To the Editors:

A case of possible familial Guillain-Barre syndrome

Familial Guillain-Barre syndrome (GBS) is rare.
Occurrence in families and the association with HLA types
have resulted in a genetic susceptibility being postulated
[1,2,3]. In the absence of large scale epidemiological
studies, isolated case reports of GBS within families support
this hypothesis. We report a Sri Lankan father and
daughter, who shared HLA types DR12 and DQ 6, 7 and
developed GBS eleven months apart.

A 7-year old girl developed sudden onset lower limb
weakness progressing to involve upper limbs. Within three
days, she was unable to walk even with support. There
was no ataxia, bladder or bowel involvement. Ten days
prior to this illness she had bloody diarrhoea and stool
culture grew Campylobacter jejuni. On examination she
was conscious and oriented. Cranial nerves were normal.
There was generalised hypotonia, lower limbs were
arreflexic with grade 2 muscle power; upper limbs were
hyporeflexic with grade 4 power. There was no sensory or
autonomic involvement. On day 12 of the illness
cerebrospinal fluid analysis was normal. Nerve conduction
was compatible with acute motor axonal neuropathy
(AMAN) type GBS. HLA typing found DR 12, 15, 51 and
52 and DQ 6, 7. Over the next six months she made a
complete recovery.

Eleven months previously, her father, aged 51 years,
had developed back pain, numbness and weakness in
lower limbs, progressing rapidly to loss of ambulation.
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Medical records showed that muscle power was grade 0 in
lower limbs and grade 3 in upper limbs. Unilateral lower motor
neuron type 7th nerve palsy was noted. Nerve conduction
studies showed an acute inflammatory demyelinating
polyneuropathy (AIDP) and cerebrospinal fluid showed a
cytoprotein dissociation. HLA typing showed DR 12, 13, 52
and DQ 6 and 7. He received intravenous immunoglobulins
and recovered completely by the time his daughter fell ill.
There was no family history to support hereditary neuropathy
with liability to pressure palsy.

Most reported cases of familial GBS are among
Caucasians. The only previous case report from Asia we
found was of two siblings of Japanese parentage who
developed GBS within a few days suggesting an infective
rather than a familial aetiology [4]. The largest reported
survey for a familial incidence in Netherlands described
twelve affected families. Common HLA types have been
studied without a definitive association being established.
We found HLA types DR12 and DQ 6, 7 to be identical in
this father and daughter pair.
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