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A Case Report of Guillain-Barre Syndrome in an  
Eleven-Month Infant
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Abstract

Guillain-Barre syndrome (GBS) is an acute immune-mediated pro-
gressive predominantly motor symmetric polyradiculoneuropathy 
which causes demyelination and leads to weakness, ataxia and are-
flexia. There are a variety of forms of the syndrome; and despite being 
the most common cause of acute flaccid paralysis in children, it has 
a low incidence under 18 years old, and it is even rarer in children 
less than 2 years of age. Very few cases have been reported under 12 
months of age. We describe a case of an 11-month-old male infant 
presenting with weakness and inability to ambulate who was diag-
nosed with GBS.
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Introduction

Guillain-Barre syndrome (GBS) is an acute immune-mediated 
peripheral polyneuropathy with a variable clinical presenta-
tion. GBS has a low incidence of 0.5 - 2 cases per 100,000 
children under 18 years old. It is rare in infants [1, 2]. GBS is 
deemed to be an autoimmune disease, and infections caused by 
Campylobacter jejuni, cytomegalovirus (CMV), Epstein-Barr 
virus (EBV), influenza virus and Mycoplasma pneumoniae are 
reported as important triggers [3, 4]. The diagnosis of GBS is 
clinical and supported by neuroconductive studies, as well as 

the exclusion of differential diagnoses. Established treatment 
regimens include intravenous immunoglobulin (IVIG) and 
plasma exchange (PE) in older children and adults. However, 
efficacy and safety of these treatments have not been estab-
lished in infants [4-9]. The prognosis for childhood GBS is 
often favorable [10].

Case Report

A previously healthy 11-month-old boy was referred to a pedi-
atric hospital with a history of weakness and difficulty feeding 
for 10 days. He developed fever and diarrhea 2 weeks before 
the onset of weakness. He was treated with trimethoprim and 
sulfamethoxazole for 7 days. Two days after the diarrhea start-
ed, he presented weakness in the lower extremities and at 24 
h in both arms, and later inability to sit, feed and support the 
head.

Pregnancy and delivery were unremarkable. He had 
achieved normal motor milestones. After 6 months of exclu-
sive breastfeeding, solid foods were started. All vaccinations 
had been administered. He was vaccinated against diphtheria, 
tetanus, pertussis, polio, Hemophilus influenzae B, hepatitis B 
and rotavirus 4 months ago. He had no other health problems. 
The parents were healthy and not consanguineous. No family 
history of autoimmune diseases was reported.

On initial examination, he was in the 50th percentile for 
weight, length, and head circumference. The vital signs were 
in normal ranges according to his age. He was wide awake, 
making eye contact. On detailed neurological examination, pu-
pils were isochoric and responsive to normal light. No abnor-
malities of cranial nerves were detected. He had flaccid paraly-
sis with absence of inferior and superior deep tendon reflexes. 
There was no spontaneous movement in the lower extremities, 
whereas there was only proximal muscle contraction in the up-
per extremities. Plantar reflexes were absent. He responded to 
painful examination of the skin on the lower and upper ex-
tremities with grimaces. Other tests of the system were normal.

Laboratory studies that included complete blood count, 
biochemical parameters, and coagulation profile were normal. 
Examination of the cerebrospinal fluid revealed an increase in 
the protein count (119 mg/dL) and the cell count was in the 
normal range. Gram stain revealed no cells or microorganisms, 
and the cerebrospinal fluid culture was sterile. Stool culture 
was negative. Electroneuromyography revealed normal motor 
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and sensory nerve conduction velocity, greatly reduced ampli-
tude of action potentials, and an absence of F responses con-
sistent with acute motor axonal neuropathy (AMAN), a variant 
of GBS.

Patient received IVIG at 2 g/kg single dose. Twenty-four 
hours later, evidence of proximal muscle contraction in upper 
and lower extremities, 72 h later horizontal movement of the 
lower extremities when gravity is eliminated. Two weeks later 
proximal movements against gravity overcome in upper and 
lower extremities, and he can hold his head. One month later 
he can grasp a toy but still has inability to stand alone.

Discussion

GBS is an acute immune-mediated peripheral polyneuropathy; 
it is the most common cause of flaccid paralysis in children, 
characterized by progressive, symmetrical weakness, pares-
thesia and areflexia, hyporeflexia or both [11].

It is more frequent in the adult population with an increase 
of 20% for every 10 years of increase in age after the first dec-
ade of life. In pediatric ages it is observed less frequently, and 
rarely in children under 2 years of age [12, 13]. A high index of 
suspicion is required in children under 2 years of age consider-
ing differential diagnoses such as acute cerebellar ataxia, trans-
verse myelitis, spinal cord compression, tick-borne paralysis, 
botulism, trauma, acute disseminated encephalomyelitis, my-
asthenia gravis, poliomyelitis, and additional myopathies [14].

There are cases reported in children under 12 months with 
neurophysiological findings compatible with peripheral poly-
neuropathy where the diagnosis of GBS was excluded. Royden 
et al reported three cases, a 16-day-old male with symptoms 
from birth in which it was not possible to differentiate between 
a congenital error of myelination vs. GBS; another 11-month-
old male who had a history of SABIN application, 3 weeks 
later developed respiratory failure and depended on ventilation 
up to 2 years of age. The third case of a 4.5-month-old girl 
with feeding difficulties, generalized hypotonia with ventila-
tory dependence, was identified, where the presence of botuli-
num toxin type A was determined in both stool and honey [15].

In 1959 Merril et al reported the first case of an 8-month-
old infant in a series of 37 patients with GBS [16], while Can-
talini et al in 1960 reported a 2-month-old patient with GBS 
treated with dexamethasone, prior to the use of IVIG [17].

Anecdotal cases with ages under 12 months are reported in 
the literature of GBS, with great diversity in their clinical pres-
entation, diagnostic approach, treatment and evolution. Table 1 
shows GBS cases younger than 12 months [4, 18-21].

Conclusions

GBS is a rare disease, and individual studies often lack a suf-
ficient number of cases to make age-specific incidence esti-
mates. The symptoms, clinical course, and paraclinical findings 
in childhood GBS have rarely been investigated in non-gait 
children. GBS is an entity that is considered serious that re-
quires multidisciplinary management to prevent complications 

from occurring and thereby improve the prognosis of patients. 
Upon arrival at the emergency department, all patients should 
be carefully evaluated, looking for signs of autonomic and res-
piratory dysfunction. It has been seen that the pediatric patient 
has a better prognosis compared to the adult. Approximately 
80% of patients who have suffered GBS are symptomatic 
within a period of 6 months and 20% persist with a moderate 
neurological sequela. It has been proven that the initiation of 
treatment in the early stages of the disease produces a faster 
recovery and consequently fewer sequelae.
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