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TETHADEBELY, BRENICLMKE Creutzfeld-Jakob HEEX AT M fEH
EHEmLL.

BRI EEH 695 T, BMEICEBWLTU . REICE ARMICE BiEhho7f. &
BABFNCEXR, MEEE BEE SEZECERRE, MEHBOLEHY &%,
EREAUTZ tAv4 POMEE, IEEBNEMOHRERDE. KRMAEH S PRHE,
BEATTREBCEMEL, FHEKT R tOY 4 PO, EHENMBBOHRERYD
fo. METERADWEOINFERIE (CHMABE & Rk, SMBREOLTY, #HEHMBOLE
HEBE, HEREBOHERLDAONT.

FOIOBHERERRALRAHOEADE L, 7R bOd4 FOHE, EHBRMMAKROH
Rlaébhsrohfcl oLV —RET(EEBbAL. BEOMMEE L, BEOMEE
LR ELRBMOELLRAFELBDN, BEREE—RUT(LEELONT.
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A case of the panencephalopathic type of Creutzfeldt-Jakob disease was re-

ported.

The patient was a 59-year-old female, who was admitted in July 1982 because

of gait disturbance, hallucination, left hemiparesis and Gegenhalten of the left

upper extremity. In September 1982 she developed akinetic mutism which lasted

until her terminal stage. She died in February 1984 after a course of one year

and seven months.

The brain weighed 695 ¢ and showed diffuse atrophy. Microscopically, there

was marked atrophy and loss of neurons, and proliferations of protoplasmic as-

trocytes throughout the cerebral and cerebellar cortex, basal ganglia and thalamus.

The cerebral white matter, tegmentum of the midbrain, pons, optic nerves, optic

chiasm and optic tracts showed diffuse destruction of myelins and axons with

fat granule cells and astrocytic proliferations.

Loss of the outer nuclear layer of the retina was more prominent in the

peripheral area than in the central area.

The outer plexiform layer showed a

remarkable vacuolization especially in the posterior region. Retinal ganglion cells

showed degenerative changes and occasional loss.

In this case, white matter involvements and ocular lesions were thought to be

the primary degenerative changes of Creutzfeldt-Jakob disease. -
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Fig. 1. Coronal section showing marked thinning of the cerebral cortex.

white matter appears loose.
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Fig. 2. Photomicrograph of the cerebral cortex. Pronounced tissue disarrangement with
spongy degeneration and proliferation of protoplasmic astrocytes are seen (H. E,
% 40).

Fig. 3. Photomicrograph of the cerebral white matter. Loss of axons and myelins ac-
companied with marked proliferations of protoplasmic astrocytes and fat granule

cells are seen (H.E., x40).

B mb i,

FRB R BN AR, BRE e oMM
BRI TP Y, OB 7 A b e
4 FHRBEGEL, FEOHBRET D KK
Bl ovig kv TRl RRRL Mifass HBLL Ture.
Bok mE, BERCHEMEE 7 A e A b
DOHFEN H b, BEMERMAAL 2, B%E
L, $EAR i I B Mo HE % B
(Fig. 6). EETIISEERBOLEMELADR, T
BT OfIR L BBRO—HICEEA R DR
7z.

RER CIIRC R SRR T, SRR
DA BE L, ERRCET T 350034
bh, o EAKRWEN BDLR.
4Ty, MRERAERE, SMERBEO HEL

EE L kA 250, BiES Ab R
(Fig. 7). FL-AERBO7 <7 ) vfllacik
BN iE LR EY B T 5 L OBREHA
bBhte. Z OB BB T BRI <, |l
R E LR RD b hish o T,

z 2

AEGNIEERC 2R ET LI IA 27 » —
= A% fEENME S, PSD, CT Al /e & 2b
CID L E2 BNIFEFITH 5.

MEREICIIE L\ N, KB ToOmME
WO LK%, EREET7 A bry A4 PO
WEE, JRRFERMIRROBE, K#EicaEOEN
MERB R,

A3k, CID3RKEEMNR3h, BERZ



WBJEDs ¢+ 4 fx# Creutzfeldt-Jakob §Fo> 1 Hikfl 37

Fig. 4. Photomicrograph of the optic nerve.
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Loss of axons and demyelinations with pro-
liferations of protoplasmic astrocytes and fat granule cells are seen (H.E., x40).

Fig. 5. Photomicrograph of the cerebellum showing loss of the granule cells in the cortex
and proliferations of fat granule cells in the white matter (H.E., x40).
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Fig. 6. Coronal section of the pons. Basis pontis shows atrophy and demyelination
(Luxol fast blue and PAS, x8).
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Fig. 7. Photomicrograph of the retina. Retinal ganglion cells show degeneration and
partial loss. The outer plexiform layer shows vacuolization -(Toluidine blue, x100).
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