
LETTERS TO
THE EDITOR

Abuse or metabolic disorder?

EDITOR,—HoVman and Naughten rightly
raise awareness for the potential misdiagnosis
of the inherited metabolic disorder glutaric
aciduria type I (GA-I) for the shaken baby
syndrome, with its attendant psychosocial
trauma to the family.1

When considering the diagnosis, particu-
larly when there is no convincing history of
significant trauma, they advocate the evalua-
tion of urinary organic acids and serum
carnitine to exclude GA-I.1 The typical
urinary metabolites glutaric and
3-hydroxyglutaric acids may be present in the
urine only intermittently, or not at all in non-
excretors, irrespective of residual enzyme
activity, even at times of decompensation.2 If
strongly suspected, glutaryl-CoA dehydroge-
nase activity in cultured skin fibroblasts
should be measured to avoid missing this
important diagnosis.2 3

Misdiagnosis might not only expose the
family to the risk of false accusation of child
abuse, but may have disastrous consequences
for the child. GA-I is a potentially treatable
condition if diagnosed when neurodevelop-
ment is normal, before metabolic decompen-
sation, which characteristically leaves a se-
vere, irreversible, dystonic movement
disorder. Aggressive treatment of intercurrent
infections, the institution of hyperalimenta-
tion during catabolic crises, with long term
dietary protein restriction and carnitine sup-
plementation may avoid decompensation4

and therefore avoid striatal damage. Confir-
mation of the diagnosis additionally allows
the possibility of prenatal diagnosis and early
treatment of aVected siblings. The true
potential for prevention of neurological
sequelae requires evaluation following the
introduction of national neonatal screening
for this condition by tandem mass spectrom-
etry, but for the present every eVort should be
made to obtain the diagnosis, and must
include enzymology on cultured skin fibro-
blasts.
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Teaching paediatrics for the developing
world

EDITOR,—I agree with many of the sentiments
expressed by Williams1 in his helpful article. I
qualified in a developing country and started
to practise as a part time general practitioner
in “the capital”. I must confess that it did not
take me long to realise that I was not prepared
to recognise or handle the problems that were
presented to me in my surgery. I became con-
fused and disillusioned. I thought I needed to
go to the West to learn, as my medical school
had failed to prepare me properly.

In England in the late 1960s I soon started
to work in hospitals, and despite the language
barrier, I had no diYculties in recognising or
managing problems. However, it took me
several years to realise that the initial
problems that brought me to the West were
universal—namely, that teaching hospitals
throughout the world do not prepare doctors
to function in their communities. Patients in
hospital are not representative of the popula-
tion as a whole, yet almost 100% of medical
teaching takes place in these centres of excel-
lence. Graduates are ignorant about the
sociomedical problems of the society. The
introduction of vocational training schemes
for general practitioners training in the UK is
a response to this problem.

Medical schools worldwide still ignore this
need or at best pay only lip service. If the
native medical schools fail to impart appro-
priate knowledge to enable graduates to work
and function in their own communities, how
much more diYcult will it be for a doctor
from an entirely diVerent cultural back-
ground? Even a well qualified community
physician with great expertise in one country
cannot assume that his or her skills will be
appropriate in a completely diVerent culture.

I have no doubt that both developed and
less developed countries can learn from each
other, but extreme care must be exercised not
to have fragile and immature systems over-
taken by pure philanthropic enthusiasm or
self interest.
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Significance of the EEG after the first
afebrile seizure

EDITOR,—Although Panayiotopoulos in his
personal practice article and Cross in her
accompanying commentary1 debate an inter-
esting topic, they do not adequately address
some important issues when discussing the
role and implications of electroencephalogra-
phy.

