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Table 1. Protocal of the cases

Case Number 1 2 3 4 5 6
Onset age 56 53 54 54 54 55
Age at death 64 60 59 59 63 59
Duration 8 7 5 5 9 4
Brain weight (g) 1050 1150 1300 1100 1150 1000

Histological

Findings
Nerve cell loss + + H# t + +
Neurofibrillary

change i H + # + +
Senile plaque ++ H H # + +
Granulovacuolar dege. ++ H* + H H +
Spongy state + - + + -
Gliosis of white - _

matter + n + +
Vascular change + - + - + —

lung scattered solitary
Others the. infarctions infarction

- : free +:slight 4+ : moderate # : extensive
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Table 2. Clinical symptoms of the cases

Case Number 1 2 3 4 5 6
Memory disturbance H# H#+ H i i mn
Confabulation — H — + + +
Euphoria —+ + - + +
Aggressiveness - — + + + -
Hallucinosis + - - -+ -+ +
Personality change — — + — — _
Contact change - - + — — —
Insight + + — + +
Aphasia + + + + + +
Apraxia H # + i mn i
Agnosia 0 1t + H 1 1t
Hyperorality — + - m +
Echolalia + + — —
Logoclonia — — — + H
Logorrhea + + — + + +
Dysarthria + + + — + n
Tremor - + + — - -
Rigidity + + + + + +
Unsteady gait H+ H H H + +
Gen. epileptic seizure + — — — _ ~
Myoclonic twitching — — — — - -
Stereotype H+ + + + + mn

—: free + : moderate + : prominent
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Table 3. Distribution of the cerebral degeneration

Case Number 1 2 3 4 5 6
Hemisphere L RI|L R|L RI|L R|L R|L R
Cingulate ant. + — | - — | + T - + R _
post. B R I e e T S I
Hippocampus ant. # o H [ H HH RH HH H W
post. # | # | # | H# # | o} H
Subiculum, Entorhin. # W BT TS W | ET T Wl i
Uncus, Amygdala # # 1 # B ST T | 4 Wl "
Insula + — - — |+ — | = -1+ S - —
Frontal lat. s. +# | H |+ + | # TR T ST A #
orbi. + + |- - | = — = 4= — |+ -
Broca — - - — | = R N S -
Paraterminal - + + |+ + |+ + |+ + | + B+ +
Motor — —| - — | = S - — | = .
Sensory — _ - — | = — | = —| - _ |- -
Temporal sup., med. + + 1+ + | 4 + |+ —
inf., fusi. S I o I I S A S
Parietal sup. + — | - — |+ + |4 _ S 4
inf. S T R S
Occipital + R I 4+ | - 4 + 1+ +
Calcaline - + | - S [ J —| = _
Mamillary body e I S T I S I I I S
Caudate - — |+ — |+ + |+ + |+ - - +
Putamen + -+ + |+ + |+ + |+ + |+ +
Claustrum - + | - - |+ + | - — |- - | = —
Globus pallidus + + |+ + |+ + |+ I 4| =
Septal nucl. SERE S S 2 I S S Mt ol A S o B
Accumbens nucl. - + 1+ + |+ + |+ + |+ + |+ +
Cerebellum - —| - -+ T — | = - = -

—:rare +: slight +4: moderate 4 : severe
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BT bEMBERIZR-ED LTV, OfITE

Table 4. Distribution of the Alzheimer’s neurofibrillary change in the thalamus

and the hypothalamus

Case Number

Thalamus
midline nuclei
medial nuclei PF CM CU

others

n. medialis dorsalis

n. reticularis

anterior nuclei

ventral nuclei

lateral nuclei

posterior nuclei

Hypothalanus
n. ganglion Mynertii
n. paraventricularis
n. tuberales

n. supraopticus

n. mamillo-infundibularis

+
+
i
+

+
I
|

+ +

=+
-+
+

PF n. parafascicularis; CM Centrum medianum; CU n. cucullaris.

