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ABSTRACT

Background: Guillain Barre syndrome is an eponym for a group of autoimmune neuropathies, usually incited
by respiratory or gastrointestinal infections. Here we describe a patient who presented with GBS after a snake
bite.

Case information: 40 year old male presented 12 days after bite of an unidentified snake, with history of one
day weakness of lower limbs, ascending to upper limbs within same day, with no sensory or autonomic
involvement, and no respiratory distress. On examination he had hypotonia and areflexia of all four limbs.
Nerve conduction and CSF studies confirmed diagnosis of GBS. He was started on IVIG and iv steroids, and
improved very well within 15 days of onset.

Conclusion: Although a rare complication, we should cautiously monitor patients after a snake bite, before

quadriparesis, bulbar weakness or respiratory distress sets in and educate them appropriately as well.
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INTRODUCTION

Although annual snake bites prevalance is around 5.4
million according to World Health Organization[7],
only a handful of them are followed by Guillain
Barre syndrome. Here we describe a patient who
presented 12 days after a snake bite with ascending
quadriparesis and areflexia.

CASE NARRATIVE

A 40 year old gentleman, cattle fodder dealer by
profession, presented to our casualty with a one day
history of acute onset fatigue and weakness of both
lower limbs, which progressed to involve both upper
limbs within a duration of few hours. He was unable
to sit up or even roll over on bed. No sensory
disturbance was reported by the patient, as well as no

or trauma to neck. He had no history of fever, loose
stools, sore throat, or any other infections in the
previous few weeks.

He alleged history of bite by a green garden snake
around 12 days prior to onset of weakness; he
remained asymptomatic through the interval and had
sought treatment at a local practitioner, no anti snake
venom was given. The snake wasn’t caught and we
were unable to identify the species.

He had no history of recent vaccinations or any other
drug intake. He is not a smoker or alcoholic and had
no other comorbid conditions.

On examination at admission his vitals were stable,
pulse rate of 86/min, blood pressure of 120/70

g_ovlvel_ b:jaddtla_r mvolverlpent. ]l\lfo col\rlnp:]a}n:ts 0; mmHg, with room air saturation 99%,no tachypnea,a QN
IPIop1a, drooling or weakness ot face. NO history o single breath count of 28, and capillary blood glucose CO
loss of consciousness or seizures. No history of fall o0

International Journal of Medical Science and Current Research | March-April 2021 | Vol 4 | Issue 2



140mg/dl. He was conscious and oriented to time,
place, person. There was global hypotonia and
areflexia, with MRC strength grading of 1/5 of all
limbs proximally and 2/5 distally. He had poor neck
holding, but had no respiratory distress. Peripheral
nerves examination showed no thickening or nodules.
No sensory involvement on examination, no
nystagmus, dysarthria and no cranial nerve affected.

We investigated into causes of acute flaccid
quadriparesis with no sensory or autonomic
involvement.

Routine investigations showed normal electrolytes
ruling out hypokalemia. Nerve conduction study was
done which showed reduced compound muscle
action potential in both ulnar and median nerves
bilaterally, reduced conduction velocity in all motor
nerves with no conduction blocks, sensory nerve
action potential reduced in left ulnar nerve, and
impersistent F waves. CSF analysis showed a protein
of 62mg/dl, with an acellular smear. A diagnosis of
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Guillian Barre syndrome was made, probably incited
by the snake bite.

Patient’s general condition remained stable, he did
not require any ventilatory support throughout his
stay.

Intravenous immunoglobulin was started on day 3 of
admission, at a dose of 2g/kg divided over 5 days,
along with injection methyl prednisolone at 1mg/kg.
Limb and chest physiotherapy was also also initiated
at the same time. Patient vitals were carefully
monitored for any signs of respiratory distress.

Patient’s limb power started improving and by day 10
of admission he had gained a power of 3/5 in upper
limb muscles and 4/5 in lower limbs, neck holding
also improved. He was able to walk around slowly,
and was discharged on day 17 with all limbs power
4+/5, and asked to follow up with neurologist and
physiotherapist.
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Nerve conduction study on day 2 of admission
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Total WBC count 10,000/microlitre

Differential 76%  neutrophils,  15%
lymphocytes

RBC count 4.41 million per microlitre

Platelets 3.75 lacs per microlitre

Blood sugar 155mg/dl

Serum urea 1.0 mg/di

Serum creatinine 44 mg/dl

Serum sodium 133 MEQ/L

Serum potassium 4.6 MEQ/L

Serum bilirubin 0.6 mg/dl

SGOT/SGPT 25/31 U/L

ALP 64 U/L

Serum total protein 6.8g/dl

Serum albumin 3.5¢/dI

Routine investigations at admission

DISCUSSION

Guillian Barre syndrome is a constellation of acute
immune mediated polyneuropathies, with several
variant forms. Most often presents as acute
monophasic illness with flaccid ascending areflexic
paralysis, usually preceded by respiratory or
gastrointestinal infection. Few reports have GBS
associated with surgery, cancer and vaccines.[1] Only
five case reports, to the best of our knowledge, have
been reported that suggest an association of a snake
bite with GBS. [2-6].

The first case report was in 1996, by Chuang et al[2]
from Taiwan, which described a patient with
progressive quadriparesis, autonomic dysfunction and
cerebrospinal fluid cytoalbuminologic dissociation,
which came on four weeks following bite of
Formosan krait (Bungarus multicinctus). Patient
improved with steroids, plasma exchange and
rehabilitation.

Second case was by Srivasatava et al[3] who reported
a patient with bilateral upper limb paraesthesias and
quadriparesis almost 35 days after snake bite, but the
species could not be identified. Patient improved with
plasma exchange. Nerve conduction showed motor
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and sensory neuropathy suggesting demyelination
with secondary axonal injury,

Both the above cases received anti snake venom
immediately after the bite.

Third case was by Neil et al[4] where patient
presented with paraesthesia and quadriparesis 12
days after bite of Vipera aspis. They demonstrated
cross reactivity between venom proteins and neuronal
GM2 gangliosides, postulating an immunological
molecular mimicry mechanism rather than direct
venom toxicity.

Fourth case was from Brazil by Neto et al[5]. Patient
presented 2 weeks after bite of rattlesnake (Crotalus
sp) with quadriparesis and areflexia. Patient
improved on IVIG and rehabilitation. He was also
given anti venom after bite.

Fifth case was by Hameed et al[6]. Patient was bitten
by a yellow bellied sea snake (Hydrophis platarus),
and presented 6 weeks later with generalised
weakness and breathing difficulty. Nerve conduction

study showed acute motor axonal neuropathy variant <=4
of GBS. He was started on plasma exchange and g

completely recovered by 4 months.
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It was not possible to identify the snake species in
our case, but a temporal association suggests it as a
likely cause of GBS. Also it suggests an
immunological basis for the weakness and not a
direct toxicity of venom. He responded very well to
IVIG and steroids, and was able to walk within day
15 of onset.

CONCLUSION

GBS following a snake bite is a rare complication,
probably due to underreporting of cases, and almost
all the reported patients have recovered well with
standard treatments. Patients should be educated and
monitored for signs of weakness for few weeks after
snake bite, so that they may be caught before life
threatening events set in.
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