Guillain-Barré Syndrome
Complicated by Myocarditis
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Abstract

Guillain-Barré syndrome (GBS) is an autoimmune disease affecting the peripheral nerves, and is fre-
quently associated with triggering events several weeks prior to the onset of symptoms. We report the
case of a 68-year-old female who was diagnosed with GBS and subsequently developed myocarditis.
She was treated with inotropic support and intravenous immunoglobulin (IVIG), and her condition
improved. This presentation of GBS complicated by myocarditis is very rare. We examined the litera-

ture regarding this association.
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Introduction

GBS 1S AN AUTOIMMUNE DISEASE affecting the pe-
ripheral nervous system. It is associated with trig-
gering events several weeks prior to the onset of
symptoms. The most common triggers are upper
respiratory and gastrointestinal infections. Known
complications include respiratory failure, auto-
nomic dysfunction, and syndrome of inappropriate
antidiuretic hormone secretion (SIADH); there
have been rare reports of GBS complicated by my-
ocarditis. We report the case of a 68-year-old fe-
male who was diagnosed with GBS and subse-
quently developed myocarditis. This presentation of
GBS complicated by myocarditis is very rare. We
examined the literature regarding this association.

Case Summary

Our patient is a 68-year-old woman who initially
presented to her internist with a one-week history of
flu-like symptoms. This was diagnosed as bronchitis
and treated with levofloxacin. Several days later, she
presented to the emergency department, complaining
of bilateral lower extremity weakness, lower back
pain, and bilateral buttock pain. Vital signs were
within normal limits. Neurological exam revealed
4/5 strength in both lower extremities and the left
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upper extremity, and 5/5 strength in the right upper
extremity with absent deep tendon reflexes in all four
extremities. The patient had a right up-going plantar
reflex and decreased sensation in her right lower ex-
tremity. Laboratory tests were unremarkable except
for serum sodium of 126 mmol/L. Initial electrocar-
diogram (Fig. 1A) was unremarkable, and initial
chest X-ray (Fig. 1B) showed no acute disease. Lum-
bar puncture revealed no cells and mildly elevated
protein (55 mg/dL), consistent with early GBS. Ini-
tial electromyogram showed an absent H reflex (the
most sensitive test for early GBS), and repeat elec-
tromyogram showed diffuse demyelinating polyneu-
ropathy, consistent with GBS.

The patient was admitted and developed pro-
gressive weakness. She later developed respiratory
failure and autonomic instability, requiring intuba-
tion and monitoring in the intensive care unit. Sub-
sequently, she manifested a new incomplete right
bundle branch block and a left anterior fascicular
block on electrocardiogram (Fig. 1C). Creatine
phosphokinase remained normal and troponin-I in-
creased to a maximum of 1.8 ng/mL. Transthoracic
echocardiography revealed global left ventricular
dysfunction. There was a moderate pericardial ef-
fusion localized around the right heart and apex.
Subsequent cardiac catheterization demonstrated
normal coronary arteries (Fig. 2), and a severely
decreased left ventricular ejection fraction (35%)
was seen on ventriculography (Fig. 3). This pre-
sentation was consistent with acute myocarditis,
and so the patient was given inotropic support.
After a long and complicated hospital course, and
treatment with IVIG, the patient’s condition im-
proved, and she was discharged to a rehabilitation
facility, with significant residual lower extremity
weakness and vocal cord dysfunction.
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