—: free +: slight # : moderate
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Fig. 1. Distribution of the cerebral degeneration.
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Table 5. Distribution of the Alzheimer’s neurofibrillary change in the brain-stem

Case No. | a b ¢ d e f g h i i k
1 = w2 -]
2 S I T A AR S T BR B
3 o e T SO S I
4 S T AR BN T S + o+ |
5 T I T N N R U R VIR BV B
6 S s T A [ E RO IR S

Abbreviations used in the tables. a: magnocellular nucleus of reticular formation of

medulla, b: nucleus alae cinereae, c¢: nucleus centralis superior, d:

nucleus dorsalis

raphe, e: nucleus reticularis tegmenti, f: nucleus loci caerulei, g: reticular formation
of pons, h: substantia nigra, i: nucleus lemnisci lateralis, j: nucleus intercruralis, k:

central gray matter of mesencephalon.

—: free +: slight 4 : moderate 4 : prominent



750 h

Goodman?”), Pick #&*"& @ double disease #*
EABERLHEVWETATH S (McMenemy®,
Tariska®™). %816, H6FE bic, WHT58
Boryt—-t¥aRE, $hRECEFANFRECRE
DL Alzheimer RE ERX B XETHHD.

EL (Lo & b BT EER TOERR, R
25 {ki1c B L T i&  entorhinal cortex > subiculum
> H, > end-plate > presubiculum > H; &40,
BLgA@mcsoh 2 RER ZRE#H .
subiculum > H, > H, > end—plate > entorhinal
cortex > presubiculum T& » %= (Fig.2 BH). T
it Agostini®? Ball®® O#iE L —HK L TWE ., R
BEoLHdpiaE L ®e, TOBER%E Ball®™ MK
M alzheimerization & RE L, BERMREOER
ZWHL TS,

SRIE, BR T 0 BERMEZE L 0 5371 i Sjbgren
5", Goodman®® Q& TIRKEEARL L&EhTY
7-#5, Hirano 504 18] & Ishii®®, Ishino®®
H—HOBEAEMMELTHEY, BRSEER I
RAAREL TV . FREOMR TR, MK S OH
sz GE—HT S HBEE RE L, R, W
- APERRECREE R ARERE—HL T
3. WETH, MR toRBEE koS R
Ishii®® O o X IF—3 L, EREFMIC globose B
OfVAMSEHIC Y Sh B . RERIT EARMSE
B NEBREEEOSREFICHER, —HAUEETERE

HIPPOCAMPAL
SuLcus

COLLATERAL
suLCus

Fig. 2. Micro-anatomy of hippocampal cortex,
showing the six “zones” surveyed: end-plate
(Rose’s Hy, H, and H; fields); H,; lateral
part of H, (Sommer sector); medial H; and
subiculum; presubiculum; entorhinal area

7

A2 A o n S EMEE S BE S S NEREOR
Loy, CoMOKRER Hirano S 0RIEM i
BB LTVALYTHBRICREL TV 60ERTS
5.
BRI L AERBENFRRCHLT, WHhWBEKREL
LTl ORAE, BRE, WERZICE WG
7Yt —tEHE, MEREEGHLTVEIEIMN,
BHHFTREBNEENEVSOD, IOFTRTA
Y — THEOREIEMT, ThIEMYPHERHT 5 &
S T EEERS, Hric Pick 38 BN TR MICRED
HIRT 30T+ ) — 7#h5, Alzheimer BTN
BNBZEERDOA SN BT ERERMREICZLL, #Hic
T4 ) — 7EOKREEBRAL 7 Kufs®™ oHE N 5 2
2, TOREEEMNEHT LSS HE T Pick %
LEZDREEHTHS.

KB BRICERESROF VL BEROHEL
—E L Tw3 (Sjégren ', McMenemy®, Jamada
and Mehraein®®, Corsellis®”, Sourander and
Sjbgren”). FREDOKE ML CREMERORS
bt Yo vERElLREEA BT THS
(Olson and shaw?®?). Corsellis®” l21& & A EFREE
M EMEL, #7- Jamada S5O PREOBE L #
L TWED, AFEONE TIRBFIRE D TRRE
Lo ZsE <, 2 hid Brun 50T —HT 5.
L LBOREIEHIBRECPPRVARESO
4 L 13 TH 3. paraterminal gyrus b & T
BRSSP CHIEEERER, FiRIRElL D FEOMR
WC s RSV, CORLRMIGRCBL
THY, DRELECEREOE O & EHERHK
5.