First, the EEG is not necessarily a “harm-
less” investigation. Although it may be
relatively non-invasive and therefore physi-
cally harmless, it may be harmful in terms of
its interpretation. An unsatisfactorily re-
corded EEG, undertaken by technical staV
who have never been trained to perform such
investigations in children, which is reported
by a clinician who has not been taught the
normal maturational as well as abnormal
appearances of children’s EEGs, may result
in inaccurate diagnoses of both epilepsy and
the specific epilepsy syndrome. Clearly, this
may have serious medical, psychological, and
social consequences. Unfortunately, appro-

priately trained technical staV and paediatric
neurologists or clinical neurophysiologists are
not ubiquitous, particularly within the UK.

Second, epilepsy is a clinical diagnosis and
is defined on the basis of not one but
recurrent seizures, as clearly emphasised by
Cross. The finding of an abnormal EEG,
including the demonstration of characteristic
features of a specific epilepsy syndrome, does
not imply that the child will inevitably have a
further seizure. Most parents are likely to
elect not to give their child antiepileptic
medication after a first seizure (even if it was
a tonic–clonic convulsion), if they are told
truthfully that it is possible that there will be
no recurrence. Understandably, much de-
pends on how parents are given this infor-
mation. In my experience, their decision is
usually made irrespective of the finding of an
abnormal even “syndrome diagnostic” EEG,
and the potentially high predictive risk of a
further seizure. If there is any chance, no
matter how small, that their child may not
have a second seizure, most parents would
prefer to adopt a wait and see approach.

Third, much of the discussion was clearly
adult oriented. Importantly, the implications
of a diagnosis of epilepsy and even an epilep-
tiform EEG (as intimated by Panayiotopou-
los’s argument) may be very diVerent for a
child and an adult, specifically in areas of
career/employment and leisure/driving. Epi-
lepsy in children is not, and never should be,
regarded as simply a downward extrapolation
of epilepsy in adulthood.

These issues must be considered when
interpreting EEG findings in relation not just
to the seizure history but to the overall clini-
cal situation.2 It must also be remembered
that most children with epilepsy are managed
outside teaching hospitals or tertiary epilepsy
centres and do not necessarily have access to
the technical and clinical personnel who
should be undertaking and reporting their
EEGs.
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Dr Panayiotopoulos comments:

Dr Cross partly accepts and Dr Appleton
partly rejects the significance of the EEG
after the first afebrile seizure. My reaction to
their views is on clinical, not EEG, matters.
They rely on an unhelpful definition of
epilepsy—two or more recurrent seizures—
instead of emphasising that epilepsies are
hundreds of seizure disorders with diVerent
and often diverse causes, manifestations, and
prognoses that frequently mandate diVerent
short and long term management.1 Any
further discussion would be pointless if our
aim was to diagnose epilepsy and not a
specific epileptic condition.

The inclusive term “epilepsy” or the
simplistic rules “to treat or not to treat”,
“wait and see”, “start with sodium valproate
or carbamazepine after the second seizure”
are detrimental to the diagnosis and manage-
ment of epilepsies. It is because of these
problems that in a recent report from London
nearly half of children with typical absence
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seizures are inappropriately treated with car-
bamazepine and vigabatrin.2

Regarding EEG after the first afebrile seizure
none of my four arguments was debated:
+ It is possible to recognise children with

features of specific epileptic syndromes
+ Minor seizures such as absences and myo-

clonic jerks that often escape clinical
detection may be recorded

+ EEG is imperative in establishing seizure
precipitating factors

+ An EEG in an untreated stage of an
epileptic syndrome is imperative.
Instead, the responders insist on the
significance of to treat or not to treat,
which I emphasised “is not a convincing
argument: the prime aim in medicine is the
diagnosis that determines prognosis and
treatment strategies”.
Appleton has four arguments that I reply
to in order:
+ Anything in medicine, clinical or labo-

ratory, may be harmful if
misinterpreted—raising standards, not
abandoning the practice, is the answer

+ Clinical diagnosis may often be incor-
rect without EEG—see, for example
absences versus complex partial sei-
zures, visual seizures versus migraine or
unreported myoclonic jerks

+ There is nothing adult oriented in my
text

+ It is because most children are managed
outside teaching hospitals that aware-
ness of the various aspects of epilepsies
should be improved and standards
raised above “epilepsy is more than two
seizures” or “the treatment of epilepsy is
with drug A or drug B”.
The message of my paper was that, as in
all other fields of paediatrics, children
with epilepsies are entitled to a diagno-
sis, prognosis, and management that is
specific and precise. I should add that
this is possible for most of the children
with one or more seizures based on skil-
ful clinical and EEG evaluation.

