
A
subacute onset of areflexic paralysis with recovery
accompanied by acellular cerebrospinal fluid with
an elevated protein was described in two soldiers in

1916 by the French neurologists Georges Guillain, Jean-
Alexandre Barré, and Andre Strohl. The eponym Guillain-
Barré Syndrome (GBS) covers a spectrum of presenta-
tions and pathologies. 

Classification (see Figure 1)
Classification is according to clinical features; time course,
predominance of sensory or motor involvement, and
involvement of cranial nerves.1 Nerve conduction usually
distinguishes between demyelination and primary axonal
degeneration, but the timing of nerve conduction studies
is important - indices may be normal in the very early
stages and when the illness is very advanced the nerves
may be unexcitable. By definition the onset phase (the
time from first to worst symptoms) in GBS is less than
four weeks. Classification of variants based upon anti-
body profile rather than clinical features and neurophysi-
ology has been proposed.2

Epidemiology
Worldwide, the incidence of GBS is 0.6-4.0 per 100,000.
Men are 1.5 times more likely to be affected. In the West,

incidence increases with age, but in China the incidence
of all forms across age groups is more uniform. Acute
motor axonal neuropathy (AMAN) is the commonest
form in China and shows a marked seasonal variation
and paediatric predominance;3 elsewhere, cases are
mostly sporadic but clusters and epidemics do occur,
often in association with outbreaks of bacterial enteri-
tis. Rabies vaccination (which contains brain material)
is followed by GBS in about one in a thousand cases.
There may be a very small increase (one per million
over background) in risk of GBS after influenza vacci-
nation. A small proportion of patients report symptom
recurrence after routine immunisation but relapse is
rare.4 Evidence of preceding Campylobacter jejuni
infection is found in about 25% of GBS cases.
Cytomegalovirus and Epstein–Barr virus occur in about
10% of cases.5

Pathogenesis1

Antibodies generated by the immune response to infec-
tion and directed against neural epitopes (the molecular
mimicry hypothesis) may be the basis of axonal GBS and
Miller-Fisher Syndrome (MFS). Strains of C jejuni which
trigger GBS are more likely to possess lipo-oligosaccha-
ride epitopes similar to gangliosides GM1, GD1a or
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Figure 1: Clinical and neurophysiological classification
of GBS and variants showing antibody associations.
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