KRR R O CEM OB O HIEAESIEE,
RIGHIEREES, SHIE, %EREL 5. RSREERECE
HrEBn LR BEROREMNEHL TV AN
(McMenemy®,Corsellis®®, Jervis®®), & O OHE
DBEWAEARHRAT 8% b H 5 (Brun 5%, BK).
[FEERT LM S bIERET 2 WAL TH 2%, MEAEE
A oFATESE O U BB o B 5 8k L o SBAL &
#94 2814 (Delay 5%, Brun 5%), RIEREDT
AT 2 8% (Sjogren &'V, McMenemy®), fil5H-
FEREABET AHE (MAS) B EMED 0T
NbBEBREOREELEBART 50TV,

—75 , BidiaEl, #% U0 , Broca $8, Wernicke .
Bl BERMSEEASKEETABNEIL BER L
LTSS, AEORELNBE LT AEHRAT
Z#& b1 (Delay 5%, Tariska”). b osEOH|
BEAOEMBERTIR, ARNFRTE, SCRTEA




Alzheimer J5 0 FR PRIHERHELF HUIRES 751

pE@ETH 75, 51 Flh 20 Bl Bk O RIIMELL 2 &
Lo on, PWPUEHIEATH, AUEE - SRIE 6 4. WiIEA .
JIGA 8 1, BUSH - $45H 2 4, A - IR - GUBR2 61,
EE- WEEIH, MEEIBIE B -TVD (FES™).
7. BRREPHER
AFEOMEEN :, RFES, BAMHCE bicdE
FoWEITRIZ—HL, TORKEBIEE 3 FlTARK
BEER S LR AR T E RN R E SR> S B
To Sk, BROGRLEHROEBEW > TS

>oin 38) > 39}
) » '

(Sjogren % Jervis Delay*, Sim 5
Lauter'). T4 b bRIELH BB ISR S, HEK
8 (Luria®’) OEE & LTRIT, KB EBLELIN
(RN Ak S N BIERAME BH L, i
AR E T, L OMBERNHREE L L TES,
GEERENSHE L THRTV S, Alzheimer BOKRH
4813 Griinthal*® % Sjdgren S'"PBE L THD
Delay? EEFRERZUTO LS L 3 MebiFTL
3. 75bb

1) I RO SRS & ERKR Y S PO ER
-, BEHEEHOBBRIMEN S, BICHEREOR
BHEREZTRT .

i) B FUASAR, IO - RUMEE, BERL
DL BIREHTEER L, EANKOSRAGBIESEL
(EES O, REKLE, RESE. BERA, FHOH
AT, BRET, HRKET, BREER, BERELS
COBERMA LN S, BASHIOFHENERRE
2450, WEBALV UFRILENER T TR, &
RIRTLENIRE 5.

iii) k4 FEKROXBIRESREL S, BB
ERE CHBRERMSIERT B, B Yy VT VRE
OWE S hibh 5. HEARERSFRLTO,
B T A ARESHE LEMRETRCES.

KGRI L IR CHEESRHELEDTL
A lirvALMONTEY, ML O OILIELTEN
BEICCOWORENBEE L TVDE L RBRLEH
LTWw3. Gascon and Gilles*® (3 3BFEHERK % T RM
WBFRAHBIRINCBIBEF T TORERL, KET
{ESERE A TS » f @ EAE R 10 Klliver—Bucy fEIR
BOCHLLEEARELALCLAHEEL, R
“Limbic dementia” &#id 3 L ARBLTWV S &K
BRI E T Alzheimer BCLIF LEA SN 2 1TAE
T O % FE & iterative Beschiftigungsunruhe
(Kleist*®) & LTiEBanTH b, Kliver—Bucy iE
K#romENERSNTW 5. Pilleri*® &
Alzheimer #5236 T HEHIBARR 75 2 T Kliver—
Bucy fEfRBEA B U ER 2 RET L, BERHELL T