1 Grunewald RA, Panayiotopoulos CP. The diag-
nosis of epilepsies. J Royal Coll Phys (London)
1996;30:122–7.

2 Parker APJ, Agathonikou A, Robinson RO,
Panayiotopoulos CP. Inappropriate use of
carbamazepine and vigabatrin in typical ab-
sence seizures. Development Med Child Neurol.
[In press.]

Systematic review of the school entry
medical examination

EDITOR,—This important review of the
school entry medical (SEM) examination1 is
so flawed that the key messages cannot be
supported. The School Health Service was
introduced as a therapeutic, not just an
epidemiological tool, when the Boer War
revealed the extent of untreated disease for
which neither treatment nor care was avail-
able. In 1976, the Court Report recom-
mended that the SEM should be a statutory
examination: not to identify missed disease,
but to support needy children, because of the
profound impact of indiVerent health, disad-
vantage, and developmental delay on edu-
cational progress. The Polnay Report, Health
needs of school age children (1995), clearly
advised that the health care assessment by
school nurses at entry should also advance
health promotion.

School health varies dramatically between
inner city, urban, and rural schools. In our
Trust serial audits2 3 to ascertain the decisions

made about care and support oVered to children
at school entry, have demonstrated a skew in
need with an eightfold increase in schools
serving disadvantaged areas. The content of
the work has changed dramatically over the
past 30 years: consider child protection work,
the integration of special needs children in
mainstream school, the eVects of serial
parenting on young children. Medical time in
school is spent with children with significant
problems, not on healthy children nor on
perusing letters and reports. Numerical com-
parisons of pick up rates of defects over time
(1962–96) and place are not meaningful.

Let us move the argument from the value
of screening to the real issue of how to
provide eVective health care for the many
children who start school with health and
developmental disadvantages.

SONYA LEFF
CCP South Downs Health NHS Trust,

Peacehaven Clinic, Peacehaven BN10 8BN, UK
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Drs Barlow and Stewart-Brown comment:

We agree with Dr LeV that the most
important role of the SEM is the provision of
eVective health care for children who start
school with health and developmental disad-
vantages, through the identification of unmet
health needs. It is, however, unclear how it is
possible to assess the eVectiveness of the
SEM in meeting these needs without assess-
ing the eVectiveness and eYciency of the
screening procedures used in their identifica-
tion.

We have stated that the evidence shows that
large numbers of children are identified as
having a problem at school entry and that
many of these problems are newly identified
as a result of the SEM. Furthermore, a large
proportion of these problems result in referral
for further investigation. However, the failure
of most studies to follow up referrals to assess
the number of false positive cases, or indeed
to follow up the cohort to identify false nega-
tive cases, precludes the possibility of estab-
lishing the extent to which the SEM is
actually successful in identifying and meeting
children’s health needs. Neither is there any
evidence available to show the success of
either routine or selective SEMs in providing
“care and support” to “needy children” as an
integral part of the SEM, or in the positive
promotion of health and the maintenance of a
body of knowledge in the community regard-
ing child health and development.

We agree that the “numerical comparison
of pick up rates” is unsatisfactory. However,
this is all the literature appears to provide for
evidence of the eVectiveness of the SEM, and
we have endeavoured to explain in our paper
why this type of research design is inad-
equate.

Systematic reviews inevitably reflect past
rather than current research and clinical
practice. In community child health, both of
these have developed considerably over re-
cent years. However, researchers and clini-
cians are likely to make more progress if they
are able to reflect on the inadequacies of past
research and practice. The real problem of

providing eVective health care for children
who start school with health and develop-
mental needs will not be resolved by burying
our heads in the sand.

