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modes of inherioacc, agc at onset, and ethnic origin, 

the clinicah heterogeneity of the disease and its clinico-

pathologhcal overlap with other hereditary distal myop-

adiies or oculopharytlgeaL dysaophy with rutted vac-

uole3 and aatyloid deposits (3) suggests that aausaaons 
in exoos 16 and 17 of this gene should be also searched 

in families with cbese disorders. 
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:Jakob Disease 
after Liver 
Transpla ijitadon 
Alsip Crbesge. • Front oise Gray, MD, PhD,• 
Pierre Cesun. MD PhD. Hnma Adle-Biauene. MD.-
Chrismpbe Duvo MD.? Daniel Cherqui, MD.t 

Jeanne Bell, MD.t Piero Puchi. MD.$ 

Pierluigi Gwobeeci, MD, and Jean-Denis Degos, MD' 

We report a 57-year-o!d woman who died from Creua-

fdd[Jakob disera e 2 years after a liver trursplaotatioo. 

The liver donor }(ad no history of aeurolog%tal disease. 

to one albumincoeor, posSible CreurzfeLdtJakol) dis-

ease ~d eveln 31 yew lacer. The patient initially had 

cerebellar symptdtns. Neuropathology included "Kuru-

cype' plaqu s and) prior protein (PTP) deposits involving 

the cerebellum predominnndy. The patient was hocmory- 

gore valise se adon 129 of the PrP gene while the liver 

won horaazygoce ethionine. This observation raises the 

potsibilicy of transmission of Crreumfeldt Jakob disease 

by the graft itsellior the associated albumin transfusions 

and, an a wider eeent. by nonneural tissue. 

Crange A. Gray F. Cesaro P. Adle-Biassette H. 

Duvoux (I. Cherqui D. Bell), Puchi P. Crsmbecti P. 

DegoslJD. Crcucric!dt Jakob disease after liver 

crane lanucion. Ann Neural 1995:38:269-272 

Since the fusc rcporr of a corneal cransplanr trarssmis-

sion of CreumfeIdt-Jakob disease (CJD). the threat of 

iarrogenic rr7nsrstission of CJD has been emphasized 

repeatedly. Neurosurgery, srereorascc electroencepha. 

lography (EEG) corszeal cransphaatstion. diva mater 

implanmizon, ty panic membrane grafting, and injec. 

con of growth hormone or gonadotmpin hormone ex-

rr'rted from cacaveric pituitary lg ands have been de-

scribed as possib a routes for prior transmission 11-31. 

More recently, lLood transfusions also have been sus-

pected [41. We ceperr a case of CJD occurring 2 years 

after a liver tranlIplaaraaon (LT), raising the possibility 

of a new route for iarrogenic CJD. 
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