MFREORBE (FRES, SRTEE~ O EREHRE) O
5% P, WHEHSHABE Kliver—~Bucy EIK B
Alzheimer fBiIcHHBT A ERBTH I L BRT W
3. & o AREAKEE O BREER IR % cho O i BEME B O F
BE7 Pick S IctHEA LR T VW I L HERGERH L TH
h  (Klages*”, FE*®®,  Pilleri®®, Delays* &
Alzheimer 5 T bulimia ® HESHE OBV & £iE
BLTW. Wb Alzheimer & ic 8L TR AMZ
SROBIRAER TR, MOFKEOERELHT
>THY, %O Delay’ RPN bRBI N &
Sz, BaOEROEROREE S HR/YLEVAS.
BRRENAIEEEE & OB AR, £ DR LIEHE,
MR I O A & U AIT T O EE & BB
WeH b, BERERIEE, REELEE L, BNE
coEEIMEST s LEEbh TS (Ward™, M
%52 Russell®™). Brun 5 °¥i3 BRE| THIFRESHE
HRE & ) BREASERIR T, BTSAIE O 2t A LRBHYEE W
Mz, Alzheimer 55 1 3 (LB OHERF & REH A
DEHBERDTOEH, K5OI RATFRERE
DBRVEFLH D, % HAREONR TRATRIERE
DRV EADEBICEINETE LAV, BF
REOEESBENEOME M LTVAI LR, B
HEREORYIEMAR ETHAOHESNS.

EER R REGEE oV, B, BAcE
T o EERLLNT, ERAEHRIEIRNEE
TR LIE LEEHEESBEL-cYLTVWE. T
N RFREO—RBECRESBMTHE I L L
WHEL, BAOREDRVE 2K, B IRKHEM
(Luria*™) &a@AE LT, FREC B 2#EE
T, FEEFHEED S EREO RV SERHRS.
BEEEESTED S & 5h, 552 IEFTEERA,
FaEcoBENEL OWFER - THEL, SF
TOEEILBH—BEE, VbW iHRLORGIH
s A D N B EEE TS 5 T L BER
L3R L T W % (Goodman?®®, Klages*”,Sim 5°).
(B4 OIEF O BIERHS BRI b D TE OER
OFHED 5, A S 3 FHTE - MTEEE & £ ORBEHE
WET—HT 2 EBNTWEY, REROFHAKEOE
EHARAETH Y, £ LAREORRTIEL L ARNE
OEFOMED L S ICHTRERE ML, BRERD
REIBEOF HEEENCS B ICERHDFERL
B, EHoBROE S MBS AERERS RIS L
TV5,

EB B L TR 3 ERNAREER CHRROTT
EAHD, THRIREREMES T EBMTH O REEH
74824 5 .Sjbgren &'"LI% Mimegang &iC#E N



752 . A

TWBIDFERIREOZ LSRR -TN—F Y
FERBEICHLL T 2 05, REBEMIC+OBHLE 5 221
DEHOEM 2K % Rothschild &' # O FHEHRE
FERMICRD 3, CToOMIcERLEFEESI S
D%\ Pick §§ T(v. Bagh®, Akelaitis®*®)Mimegang
OHBRICHTH D (Klages*™), Sjdgren "M AT
BRIEMERESE & & X, Pearcy™ (34% LA B tEH)
BELERLTVWE., TR OEREE —F vy
YRIEBTARREREL DB THD, B3flTIR
ORI I iREA LA TH b, RIREBE
REFREOMADLE THET 5 EEX 3 BIEH D
AQPN

FOFlTERICAH SN EMAML T, Sjdgren
53 Alzheimer BEEHEDO D TH B E LTV B,
ZEER, MOEEBCOHBETILMMONTS
Y (Delay 59)., ZORERELERERKICRKRDTL S
MNPk BTEBROHFAT I L EMTHY
(Klages*™), REBRE L OBV LIz & ) REFH
DHEBRBBOINIEEZONS,

