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Big babies

The weight is one of the first three things most parents want
to know about a newborn baby. Average birth weight varies
across the globe from 2400 g among the Lumi ofNew Guinea
to 3830 g among the Cheyenne.1 Much less has been written
about large than about low birth weight infants, although in
England and Wales 8% of babies weigh above 4000 g at
delivery.2 The heaviest baby born in Britain weighed 21 lb
(9500 g).3 There is no single definition of high birth weight,
but one above 4000 g is termed macrosomia and is associated
with maternal and fetal trauma at delivery and a doubling of
the perinatal mortality rate.4
Heavy babies can result from fetal disease, such as

anasarca in infants with erythroblastosis fetalis. Excess
growth antenatally may follow conditions such as cerebral
gigantism, transposition of the great vessels, or Beckwith-
Wiedemann syndrome (hyperplasia of the pancreatic islets,
gigantism, and exomphalos). Usually, there are no clear
aetiological factors. Classically maternal diabetes has been
linked to large babies, but several studies have suggested that
abnormal glucose tolerance is present in only a minority of
mothers of large babies.5` Fetal growth continues, though at
a reduced velocity, after 38 weeks of pregnancy,8 and babies
delivered at 42 weeks are nearly three times as likely to
weigh over 4000 g as those delivered between term and
41 weeks.6 Prolonged gestation, perhaps related to the effect
on prostaglandin E2 and F2, production of dietary (n-3)-
polyunsaturated fatty acids, may explain the high average
birth weight of Faroese infants.9
Most factors linked with macrosomia are poor predictors,

their presence only doubling risk. Big women tend to have
big babies. These include women who themselves were
heavy babies,'0 had a weight before pregnancy greater than
70 kg or height greater than 169 cm, are in the upper tenth
centile of weight for height, or gain more than 20 kg in
pregnancy.6 Macrosomia is commoner in women who have
had a large infant before," especially if they are over 35. In
Britain there is less of a social class bias in distribution than
for birth weights under 2500 g, although more infants from
social classes II and III (non-manual) tend to be above
4000 g.2 In other parts of the world bigger babies tend to be
born to parents of high social class. Boys are twice as likely as
girls to weigh above 4000 g.6 7 10 11

The diagnosis before birth depends initially on suspicion.
In one series macrosomia was suspected clinically in a fifth
of macrosomic babies.12 In another 43% were correctly
identified, but the diagnosis was incorrectly made in 7% of
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normal sized babies'3; for every correct identification there
were thus nine false positives. Ultrasonic scanning for weight
prediction is less accurate at extremes of body size, but it
helps. '" Population scanning at 38 weeks to identify potential
macrosomic infants has not been evaluated.
Most fetal death and damage cannot be prevented,'5 but

one exception may be the injuries associated with the delivery
of macrosomic infants. Macrosomia is associated with
neonatal trauma, usually after shoulder dystocia.4 Meconium
aspiration, asphyxia, and brachial plexus injuries occur,7 and
they are not necessarily prevented by caesarean section.6
Complication rates rise with increasing birth weight,
although fetal weight alone is not the only predictor of
difficult delivery. The capacity and "give" of the pelvis are as
important, and they are not easily estimated.'6 Difficulties
occur with the delivery of unexpectedly large shoulders
-sometimes after using forceps but often after an un-
complicated spontaneous delivery,'7 18 usually with a
prolonged second stage. Symphysiotomy may help. 18 19

Preventing high birth weight by dietary restriction in
pregnancy is a traditional technique,20 and was once sug-
gested to prevent disproportion.2' Starvation reduces birth
weights by between 300 and 500 g,22 23 and a similar effect was
noted in Scottish women on a diet high in animal protein and
low in carbohydrates.24 Reducing diets in obese women
appear to be safe in pregnancy despite early worries that
maternal ketonuria might harm the intellectual development
of the child.25

Induction of labour before growth has finished is not
always successful; induction has its own morbidity26; forceps
delivery and epidural analgesia are needed more often; and
complications, such as postpartum haemorrhage, are more
likely to occur. Preinduction ripening of the cervix with
prostaglandins reduces the likelihood of caesarean section.
The potential dangers of vaginal delivery have led to

macrosomia being suggested as a primary indication for
caesarean section.'2 This was taken further last year with the
suggestion that since elective surgery is safer than emer-
gency procedures all pregnant women should be routinely
offered caesarean section near term.27 This approach is
unnecessarily radical, but if obstetricians were aware of an
infant's size before birth some morbidity could be avoided.
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Herpes simplex virus
encephalitis in children
The development of more effective and safer treatment for
herpes simplex virus encephalitis has made early diagnosis
imperative as in most cases delay leads to devastating
disability or death. The outcome depends on the degree of
brain dysfunction when treatment is started.'
A recent report from Melbourne illustrates how difficult

