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4 FEfID Creutzfeldt-Jakob #& (C-] i) OHIRREBEEWEE B X FRIEFIOERKIZ DV TEHENE
BE{Tolk, ZOFER, MOMEERESE L BR7 ) 7ORKEAER, HROBEEH - RER#REIZS S
, TR BRI E PR T MR L IE L A C A SN o RN 7 ) A — v R
DE L » o o, FUUAKICIE 2 SER] TR MR L BIR S ) 7 OIEABE 4SS S 4172, N. dorsalis anterior
AR L EE T 2 ZRENOF RS A S, HRBRE K ER R SRR A S
molz, NS OEKKEDAFERHEBEFNICHFL KT LHEENH L, REOHERIT KR ERE
WAL Tz, 20 kid, CIREBT 2HERRES —RMEOBRETH S L 2R LD D, HHRRK
ST 3 ERAERIC DV T, RO IBAIORE R 7o D RTINS T H - 7228, AFREIO 41 4E
Bl C-JHROME %2, RKREOHRT 2 3 CUEFIZREKKRE LA L 10ESAIRRKRELA LRV
B, BERERFEFRZEL ol 223, BRRELZE LAWEFIIZMERELZ L, KR
OERIFED & 5 2 REREOH 2ETRBIERN L DEHT, MEENHBR TR T 2L008% 05
fz. B, C-JRICEEE 2 BN FIREME (periodic synchronous discharge) DEEIZDWT, &
BN OEFHOBRBEORHE, TobbEAEPEEPREORE I & D SRIERHRE H14E FRIR BoE
W DIRFBICHE 0 12 7 D OBRBERICFO—HBRDSLNZ D L HERIL 72,

Key words Creutzfeldt-Jakob disease, Neuropathology, Thalamus,
Quantitative analysis.
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OHT, FR, I470—X A5 LU LR
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Hate, FRBROBERGERREFERBLELE T3
EITHRKERIR & Tl L, CIRORERED S
FOREMIT OO T LML 7.

R FE

I L o LoBIMEGE E & L TEIRKEESSTE
AR MEL s O THERER N EE S N 4 E
fITHSH. MEEFIEEIREIL, 1)ATHEE, REE,
Mg, K, f8, A, BHiL Yo 1E% celloidin &
B L, hematoxylin-eosin (H-E) #ff, cresyl violet

(Nissl) #ff, cresyl violet- luxol fast blue (Kliver-
Barrera) #: &, Bodian ¥ 1, Holzer-#%£ {8 3t &,
Woelcke 65, PAS B % L 72, & 72 BREYIR L
L, Cajal B8, Sudan HI¥fale L HEfTLI:, 2)
BB & L ARBREERIC DT, 20 4 OFEEYIE 5
D, 508, o2& Ilmm BICRIEZOREEERR{E
LT, UTO LI CHREL 72, HIKO R
Kliver-Barrera R EBUA % A T, 225K % ERATIC
L., T42bs, 1 20BEKIZOWT, 58O
BATZH 240 5 %Y (1 #5912 0.012 mm®) 5 254
BEEERAIGROHL, BUMEDRERE 2 SRS O (F
BEFTHIL, 1HEb0 Ot ke, B
MEREORE2HEL -, B L2 SR
Table VIZRT & 512, E90CIIREMNRE L —%
L, PHRRICREN 2V ERERTHEL L 3E
BIT, FHRL 75 L RIS ERY A % (RS L iR
Mg AL L L, LT, REREC O LT,
B E 2/3 AL, thEERE 113 2/3~1/3, 8 L 121/3
T ot MiuimE & & 12, 2 OMEEREE
HE SR A HIEEFALLDTH B, KR T, #
RO & %4 Dewulf'™ iz X 2 B S E L H W

(Table 2), 7% NIC L AMHER W ThAsD
9%, N.anterior, N. dorsalis posterior, N. ventralis
anterior, |3FFPRA KRB TIKAHE & 0% 5 1 AMK
RE sy 5 REPHBE L THEL - N,
medialis, N. pulvinar, N. dorsalis superficialis, N.
dorsalis posterior, IXfEb% L0 o 0 R17Hk%E 5139
Bl & ORME R 2 0 KBRS+ 2 A L L
THHHL 72, £z N. ventralis posterior I3 55k

Table 1. Three normal control cases

Cause of

Case Sex Age Brain Weight death

Control 1 F 67yr 1250 g Lung cancer
Control 2 M 58yr 1400 g Leukemia
Control 3 M 56yr 1560 g Lung fibrosis

k% & LT, N. intralamellaris, N. centralis, N.
limitans, N. reuniens, N, paramedianus, N. para-
tenialis, N. reticularis principalis i3 JE55%48, N.
geniculatus medialis, N. geniculatus lateralis, i
metathalamus (X5 L7z, 72 LA TIRER
OREEL, —#O% EEORSEBRANSLTHL
7.
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JEGIL Y. H. 62 ik
(FEFOHRRES L USRI T CIcRE e
I D RE SN TOL RO TEARL TRKET 3
WEED3,)

FHEICREN TN E 2 b idh <, BER TR 47 Eg
KFEBEICCENE513T0n5,

BIRAE (Fig. 1-A) | BBF139 4 (627%F%) 2 A b4
LDHENBETHEL, Z0BREH, ARTELESR
SEOWIE, $EEL AL, 2 BRI L TEMNE
B0, REPEEEE 2, SHLECRERHT LS
ELL ot REL—BIL R DREEL KB
Licte o KIRBao ABE L 72, 190/110mmHg O & M1 78
HY, ETHROBOEIE - SEOEREBENA
RIS b ETRICHBRL 72, 28 RBOBELIc#EY
SRKRFEREMTBF TSRS RN R L .