BlAlics ol Blhic HER U TRGBBRIER
Sjdgren &' 18 Bldh 4 iz, Swain®” i 10 Fi 4
PlicBZELTHY, BEMISAMREBRFELahT
W3, —HJacob® G 34 s v=—-%2HBEL,
Faden®™ bEIHOHELE LTV 35, ALK D
MBI, S Alzheimer FORE LB i #A
b0, TOREBTICHE > TRER (MK HHR
LTwWaEHELTVWS., ABERTALAD
Kindling i B4 2 51RH» 5 KIGIBRIc 2D TA »
ARMESOERUEIRIEVC LBHMoNTSHD

(Goddard %), Alzheimer i T A ARG R A2
Eiebl DL, KRk, BRCEHTHY,
—A Pick it B W TRBHREDOHRIEBY TH T,
ZORBAHDERD & KRDRFROE S REH(E
HERBEESLTw3 el iRl n s,

3. EREER KR

BEREIEC hoRmBES LTV LT AT, BFRER
XIS A I, SAIESEIRKIZ water—shed zone i
YL, BREEB LI TSH TV A, Gustafson
5 %2 D—EORE T 0D v~ CBF O BT I3 HE
EVS XD ERBEFOMRTHALHERL TS,

KGR EDDEFR IR R EHEL , WOTHE
HOE 2R, EIRNFRCEHOBC &, ki
REZN, BIEENEREO RO OIEREHKE. HEKT
EEER SR B R URITALE, U8R L DEKDA
5N 3 EPHRILEE, AR EE (nucl . parafacicularis
RLIERH%, nucl.cucullaris), #BHA%, Bk ICERS

R

HEME L, BEFMCR LI L VERKKICEREER
WTWA EBROBMEICR SN 3 & 51 Alzheimer 5
TRERE» SINEOREILR S, ThoBF
REERKBECRDI2BESH 5 (MASP), g
MEERE O FRMEZ (LIER i Ishii®™ ofEH LR, =
/TIVERE=a-—nYyOgHEo—EMEHEhT
WaH, R F— s vABOSWELE LTh
ShTBHEBERE VWL TS 5. Berger 553
FREICHHEE L D EBOI T o — VT S YERKOBEE
T3 EAHRL, Alzheimer B TZ DEF @D %
WELTHEY, £7: Guard 53 o~k vy Fikh
D INEGR OBEE LR 0, Alzheimer % T i
HV. A SH LA AOEHREEOETAHA N3
M, PickTRIBLEAERIDBNT EERLTY
5.

& T Lauter®® 3 HBESMHESICLBIC L -
THEREROHAEDETAER L, OBk s~
YEMSOEELH DI EOHRMEL TV B,
Alzheimer R EFEHREORBREELRZ O -
AT WE T AT, Alzheimer i Tl HHEL S BAER D
BI2RSEFEHREOENRESN TV S, HBE
FEHICBERREELI N T ORABRICRIEROEHL
EfdbFoND LIy, Albert 5%, Lauter %
HlE FEFENICE—BRTH D, MEOBICER
RES LETEED L TRINUEERS > T HHEHRE
FEC BERFRER D 5 BT & ST Ths L LTy
3. Ajuriaguerra 5873 T OIIEH S, BREIEKEH
SR, ST, REBERYE, SoBrOEBEEY.
FERS, BREREELEDOVWHW 3 [HIFHE] FRR
Binb - TERM Alzheimer BOKEICHITT 518
f2% “alzheimerization” LA TW 3.

