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ABSTRACT

Guillain-Barre syndrome is an acute, or more often, a subacutely evolving paralytic disease of unestablished etiology.
The condition is often designated as the Landy-Guillain-Barre-Strohl syndrome in recognition of the descriptions provided
by Landy in 1859 and again in 1916 by Guillain, Barre and Strohl. The pathogenesis and specific therapy in this
condition remains imperfectly defined. The diagnosis is usually clinical with supportive laboratory tests. In this syllabus,
we review the diagnostic criteria in Guillain-Barre syndrome and current therapies in the acute management followed by
presentation of the acute management protocol used in the Neurosciences Department at the Riyadh Armed Forces

Hospital.
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Gui]lain-Barre syndrome (GBS) is now
recognized to be a diverse disorder that can be
divided into several patterns based on the
predominant mode of fibre injury (demyelinating
versus axonal) and on nerve fibres involved (motor,
sensory and motor, or cranial). The most frequent
pattern is the acute inflammatory demyelinating
polyradiculoneuropathy (AIDP). Acute
inflammatory demyelinating polyradiculoneuropathy

is an  acute inflammatory  demyelinating
polyradiculoneuropathy characterised by
lymphocyte and macrophage infiltration and

destruction of the myelin. The incidence of GBS
ranges from 0.6-2.4 cases per 100,000 population per
year.! It occurs in all parts of the world and at all
age. Also, it occurs sporadically but outbreaks have
been reported.  Guillain-Barre syndrome  often
occurs after a viral infection such as cytomegalovir,
Epstein Barre virus, small pox vaccinia, HIV and
other viruses.! The association to bacterial infection
is also seen such as mycoplasma, brucella, and
campylobacter jejuni (CJ).  Acute inflammatory
demyelinating polyradiculoneuropathy, acute motor
axonal neuropathy (AMAN), and acute motor

sensory axonal neuropathy (AMSAN) are seen with
4

Clinical Manifestations.  The major clinical
manifestations include weakness, which evolves
symmetrically over several days and is complete after
2 weeks in 50% of cases and after 4 weeks in over
90% of cases. In most instances, the weakness is
noticed initially in the legs but can begin in the arms
or the face. Proximal and distal muscles of the limbs
are involved. Facial diplegia is seen in at least 50%
of cases. Symmetrical involvement of extraocular
muscles has been described. Oropharyngeal
dystunction is observed in severe cases and can be
viewed as a herald of impending respiratory failure,
which usually occurs in the presence of limb and
trunk weakness. The external urethral sphincter is
involved in 10-20% of cases. Mild distal paresthesia
often occur early in the course of the disease. On
presentation, deep tendon reflexes are diminished or
absent in 75% and, later in the course, almost 95%
fof the patients have areflexia. Autonomic function
is often abnormal manifesting as sympathetic or
parasympathetic over activity or deficiency or as a
mixture of both. Sinus tachycardia occurs in more
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