ABERRT R, © EREIC B I5 Uk WiE B RRE b
HY, REREEME LY, MERESIRTEL, 5
TRISRE RSB A SNz, £k It 2 o—
XADH S, FICHRETLRALHEL, 208
BHSREEEEROELTEC L, 285 » A,

BBz ik @t 3 Mt L RN DSk 2 2%

visual disturbance
mutism
quadriplegia
myocionus
convulsive seizure
dementia

consciousness disturbance

i

urinary incontinence
Feb Jun
1964
Fig. 1-A. Clinical course of case 1. The wider the
width of the black bars, the severer the symptoms
were the left side.



824 N

I ERRMEC IR T 2 PSD 2o 1,

LHHWRTR  MAMEEXMAE, GREER B
JE40% -1

TR AT R

PIRRIIAT R,

FA) CEEBRONEIZ8T5g TEL LMEW,
K BRI EREL, KA, EFL/ES v,
INETREANTHIIREOSEN 5%, BELIRK
MEERTEE U AEREER O THHETHS. KB
DEMRIETERBRBECHLEFHTH S, KETK
HERSECEHL T3 05RI-BRIEETH 5.
INKTREETFEEL L REREER Y THETHE
NKEEEEL TS,

BMFRTR

KINRBEZFEE L D, £BICb/ 5 HRERERE
EYEIREE, BIRS Y 7 OIRARMES A SN (Fig. 2),
COFBEOERBEECHELEL, DV THEE,
GRS, MEEOECE k- T3, HiRMoE
i3, BRECHBLR, REOERE v - IERAN
BECHET, HEMROKEIEREECE R,
7.8 3 UEHE, #1AHEEL & CEREHE R
OHRMBEARESH 5, DO B TR
HRL O BEE 1 B TS b R & 2 Elhid
v, ¥ 7 A~ ERBORATRRO 10~20 ¢ DZERIH
HONBRICESLEHOBEAREREFEL T
3. ZOEMRINEE L BREECR LY, HRBERIE
MR ETRL, KE3BL B TEBRSY
7HSERE L, Holzer R TIZIEAR U2 BRIV 7HZ
OEcHLN, FETHECRREES VA —v R
Baeshnsd, HERETE, =4 Y ViFEDlkz b
OEARLEERSY 7THRETEHE 2P LCEHAS
h, Cajal REOFFR LRI TH 2. RERBTIREUVD
MEDOWEHND D, KMAHCIEERZ TV,

3 £ e W i : .
astrocyes( 1) and
marked outfall of nerve cells in case 1; Insular
cortex. H-E stain, X200.

Fig. 2. Numerous hypertrop

BEETIZ, BIRECBHE SV A —v 2 2b Y,
BB DAL BRE L B AEOIE R H
3, ERRkEEaAs L, FRICLERS ) T oK
FECARMENE Y V) A — v ADEHETH 5, RERRTIIH
BARRESCELATY 2, W - A8 iRty
VA=Y ANH N5,

AN TS F B FEEAL UKL B i R R
E»iH B, Purkinje HIIIZEE ICHE L, Bergmann
Z)TOREEOEMENDHDZ, ATFBICEIEECES
BT VA — v A EMNDH 3, BREOHERREER
BRELTHw 3,

B TIRPREECFRCERRCEE~TEED
REET VA - A5 35, TROMRMBIEEHE
fenTw3, BETERYEOWEMM I GREL G
5 5BMEMEOREIHES TR, RERERET
KB IR IR A 2w, BRI IR O R
BOBRERSD, BRT) 7 OBIELBMES Y 4 —
VALY, FHZIEETHD, BEERERR]
fRizn T3,

EF T, MR o< 7 >~ Bigg
AoND, BIVHMEECIIPEEOKMEET Y A —v
ADBHE, T4V —THTRIVE ABOHEEAEOB
HEHD, BET D ERMEICIIEEECEERETR
THDBEH, EED & EEREIZ 5 1) T XURHER AL LS
IR DR T o » TR,

FH#E (Coosy Thy) TREFROBIRRICEVLEEBOBR
Bisih 3. ATAMEIER Rz, Z0Moae
BRRERA SN,

M2 T. I b4

REBCRESBHERICBRL 7 UAKERTREZ
i, BERETIE, 19 TRER, 21 i COEK
CREBLTWS,

BRE (Fig. 1.B) | BBFI43 £ (52 5REF) 8 A&
DEECE D R EOERIHRL, LBETEDD
8 F 20 HIZKRBRww AR L 7z iR Ig i LBk L 7

somatic discomfort i
dementia

consciousness disturbance

mutism

mght delirum

myoclonus

convulsive seizura

gait

il

unnary incontinence

1969 1970
Fig. 1-B. Clinical course of case 2.
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2, FELRATALD, FLANEL 2D, BFE
DHMHEL D, FLRIBOFIMSHEL BB EVI L
712 A 9 HZKFWRICE AR L 7228, ERERe T,
BA44E 1A 30 Bl THRECEER L. ZoEh

SHIEBTNHIAL, VZOER2TEIEMNHLLRD
BREL DR ko1, Z0%, bOTBAIVEL N
FFORETAIZY bnoFERBNE SR L Cn
D, BHEBRBRCHEHD LR, B HEE0ES -
ERODIWE NI EREEERL, JE o Tk
v, 8 BIIIEBHRRICABEL 20, SITHO
E~NOBAREESEN DL IKAED, 20ES3 HH
BL7:7®, SIRAFEEFRABERGEE 2 ARIAABR
L.