Errors by paediatric residents in
calculating drug dosages

EDITOR,—Rowe and colleagues1 focus wel-
come attention on how the risk of neonatal
unit prescribing errors might be reduced.
Their suggestion that a simple test of
mathematical ability may be able to detect
individuals with impaired calculation skills
deserves further evaluation. Some have gone
further, proposing that a demonstration of
mathematical ability should be a prerequisite
for full registration with the General Medical
Council.2 This comment followed an inquest
into the death of a premature newborn infant
overdosed with morphine as a result of a
100-fold error. Currently all potential medi-
cal students are required to have GCSE
mathematics but many go beyond this level.
For example, among 149 entrants to Leeds
medical school in 1996 two thirds had passed
A level mathematics, 79% with grade A and
the rest with grade B. Conversely, this means
that one third had abandoned mathematics
several years before starting medical studies.
Whether school attainment in maths is later
reflected in competence at calculations as a
junior doctor was not explored by Rowe et al,
but would be of interest.

A systems analysis approach to medication
errors emphasises the need to examine
mistakes in a broad context and thereby make
it much harder for repeat mistakes to occur,
recognising that the incident is often the end
result of a chain of events set in motion by
faulty system design. This approach has been
conceptualised as a “search for the third
order ‘why?’.”3 Why did the incident occur?
Why did the error occur? Why did the appar-
ent reasons for the error occur? Perhaps part
of the faulty system is an unwarranted
assumption by senior doctors with regard to
the mathematical competence of their junior
colleagues. It is possible that “the error”
occurred because of failure to include some
deliberate element of training in the type of
calculation routinely required on the inten-
sive care unit or paediatric ward, as advocated
by Rowe et al.

JOHN PUNTIS
Noenatal Unit, Clarendon Wing,
The General Infirmary at Leeds,
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ric residents in calculating drug dosages. Arch
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Chinese motor paralysis

EDITOR,—Chinese motor paralysis, or acute
motor axonal neuropathy, is a recently recog-
nised acute inflammatory neuropathy that
diVers from classic Guillain–Barré syndrome
in clinical, neurophysiological, and pathologi-
cal features.1 Cases have been reported from
China, Japan, India, and South America,1–3

but not previously in northern Europe.
A 14 year old boy presented with a five day

