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LETTERS TO
THE EDITOR

Desmopressin for bedwetting

SIR,-The article by Evans and Meadow cast
further light on the ongoing controversy over
the causes of nocturnal enuresis in children.'
While some stress the importance of small
bladder capacity2 and others the importance of
nocturnal polyuria caused by deficient arginine
vasopressin (AVP) secretion,3 pmany take the
compromise of both factors playing their
part.4 In this paper, enuretics responsive to
desmopressin had higher nocturnal volumes
(345 ml) and lower nocturnal urinary AVP
concentrations (0 9) compared with non-
responders (265 and 2-8 respectively). While
these differences were insignificant for the
small numbers of children involved (eight and
10 respectively) the authors rightly point out
that there did appear to be 'a trend towards
desmopressin responsive enuretics having
lower AVP concentrations and larger volumes
of dilute urine at night'. It could well be that
significant differences are found with larger
numbers of children. It was also interesting
that the age of desmopressin responders who
appeared to produce more dilute urine was 12
compared with only 9 in the others. This
supports our own feeling that the cause of
nocturnal enuresis is more likely to be lack of
nocturnal AVP secretion in older children and
adults and smaller function bladder capacity
in those younger. A lot of the work identifying
nocturnal enuretics who are AVP deficient
was done on older children and adults.2
There was therefore no real support for Evans
and Meadows suggestion that 'It is possible
that the diurnal variations in AVP are less well
developed in younger children'.

Recently we did a short study of nocturnal
enuresis in 5 year olds to see if the enuretics
produced more dilute urine overnight. At the
routine medical on joining school, children
were asked to bring along the first urine
specimen of the day for measurement of
osmolality. (This study was passed by our
local ethics committee.) Fifty five children
produced samples: 46 who were virtually dry
and nine who wet the bed most nights. Mean
(SD) osmolality of those who were dry was 801
(180) and of the enuretics 760 (264) mmol/kg
(not significant). While it is possible that early
morning osmolalitymay not be fully representa-
tive of total overnight urine production if the
child has previously wet the bed, we feel this
study does indicate that enuresis in young
children is unlikely to be due to nocturnal
polyuria. This type ofdevelopmental nocturnal
enuresis is probably mainly due to low func-
tional bladder capacity at night. In studies of
nocturnal enuresis a firm distinction should be
made between such children with develop-
mental enuresis and older children and adults.
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SIR,-We read with interest the report by
Evans and Meadow on use of intranasal
desmopressin for bedwetting.' These authors
did not find any statistically significant differ-
ence in nocturnal urine volume, osmolality, or
arginine .vasopressin (AVP) concentration
between responders, non-responders, and
controls. We believe that one explanation for
the observed lack of statistical significance
may be that these authors examined a hetero-
geneous group of patients. Evans and Meadow
included patients with diurnal symptoms,
behavioural problems, and adverse family or
social factors. They also included children
who were only intermittently enuretic. Only
15 of 28 children treated for one month and 17
of 27 treated for three months were dry -2
nights per week before treatment.

Evans and Meadow acknowledge the
presence of a trend towards lower AVP-
concentrations and larger volumes of dilute
urine in responders. We believe that statistical
significance may have been achieved with
either a larger group of patients or a more
homogeneous patient population. Our experi-
ence suggests that desmopressin is most effi-
cacious in children with primary nocturnal
enuresis who do not have diurnal symptoms or
possible adverse behavioural or social circum-
stances and who are consistently rather than
intermittently wet at night.2
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Dr Evans comments:
Drs Morton and Daniels raise the interesting
hypothesis that enuretic children can be divided
into two groups: children who suffer from
maternal polyuria secondary to vasopressin
deficiency and younger children who have
smaller function bladder capacities. Certainly
our desmopressin responsive patients were
older and other authors have made the same
observation.' However such a clear cut dis-
tinction is unlikely in clinical practice as the
majority of these older children will have been
enuretic when younger. It seems unlikely that
this group and the other secondary onset
enuretic children would have the same under-
lying physiological abnormality.

Drs Robson and Leung find that desmo-
pressin is most efficacious in children with
primary nocturnal enuresis without diurnal
symptoms or adverse behavioural or social cir-
cumstances. It is likely that most treatments
for enuresis would be more effective in such a
groupv of children. Their observation that
children who have consistently rather than

intermittently responded better is interesting
and contrasts with our experience that children
who wet the bed every night responded
extremely poorly to desmopressin. In our
experience on an unselected group of children
attending a local enuresis clinic and in other
authors' experience2 3 desmopressin results in
a minority of children becoming dry while on
treatment and even fewer remaining dry when
treatment is withdrawn.
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Comparison ofBCG vaccination at birth and
at third month of life