ABERFATR | g pER, RBITRTERBRE
MRTH -7, MAERX 130/90 mmHg T/LMIME R IR
Bl ao, STTRTERBRMRICH L TN,
fowvz ] 720 CRAIRIKIEDS % BB Bl & v &
ST B EBOEREEFE L. MMERECREE R
BREER L, BRENITEE CRAORE YRS RS
Arofgmrotc, RTRA2EENCHEZTE»LE
‘iR 7 v e 2RWEBS A SR,

AREBRIEROBES A SN, STHTRELELH
D, ZORICIERTENRSITTHEF 2 &, ECR
T32HEHFTH-o7z, BEHE, B, BCORYMHIE
L<EZ22LELHD, AEL—ATTERZ LY
Holz, MFECLEZEENIML, 2P ROMEL
b s T, YRR TRECREERS A & il s,
TOBTUERW L B, MRFMCEELIZR
rodeht, 1 IEHRRERG T 2IRRK LEEHKEN 1 BH
BENTLS, ERE CIINEEEA 5N, 10Hz
DOEBERIZ 5~ 6 Hz D theta BMOBAM S S i,
WMEBERTER MY > 57757 4 —ICREIE L,
MRS, MEHEE, RCbRFEsohaho7-
T2, A7) —MHY 52 RENEDLN, 10 AR
RS RN SR L 2.

LRMR I MRERICE(L A, AT TR280 T
EEA A SN, O & 2 HEREGESIETRETER
FBEERMCNT 2 M), Tvvz] O&TTRBRE
HELL, RIGLEB BRRE ELN:, HHTA
Eba o, MECHTZRISE4 ST, fslme
BRI L TRBTAB LS RREE AL, 11 B
IO OSHE, 12 A EEoRmEsHEL 72, [/
BHEIZ I —FHER OB % 2 7228, Z D%, Vorbei-
greifen (FYiz ¢ NIEE) LEERMEE, FHEOEHR
BEL EnHB L2, REBRBIFTH -/, 128
THRICIE ETROEESEH e &0, B4 FELF
i, APy —nHBRUESREE ko7, 28K

Z—RRCER DSBS A ST, A PR
HIVwRABASIS L3k, BERetviksin
B bHELR, 3 A LaC RS LERIEHERE
ey, BEREL ok, HRELELLIH 17
HRFLTHRE L, 28k 195 B Th- 72,

LHERTTR | [LEXMR, Bk, BIBSEE

TR R

RERIIAT R,

Ao CEEHEONER 1020g. EYAVEYRE
HECHEOREOHENH 5, MECMERITIIRE
Hidhw, FIEEGEAETCEREL, MEREOR
EHME L, FIEE, REEC LB, EEE
BAEAMEMCEREL, £2, 3AEEORERICL D
bUIEATH 57, ROFERFLERE, BHECE
MEBETHD, AT, EAEEOREDIEHEL
CRHBRBOBROFBEBOEANSH D, FEED
EWENC b FROELBA NS, NS L2
DD ERLL I I AR I 0o,

SEMSEFER

KRB DL b 7z 5 R, JEaREE,
BRIV T7TOBRENDD, Birg2, 3MEEP
gRIRE, #£1, 2, 3HEEKERETH R, KE
OERVEAMTRMEESRIc AN S, HEEH
Haid SR LB T H 2 9, Betz Ml A4
REEZ 0w F CRBRBORL L v o BRI
BOE»RBDH 53 (Fig. 3), HEMIE OB LT
MU BHRETEL <, BCEETBITBE LTI,
ZDMOMEITIX, FRAROKEEEPREY:, R
REEIE 2, 3MED, HEREE2PLZASN, 5
~10 g OXRNREDOHB~EHFEOZEIRE i b, I
MHOERERL TV S, FhzhidiFicIhs Oy
EORBEE L S B LT CED NS, B
A RIC R OREIC L L T (R, BE 4
~5BEHOICBROBIRS ) T OEAMENS SR

Fif. 3. Primary irritation of nerve cells ( T )in case
2; Middle temporal gyrus. H-E stain, X400.
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2. BAREZ neuronophagia, gliarosette i338s. 5417k
WY, —ERODEHEMIALIC XA 2R 7Y T2 & B satel-
litosis D3k . &3 (Fig.4), 370707 OMEHEIL
Asizy, BETIENARBCREORELE Y
Ty ANH B, KMAFCRERITZ L,

BRETE, BRECHEEOBRMEE VA —> A
RN E A D D, BER T/ MR & iz
SR OIS L ARIEE SV A — v Anh B, BIR
EOZE 3Rl EuElASA 65, WERTIIH
BHfaoREIA T, BEOREE VA -
DN - SEERC A BN B,

BERTE, Rk, ILEECERIIL L,

INETHE, ATERPREE L T, BREOD
MR 2B 52T {, Bergmann 7' ) 7 OBEFE D
Fl, R TR RE k0, T ) — AR
PRI IBEOR HHETV - A0 b 3
(Fig. 5).

BOE W, RREEE & FRGRE R BRI S )
A=V A5, AUBFONRCIZT ) THEELSH
3, BESRBMBER TH 5, KEIEZEIZ 2w,
BTRBBZROEMIC YY) THESA SN, BIZHRE

A 4
Fig. 4. Satellitosis of the nerve cells( 1) in case 2;
Parietal cortex, H-E stain, X 1000.

Fig.5. Fibrillary gliosis around the dentate
nucleus in case 2 ; Cerebellum, Holzer stain, X8.