history of poor grip and falling from his bicy-
cle, followed by progressive symmetrical
mainly proximal weakness aVecting both
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upper and lower limbs equally, without an
ascending picture. He had been constipated
for two days and had developed hoarseness
and a weak cough. There was no other
relevant history. Examination showed mild
weakness of jaw opening and facial muscula-
ture; complete inability to flex his neck
against gravity (MRC 2) with normal neck
extension (MRC 5), and predominantly
proximal weakness (MRC 3) with less severe
distal weakness (MRC 4). Distal tendon
jerks were absent, but proximal jerks could
be elicited. His peak flow rate was 30% of
predicted.
He received intravenous immunoglobulin
(IVIG) 0.4 g/kg daily for five days. On day 2
he required intubation and artificial ventila-
tion. By day 3 he developed bilateral ptosis,
swallowing diYculties requiring tube feed-
ing, and upgoing plantar responses. Consti-
pation persisted until day 4 when an enema
was given. Despite the severe axial and
proximal weakness, distal power was less
aVected to the extent that he was still able to
write clumsily. By day 5 he began to improve;
he was extubated on day 14, walked with
support on day 19, and walked alone on day
37. However, only by 22 months was power
completely normal. He also developed a uni-
lateral neuropathic tremor.
Investigations showed an initial lymphope-
nia, normal cerebrospinal fluid at 48 hours
with a protein of 0.4 g/l, a rise in serum crea-
tine kinase to seven times the upper limit of
normal by day 3, which fell to normal by day
8, and normal serum IgM anti-GM1 and IgM
anti-Mag titres. Campylobacter jejuni (un-
typeable) was isolated from rectal swabs.
Muscle biopsy on day 4 showed some central
nuclei and two small angulated fibres only.
Neurophysiological investigations at seven
and 15 days after onset showed pronounced
reduction of the amplitudes of the com-
pound muscle action potentials, but normal
distal latencies, motor nerve conduction
velocities, and sensory nerve conduction
studies.
This is the first report of Chinese motor
paralysis acquired in northern Europe. Our
patient resembled previous reports from Asia
in that he had severe involvement of facial,
bulbar, and neck flexor muscles, rapidly pro-
gressive weakness, respiratory failure need-
ing ventilatory support within 48 hours of
admission, and a rapid early recovery,
together with electrophysiological findings
suggestive of a motor axonal neuronopathy
and campylobacter infection.4 He diVered in
that the weakness was mainly proximal with
relatively good power distally, and in the
absence of an ascending picture. Pathologi-
cal studies revealed complement deposition
and myelin vesiculation followed by macro-
phage invasion at the nodes, and later
prominent Wallerian-like degeneration of
myelinated motor fibres in the ventral roots
and nerves, with only minimal inflammation
or demyelination and relative sparing of dor-
sal roots even in advanced cases.5 In China
annual epidemics occur associated with
campylobacter infection. Apart from sup-
portive therapy, treatment is not well de-
fined.
Acute demyelinating neuropathy, acute sen-
sory and motor axonal neuropathy,
Miller−Fisher syndrome, and now acute
motor axonal neuronopathy are currently
recognised subtypes of Guillain–Barré
syndrome.1 6 7 Why acute motor axonal
neuronopathy diVers so much from the
combined form, which has a slower and

poorer recovery, is uncertain. Our patient’s
course suggests two mechanisms can be
involved, one with relatively rapid recovery
and the other with a more typically axonal
course.
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Current means of obtaining a PhD in
the UK

EDITOR,—Following my study into MD
degrees1 I investigated the current means of
obtaining a PhD in the UK. The same ques-
tionnaire was sent to the 10 doctors whose
PhD was quoted in the paediatric/perinatal
section of the Index to theses with abstracts
journal in 1986–95. Nine replies were
obtained.

Though this was a small study one can
make some comparisons between MDs and
PhDs. All candidates pursuing a PhD, unlike
all those doing an MD, had research posts,
the shortest being for 30 months. The median
length of the post was three years, compared
to two years for the MD candidates. Surpris-
ingly, none of the PhD students in contrast to
29% of the MD candidates, were able to sub-
mit their PhD within their research period.
PhD students spend a smaller part of their
time (median 10% compared to 20%) on
non-research related activities. It would seem
that almost all higher degree students have
clinical commitments and demands unre-
lated to their research and there may be a case
for adding six months to the research period
to allow for this inescapable fact. All of the
PhD supervisors had a higher degree,
whereas only 78% of the MD supervisors had
an MD or PhD. PhD students also had more
meetings with their supervisors.

PhD students received their theses back
from examiners more quickly that the MD
students (median three compared with six
months). Only 22% of PhD candidates had to
make revisions to the theses compared with
46% of MD candidates. All PhD candidates
had an oral examination compared to 47% of
MD students. The smaller percentage of PhD
candidates who needed to make revisions to
their theses may reflect the fact that their
research projects were superior or possibly
that they were better supervised. Alternately,
the oral examination may have given candi-

dates the opportunity to explain or elaborate
on certain points, thus decreasing the
number who needed to make revisions. Inter-
estingly, the length of time from the start of
the higher degree to confirmation that it had
been obtained was equal for PhD and MD
students (median 54 months); however, given
that a PhD generally requires a longer
research period and is a more detailed study,
this reflects better on PhD candidates.