—7 Sjbgren and Sourander?® i3 Alzheimer % T
4 50 ~ 69 FOE T & ARMNIEE T A HE L 1 AR
{Epsg @ 0 T, FIEAECKEEEC LRV EA
Hahad., LCAMNEBERRTIE L~ BROSHE
THREIDEL, FHICHEEPHRBEREICEEODT
M., IO EpLEFERREO [MEHT) &7
BEZICRMLTWE, B1EAIC McMenemy®® 2% {2
18 L TLIRRE A EEN KM L T Alzheimer %5 &
ZEHRLEEXMLTHBD, Blessed 5"POL#H & T
NAEE-II TV 5. SE—HHIC I Alzheimer 7537
FZE R ENLRICREFL, hRoBECETLA
FIChas s, ThIicEESEERSINL ) BEHR L
FHOMICKHTE AERTEHRERER L, WER
BENICIEERARCEEAORHE, $abLVHLWYWD
ZAZEL (EAM, Alzheimer FHHEE L, B TR




Alzheimer JEOERPR#EERHEFERIMET 753

T L) PEECERS U EARORNERE (5
CHBHRBLTVE) 227 5RETHHLTHD
BEHUDEHTHS.

Alzheimer 5 OB EFNHE TR, FREHRAO
s 5 (Essen—Méller®, Lauter™, Feldman').
wip R EEREE T EEAND BH, WERPFES,
R —%B b HE s THH (Davison and
Robertson™ Hunter’™), #Ftk Alzheimer 75 B4
LTRERFHAE L LR BEZNDH 5(Sjogren 5'7,
Larsson &%, Pratt”™). Larsson & 3 EBEHRICHE
+ RO T, BFEMIC Alzheimer %, Pick &3 |
FloHBE L TWRL T &b o, EFEHR & Alzheimer
BLEPBEFHIERER 70D THBELDEFELEAB
W5,

De Boni and Crapper’ & 57 #& @ # % #
Alzheimer & O BkHE D o kMMM EHEL. Ch
b FERAMEEOMBERICARML, RE=2 -
ovick 16 AR EB VW TRESHER L2 5
wviko7 4 5 2 v hRHBSE R, FRERE
Alzheimer D4 WA DEEHEA LRI L fo &
OHEHH B (Traub 5™). b & bHEL LHRER
HEIREET H 0, ERME Alzheimer RO EIBER IS
DETARBEINCHE>T0 S, ,

Alzheimer IO KKKE T, 2 ) v 7TEFALF S
YRT7 2 L—AMEHT Y% bR L TWE LD
dhid % (Davies 5. —FHLzxn ) vET7EFILT
) v ESERRBEFELEDLLLVLEOMRLEAONT
BV (Davies ™), & M KNEHE I H 2 2 ) Y {FEHE
ca-—nrOBELBLOL > TRV,

Ishii 58 ZARERE FIcREREOME 2R
WL THL, EARAER ER (Constantinidis *)
DL, FEmgLtsthoRETRVHEShB L
L5 5T H O (McMenemy®*®Hirano &%) KHREVIC
SHFA2EZDLHBEHSIERGHES .

¥ B

6 #l> Alzheimer 75 OBE R MEFHFIEFER MR % 17
W, KIS Z D topography & BEEH K Uik e o #E
o Alzheimer g FERMEE (Lo EREERES L 2.

KN3RI ER D B & & < BRFIREL,
paraterminal gyrus ic bEMMHEr 7. FIKHET
RATTRIE S IA T, MEREERICEE R, —kikE
HOBE RBMTH - o, FRGOEMSES, R
Bic LA A b f . SRR T I3 IR BRI I R AR
Lo lEmHELE <, BEMICIREE RS . WEOMH
BETIRE, TS AEEME S 2 — o v ICERENED

-7,

BERRIEIR 1L C ORI Sy — Vit K CHIBLTH
y, SRHEMEE, 184, ABZ{LRU Kliver —Bucy
REED W D IIEFROREMELTWA. RIER
—FE - RO ESHORERE R TEONIR
. kfF, RERMGL TV, LidoE#l Ny -
» 5 Alzheimer WOEHBF 2 HmE L FREC->WVWT
ERomBibERLE.

BEKSICHIY, BIEEE A V2V LORE
HIZICHEERLET. LB BEANEEORRAEEFNH
SRMEEHE O FHMEDRIE, ANEERE, MR
Ext, MEkEEL, RREEXHEESSUCELE
HERAFE LI HEEHE O i — BB EIR O @
hizEHHLET.