MR L, BRAEEOREL 27 2 M%<
B E L BEAERIC RS ) A - A AL NS

(Fig. 6), BT PEMIRIDOEE DB L RFH]
Bk A S, ETHTA Y — 7HKOERHE
BRI FE R R R S U A — v A b B,
REE O E MR T, BIRMNERE, ZXERERR
ZEFERESOMBECEEL LMESA S0, MR
faliZE L A5ND,

#HRE (Th,, L) TRRATAMREROBE HD, »
0w F > EiE-e ik o Bk L 7 ghost #lfZ % pykno-
sis # B 2 HifNH 3. R AR IIBEOHBO
WHAE B 5,

FEM3 M. K. 53p%cl

REFICHETRE 2 L3k, BEETIE 30 B
CHBETENEZI MBI s ids
W,

YRR (Fig. 1.C) : BAIS3 £ (52 5%k 1 AtE»
5, TRETRLH>TORMBROEEOREENETLT

Fig. 6. Fibrillary gliosis in the pontine tegmentum
and ventral pontine nucleus, and no gliosis in the
superior cerebellar peduncle in case 2; Pons,
Holzer stain, X4.

gait disturbance ._.——-—
mutism R
consciousness disturbance M
dementia ———
convulsive seizure L‘_
myoclonus ‘
urlnary incontinence ‘
night defirium AL
Jan Oct
1978

Fig.1-C. Clinical course of case 3.
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g7:, SATHIVEFERELFRZL ZenEHIL-
2. 3B BCEMAKETCREZ R EOREVHER
L, BECRIRE o 727912 3 A 25 B F R IC A
Lz, 4 ARAD BREEIRY L REHERINT
VB, ERIEZEDLT, DX ) RBERSLS
nad&d kot MRENICEER AL o0, B
¥, 0.8 RO 381ED PSD s ohizizd, 4
B 5 B&RKZEEEHTERRMEEERBIC AR L
7.

ABEREIREE @ RRRIZ P ERTORIER L, ME»H
sih7z. MFEIE 160/92 mmHg THEFRICET TN
gz ri3dhot, REFIBAETHREFRICZLL,
FEMRTRTCH >/, BHMICIZER L KT T
HEELCEH L Tl HBEEICIREEORED
B EEEOBERBINT 2BEQEIZKE, %
Baohidroi,

A1 BEBECNAPLET, BCBLERR
BeE-EBTENAONTD, ERECREBA
LRER LD VI LI REROBELD D, R
Eb Lo, 4 FiC3mEESEE LR L e
D, MARETVRALHELL. 20%, BREBERA
OREBIZZYORS LRHPEROI A 70 —-X R Y
aohdkIcikolz, 5ACADERRELBLL
IR LR AFEIE L RS L 7o B EIREE b E1TL,
TEREOTES A S, ETFROBRRE A
otz DR, BEREL L ORBRELE
L, Bhes2HREL T, 10 B 8 BMIRFLTHTL
7o, B 0BT

Fig.7. Severe nerve cell loss and astroglial prolife-
ration with mild spongy state in case 3; Middle
frontal gyrus, Nissl stain. X 20.

REegizit, FRlEARREL Y, FTiaidl
PSD #5451, DI DRHNRE CER LEEN
bERLUK, 28, XEGOMERYE ORRWELIL,
RESY, FESIZLIREINTVS,

£ BEIRFTR

BETL, Bk, [EMK, > o,

MR E AT R

PRRAYFR R

Fue ) YEEROKEIZ 1070g TH S, BEORE
EOHBBIEE,» sEEECHT THLNDE, KK
BekcEEtTRCARIEECE 1, 2, 3FEE
DEFEHEFIC L, E¥RTRIMCHEATFEE L
ENHEEETH o7, FBREEOEEYL & 50k,
gIim ik, KMEEOFEELPHELEDD, HhE
Blo%E 2, 3AFER, HEERE, FHKRE, BE A
sh, BIREIZIERL T, Y, e, HHECR
BiRAashidol,

AT R

KT, RERIFFEEEL LB bR 3 iR
%, BRSOV 7Y BRI L R B O BRE
<, wmwkEnsohs Fig7). ZORBEOEL
I, AIEHEE, (IEEwEL, hbTE2, 3HAEE
LEGEEIREICE LY, R R eI RaEsET
LERETH 208, SEEHIELEENREATWS,
BRI LB bizo Ta s, REDRER,
HRFRCRRBROEERREESET, —ETIRE
BEAERLELAHECORATWS, KMEEOE

Fig. 8. Proliferation of astroglial fibers and hyper-
trophic astrocytes prominent in the deep cortical
layers in case 3; Middle frontal gyrus, Holzer
stain, X 40.
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RV T7TOWEIEACKEEB»ORETHEER
BHRBI» 3 TEROBREE VA -2 2A23H Y
(Fig. 8), H-E #4a % Cajal o TR ER .0
KUEBRIY 7os%aons, FERBCIImME
HEDHER S A 515 A8, BUNIE DR ERIZ A%\,
RIEE T EIAF L EE OB ORI H 2
PHGHEN S ) A —v A3 A SRV, HEDAIFEED
Isthmus WEBEOHBOMKBEILS D 5, BE TIIEN
HiEB P EEORMENE S VA -V A3 H B,

RGBT I BIAMEERER B & 22 B8 ¥ $41LGas
Ao, IR RO HERERORESH S, 0
MR, #ER T b MR o0 iR 13 /N
WIS, REEIZELETL—HRELEZELTY
5, MENELIERL, BRTY 7 OREARHE b,
KEROHRMIZIEENR SR Tw3, -4
BRIl SV A — v AMAa oD,

BRTH, LEECIEORER RS
BEORENE Y T —v Anb 3,

N TR FEBEFEEL &b, BREOMIEHEH
FELv (Fig. 9). Purkinje #ilg b BERE L5 TEI
7Y RS BEICETT 2 H 45N, Ber
gmann 7)) 7 OBFEH 58\, RO IR L R
B#EL T2, BECREEQOHRBOKHALSHY,
BV —v A H5N5,

BT, PREECPRAKERRICREE Y
T—Y ANy, BECREEOAREHGNH 3.
LR IER TR IFICRE R 420, BZow
BHBEEBEECRO LTS, B VA -2
H oM D LBERERUE BT IV, ERTIREIV
MEE IR A —v 2B D, T4 —THO
HAEERC ORI RS ) A — v R
B3, MBOEMEEZCIEEEAZ L,

B (Coory Thy) i, BROBRKIICEVLEER OB

Fig.9. Thinning of the molecular layer(ml) and
marked outfall of cells in the granular layer(gl) in
case 3; Cerebellum, K-B stain, X 20.