SIR,-I read with interest the paper by Ildirim
et al.' The authors recommend that practice
be changed in those countries in which BCG is
given to newborn infants, and that the vaccine
be given at the end of the third month instead.
I would be concerned that the uptake and con-
sequent coverage of vaccination at 3 months of
age will be considerably lower than when given
in the neonatal period when the babies are in
effect a 'captive' population. In the study
reported; at the end of the first year 7% of
those immunised in the neonatal period did
not have a BCG scar as against 0-6% of those
imitunised at 3 months.' I would suggest that
even in this country, if BCG was planned to be
given at 3 months the number of children not
immunised would far exceed 7%, and that as a
result although the immunisation itself was
more effective, the protection from tuberculo-
sis itself will be less powerful. The risk of
serious complications after immunisation
(lymphadenopathy with fistulisation) was not
significantly different between the groups.

It would, therefore, seem hasty to change
any immunisation programme until further
evaluation had taken place.
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Dr Ildirim and colleagues comment:
We read with interest the letter of Dr Gorham
and are pleased to learn that Dr Gorham
accepts that immunisation is more effective at
the end of the third month.
We do not agree that the number of

children coming for vaccination will be fewer
at the third month. As more than half of
deliveries are not performed at maternity
hospitals in developing countries, to reach the
newborn for BCG vaccination will be more
difficult in those countries. Instead every
developing country has a vaccination pro-
gramme (diphtheria, pertussis, tetanus, and
polio) for children, starting in the second
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month of life, and it is easier to reach these
children a few months after birth. BCG
vaccine can be given at this time as well as
other vaccines.
We also want to stress that the distribution

of cases having purified protein derivative
results of less than 5 mm induration at 12
months were found to be 33% in babies given
BCG in the first three days of life and 13% in
the babies vaccinated at the third month
instead. So differences of immunity are about
20% instead of 7%.

BOOK
REVIEWS

Modern Perspectives of Child Neurology.
Edited by Y Fukuyama, S Kamoshita,
C Ohtsuka, and Y Suzuki. (Pp 360; price not
stated, hardback.) The Japanese Society of
Child Neurology, 1991.

This book consists of a series of papers pre-
sented at the Joint Convention of the 5th
International Child Neurology Congress and
the 3rd Asian and Oceanian Child Neurology
Congress in Tokyo in 1990. There are contri-
butions from some leading figures in the field
of child neurology. The topics covered provide
a comprehensive account of various neuro-
logical conditions, some pertaining to children
of a particular background including the
tropical countries. The remaining conditions
notably febrileconvulsions, epilepsy, metabolic
disorders, and neuromuscular disorders have a
wider emphasis and are less likely to be
influenced by the country of origin. The
diagnostic power of magnetic resonance imag-
ing and computed tomography scanning is
widely accepted but equally important are
contributions from biochemistry, genetics,
and virology in clinical diagnostics. There are
new ideas put forward in management from
advances in psychology, pharmacology, and
molecular biology. The development of re-
habilitation services for children are discussed
in socioeconomic circumstances that vary
from a country with an advanced economy to
others that are less well off. An attempt to set
up such a service is highlighted in a slum area
where children with mental handicaps had
been identified.
There are nine parts to this book and within

each part are subsections consisting of papers
presented at this meeting. The topics selected
include metabolic encephalopathies; neuro-
logical infections in childhood; immunisation
and child neurology; febrile conditions and
their outcome; intractable epilepsies in infants
and children; learning disorders in children;
newer treatment for neuromuscular disorders;
rehabilitation and child neurology; and neuro-
logy in tropical countries. A variety of infor-
mation is incorporated within each part through
a selection of papers with authors from
different countries. Part 1 for instance, opens
with three subsections including acquired
encephalopathies with a Reye or Reye-like
presentation; chronic encephalopathy with
ragged-red fibres: with particular references to
mitochondrial myopathy, encephalopathy,
lactic acidosis and stroke-like episodes
(MELAS); and Leigh's syndrome: clinical and
biochemical correlates. Some of the remaining

parts of the book tend to be more extensive
with five to seven subsections each related to a
common theme.
The information presented is both under-

standable and useful to the clinician. There
are extensive lists of references which would
be valuable to those involved in research. The
printing, illustrations, and the tables are of
high standard on good quality paper. The
contents are well set out, though it would have
been helpful to have had an index section at
the end of the book. Modern Perspectives of
Child Neurology is not a conventional textbook
dealing with diseases of the nervous system in
children but it is a timely text containing
information on many advances in child neuro-
logy of the 1980s. Though largely directed
towards the specialist a significant advantage
of this book is that it contains information for
the general paediatrician with an interest in
neurology.

S W D'SOUZA
Senior lecturer and

consultant paediatrician

The Pediatric Anesthesia Handbook. Edited
by Charlotte Bell, Cindy Hughes, and
Tae Hee Oh. (Pp 626; £26 paperback.) Mosby-
Year Book, 1991. ISBN 0-8016-0230-0.

