CORRESPONDENCE

Guillaine-Barre Syndromewith
Retained Deep Tendon Reflexes

Guillain-Barré syndrome (GBS) is an acute onset,
usually monophasic immune-mediated disorder of the
peripheral nervous system. Acute inflammatory
demyelinating polyradiculoneuropathy (AIDP) is the
most widely known form of GBS. However, axonal
variants of GBS are al'so commonly seenin India; in one
Indian series, the incidence of AIDPand AMAN (Acute
motor axonal neuropathy) wasvirtually equal [1].

The widely employed Asbury and Cornblath case
definitions and the recent, the Brighton Collaboration
developed case definitions of GBS were developed in
the West, where AIDPisthe most common form of GBS
[2,3]. The two features essential for a diagnosis of GBS
according to these criteria are progressive motor
weakness and areflexia The axonal variant of GBS
usually has retained deep tendon reflexes or at times
hyperreflexia either in the beginning or throughout the
course of the disease [4]. Though this was described in
theinitial studies of AMAN, most text books still stress
the presence of areflexiain GBS. Thisresultsin delay in
the diagnosis of GBS or may even result in considering
upper motor neuron disease as a cause for the
presentation resulting in unnecessary investigations like
magneti c resonance imaging of the spine/ brain resulting
in additional cost to the parents.

Recently, there have been reports of hyperreflexiain
GBS—mainly intheadult literature—from Indiaal so but
not in children [5,6]. The variants most commonly
reported to be associated with retained or brisk reflexes
are AMAN, acute motor conduction block neuropathy,
and acute facial diplegia with brisk reflexes, of which
AMAN isof moreimportanceto pediatricians. Although
preservation of reflexes, may simply be dueto sparing of

the sensory afferent pathway, the occurrence of brisk
reflexes suggests a central mechanism. A proposed
mechanism for hyperreflexiais dysfunction of inhibitory
systems in the spina interneurons. Distal conduction
disturbance—not axonal degeneration—produces low
motor responses on nerve conduction studies, termed as
reversible conduction failure or acute motor conduction
block neuropathy [6]. This could explain the relatively
good prognosisin thisgroup.

Thus even though hyporeflexia or areflexia is
necessary for diagnosis of typical Guillain Barre
Syndrome, hyperreflexiadoes not excludeaGBSvariant
and usually suggests an axonal type of GBS.
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