J RAINE
Department of Paediatrics,

Whipps Cross Hospital,
Whipps Cross Road,

London E11 1NR, UK

1 Raine J. Current means of obtaining a MD
degree in the UK. Arch Dis Child 1998;78:174–
7.

Depth of insertion of a lumbar puncture
needle

EDITOR,—We read with interest the article on
the depth of insertion of a lumbar puncture
needle.1 There are various points we would
like to make. First, the height of the child has
to be recorded before applying the quoted
formula or referring to the graph produced by
the study. In our experience, having worked
at busy casualty and acute paediatric units,
height is probably more diYcult than weight
to measure in an acutely unwell child, who is
distressed and extremely unwilling to be
separated from their parents. Second, in most
cases of failed attempts, it is because the nee-
dle is oV midline rather than not being
inserted to an adequate depth. So if one could
ensure correct needle orientation and proper
positioning of the patient, a reasonably high
success rate in obtaining an uncontaminated
cerebrospinal fluid sample should be achiev-
able.

ALBERT M LI
THEO FENTON

Department of Paediatrics,
Mayday University Hospital,

Surrey CR7 7YE, UK

1 Craig F, Stroobant J, Winrow A, Davies H.
Depth of insertion of a lumbar puncture
needle. Arch Dis Child 1997;77:450.

BOOK REVIEWS

Paediatric Neurology. Third edition.
Edited by EM Brett. (Pp 928 hardback;
£145.) Churchill Livingstone, 1997. ISBN
0-443-05200-X.

Edward Brett’s textbook of paediatric neurol-
ogy remains a standard reference for this
growing specialty. When first published in
1983 it was one of a relatively small number
of books on the subject but now has to com-
pete with many other quality reference books.
The knowledge base in paediatric neurology
is expanding, as predicted by Brett in the
preface to his first edition. There was a
significant increase in information between
the first and second edition, published in
1991. The third edition shows a further,
although less dramatic expansion. The third
edition is more of a multiauthor text, which
does slightly detract from the very personal
approach so characteristic of the first edition.
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The new information is important, including
data on the influence of Haemophilus influen-
zae vaccination in the United Kingdom,
expanded discussion of central nervous
system involvement in HIV and AIDS, and
some discussion of the prion diseases. The
third edition has lost the important chapter
on neurogenetics (presumably an encourage-
ment for us to purchase Dr Baraitser’s neuro-
genetics database).

The strength of Brett’s book remains his
personal style, with information drawn from a
breadth and depth of personal experience few
of us will achieve in our lifetimes. For those of
us who have been privileged to work with the
author the pages come alive with his pres-
ence, with emphasis on the basis of all good
medicine—that is, taking a history, careful
examination with appropriate investigation to
confirm the clinical diagnosis. The practising
clinician needs to have a good understanding
of the important rare conditions. This is not a
book of lists but its contents are enriched with
historical background and other information
derived from long personal experience. I
often refer patients to this book, including
families who have a child with one of the
more distressing conditions, because of the
thorough and sympathetic manner in which
these disorders are discussed. Paediatric neu-
rology remains one of the great clinical
specialties. This text is written by a clinician
with the clinical approach in mind and will
remain an important source reference for me
for many years to come.

M A MCSHANE
Consultant in Paediatric Neurology

Child Psychiatry. By Robert Goodman,
Stephen Scott. (Pp 328 paperback; £18.99.)
Blackwell Science, 1997. ISBN 0-632-
03885-3.

There is a continuing need for a book of
manageable size that can be used as an intro-
duction and resource by trainees and profes-
sionals whose work brings them into contact
with issues concerned with child mental
health. Most texts in English that aim to per-
form this function are out of print so there is
an important gap to be filled. Although
Goodman and Scott have gone a long way to
achieve their goal there are a number of defi-
ciencies and disappointments.

The audience explicitly includes a wide
range of disciplines from education, social
work, nursing, and psychology to paediatrics,
psychiatry, and general practice, yet there is
remarkably little mention of the contribu-
tions of disciplines other than child psychia-
try to the assessment and treatment of
children with psychological and psychiatric

disorders. For example, there is no significant
account of psychological assessment nor the
manner in which teachers can be included in
treatment programmes.

