CASE REPORT

GUILLAIN-BARRE SYNDROME IN ASSOCIATION WITH
HEPATITIS A INFECTION AND NEPHRITIC SYNDROME

Imran Khan', Aliena Badshah’

ABSTRACT

A 17-year-old male developed Guillain-Barre Syndrome (GBS) in association with acute hepatitis A
infection followed by nephritic syndrome. Some cases of GBS were reported in association with acute
hepatitis or nephrotic syndrome. GBS in association with nephritic syndrome alone or simultaneous
nephritic syndrome and hepatitis A infection has never been reported.

Key Words: Acute hepatitis A, Guillain-Barre Syndrome, Nephritic syndrome

This case report may be cited as: Khan I, Badshah A. Guillain-Barre Syndrome in association with
Hepatitis A infection and Nephritic Syndrome. J Postgrad Med Inst2012; 26(2): 226-8.

INTRODUCTION

Acute viral hepatitis A is uncommonly
associated with various neurological manifestations
like encephalitis, meningitis, myelitis, radiculitis,
Guillain Barre Syndrome and mononeuritis
multiplex. Such neurological involvement
may occur as a result of direct cytotoxicity of
the virus or immunological reaction to viral
particles.

Although hepatitis B infection usually
causes a more severe illness than hepatitis A and
may cause chronic liver disease, hepatitis A is
more common' and may occasionally cause other
serious complications as well as fulminant hepatic
failure. Gullain Barre syndrome has been observed
in patients with membranous glomerulonephritis,
focal segmental glomerulonephritis, extra
membranous glomerulonephropathy or nephrotic
syndrome. Few cases of GBS in association with
acute hepatitis have been reported”. To the best of
our knowledge it has never been reported with
nephritic syndrome alone or in association with
concurrent nephritic syndrome and acute hepatitis.
We report Guillain-Barre syndrome with
serologically confirmed hepatitis A followed by
nephritic syndrome.
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CASE REPORT

A 17 year old male patient presented to
the medical unit with the chief complaint of
jaundice for 7 days accompanied by prodrome
symptoms. The symptoms improved over two days
when he had rapid onset of bilateral progressive
lower limb weakness over 3 days. He denied
history of fever, itching, abdominal pain,
headache, blurred vision, giddiness or altered
sensorium. He had not received any hepatotoxic or
neurotoxic drugs or vaccination in the recent past.

Examination revealed mild soft nontender
hepatomegaly; there were no signs of chronic liver
disease. Power in the upper limbs was 4/5 but a
power of 3/5 in both lower limbs. Reflexes were
normal in the upper limbs but absent in lower
limbs. Perception of position, touch, pinprick, and
temperature was normal. The patient had a weak
cough reflex.

His peripheral smear, Urine R/E, serum
electrolytes and rest of the baseline investigations
were normal. The serum liver function tests were
abnormal. SGPT (ALT) = 111U/liter. Alkaline
phosphatase 198 TU/I (normal 30-110 1U/1); serum
bilirubin concentration was 4.4mg/dl, Anti HCV
by ELISA, Hepatitis B surface antigen (HBsAg)
and antibody (HBsAD), hepatitis B core antigen
(HBcAg), and IgM antibody were all absent;
serological test results for recent Epstein-Barr
virus and cytomegalovirus infections were
negative. Hepatitis A IgM antibody measured by
radioimmunoassay was detectable. A lumbar
puncture was planned. Report of the CSF R/E
revealed proteins = 86mg%, glucose = 67mg% and
a total cell count = 3/cumm with no neutrophils
and a lymphocyte count = 100%. No AFBs or
other micro-organisms were seen. Subsequently,
the patient underwent nerve conduction studies
which showed electrophysiologic evidence of
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acute denervation in the upper and lower extremity
muscles. Sensory responses were reported as
normal. The motor responses showed reduction in
amplitude in legs but no evidence of demyelination
such as conduction block or temporal
dispersion.This pattern of findings in the context
of this patient's illness was consistent with acute
motor axonal neuropathy (AMAN). A diagnosis of
GBS was made and the patient shifted to intensive
care unit, where he received 3 cycles of
plasmapharesis with which he improved.

