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modes of inherimace, age at onset, and ethaic origin,
che clinical heterogeneity of the disease and its clinico-
pathological oveelap with other hereditary distal myop-
athies or oculopharyngeal dysaophy with rimmed vac-
ugles and amyloid deposits (3] suggests chac mutactons
in exons 16 and 17 of this geae should be also searched
in families with chese disorders.
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Creutzfe dt-Jakob Disease
after Liver
Transplantation

Alzin Créange, * Frangoise Gray, MD, PhD,*
Pierre Cesaro, PhD,* Homa Adle.-Biasseure, MD,*
Christophe Duvoux, MD,} Daniel Cherqui, MD,t

Jeanne Bell, MD,¢{Piero Parchi, MD,$

Pierluigi Gam
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S —
We repore a 57—ye=r-old woman who died from Creua-
felde.Jakob disease 2 years after a liver wansplantation.
The liver donor had no hiswcy of aeurclogical duease
la oge albumin donor, ible Crencfeldr-Jako

ese developed 3|years later, The patieot inicially had
cerebellar symprgms. Neuropathology included “Kucu-
type” plaques and) prioa prozein (PrP) deposits igvolving
the cerebellum predominancly. The patieac was homozy-
gote valing 2 codoa 129 of the PsP geoe while the liver
was homozygoce meduomne This observacioa raises the
possibilicy of trassmission of Creucfelde-Jakeb discase
by the graft itself{or che associared albumin eransfusions
and, oa a wider cxtent, by nonneursl dssue.

Créange A. Gray F, Cesaro P, Adle-Biasserte H,
Duvoux €, Chergqui D. Bell ), Parchi P, Gamberi P,
Degos|j-D. Creucieidi-Jakob disease «feer liver
transplantadon. Ann Neurol 1995:38:2G9-272

Since the first ceport of a corneal eansplane ransmus-
sion of Creu:zfe*dt-jakob disease (CJD). che threac of
iogenic transmission of CJD has been emphasized
repeatedly. Neurosucgery, stereomic elecrroencepha-
lography (EEGlll;omenl cansplanadion, dura mater
implanmrion, tympani¢ membrane grafting, and injec-
ton of growth hormore or gonadouopin hormone ex-
wacted from veric pituicary glands have been de-
scribed as possible coures for prion wransmission {13}
More recendy, lood eransfusions also have been sus-
pected [4). We r'eporr a case of CJD occurring 2 yeacs
after a liver wransplanadon (LT), mising che possibility
of 2 new route for iatrogenic CJD.
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