The ordering of certain chapters and
sections seems unsatisfactory so that assess-
ment precedes classification and epidemiol-
ogy, and risk factors follow detailed accounts
of a range of specific disorders. Incidentally,
maltreatment of children is included as a spe-
cific disorder or presentation when strictly it
is a risk factor.

There is more emphasis on factors than
processes with one or two notable
exceptions—for example, in the section on
psychosomatics, and although there are
chapters on preschool problems and disor-
ders of adolescence, a developmental per-
spective is not strongly represented.

Assessment is not put in context so that
how diVerent components of assessment fit
together is not discussed. There appears to be
a misunderstanding about what constitutes
good semistructured interviewing, and the
suggested scheme for history taking is full of
closed questions. There is a notable weakness
in proposed methods of learning about
relationships. Formulation is referred to
much later in the book but is not developed
either in the assessment or classification
chapters. The manner in which the chapters
on specific disorders and presentations re-
lates to classification is not explained, and
there is considerable variation in their organ-
isation. One consequence is that information
is not systematic about all disorders—for
example, there is nothing on the treatment of
substance use and abuse.

Comorbidity is barely discussed. This is an
important issue because the authors raise the
question of whether conduct disorders are
appropriately dealt with by child psychiatric
services when those disorders are “clearly,
socially determined”. As the authors demon-
strate, there are a wide range of factors and
other disorders that are commonly associated
with conduct disorders. These factors and
their attendant processes are often missed in
assessment, pointing to the need for medical
and psychological input. Related to this, only
school refusal is given a chapter, not truancy
or the wider range of school attendance diY-
culties.

Related to the last point there is a tendency
to give less weight to the contribution of
social factors; this is exemplified in the
discussion of models for the link between
mental retardation and psychiatric disorders.
The model of a common genesis of low IQ
and psychiatric problems from social factors
is dismissed, yet four pages later when
considering brain disorders it is acknowl-
edged that there is at least continuing contro-

versy as to whether children with brain disor-
ders are “more vulnerable to ordinary risk
factors or simply as vulnerable”. In other
words the notion that there can be an
interaction between brain dysfunction and
social factors just as there could be between
social factors and IQ in generating psychiatric
problems, is overlooked under mental retar-
dation.

Parenting skills gets a good deal of mention
but parent–child relationships very little.
There is a chapter on attachment in the risk
factors section but no full discussion of
parenting and the parent–child relationship
in other respects.

The chapter on preschool problems is par-
ticularly disappointing with little acknowl-
edgement of the importance of prevention.

The lack of emphasis on broader social
factors is sustained in that these are not
included in the risk factors section even
though there is good evidence for the impact
of wider social factors, such as community
and housing, both by their eVect on parenting
and more directly on the older child.
Incidentally only peer popularity and un-
popularity are referred to and not other peer
influences.

The treatment section understandably
gives greater weight to evaluated treatments
but this leads to what appears to be a
relatively positive account of behavioural
approaches, although the quoted outcome
studies have only palpable eVect sizes for
problems, many of which the authors suggest
fall outside the domain of child psychiatry,
such as antisocial behaviour in pubertal chil-
dren, and wetting. There is nothing on in-
patient treatment and no section on broader
aspects of management such as working with
other agencies including schools.

Finally the diVerent sections are not clearly
related to each other so that it becomes a lit-
tle strange to see that there is more on treat-
ment of enuresis than of almost any other
condition in the specific disorders section.
This becomes understandable when it is
appreciated that the treatment section aims to
address treatment issues related to a number
of diVerent conditions.

Despite the criticisms there is much to
commend the authors’ achievement in suc-
cinctly summarising so much information in
a readable fashion, although there are occa-
sions when terms are used without adequate
explanation at the first usage. For example,
the reference to attachment relationships on
page 6 when the attachment chapter starts on
page 199, and the undefined reference to sig-
nificant harm on page 166 in the maltreat-
ment chapter.
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