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GUILLAIN-BARRÉ SYNDROME 
AFTER BRACHIAL PLEXUS TRAUMA

Case report
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Adolfo Vasconcelos2, Heloy Darroz Jr2, Tânia Maria Escada3

ABSTRACT - The Guilllain-Barré syndrome (GBS) is an acute predominantly demyelinating polyneuro p a t h y.
In many cases GBS is preceding by infection, immunization, surgery or trauma. Although there are a few
re p o rts of GBS after head trauma, there is no re p o rt of this syndrome after brachial plexus injury. We re p o rt
on a 51 years-old man who presented GBS fifteen days after a brachial plexus trauma. The polineuro p a-
thy resolved completely in a few weeks. We believe that GBS was triggered by the trauma that evoked an
immune mediated disorder producing inflammation and demyelination of the peripheral nerves.
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Síndrome de Guillain-Barré após traumatismo de plexo braquial: relato de caso

RESUMO - A síndrome de Guillain-Barré (SGB) é uma polineuropatia predominantemente desmielinizante,
que ocorre na maioria das vezes após uma infecção, vacinação, cirurgia ou traumatismo. Embora tenham
sido descritos alguns casos após traumatismo crânio encefálico, ainda não foi referido caso de SGB após
traumatismo do plexo braquial. Relatamos o caso de um homem de 51 anos que 15 dias após ter apre s e n-
tado paralisia traumática do plexo braquial, desenvolveu SGB. Recuperou-se inteiramente em algumas
semanas. Achamos que em nosso caso a SGB foi desencadeada pelo traumatismo, que provocou distúrbios
imunológicos com conseqüente acometimento dos nervos periféricos.

PALAVRAS-CHAVE: síndrome de Guillain-Barré, polirradiculoneuropatia, plexo braquial, traumatismo.

The Guillain-Barré syndrome (GBS) is the most
common cause of acute generalized weakness. Its
incidence is 1-2/100000 people1. It is an acute inflam-
m a t o rydemyelinating polyradiculoneuropathy due
to an immunological reaction directed at the periph-
eral nerves. The major clinical manifestation is an
ascendant symmetrical weakness with reduced or
absent tendon reflexes, minimal sensory loss and cra-
nial nerve palsies. It may be preceded by infectious
illness, immunization, surg e ryand trauma2. Although
there were a few cases of GBS described after head
i n j u ry3 , 4, there is no re p o rtof GBS triggered by periph-
eral nerve trauma. 

We re p o rted a case that presented GBS syndro m e
after a trauma of the brachial plexus. 

CASE
A 51-year-old man suffered a traumatic superior right

brachial palsy after lifting a bar of 100 kg. Fifteen days after
he felt weakness and had paresthesias in the four limbs

that progressed in two days, and soon after he presented
a bilateral facial palsy. There was a predominantly distal
weakness in legs and arms and severe weakness of right
biceps, deltoid, supinator longus, supraspinatus and infra-
spinatus with absent tendon reflexes and mild objective
s e n s o ry loss in the four extremities. The cutaneous plantar
reflexes were indiff e rent. There was a bilateral peripheral
facial palsy. The other cranial nerves were normal. He had
no radicular symptoms. His blood pre s s u rewas 130/80, pulse
was 80/min, breath rate 22/min and he was apyretic.

The blood chemistry and hemogram findings were nor-
mal. Tests for Campylobacter jejuni, Cytomegalovirus, H I V,
HTLV1 and herpes virus were negative. Spinal fluid exam-
ination showed a protein content of 158 mg/dL with 2 cells/
mm3. Nerve conduction study was performed 7 days after
and revealed slowed motor conduction velocities with con-
duction block in some nerves (Table 1). The sural nerve ac-
tion potential was absent but the others action potentials
w e re normal (Table 2). On needle examination there was
d e n e rvation in distal muscles of upper and lower limbs and
in the muscles of the right superior brachial plexus. 