i

AL 5. BTAOERIEN IZBEOMEHEBEOB%
BH B, WREMROMEBRE-ATHT, SlEs
VA= AbAHBNEL,

EM 4 (K. N, 54t

REFICRE T RE I 3nwn, BEETE, 315
EICLIER 2R E N T3, 72 52 BRERICEIMF &
FEOERE I T T3,

TR (Fig. 1-D) 1 BBRIS5 & (G2 #&HE) 5 8 14
DD UTOBMEDBBLELD, RBEORRETE
FREVHE L2, 6 BICREBYEDL 6D ERY
DI:DIGEEEZRZL T2 N BEHMEREITIEHan
Bhol, ZOEHIDRENFLURBEL LD, HEy
R RARRHLD, SITRELHEL 22012
6 A 16 B IRBTic ABE L 72, HEBIfEIC iz icfg s
7K, HIFUHEE IZIZHE IR T Wiz, 6 B 20 HEE
DERLIRECIRB T EAHIR L7, 23 HICIZ HRED
FELVEIP—mR2ER LV EREEX T2 20T
Ba@icizoh, BABELHEL, THICAY,
RIEPEEO I A7 -2 A LD, BTES
MLz, 78 11 HEIRKEE T BRI
R RHE RN SR L 2.

ABEREEREE | I P ERCRBRIRFTH > 12,
MofEld 118/78 mmHg & EE % {, MEE X & L OIEX
BH SN, ERENICITESERESZE L, BIR
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gait disturbance P ]
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night delirium AT,

convuisive seizure “ A

quadriptegia e R,
conaciousnens disturbance e, RSN
mutism I 0 ]
myoclonus P N ]

Jun oct
1980

Fig.1-D. Clinical course of case 4.
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SERMRESHHEEL 2P LKL ON, RES 1A
B & » ARy 3D PSD B LT, 204,
PSDEAMOERL: ERMEEHO FEMLELZEL
118,

BIRATR.

T B 0D A DIFEIT & iz,

AR IAT R

HRMATR

KAV CEEROMER 1025g TH3, KEDM
FFPP oM THEIEFRREAS R, Kikie
EENCEREL, FCRTERECHEESE, AIEEORFE
REENREICEEL T/, IEEERE S L RIHE
ORENZFZER CHE N, BREER, EECBLE
Boiashl, EETEIRMEEOKAEIZUE AN
CEBREL, INRIFCHEL, 2, SETEESE
2, 3fAEEE, BE, FHEHENZECHBETH 7, ¥
PR LR BIEEEA B RN, BREOIERH»R A5
e, FOMBREIERERELEL, MMMEE L BE
BThoTz, ZDOMDOENIC I AIRANCHEABE I &
SR, oTz,

SEMIRFRIAT R

KU TIE, KRIMEREOIFEEL L 2B ITb i 2 kM
HUBEE, MEHIRRE, BIRS Y 7 OEKEERH D KE
DEEMZELY, 20X 5% iE, ARFRIC—X
LT, ATEEEOEME 252, 3MEBEEICECE LY,
TR SR EEE TREEMET L T s, B
FHEE BT 2 B4 S ey, ERIRER I E

Fig.10. Spongy degeneration of the cerebral
cortex in case 4; Middle temporal gyrus, H-E
* stain, X 400.

HEOBROMBZREHNET, MEREBESCBBIZNTT
KIFRDOAFD/NERO#SNBEELHD, Zh

51 BEPAEEECE L » (Fig. 10), BR7 ) 7O/
REELERT, RETBECERE, KETOEOM
KBROBEES VA - A0S0, HERER
Cajal RETIRIER L BR 7Y 7 R EERE % Ful
& sh 3 (Fig 11), BE CEBRHEE chEED
BRI ) F — S A0 B 88, HRMIRA O B IXEE &
TRV, KIAETIR, SELEEE CRIEESY)
F—vAbHohiRn,

R TR, BREESOEE OB L/NElg*
e & LR ORE, BRSY 7 0EREES
H5. ZOEALEYENIIEL, BRTIE, ByEE
Rl Rl 2 Rl A o h, MENEOLA, £
W7D 7 ORTEL B D RO RERDETHEL
W, WERRTITHRMEORE IR A 5N 0, K-
N ICAREE SV A — v X3 B,

BRERTEH, RUKREIERTH 2., LBESICEEED
RMEME ) A — > A03H B 28, HEHIRE D BIFE 1L 7\,

NTIE, DFEOFEEL CBRBOMELZE I E

%
iy

Fig.11. Hypertrophic astroytes (1) in case 4:
Superior frontal gyrus, Cajal stain, X 400.

Fig. 12. Fibrillary gliosis in the molecular layer(ml)
in case 4 ; Cerebellum, Holzer stain, X100.
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Ly, Bergmann 2'Y) 7 D384 b 58 <, Purkinje #ifa
LB L T3, Bodian #& T3 Torpedo, Kaktus
OFERbA SN, DFERIXS ) 7HRENTICBEL
T3 (Fig. 12), @R CIIMRAEORES A 5N
3, NHBEETR, NEOHECHEBORELLH Y,

IR —BLTHREES VA —v AB N3,

BB T ThRMAGE b & PR W 5 VT TR Y
F—YADH B, TROBEBRIZGR-N TV,
BETRORBELESEEA SIS, FEEEER
2w, BTRBIVHMERICREE VA -y A4S
h3, BEERAREENTHT, BV E
TE B, EFTRTA Y — 7 OBV #
R OBEH H D (Fig. 13), M LET LRV
HEVES U A — v A0 b3 (Fig. 14). RO &R
BEOICIRBE S D RREIZ WD,

8 (Comy) TR, BREAROTEOERE OHH
ORI T R BB 7%, AiAMEERL RN
Twb,

- 5

Fig.13. Decreased number and degeneration of

the nerve cells (1) in case 4; Inferior olivary
nucleus, K-B stain, X400.