X i

1) Alzheimer, A. : Uber ein eigenartige Erkran-
kung der Hirnrinde. Zbl. Nervenheilk. Psy-
chiat., 30, 177—179 (1907).

2) Alzheimer, A.: Uber eigenartige Krankheits-
falle des spateren Alters. Z. Ges. Neurol.
Psychiat., 4, 356 —385 (1911).

3) Kraepelin, E. : Lehrbuch der Psychiatrie, 8
aufl., J. Ambrosius, Bath, Leipzig, 1922.

4) Delay, J. et Brion, S. : Les Démence Tardives,
Masson et Cie, Paris, 1962.

5) McMenemy, W. H. : The dementia and the
progressive disease of the basal ganglia, p520—
580. In W. Blackwood et al. (ed.), Greenfield’s
neuropathology, 2d ed. E. Arnold,
1963.

6) Sourander, P. and Sjogren, H. :

London,

The Concept
of Alzheimer’'s disease and its clinical
implications, p11-36. In G. E. W. Wolsten-
holme & M. O’Connor (ed.), Alzheimer’'s disease
and related conditions, J. A. Churchill, London,
1970.

7) Tariska, I. : Circumscribed cerebral atrophy
in Alzheimer’s disease, p51 —74. In G. E. W,
Wolstenholme & M. O'Connor (ed.), Alzheimer’s
disease and related conditions, J. A. Churchill,
London, 1970.

8) Corsellis, J. A. N. : Aging and the dementias,
p798 — 848. In W. Blackwood & J. A. N
Corsellis (ed.), Greenfield's neuropathology, 3d
ed. E. Arnold, London, 1976.



754 7N

9) Hirano, A., Malamad, N. & Kurland, L. T. :
Parkinson—Dementia Complex, an endemic
disease on the Island of Guam ; 2. Pathological
features. Brain, 84, 662—679 (1961).
10) Hirano, A. & Zimmerman, H. M.
impregnation of nerve cells and fibers in
celloidin sections. Arch. Neurol., 6, 114 - 122
(1962).

11) Sjogren, T., Sjogren, H. & Lindgren, A.
Morbus Alzheimer and morbus Pick. Acta
Psychiat. Neurol. Scand., Suppl. 82, (1952).

12) Blessed, G., Tomlinson, B. E. & Roth, M. :
The association betwten quantitative measures

Silver

of dementia and of senile change in the cerebral
grey matter of elderly subjects. Brit. J.
Psychiat., 114, 797 -811 (1968).

13) Ball, M. J.: Neuronal loss, neurofibrillary
tangles and granulovacuolar degeneration in
the hippocampus with aging and dementia. Acta
Neuropathol. (Berl), 87, 111-118 (1977).

14) Scheibel, A. B. & Tomiyasu, U. : Dendritic
sprouting in Alzheimer's presenile dementia.
Exp. Neurol., 60, 1 -8 (1978).

15) Seiterberger, F. & Jellinger, K. : Umschri-
ebene - Grosshirnatrophie bei Alzheimerscher
Krankheit. Dtsch. Z. Nervenheilk., 178, 365~
379 (1958).

16) Liebers, M. : Alzheimerscher Krankheit mit
Pickscher atrophie der Parieto—Occipitallappen.
Arch. Psychiat., 100, 100—110 (1933).

17) Liebers, M. : Alzheimerscher Krankheit mit
Pickscher Atrophie der Stirnlappen. Arch.
Psychiat., 109, 363 —370 (1939).

18) Rothschild, D. & Kasanin, J. : Clinicopa-
thological study of Alzheimer’s disease. Arch.
Neurol. Psychiat., 36, 293 — 321 (1936).

19) Berlin, L. : Presenile sclerosis (Alzheimer's
disease) with features resembling Pick’s disease.
Arch. Neurol. Psychiat,, 61, 369 —384 (1949).