Each chapter of this book starts with a short
poem or nursery rhyme relevant to the chapter
contents. The quotation at the beginning ofthe
chapter on newborn resuscitation reads 'Where
did you come from, baby dear? Out of
everywhere into here'. Suitably modified this
quotation could have formed a preface for the
book: 'How did we write you baby dear? We
put everything into here'.

This handbook covers paediatric anaesthe-
sia, resuscitation of the newborn, preoperative
assessment, postoperative recovery and pain
relief, and some elements of paediatric inten-
sive care. It is designed as bench book, is
spiral bound, and of a size that would fit in a
white coat pocket, just. The book mixes
standard text and tables to good effect and
each chapter has a reaonable bibliography
including references as recent as 1990. Much
of the information in this book is excellent-in
particular the chapter on paediatric syndromes
and anaesthetic implications is the most useful
I have been anywhere.
What criteria do we require in a bench

book? Firstly it must be easy to use. In some
respects the editors achieve this, the standard
of the tables is very high and they provide easy
access to a great deal of information. The
index, however, is very poor and makes it
difficult to find the information. Although
there is an account of anaesthesia for the infant
with pyloric stenosis, neither pyloric stenosis,
nor Ramstedt's procedure appear in the index.
Secondly the information provided has to be
accurate and complete. There are too many
inaccuracies and omissions for this to be the
case. The section on acute epiglottitis does not
include any details of antibiotic treatment. In
addition for British anaesthetists many of the
techniques described, while acceptable in
North America, are less relevant this side of
the Atlantic.
The preface indicates that the book is

intended to be for junior anaesthetists and
non-paediatric anaesthetists who anaesthetise
children, if this is the case it would seem
difficult to justify the amount of material only
of relevance to specialist paediatric anaesthe-
tists, for example paediatric liver, cardiac, and

heart-lung transplantation and neonatal anaes-
thesia. There is certainly a need for a bench
book in paediatric anaesthesia, unfortunately
this book does not succeed and I cannot
recommend it to British anaesthetists.

S G GREENHOUGH
Consultant paediatric anaesthetist

Fragile X Syndrome-Diagnosis, Treat-
ment, and Research. Edited by Randi
Jenssen Hagerman and Amy Cronister
Silverman. (Pp 378; £61 hardback.) Johns
Hopkins University Press, 1991. ISBN
0-8018-4169-0.

The fragile X syndrome is characterised by X
linked mental retardation and very little else-
no dramatic physical features to aid diagnosis,
no reliable diagnostic test to detect carriers,
and no explanation of the bizarre observation
that an unaffected male can be a carrier for the
condition.

This all changed in 1991: the enigma
became a multimedia star. A unique mutation
mechanism was discovered, the molecular
basis of the mode ofinheritance was published,
and new, precise diagnostic methods became
available. A stretch of DNA within a gene on
the X chromosome can become unstable,
increase in length in succeeding generations,
and disrupt the function of the gene. So much
for the exciting molecular genetics-what
about the patient?
The editors of this book on fragile X

syndrome seek to provide a contemporary
review of this disorder. The scope of the book
is appropriately wide, and the audience is
meant to include clinicians and paramedical
professionals. Part I is diagnostic in flavour,
with chapters on the physical features in males
and females, epidemiology, cytogenetics, DNA
studies, neuropsychology, differential diagno-
sis, and theoretical models that account for the
unique mode of inheritance. Part II is directed
more towards management with chapters on
genetic counselling, medical care, pharmaco-
therapy, psychotherapy, and education. Many
of the authors are from Denver, Colorado, and
this volume represents their many years of
experience at the Children's Hospital there.
The strengttrs of this book are in the clinical

and management chapters. In particular, the
chapters on the physical presentation, neuro-
psychology, and education are excellent; these
chapters alone are sufficient to justify a
position for this book on the shelves of general
paediatricians or therapists dealing with
children. The otherwise excellent chapter on
differential diagnosis is marred by poor photo-
graphs. The elements of family counselling
and medical care are well summarised.

Unfortunately for the authors and editors,
the rapid progress made in fragile X research
last year has rendered much of the information
abour molecular genetics, carrier detection,
and family studies out of date. The editors
have added brief notes at the end ofappropriate
chapters, but anyone involved in counselling
families with this disorder must follow the
current literature. Notwithstanding this prob-
lem of timeliness, the chapter on DNA studies
is very inadequate. Conventional genetic
linkage studies still have a role in counselling
families with this disorder. Such studies are
expensive and time consuming, yet no attempt
is made to discuss efficient and effective
strategies for linkage analyses. The information
required for accurate genetic counselling of
families is spread over the chapters on epide-
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