
Case Report

Articles © The authors   |   Journal compilation © J Neurol Res and Elmer Press Inc™   |   www.neurores.org

J Neurol Res. 2014;4(2-3):88-90

PressElmer 

This is an open-access article distributed under the terms of the Creative Commons Attribution License, which permits unrestricted use, distribution, and reproduction 
in any medium, provided the original work is properly cited

Pharyngeal-Cervical-Brachial Variant of 
Guillain-Barre Syndrome

Justin N. Halla, c, Maryam N. Sheikha, Steven L. Shumaka, b

Abstract

Guillain-Barre syndrome (GBS) is the most common cause of 
acute neuromuscular paralysis in the Western world. We describe 
the only known case presentation of pharyngeal-cervical-brachial 
variant following a subacute myocardial infarction and Vibrio 
cholerae vaccination. A 55-year-old Filipino man presented to 
our emergency department with a one-day history of progressive 
oropharyngeal and cervicobrachial weakness and areflexia in the 
upper limbs. His review of systems was unremarkable except for 
receiving “Dukoral” traveller’s diarrhea vaccine 3 weeks prior. His 
physical exam was compatible with GBS. EMG and nerve conduc-
tion studies showed low motor amplitudes, prolonged distal latency 
and absent F-waves in the arms. Lumbar puncture showed a pro-
tein level of 579 mg/L. Nuclear perfusion scan was consistent with 
a subacute myocardial infarction. He received a 2-day course of 
intravenous immunoglobulin. He showed significant improvement 
in his weakness over 3 days. Recent vaccination and myocardial 
infarction may be important triggers for GBS onset.

Keywords: Guillain-Barre syndrome; Vaccination; Myocardial in-
farction

Introduction

Guillain-Barre syndrome (GBS) is the most common cause 
of acute neuromuscular paralysis in the Western world [1]. 
The pharyngeal-cervical-brachial (PCB) variant of GBS is 
characterized by facial palsy, dysarthria, upper extremity 
muscle weakness and areflexia in the upper limbs [2]. Nerve 

conduction studies suggest that the PCB variant displays 
axonal rather than demyelinating neuropathy [2]. Infection, 
inflammation and surgery are commonly reported triggers of 
GBS and its variants [1]. Individual case reports have re-
ported a potential link between GBS and tetanus, hepatitis 
and rabies vaccinations [1, 3]. As the PCB variant is quite 
rare, it is often misdiagnosed as brainstem stroke, myasthe-
nia gravis, or botulism [2]. We describe the only known case 
presentation of PCB variant of GBS following a subacute 
myocardial infarction and Vibrio cholerae vaccination.

 
Case Report

   
A 55-year-old Filipino man presented to our emergency de-
partment with a one-day history of progressive quadripare-
sis, facial weakness and dysphagia. The patient had awak-
ened that day with limited ability to move his arms or hands, 
weakness in his lower extremities, and dysphagia. He had no 
previous such symptoms. He had been in the Philippines at 
the time of symptom onset and flew back to Canada on the 
day his weakness started. He denied any infectious, consti-
tutional, gastrointestinal, or urinary symptoms. He did en-
dorse some new reflux symptoms 2 days prior to the onset 
of the muscle weakness. There was no chest pain, dyspnea, 
or diaphoresis. Review of systems was unremarkable except 
for receiving “Dukoral” (oral, heat and formalin inactivated 
Vibrio cholerae traveller’s diarrhea and cholera vaccine) 3 
weeks prior. The patient was on no CNS drug or biologic 
therapy. His past medical history was non-contributory.

On physical examination, his heart rate was 112 bpm 
and his blood pressure was 165/108 despite having no his-
tory of hypertension. Normal S1 and S2 heart sounds were 
heard with no S3, S4, or murmurs appreciated. JVP was 3 
cm ASA. He had normal muscle bulk and tone but decreased 
cervical flexion and proximal muscle power bilaterally (1 
to 2/5) in upper extremities (proximal weaker than distal) 
and lower extremities (3+ to 4/5). He was unable to shrug 
his shoulders. Reflexes were absent in the upper limbs and 
preserved in the lower limbs. The patient had mild dysar-
thria, dysphonia (nasal quality), impaired palatal elevation, 
with associated facial muscle and tongue muscle weakness 
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reflecting weakness of cranial nerves VII, IX, X and XII. His 
sensory and cerebellar exams were normal.

