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Abstract: Guillain Barre Syndrome (GBS) typically presents as ascending paralysis. Atypical features are frequently
observed. Dysautonomia occurs in majority of the patients with GBS, developing symptoms such as tachycardia (most
common), urinary retention, hypertension alternating with hypotension, orthostatic hypotension, bradycardia, other
arrhythmias, ileus, and loss of sweating. Severe autonomic dysfunction is important to recognize since this is
occasionally associated with sudden death. Here we report a case of GBS in a young female who presented to the

emergency department with quadriparesis and cardiac arrest.
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INTRODUCTION

Guillain—Barré  syndrome (GBS) is a
potentially life-threatening postinfectious demyelination
that is characterized by rapidly progressive,
symmetrical weakness of the extremities [1]. It is an
acute polyneuropathy with a variable degree of
weakness reaching its maximal severity within 4 weeks
[2]. The exact cause is unknown, but often preceded by
an infectious illness such as a respiratory infection or
the stomach flu [3]. About 25% of patients are reported
to develop respiratory insufficiency and many of them
exhibit autonomic dysfunction [1].

Several diagnostic criteria for Guillain-Barré
syndrome have been proposed. Accurate diagnostic
criteria are essential for patient care and research,
including clinical trials and vaccine safety studies [4].
Diagnosis is usually clinical, but lumbar puncture and
electrophysiological studies can help to substantiate the
diagnosis [1]. Molecular mimicry of pathogen-borne
antigens leading to generation of cross reactive
antibodies which target gangliosides is a part of the
pathogenesis of GBS. By the nature of the antecedent
infection and specificity of such antibodies the subtype
and severity of the syndrome can be partly determined
[1]. Both intravenous immunoglobulin (IVIg) and
plasma exchange (PE) are found to be effective in GBS,
while steroids alone are ineffective [2].

CASE REPORT

A 32 yrs female homemaker with no
comorbid diseases was brought to the emergency
department in gasping state and she had sudden cardiac

arrest . CPR initiated, intubated, reverted and connected
to ventilator support. Patient had no pallor, clubbing,
icterus, cyanosis or pedal edema. Pulse: 110/min, B.P:
100/70mmHg on Dobutamine infusion 5mcg/kg/min.
Cardiovascular, respiratory and abdomen examination
was normal. Neurological examination revealed GCS of
2T/15 and all reflexes were absent.Doll’s eye negative,
bilateral plantar reflex was absent.

We took a detailed history (as informed by her
mother and husband). She was apparently normal 6
months back, had intermittent left ear pain, increased
over one month with purulent ear discharge and low
grade fever. She went to a local hospital, took injection
and oral medication fever subsided. Previous to the
present episode patient developed generalized
discomfort following which she developed severe pain
abdomen. She went to a local hospital and treated as
OP. After a few hours her condition worsened,
abdomen pain increased and developed pain in hips and
legs. She was unable to walk or move lower limbs.
With support patient was shifted to car. On the way to
hospital she was unable to move all 4 limbs and
developed breathlesness. She was brought to our
hospital in gasping state and further to which she had
cardiac arrest.

A provisional diagnosis of atypical Guillain-
Barre syndrome (ascending paralysis with cardiac
arrest) was made. She was planned for plasmapheresis
after the initial lab values (Table 1), CSF analysis and
echocardiogram. Patient gradually started improving
with each cycle of plasmapheresis (Five cycles given).
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Table 1: Investigations

Investigations Values
WBC 21500/cmm
HB 11.9 gm%
Platelet count 3.37 lakks/cmm
Amylase 1123 1U
Lipase 381U
SGOT 232 1U
SGPT 192 1U
Sr. Calcium 8.2 mg%
Troponin T 3701U
CPK 178IU
CPK MB 751U
BNP 1931V
HbA1C 5.7

Serum electrolytes and thyroid profile were
normal. 2D Echo revealed normal chamber dimensions,
global hypokinesia of left ventricle, left ventricular
ejection fraction was 31 %. CSF analysis revealed WBC
of 20 cells/cumm, no xanthochromia, glucose 61gm%,
protein 55 gm% and no growth in culture.

MRI brain revealed features of acute ischemic
lacunar infarct in splenium of corpus callosum and
abnormal signal intensities in right tentorium cerebella
which may represent hamorrhagic foci/ meningeal
thickening. No abnormal meningeal enhancement seen
in post contrast study.

MRI whole spine screening suggested no
abnormality. CECT abdomen revealed minimal ascites.

ANA and antibS DNA (by immuno
fluorescence) were negative. Acetyl cholinestrase
receptor antibody (<0.15 NMOL/L) was negative. HIV
was non reactive. HBsAg was positive but HBe Ag was
negative (0.284) and HBV DNA was insignificant (45
IU/ML).

Nerve conduction study revealed
predominantly motor radiculoneuropathy of all 4 limbs
and absent F waves. Electromyography was suggestive
of demyelination and and repetitive nerve stimulation
showed no decremental pattern.

Physiotherapy and nutritional support was
given. Neurological status gradually improved, she
developed Acinetobacter sepsis that responded well to
Tigecycline, shifted to step down ICU and then to ward.
Repeat 2D Echo on 7" day revealed improved left
ventricular ejection fraction of 50 %. Patient was
discharged on the 25™ day of hospitalization. Patient
came for follow up after 15 days with no weakness.
Cranial nerves, cerebellar functions, motor tone, power,
reflexes, gait, bilateral plantar and sensory system were
normal. 2D ECHO revealed normal LV ejection
fraction of 63%.

DISCUSSION

Autonomic involvement in GBS occurs
frequently and occasionally can be severe. It takes the
form of either excessive or inadequate activity of the
sympathetic ~ and/or  parasympathetic =~ systems.
Paroxysmal episodes of excessive autonomic activity
signify a poor prognosis. Autonomic dysfuction was
closely related to the sudden death [5]. The neuropathy
may involve visceral afferent fibers subserving the
autonomic nervous system (ANS), parasympathetic
efferent fibers, sympathetic efferents, or a combination
of these territories. Acute autonomic dysfunction can
overtake respiratory failure and thromboembolism as an
important cause of death in patients with this disorder

[6].

There are important practical considerations in
the management of GBS patients with autonomic
dysfunction [6]. Prompt diagnosis and early aggressive
management with plasmapheresis or immunoglobulin is
the key to recovery. In the present case report
plasmapheresis was started with high clinical suspicion
after the initial labs, CSF analysis and 2D Echo.
Interestingly this patient had a dramatic recovery with
no significant residual deficit on follow up.

Strictly following the lab criteria for diagnosis
of GBS may at times be detrimental to the recovery of
the patient. In this patient CSF analysis revealed 20
cells/ccm with minimally elevated protein. (Typical
albuminocytologic dissociation was not seen, however
it is not pathognomonic of GBS). We ruled out
autoimmune aetiology and myasthenia gravis. Also the
patient had HBsAg positivity with insignificant HBV
DNA levels. Hepatitis B infection can trigger GBS [7]
but this patient had elevated liver enzymes which could
be explained by possible ischemic liver injury post
cardiac arrest.

The following features make the diagnosis of
GBS doubtful, i.e., a definite sensory level, marked and
persistent asymmetry of weakness, severe and persistent
bowel and bladder dysfunction and more than 50 white
cells in CSF analysis.

CONCLUSION

The present case report highlights the atypical
presentation of GBS with severe autonomic dysfunction
and cardiac arrest. Early recognition and treatment
brings a good neurological recovery.
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