Fig.14. Prominent fibrillary gliosis in the inferior
olivary nucleus in case 4; Medulla, Holzer
stain, X4.

*

. 4EFAORFNFEFENFAR

EG L.

N. anterior (N.a, Hif%) TR FEEC
BREL T2, MY ) 4 - AREE, BAL
RBRZ V) TRPEECHEEL, BEEROD LY
R & B ¥R D B, Zh S OELIZATNG
BRIz F iy, N. ventralis anterior (N.v.a, Rl
BIRR) T P EEICE L, RS ) 4 —
YARERT) TOREREEIBEETH S, IOER
7' 7 OESEEYEANCEC, HRMEROBE I EEO
NI ER I BV, N, medialis (N.m, A Tidsh
FEOHRMIENE LIEE S ) 4 - 2B, B
R FORKEENEETH S (Fig. 16-A). pars
fibrosa (N. m.fi) O R&E% N. parafascicularis (N.
pf, BHRK) OEFEICH/NERI X 3 @SRRI
HHRIREED B 2 (Fig. 16-B). 2@ N.m OEEIKD N
pf W PEED MRS L8 REES ) £ —
YAND B, BRLEERS) TR EZY, Z
DE{LITESMEIERIZEE vy, N, centralis (N. ce, iy
%) Tk, UEIBOH/NEROBIRREXHD,
EFEOHEMEORESH 508, BHEES VA —v 2
BREETHS.

SIIAK=E D N. paratenialis (N. pt), N. para-
medianus (N. pm), N. reuniens (N. re) IZI3##E
RSO B I m b3, SRS ) A — Y AMAH LN,

CAsE 1

neuronal cell loss  mild [__] moderate C-3 severe (e %
fibritlary gliosis  mild SX3 moderate ST severe

Fig. 15,A. Schema of the thalamic leison in case 1.
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N.pm TEE, N.re THEE, N.pt THETH 3.

N. ventralis oralis (N.v.0), N.ventralis posterior
lateralis (N.v.p.l), N. ventralis posterior medialis

(N.v.p.m) TiZ N.v.p. 1 CEEOFHELS Y F—
VAN D BHMUOIIEE TH S, N. dorsalis an-
terior (N.d. a) THEEOHENES Y 4 — X LR
R % »3H D, N. dorsalis posterior (N.d.p) T
BRI L <, BEORMER S ) 4 — v Ah
# 5. N.dorsalis superficialis (N.d.sf) TiZERK7

Fig.16,A. Fibrillary gliosis moderately in N.
medialis, severely in N. parafascicularis and
slightly in N. ventralis posterior lateralis in
case 1; Thalamus, Holzer stain, X 2.

.

Fig.16,B. Marked outfall of nerve cells and
proliferation of astrocytes in N. medialis in
case 1; Thalamus, H,E stain, X200.

V7 DRRKEEDH 5 BHEMBRE X2 v, N
pulvinar (N.pu, fREKE) Ti&, PEEOMIMABL
Wby, PRI, BERSY 7 OREKE4 S 4
ER % PO FEE A 5N 2 (Fig. 16-C). #/NERIC
LaEiRkELAONRD,

N.limitans (N.1i) Tk, BEOFMEM S )+ —
AHH Y, SMAD—ERBOHMNERIC X 3 EHIRE
BH BN, WEMEOMEZ 2, N, reticularis
principalis (N.re. pr) I2IE¥ T® 5. N.geniculatus
lateralis (N. g. 1, SMAIBRRIE) O BERIOAMFEET %
WIRHENE D) & — > A9 D B SRR R A T

Fig.16-C. N. pulvinar shows fibrillary gliosis
more prominent in the pars lateralis in case 1;
Thalamus, Holzer stain, X2.

CASE 2

neuronal cell loss  mild ) moderate &3+ severe [Fa%
fibrillary gliosis  mild NS moderate SN severe

Fig. 15-B. Schema of the thalamic lesion in case 2.
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%. N. geniculatus medialis (N. g. m, PIIBRE)
ZIEEEIL W,

B PURERE RS T3, WEBIRD N.m OFAMEBER & N.
ce DABICHEEORMES ) A - ANDH S, BER
KIZRBEOBELES ) & — v A D 508, SRS
FEARRBE OB IER CREE 7V A - Al
R,

AL EOBEA R Fig. 15-A KR L 7.

EF 2

N.a CiEVIERBROBRES D %28, HiEES Y
A=V ARBETERIV7TORARBELBETDH
3. N.v.a TRAEMEEE AL, BRI/
fastiz ZH TRl O KT EBEAIR (BT
3, R A — Y ARBEETHS. N.m TREHR
ON. m» 5 N.d a QRENS 72280 RO BB
Booh, ZOHEERYANZ N.v.a OR{I» 5 Efl
3 N. mOHFEIEE N.d. p ORAERO—EIRAT
Vw3 (Fig. 17-4), B{tEOYRITRTe;LL~EY
FU v OwEND ) BEATINERRCBERSRE
R roERs Ao NhD (Fig. 17-B). AfID N.m
BEAICERDPERFETRIEE S VA -V AL HE
v, HEIN. m ik N.m. fi KEWHRHERREE D
D BRSY 7 OBEAREE » I, Nom. fa T, FEH
BROBEZERL, GEE SV T - A VBMTH 325,
— B AR BRSY TREOEEN S SN D
Wb H2, N.oce TiE, ZOEDOHNFITRIEESY
A= ABHENBDS, BNOBRS Y 7 OMRHEETE
R TR OB L & 5 LR,

N.d. a TIEIRERZEE R A5N%w», N.dp T
BEOMEMBMES LY, BRI 7TOREKEE
DSV A — v A b A END, ZOELITYER

Fig.17-A. Fibrillary gliosis moderately in N.
medialis, N. dorsalis anteiror and N. dorsalis
superficialis and slightly in N. ventralis posterior
lateralis. Right thalamus has linear infarc-
tion (1) located in N. medialis to N. dorsalis
anterior in case 2 ; Thalamus, Holzer stain, X2.

