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ABSTRACT

The Guillain-Barré syndrome is an autoimmune disordf the peripheral nervous system and an impbrtan
medical emergency. It is commonly a post-infectidis®rder but there are cases occurring after matioins or
other events. Snakebite is a rare cause of GBSonmitha few reports in medical literatufEhis article reports a
case of a 62-year-old man with acute flaccid tetrapis and areflexia following a Crotalus snakebdeurred in
the Northern Brazilian Amazonian region. The CSkdgtshowed albuminocytological dissociation and the
patient had improvement after treatment with intraus human immunoglobulin. The development of GBS
occurred due to snakebite, administration of tetaomoid or antivenom. The purpose of this artisl#® report a
case of GBS following a snakebite event, and teemethe literature on this peculiar association.
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SINDROME DE GUILLAIN-BARRE POS-ACIDENTE OFIDICO: RE LATO DE CASO E REVISAO
DE LITERATURA

RESUMO

A sindrome de Guillain-Barré (SGB) é uma desordatoimmune do sistema nervoso periférico e constitoa
emergéncia neuroldgica grave. E comumente um distipos-infeccioso, existindo casos de ocorrénpigsa
vacinacfes ou outros eventos. O acidente ofidiom& causa rara da SGB havendo apenas poucos netatos
literatura mundial. Apresentamos o caso de um ptzige 62 anos com quadro de tetraparesia flagiddaae
arreflexia ap6s uma semana de um acidente ofiaidgod crotalico ocorrido no extremo setentrionadileiro.

O estudo do liquor evidenciou dissociacdo alburgitmlégica e o paciente obteve melhora do quadis ap
tratamento com imunoglobulina humana intravenosae&envolvimento da SGB ocorreu devido a picada de
cobra, a administragdo da vacina antitetanica osodo antiofidico. O objetivo deste artigo € relata caso de
desenvolvimento de Sindrome de Guillain-Barré gpéada de cobra e realizar uma revisdo da litexagabre
essa associacao peculiar.

Palavras-chave:Sindrome de Guillain-Barré; Acidente Ofidico; Closa Vacina antitetanica.
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INTRODUCTION

Guillain-Barré syndrome (GBS) is an autoimmune wiso of the peripheral nervous
system*® The first authors to describe the SGB were thneméh neurologists in 1916 —
Georges Guillain, Jean-Alexandre Barré and Andrewh® They described two soldiers with
acute paralysis and areflexia followed by recoV&f’/Nowadays it represents an important
medical emergency and it is the most common cafiseude neuromuscular paralysis since
the control of poliomyeliti§:® The disease is characterized by progressive fliguaialysis
associated with areflexia, sensory and autonortécaions

Usually GBS is a post-infectious disorder. Approately two thirds of patients have a
history of acute infection within three weeks @ding the onset of symptorfts) Although
some studies have reported the occurrence of GHSwfiog other acute events, like
immunization and surgery, few cases have been texpassociating snakebite and S&B”

89 The aim of this study is to report a case of GBI®Wing a snakebite event, and to review

the literature on this peculiar association.
CASE REPORT

A 62 year-old man from the indigenous village ofa@ba (Roraima State, Nothern
Brazilian Amazonian region — ethnic group Macux@snadmitted to the Hospital Geral de
Roraima on August 2013, due to acute motor deffpatesis of upper and lower limbs). There
was no history of either loss of consciousness amvalsions. No recent respiratory or
gastrointestinal infections was reported, and nalioa¢ion was in use before admission.
However, he had been hospitalized in the samethealt about two weeks earlier due to
snakebite involving &attlesnake species Crotalus sp.). During the previous hospitalization,
specific antivenom and tetanus vaccine were adtem@d uneventfully and he had been
discharged three days after, with a satisfactoryindohealing. The onset of neurologic
symptoms was paresthesia of extremities and papédmver limbs about a week after the
first hospital discharge. The paresis had a pregresand ascending pattern. During physical
examination, the patient was awake and complairfedumbness in the upper and lower
limbs, mainly in hands and feet. A tetraparesifhwitural predominance was observed, with
muscle strength grade 2/5 in the lower limbs aradgr4/5 in the upper limbs (Medical
Research Council scale). It was also observed gkrexl areflexia, dysphagia, dysphonia and

bilateral peripheral facial palsy. Examination loé tother cranial nerves were normal. At the

254
Revista Brasileira de Neurologia e Psiquiatria.£28&t/Dez;18(3):253-257.
http://www.revneuropsiq.com.br



time of our evaluation, a CT scan had already hmsformed and it showed no alterations.
The cerebral spinal fluid (CSF) analysis revealdzlminocytologic dissociation: protein

concentration of 147 mg/dL (RV: 10 - 45 mg/dL) ar&dl counts of 2 leukocytes/mm?3 (RV: O
to 5/mm?3). Blood count and biochemistry routine evamremarkable. The patient was
diagnosed with GBS and was transferred to Inten€daee Unit (ICU). Therapy with

intravenous human immunoglobulin was instituted aiidition to rehabilitative support.