Brain and spinal cord MRI and CTA chest revealed no 
abnormalities. Laboratory investigations including CBC, 
routine chemistry, renal and liver profile, TSH, ESR, CRP, 
and vitamin B12 were within normal limits. Troponin was 
elevated and ECG showed ST segment elevation in V1-V3. 
HSV, syphilis, West Nile virus, HIV, monospot, rheuma-
toid factor, ANA and Lyme disease serology were negative. 
EMG and nerve conduction studies showed low motor am-
plitudes, prolonged distal latency and absent F-waves in the 
arms. Especially in light of his clinical presentation, these 
results were considered to be compatible with GBS. A lum-
bar puncture showed a protein level of 579 mg/L (normal < 
450 mg/L) with normal cellularity. A presumptive diagnosis 
of PCB variant of GBS was made, and the patient received 
a 2-day course of intravenous immunoglobulin (IVIg). He 
showed significant improvement in his weakness over 3 
days. Nuclear myocardial perfusion scan was consistent 
with a subacute anterior myocardial infarction (MI). He was 
discharged home with outpatient rehabilitation for speech, 
swallowing, and residual muscle weakness as well as car-
diology follow-up. Four weeks following discharge home, 
our patient received coronary angioplasty of his left anterior 
descending artery. He continued to have minimal residual fa-
cial muscle and tongue muscle weakness but was otherwise 
back to his baseline. He did not receive any further medica-
tions or course of IVIg.

Discussion
  
GBS is the most common cause of acute neuromuscular pa-
ralysis affecting approximately 0.4-2.4/100,000 people an-
nually [1]. It is characterized by the acute onset of general-
ized and symmetrical muscle weakness and areflexia in an 
ascending pattern. There are several less common variants of 
GBS that have unusual patterns of muscle involvement. The 
PCB variant of GBS is rare (0.07-0.25/100,000) [4], and it is 
characterized by oropharynx, neck and proximal upper limb 
muscle weakness [5, 6]. Antecedent infection with CMV 
or Campylobacter jejuni is often found [1] with anti-GM2 
antibodies being a hallmark of this variant [1, 7]. Further 
diagnostic criteria for PCB variant include the presence of 
diaphragm weakness, relative sparing of lower limb strength 
and tendon reflexes, minimal or no sensory deficit, raised 
CSF protein, and generally axonal neuropathy on nerve con-
duction studies [6, 8]. In most cases, patients experience a 
complete recovery [2, 6].

Our patient’s case illustrates many of the classic char-
acteristics of PCB variant including areflexia, facial palsy, 
dysarthria and upper extremity proximal muscle weakness. 
While influenza vaccination has been associated with GBS 
[9] and individual case reports have reported a potential link 

between GBS and tetanus, hepatitis and rabies vaccinations 
[1, 3], the authors are unaware of any published cases de-
scribing an association between PCB variant and vaccina-
tions, including those against Vibrio cholerae which our pa-
tient had received 3 weeks before his symptoms developed. 
The reflux symptoms, hypertension, tachycardia and lack 
of chest pain associated with a recent myocardial infarction 
are consistent with dysautonomia as a complication of our 
patient’s GBS. While infection, inflammation and surgery 
are commonly reported triggers of GBS [1], only three cases 
have been reported where an MI was the trigger for onset of 
GBS without treatment with streptokinase [10]. No known 
cases of PCB variant following an MI have been reported. 
We wish to raise awareness of this rare condition so that 
physicians consider PCB variant of GBS in patients with 
symptoms of cranial nerve and upper extremity weakness as 
diagnosis and early intervention greatly benefit the patient’s 
eventual outcome.
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