B

Wiy, Nodosf T, EELcrA S8, miEmialEs
BUBEETY A -V ARERS ) TORKEE NS
55,

BIMEEOBRIKEK T, N.re, N.pm TREE
DR HBIE & P EEORBEE S VA -V A b 3
», BIR7 Y FOREKGRIE A5, Nopt TIIEE
DBIEN T VA -V AWHBSONDEDHTH S, N.pf
T4 N.ce DRHIERD» S REEORBEES ) 4 —v
AHH 0, N.m EDEROPRBER TR ML,

N.v.o, N.v.p. 1 iZi3BERELREIZ 208, Nov.p.
m CEOEERE S ) A — 3 AnH 5, N.pu TIRAH
IR —ic hEE OMERBES H D, Rk
Yt — v R REERIE & 5 UEMIc R REL, 2REA
WD Bk oTwa (Fig. 17-C), 4R LD N,
pUICD U BRI HBVLHRMEES VA - AbiH 3,

N.li TR PR  BE O MWRMRRE L&
ZEEOBEES Y A —Y AW DD, BRAOTHERD
B IER Th 528, WERO N.m DSl S

Fig.17-B. Aggregation of small
plasma cells and macrophages around the in-
farcted lesion of the thalamus in case 2; H-E
stain, X100.

Fig.17-C. Depopulated neuronal cells in N.
pulvinar and preserved nerve cells in N. limitans
in case 2; Thalamus, K-B stain, X 40.
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N.ce DBEOEFLHERD N.pu DE T ICERE
~EE DR ) A — v ANAH 6N D, HEER
KIZFERE TH%. N.ilia.c.m, N.pf, N.ce k& D
HEARCZERLENAONS.

M owEER R Fig. 15-B KER L 7z,

B 3

N.a Tl TEEoHRMabEsd H, BRIO—E

CASE 3

neuronal cell loss  mild ) moderate {37 severe [7e%
fibriliary gliosis  mild i°\C3 moderate EXIN severe G38SS

Fig. 15-C. Schema of the thalamic lesion in case 3.

Fig.18-A. Fibrillary gliosis severely in N. medialis
and moderately in N. anterior and N. dorsalis
anterior in case 3; Thalamus, Holzer stain, X2.

WH/NEIZ X 2BWIBHIRESD 2. BIRZVTOD
HERHE A I3 TP CEEM 1 PAS B EER 2SN &
o THEELTWS, N.om TRBMITHE S E%
BV A -2, BRIV 7 OIEARE R hERE T,
YAiE 2 OZE{LIX By (Fig, 18-A), fUNZEfEH & B
BERIRIEDS Z OO FRE» & N, pf & OEREIZ
#Aoh b (Fig. 18-B), N.v.a TRHEEOEH
Bidg E BEDRMMNE Y VA~ X, BALLEBIRSY
THHYD, PREANTIE,
HHNMEABED N.pm, N.pt IZI3BE~HEED
ST VA — Y AN A SN D, R OB
<, BELELERIZRLY, LU Nore Tit, hEE
DM OBE PIREME TV A —v AN 3,
N.pf K REEDBMMES ) F —v An s h 2 L
BEREWZEREE R, Noce TR, BRIz EEDH

e =% 3
Fig.18-B. Spongy change in N. medialis in case 3 ;
Thalamus, H-E stain, X100.

oo
Fig. 18-C. Fibrillary gliosis in N. pulvinar in case
3; Thalamus, Holzer stain, X2.
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REBBER S D, BB 4 — Y ZAREARL
B Y TORERRANCHE L ZOKOEFICEHS
ARV - v ARBRCHE S BERTH 3.

N.v.o, Nov.p.], Nov.p.m i3 EEEMEOATRI
<, BREETTIRERICBOREES YV 4 —>
AMBSENBIZTER Y, N.d a iTIZBORIEES Y
A—vAWHD, N.dsf TIIREEDHZHEIEON
HrBEEOREE SV A — v AREIRS Y 7 DIEAE
BHB, 12 OMONBO—ERIIZHINERIZE S
RSN A 5 N3, N, d. p Tl R MERE PR
BV A - R EHIEMTHS. N.oce N.ilia.c.
m ICIZE B 2RI e v, N pu TG HIRE R
DA, BN S ) A — Y RAPERS Y 7OIEKEE
BEHET, ZOECRAEERICHEL, MR TR
MBI L TR S VA -V AERTDH D
(Fig. 18-C), MIERD —IfizixfhaEfae & 2 &V
HHRIREL D B,

N.gl TREAO2BChEEORRES ) 4 —
YAHHYD, BRZY 7TOREKGEIEASNZOL, W
BEEOBES 7w, N.gmBEFETH S, RKAD
MR TI, N.ce DUFREHRT 2HMIONERL
BRI BE~TEEOREE S VA -V AVDH D
3, BEMRIEE OB AEAERE R EE 20,
N.d.a, N.pf OMEEMIC 3 BRLENDH 5.

Bl EowRERRE Fig. 156-C KBRL 72,

neuronal cell loss  mild ) moderate 3] severe Bt
fibriliary gliesis mild S moderate SS severe

Fig. 15-D. Schema of the thalamic lesion in case 4.