diagnosis may be in children.2 In none of five cases had the
diagnosis been considered on first presentation to hospital.
The initial clinical features were subtle and non-specific, and
laboratory investigations, including examination of cerebro-
spinal fluid, were uinhelpful. Electroencephalography
showed focal abnormalities in the four patients who were
tested, but the abnormalities were not diagnostic and in one
case, were initially misleading. Only one of the patients
recovered fully, and one patient died.
Many paediatricians have had similar experiences, and

these cases repay analysis. Three patients had had early and
persistent focal seizures, and another had had a prolQnged
generalised convulsion. Early focal neurological deficit
occurred in only one patient, who -later developed a hemi-
paresis. Four patients had c-omputed tomograms, and three
of the scans showed low density areas, the importance of
which was not realised in one case. The fourth scan showed
only cerebral oedema. The diagnosis was made by brain
biopsy in two cases. Examination of cerebrospinal fluid was

abnormal in each case, which is consistent with general
experience, but the initial findings were not diagnostic.
Antibodies to herpes simplex virus developed in one child
who had two specimens of cerebrospinal fluid collected
12 days apart. In another child a presumptive diagnosis was
made since serum collected during convalescence showed a
significant rise in antibody titre to herpes simplex virus type 1
when compared with serum collected during the acute phase
of the condition; antibodies were not detected in cerebro-
spinal fluid. In the fifth and fatal case, a neonate, herpes
simplex virus was found only in skin vesicle fluid.
A paediatrician should consider herpes simplex virus

encephalitis as a diagnosis in any febrile child with focal
seizures and focal neurological signs associated with pro-
gressive deterioration in consciousness. Herpetic lesions
obviously heighten suspicion but are rare in patients with
herpes simplex virus encephalitis. Neither computed
tomography nor electroencephalography is diagnostic, and a
normal computed tomogram does not exclude the disease
since abnormalities may appear only late. Electroencephalo-
graphy is a more sensitive tool: focal changes and periodic
complexes may be seen between the second and 15th day of
the disease3 but rarely after the second week.4 Although the
cerebrospinal fluid is rarely normal, the pleocytosis and
raised protein concentration often found are not diagnostic.

American5 and Scandinavian6 studies show that con-
centrations of antibodies to herpes simplex virus in cerebro-
spinal fluid usually rise too late to help guide treatment. The
rapid appearance of IgM antibody to herpes simplex virus
type 1 in the cerebrospinal fluid and serum confirmed the
diagnosis in two infants in one report,7 but this seems
unusual. Specimens of serum and cerebrospinal fluid must
be obtained both during the acute stage of the disease and in
convalescence, and -the titres of antibodies to herpes simplex
virus measured. Results from the acute phase are inadequate
on their own. A fourfold or greater increase in the cerebro-
spinal fluid to serum antibody ratio compared with the
corresponding ratio for reference (measles) virus antibody is
taken as evidence of intrathecal synthesis of antibodies to
herpes simplex virus.

Brain biopsy is the only method that will give a firm
diagnosis quickly in the early treatable phase of the illness.8
In the United States it is recommended in all patients with
suspected herpes simplex virus encephalitis. An advantage of
the technique is that other unsuspected treatable diseases
may be found. Doctors outside the United States are
reluctant, however, to resort to-craniotomy and brain biopsy,
especially in children, and a therapeutic trial with acyclovir is
therefore justified-provided all other methods are used to
confirm or exclude the diagnosis of herpes simplex virus
encephalitis. Acyclovir is a more effective and safer treat-
ment than its predecessors, idoxuridine and cytarabine, and
is superior to vidarabine.9 '0 The therapeutic "overkill" of the
trial seems a worthwhile price to pay for effectively treating
the few affected individuals.
The failure to obtain, or even to seek, laboratory endorse-

ment of the diagnosis has, however, been rightly criticised':
data from soundly diagnosed cases are needed for our better
understanding of the disease. Ifwe accept, as probably most
British paediatricians and child neurologists do, that brain
biopsy is neither necessary nor justified before starting
acyclovir in a child with suspected herpes simplex virus
encephalitis we should strive to reach or exclude the
diagnosis by other less drastic methods. If the suspected
case is treated with acyclovir the delay in obtainiing
diagnostic results from serology or computed tomography is
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