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A Child with Guillain-Barré
Syndrome Caused by Acute
Hepatitis A Infection

To our knowledge, 20 patients with
Guillain-Barré Syndrome (GBS) secondary to
acute hepatitis A virus (HAV) infection have
been reported in the literature. Only one of
them was a child(1). We report another such
case in a 6 year old boy who presented with
pain and weakness in legs and difficulty in
walking. His past medical history was
unremarkable except for a jaundice two weeks
back. Vital signs and anthropometry was in
normal limits. Neurological examination
revealed reduced power (2/5) and hypotonia in
all extremities. Deep tendon reflexes (DTR)
were absent. Other systemic examination was
normal. Transaminases (SGOT: 1000 1U/dL,
SGPT: 900 IU/dL) and bilirubine levels (total/
direct bilirubin: 12/10 mg/dL) were elevated.
Anti-HAV Ig M was positive and anti-HAV Ig
G was negative in blood and cerebrospinal
fluid (CSF); markers for hepatitis B virus
(HBV) were negative. Cerebrospinal fluid
revealed a protein concentration of 82 mg/dL,
glucose of 41 mg/dL and no cells. Electro-
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myograpy and nerve conduction velocity
revealed a severe motor polyneuropathy
associated with axonal damage in muscles and
nerves in all extremities.

The patient was treated with 0.5 g/kg
intravenous immunoglobulin (IVIG) for five
days. He was discharged from the ward on the
tenth day of admission. Physical examination
at the end of the first month showed a 4/5 of the
muscle power and positive DTR. Laboratory
studies revealed normal liver function tests.
The serum anti-HAV Ig M and anti-HAV Ig
G were positive.

Guillain-Barré Syndrome occurring in the
course of acute hepatitis caused by
hepatotrophic viruses like cytomegalovirus
(CMV), Epstein-Barr Virus (EBV), HBV and
HAYV have been reported previously(1-4). In
patients who develop GBS after an acute viral
hepatitis, demonstration of the specific viral
antibodies in the CSF may confirm the central
nervous system involvement(5).
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Outbreak of Killer Brain Disease
in Children

With reference to the viewpoint(1l), we
wish to share our experience of Acute
Encephalopathy Syndrome in Bangalore(2)
and Reye’s Syndrome in Bangalore(3).

An ICMR study was conducted during the
period of October 1986 to December 1986 on
269 cases of Acute Encephalopathy admitted
to Vani Vilas Children Hospital. Out of these
124 were diagnosed as having Reye’s
Syndrome (RS). This report was the largest
series from a single centre/City in India.

One hundred and twenty four cases of
Reye’s syndrome admitted to Vani Vilas
Children Hopital, bangalore were
investigated. Clinical, biochemical and
epidemiological details were obtained. The
median age was five years, with no difference
in sex ratio. This disease was frequent in
winter months. Cases clustered in certain
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congested localities of the city among lower
socio econnomic strata. Aspirin and varicella
could not be associated as preceding factors.
The clinical and biochemical features of the
patients were suggestive of Reye’s Syndrome.
Histopatho-logical evaluation was done in 104
liver biopsy specimens and 102 brain
specimens (post mortem). Virological studies
for influenza and arbovirus were negative.
Mortality was high (78%). During this period
CT scan was not available and hence brain CT
was not done in any of these cases.

We share this experience of the largest
published series, so that the astute pediatrician
keeps these conditions in mind under
mysterious outbreaks of Killer Brain Diseases.
Off late for reasons not known, incidence of
RS has decreased, though sporadic cases are
reported. It is surprising to note that the expert
team did not carry out the investigations for
RS. It is very unfortunate that so many
children died without a proper workup.

I entirely agree with Dr. Jacob John’s
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