#®

fEG 4

N.a TROEFOWBEMEEE - BEORERE Y
VA—v A, BRZV7ORKEESHD, ZOFEL
WETAEIER 3y (Fig. 19-A). N.ilia. c.m TiE#h
T & 2ERRERS D, HEHEER I ERE
BT3L008H38HERASNE L, NocelliZE
ik, Nom TIEOGHZEIRGRE & RIEES Y
F—AMHY, BRIV TOBKEE L (Fig.
19-B). R MAgm 7% N.m. fi 1258<, N.m. fa Tt
BET, 25ZBAITIE N.m fi DFREE» S N, pf
T B ERSIC MU L 2 ERREN A SR
3, % roTORE LIER Lo wRiERE L 10~20 {EF2E T/
ERLTVLB3EaA NS, Nov.a ClHEEOR
IRAHBlTE E R S ) A — v AN, BRI Y7

Fig.19-A. Marked neuronal cell loss in N. anterior
pars anteromedialis in case 4; Thalamus, K-B
stain, X40.

Fig.19-B. Severe fibrillary gliosis and hyper-

trophic astrocytes in N. medialis in case 4;
Thalamus, Holzer ssain, X200.
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LIEAEE L T3, ZOBNERET 2HMHERICL
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SMAISHE IR - THIZMIBREOE L LIS H 5,
Wi D AHEREER 13 ELERRUER 72 T B /N BT ER o Bt
ENIEL,

BN EEDO N.pm, N.pt 1213 MO B%E &
o, REE~BEOREES YA —v A5,
N.re DFHEERE CHEE LT3,

N.d.sf TidHEHIE O B 1358 T 5 2 oS iRMENE
JU A= ARBRS Y 7OIEKEERRL, I0F
LI AMHIER I iV, N d. p Ti3 S E O MRl
B LGNS ) A — Y R, BIRZ Y 7 OEKREER
b, TOELIVEAKETHS (Fig. 19-C). N.d.
a T, MR E IS BRETH 25, PEEORMENE
FVA—v AnSH S, Noce CIREDMRIZH > TH
YW ) A — Y ANBEL SN D,

N.pu CHIEWHRMRREH H D, HEMMIEE
EMCHEESTHETERXETA LD AOND
», NNmiZashiz & o RERBEOHEMITD /N
BHBRAERIC A 50, BIRS ) 7 OREREENRL,
BE~TEEOBMENE T ) A — A H 5. KLY
—TbhH5.

N. 1 TR AHEIER I SN Rt D HER IR IE 03 B 2 23,
W OB EIE 2, Nog 1IRIE¥ETH 3. N.gm
I RIER D /N P O MR R & SR
VA—=YAHH 5, TOMOEKZLTIE Nov. p.l O
BEOMMEMNES U 4 — > ARSI BEEIZ 2V, REKR

¥ i

Fig.19-C. Fibrillary gliosis severely in N. media-
lis, moderately in N. dorsalis posterior and
slightly in N. dorsalis superficialis and N. cent-
ralis'in case 4; Thalamus, Holzer stain, X2.
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Fig.20. Schema of the thalamic lesion (J. J.
Martin, 1966). Serial numerals (1-7) at the top
line represent the individual cases reported. A,
N. anterior; Re, N. reuniens; Pm, N. para-
medianus ; Pt, N. paratenialis; M, N. medialis;
Pf, N. parafascicularis; Li, N. limitans; CM,N.
centralis; VA, N. ventralis anterior; VO, N.
ventralis oralis; VPL, N. ventralis posterior
lateralis; VPM, N. ventralis posterior medialis;
DA, N. dorsalis anterior; DP, N. dorsalis pos-
terior, Dsf, N. dorsalis superficialis; Pul, N.
pulvinar ; RT, N. reticularis ; GL, N. geniculatus

lateralis; GM, N. geniculatus medialis.
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Fig.21. Schema of the thalamic lesion (J. J.
Martin, 1967). Serial numerals (1-13) at the left-
most line represent the individual cases reported.
The shade is darker, the lesion is severer. A, N,
anterior ; M, N. medialis; CE, N. centralis; V,
N. ventralis lateralis; VA, N. ventralis anterior;
D, N. dorsalis; PU, N. pulvinar; RT, N. reti-
cularis; G, N. geniculatus. The sign () indi-
cates “not examined”.
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Fig.23. Summary of the clinical symptoms and distribution of
pathological lesions in Creutzfeldt-Jakob disease reported in Japan.
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Abstract
Concerning four autopsy cases of patients with Creutzfeldt-J akob(C-J) disease, clinical
symptoms and pathological alterations in the thalamus were examined and the data were quanti-
tatively treated in comparison with those of the controls which had normal brain. Severe nerve
cell loss with proliferation of hypertrophic astroglia was fornd in the association and sensory
relay nuclei. The midline and intralaminar nuclei except for the central nucleus showed only
fibrillary gliosis with little outfall of nerve cells. In two cases, the central nucleus showed a
moderate nerve cell loss with hypertrophic astrocytes. The anterior dorsal nucleus was degene-
rated secondarily in relation to cerebellar lesion, while the specific sensory relay nuclei and the
reticular nucleus remained almost intact. The above thalamic lesions were distributed more
frequently in phylogenically newer nuclei than in older ones, and the properties of thalamic
lesions were similar to those found in the cerebral cortex. Both findings suggest that the thala-
mic lesions represent a primary pathological process. Clinical symptoms corresonding to the
thalamic lesions in C—J disease were hard to be clarified, because extensive lesions were found in
other parts of the central nervous system. However, in an attempt to classify 41 cases of C-J
disease reported by others in Japan into two groups (31 cases with and 10°cases without thalamic
lesions) and to further compare their clinical symptoms and pathological data from each other, it
was noticed that no lesions were found in the brain stem in the cases having no thalamic lesions,
and that the cases with lesions in both the thalamus and the brain stem exhibited initial neuro-
logical signs and diverse psychic manifestations, as reported in the present paper. In addition, the
particular distribution of thalamic lesions found in the present cases appears to be attributable, as
a factor, to the generation mechanism of periodic synchronous discharges, which are characte-
ristic in EEG of C—J disease; the periodic synchronous discharges may represent an EEG pheno-
menon due to the non-specific thalamic nuclei deprived of various influences via the association
and sensory relay nuclei, those have been found particularlydamaged in this disease.