Three days later, the patient developed
peri-orbital puffiness.A repeat urine R/E showed
albumin = +, sugar = nil, pus cells = 3-5/hpf, and
RBCs = numerous. The total urinary proteins were
163mg/dl, with 24 hour urinary proteins = 2.36gm
and 24 hour urine output of 1.5liters. Urine for
culture/sensitivity revealed no growth of micro-
organisms. Total serum proteins were 4.1g/dl (6-
8g/dl) while the serum albumin was 2.7g/dl (2.5-
4.5g/dl). A renal biopsy was planned and patient
started empirically on steroids. Report of the renal
biopsy showed increased mesangial cellularity,
inflammatory infiltrate including neutrophils and
narrowing of capillary lumina, all suggestive of
post-infectious glomerulonephritis.

DISCUSSION

Our patient had simultancous onset of Guillain-
Barré syndrome, acute hepatitis A followed by
nephritic syndrome. There was no history of
previous upper respiratory tract infection or any
identifiable cause of post infectious glomeru-
lonephritis. The patient was labeled as having
Gullain Barre Syndrome and the diagnosis was
established on basis of the acute clinical course,
nerve conduction studies suggestive of acute motor
axonal neuropathy and a finding of albumino-
cytologic dissociation in CSF. Many granular casts
and RBC casts were noticed in the urine sediment.
Renal biopsy specimens showed increased
mesangial cellularity, inflammatory infiltrate
including neutrophils and narrowing of capillary
lumina, all suggestive of post-infectious
glomerulonephritis. The presence of IgM antibody
against hepatitis A virus identified it as the cause
of the acute hepatitis in this patient.

Association of GBS with viral hepatitis is
well described. Reported cases are due to acute
hepatitis B** and A’, only few cases have been
reported with non-A, non-B hepatitis. Neurological
weakness occurs within 14 days of the onset of
jaundice and more than 50% cases occur when the
icteric illness is over’. Males are predominantly
affected and proprioception is commonly involved.
In most of the described cases the overall outcome
was good, as was our in patient who had a
significant improvement with three cycles of

plasmapharesis. The diagnosis is essentially
clinical and supported by nerve conduction
studies’. Although the protein content of the CSF
is usually high, it may be normal, especially in the
early stages, and in some cases remains so. The
major danger in Guillain-Barre syndrome is
paralysis of the respiratory muscles, but the
prognosis is generally good. Approximately 75%
of patients recover totally".

Guillain-Barre syndrome is often
associated with some form of bacterial or viral
infection. Respiratory infections are the most
common’. The association with hepatitis is
unusual. In a series of 1100 cases of Guillain-
Barre syndrome Leneman’ reported 11 associated
with acute hepatitis. This report’ and others'™"
preceded the development of specific serological
tests to identify the hepatitis viruses. Subsequently,
a few cases of Guillain-Barre syndrome associated
with hepatitis B have been reported” but there has
only been one previous report associated with
hepatitis A”. Guillain Barre syndrome has been
observed to be associated with many diseases
including many immunopathies which include,
hashimoto's thyroiditis'’, temporal arteritis',
autoimmune Interstitial lung diseases”, Systemic
lupus erythematosis'®, lupus nephritis’, cutaneous
or systemic vasculitis'®, Sjogren syndrome',
myasthenia Gravis”, Henoch schonlein purpura’,
Waldenstrom's disease”, cryoglobinemia, hepatitis
C”, ulcerative colitis and there is also a report of
Miller Fisher syndrome (a clinical variant of
Guillain-Barre syndrome) and Crohn's disease™.
MFS has been observed in patients with Adult
onset Still's Disease”. Atypical GBS in association
with acute rhabdomyolysis (causing an elevation of
CK) has also been reported™.

GBS has been observed in patients with
Glomerulonephritis” (Focal segmental Glomeru-
lonephritis, Extramembraneous Glomeru-
lonephropathy or nephrotic syndrome). Our patient
developed Guillain Barre Syndrome 1 week
after he had acute hepatitis with nephritic
syndrome; whether he developed acute hepatitis-
induced immunological reaction as a result of
which he developed Guillain Barre syndrome, and
the same immunological reaction was responsible
for his nephritic syndrome is a subject to
discussion and the mechanism remains open to
speculation.
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