In three days the clinical findings were steady, and we



decided to introduce neither immunoglobulin, nor plasma
exchange treatment. On the day 10t h, his movements began
to improve and 20 days after he was walking with aid.
T h e re was a complete spontaneous re c o v e ry of the neu-
ropathy in two months, although the brachial plexus pal-
sy persisted unchanged.

DISCUSSION

The clinical and electro n e u romyography picture
of our patient fulfilled perfectly the diagnostic cri-
teria for the typical form of GBS2. The literature is
filled with factors considered as “triggers” in the
G B S1 , 2 , 5 - 7 about two-thirds of cases following a viru s
infection. The responsible viruses are Epstein-Barr
v i rus, cytomegalovirus, other herpes virus, HIV, hep-
atitis A and B, rubella, mumps, influenza A, influen-
za B, Coxsackie virus and parv o v i rus. Among all bac-
teria described to be involved, Campylobacter jeju -
ni and Micoplasma pneumoniae have been the most
mentioned. Vaccination, surg e ry, epidural anaesthe-
sia and drugs, have all been associated with some
cases. There have been also reports of GBS associat-
ed to an underlying disease such as systemic lupus
erythematosus, Hodgkin disease and sarcoidoisis.

T h e re are only two re p o rtsof the disease appear-
ing after head trauma3 , 4. The case re p o rted by Ve g a -
Basolto et al.8 was of a man who presented head
trauma three months before the surg e ry of a sub-
dural haematoma. Thus, the GBS might be triggere d
by the surg e ry or the trauma. Although there was a
case of re c u rrence of GBS after a lumbar decompre s-
sion and fusion9, and one following spinal root dam-
age after epidural anaesthesia1 0, our case is the first
one describing GBS after brachial plexus injury.

P resently it is believed that both cellular as well
as humoral immunities have a role in the physiopa-
thogenesis of GBS1 1. There is a re p o rt of a lumbar
nerve root injury inducing neuroimmune activation
and neuroinflammation in the rats1 1. Another possi-

ble mechanism is the stress caused by trauma acti-
vating some latent or sub clinical process4.

In re g a rdto the re p o rted case, it is hard to aff i rm
whether actually exists a cause-and-effect re l a t i o n-
ship between the two entities or if it is a mere coin-
cidence.
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Table 2. Sensory nerve conduction.

Nerve DL (ms) A (mV)

L Median 3.0 (NV<3,4) 36 (NV>15)
R Median 3.4 40
L Ulnar 3.5 (NV<3,5) 37 (NV>10)
R Ulnar 3.8 31
L Radial 3.1 (NV<3,5) 14 (NV>5)
R Radial 3.3 13
L Sural 0 0
R Sural 0 0
L, left; R, right; DL, distal latency; NV, normal value; A, amplitude.

Table 1. Motor nerve conduction.

Nerve DL (ms) PL (ms) DA (mV) PA (mV) NCV (m/s) F wave (m/s)

L Median 3.6 (NV<4) 9.2 4.6 (NV>4) 2.9 41.8 (NV>52) 37.4 (NV<33)

R Median 3.6 9.9 4,8 1,8 38.6 38.7

L Ulnar 3.9 (NV<3,7) 7.7 4,4 (NV>4) 2,8 54,1 35.5

R Ulnar 3.8 8.3 5.2 3.2 46.9 44.8

L Fibular 5.8 (NV<3,7) 20.3 1.9 (NV>2) 0.4 28.8 0

R Fibular 6.2 17.6 2.6 1.9 33.9 0

L Tibial 5.4 (NV<3,7) 20.5 4.2 (NV>2) 0.8 25.5 66.4

R Tibial 6.7 21,7 4.1 0.3 30.8 0

L, left; R, right; DL, distal latency; PL, proximal latency; DA, distal amplitude; PA, proximal amplitude; NCV, nerve conduction velocity; NV,
n o rmal value.
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