychiatry 118: 381-384

Kolvin 1, Fundudis T 1981 Elective mute children: psychological development and background factors.

* Journal of Child Psychology and Psychiatry 22: 219-232

Kolvin I, Qunsted C, Humphrey M, McNay A 1971 Studies in the Childhood Psychoses IE The
phenomenology of childhood psychoses. British Journal of Psychiatry 118; 385-395

Kotvin I, Ounsted C, Richardson L. M, Garside R F 1971 Studies in the Childhood Psychoses III. The
farily and social background in chifdhood psychoses. British Journal of Psychiatry 118: 396-402

Kolvin I, Ounsted C, Roth M 1971 Studies in the Childhood Psycheses. V. Cerebral dysfunction and
childhood psychoses. British Journal of Psychiatry 118: 407-414

Kretschmer E 1925 Physique and character. Kegan Paul; Trench and Trubner, London




24 RECENT ADVANCES IN CLINICAL PSYCHIATRY

Parkes E B, Olsen T F, Throckmorton M C 1960 Social casework with elementary school children who do
not taik in school, Social Work 5: 64-70

Rutter M 1977 Delayed speech. In: Rutter M, Hersov L (eds) Child psychiatry: modern approaches. -
Blackwell Scientific Publications, London

Salfield D M 1950 Observations of elective mutism in children. Journal of Mental Science 96: 1024-1032

Tramer M 1934 Elektiver Musismus bei Kindern. Zeitschift fiir Kinderpsychiatrie 1: 30-35

Van Krevelen D A 1971 Early infantile zutism and autistic psychopathy. Journal of Autism and Childhood
Schizephrenia 1: 82-86

Wing L 1981 Asperger’s syndrome: a clinical account. Psychological Medicine 11: 115-129

Wing L., Gould J 1979 Severe impairments of secial interaction and associated abnormalities in children:
epidemiology and classification. Journal of Autism and Developmental Disorders 9: 11-29

Wolff §, Barlow A 1979 Schizoid personality in childhood: a comparative study of schizoid, autistic and
normai children. Journal of Child Psychology and Psychiatry 20: 25-46

Wolff S, Chick J 1980 Schizoid personality in chifdhood: a controlled follow-up study. Psychological
Medicine 10: 85-100

Wright H L 1968 A clinical study of children who refuse to talk. Journal of the American Acadenty of Child
Psychiatry 7: 603-617