Improvement of muscle strength was gradually notéuk patient remained hospitalized for
40 days and then he was discharged with musclegitrgrade 4/5 in upper and grade 3/5 in
lower limbs. He was referred to outpatient follow-lAn electromyography was performed
on the 60th day and it was consistent with senaadymotor axonal polyradiculoneuropathy,
associated with fibrillations in distal muscles.t&fthis exam, the patient returned to his

indigenous village and never returned to follow-up.
DISCUSSION

GBS is usually preceded by a viral infection of thpper respiratory tract or
gastrointestinal infection and the most frequendgntified agent is theCampylobacter
jeguni.*>* There are only three reports on medical literaabeut the development of GBS
after snakebite. Chuang et al., in 1996, were thst &uthors to report a case of GBS
following a snakebite. The authors reported a cdse 36-year-old man who developed the
syndrome and presented, as only relevant precedentrior admission for snakebite
involving the Formosan kraiB(ngarus multicinctus) — an elapid snake restricted to the
island of Taiwan. The patient presented with symim@aresis and sensory signs in the upper
and lower limbs, autonomic dysfunction, facial reerinvolvement, and mild elevated
cerebrospinal fluid protein at about 4 weeks afterbite!® Similar to our case, the patient
reported by Chuang et al. presented profound sgnaod motor polyneuropathy in
electrodiagnostic studies. The patient reachedfaatory functional outcome after a short-
term intensive rehabilitation program despite se\sonal degeneratidf.

In 2010, Srivastava et al. reported a case of a wilan developed GBS after a
snakebite in India. The snake species was notifaehtAfter about 2 weeks, he experienced
tingling and numbness distally in all four extrest followed by the development of

weakness in all four limbs over the next week. @Giamerves examination was normal except
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for bilateral facial weakness. CSF revealed albwayiological dissociation. The patient was
treated with plasmapheresis and resumed workitigeifields 6 months latét

In the present case, as in the cases describec ath@vlack of molecular evidences
causally linking the exposure to snake venom wiBSGeads us to consider other possible
etiologic associations. For example, the victimssoékebite were vaccinated for tetanus,
received antivenom therapy, they are commonly sftedy secondary infections — factors
that could also be implicated in the pathogene$i&GBS in these patients. Indeed, the
association between vaccination with tetanus tosoid GBS has been reported worldwide
(101" although this relationship has not been confirtmgthrge surveyS:*?

On this subject, Neil et al., in 2012, made an irtgod contribution on the etiologic
basis of the relationship between GBS and snakemeimhey reported a case of a patient that
presented GBS after a snakebiteVogbera aspis species. The authors have investigated the
cross-reactivity between venom proteins and GMyyasides (by Western blot assay) after
immunoabsorption of patient's serum with increasargounts of purified GM2. They
demonstrated that the patient's serum presentedifispeross-reactions with several
glycosylated venom proteif®8. Then, Neil et al. proved the auto-immunologicidlegy of
GBS based on molecular mimicry mechanisms betweenom proteins and GM2
ganglioside. Although still not fully understoodsidences suggest that the pathogenesis of
GBS is related to the presence of molecular mimiaryd cross-reactivity between
components of peripheral nerves (GM2 gangliosidesl) epitopes from infectious agents or
exogenous substances.

Indeed, antibodies against various gangliosidesbeafound in about half of patients
with GBS™*¥ Serologic and biochemical studies have demonstratat the fraction of
lipooligosaccharides from the outer cell wall Gf jguni contains structures that mimic
ganglioside$™ The bacterial lipooligosaccharides GM1-like or GHike induce the

production of anti-GM1 and anti-GD1a in some pasé&h
CONCLUSIONS

To the best of our knowledge, this is the fourtecaf GBS to be reported in the
English literature following a snakebite event. &gution of this unusual complication

following snakebite has considerable epidemioldgacal therapeutic significance
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