20) Goodman, L.
clinico — pathological analysis of twenty — three

Alzheimer's disease ; A

cases with a theory on pathogenesis. J. Nerv.
Ment. Dis., 117, 97—130 (1953).

21) Pick, A. :
menkomplex im Rahmen der Dementia senilis,

Uber einem weiteren Sympto-

bedingt durch umschriebene stidrkere Hirna-

®

trophie (gemischte Apraxie). Mntschr. Psychiat,
Neurol., 19, 97— 108 (1906).

22) Agostini, L. : La dégénérescence d'Alzheimer
dans les cellules nerveuses de l'allocortex.
Psychiat. Neurol., 136, 1 —17 (1958).

23) Ball, M. J. : Topographic distribution of
neurofibrillary tangles and granulovacuolar
degeneration in hippocampal cortex of aging
and demented patients ; A quantitative study.
Acta Neuropathol. (Berl), 42, 73~80 (1978).

24) Hirano, A. & Zimmerman, H. M. : Alzheimer’s
neurofibrillary changes ; A topographic study.
Arch. Neurol,, 7, 227 — 242 (1962).

25) Ishii, T.
neurofibrillary changes in the brain stem and

Distribution of Alzheimer's

hypothalamus of senile dementia. Acta Neuro-
pathol.(Ber1),6, 181 — 187 (1966).
26) Ishino, H. & Otsuki, S.
Alzheimer's neurofibrillary tangles in the basal

Frequency of

ganglia and brain-stem in Alzheimer’'s disease,
senile dementia and the aged. Folia psychiat.
Neurol. Jpn., 29, 279—287 (1975).

27) WAAFXR - MITEIZ : Alzheimer & & Pick ik
Bl AMEBOEEL 2 OFREFNE SR, IKEHRR
LM oG, iR, 28, 1237 — 1246 (1979).
28) BEIEE: FA4 YU — 7ROMERIEIC D LT B
&gk, 76,71 — 101 (1974).

29) Kufs, K. : Uber eine Friihform der
Alzeimerschen Krankheit mit Olivensklerose
und hochgradiger Atrophie der Stammganglien.
Arch. Psychiat., 107, 431 —442 (1939).

30) Jamada, M. & Mehraein, P. : Verteilungs-
muster der senilen Verinderungen im Gehirn.
Arch. Psychiat. Neurol.,, 211, 308 — 324 (1968).
31) Corsellis, J. A. N. : The limbic areas in
Alzheimer's disease and in other conditions
associated with dementia, p37-55. In G. E. W.
Wolstenholme & M. O'Connor (ed.), Alzheimer's
disease and related conditions, J. A. Churchill,
London, 1970.

32) Olson, M. & Shaw, C. M. : Presenile dementia
and Alzheimer's disease in mongolism. Brain,
92, 147~156 (1969).

33) Brun, A. & Gustafson, L. : Distribution of
cerebral degeneration in Alzheimer’'s disease.
Arch. Psychiat. Nervenkr., 228, 15~ 33 (1976).




Alzheimer §750 B R AR B F RIS 755

34) Corsellis, J. A. N. The pathology of
dementia. Brit. J. Hosp. Med., 38, 695 — 702
(1969).

35) Jervis, G. A. : Alzheimer's disease, pl1385 -
1396. I» J. Minckler (ed.), Pathology of the
nervous system, vol. 2, McGraw Hill Company,
New York, 1971.

36) MAEFX - MEELC : YIEBHERORER. BF
BHEE, 5, 341 — 352 (1976).

37 FREME - CEAZESR - RIUE—  b2EOH
ZHERICO VT, HAESEHH, No2844, 43 - 55
(1978).

38) Jervis, G. A. : The presenile dementia, p262
-288. In O. ]. Kaplan (ed.), Mental disorder in
later life, Stanford Univ. Press, Stanford, Calif.,
1956.

39) Sim, M. & Sussman, L. : Alzheimer’'s disease
; Its natural history and differential diagnosis.
J. Nerv. Ment. Dis., 135, 489499 (1969).

40) Lauter, H. : Zur Klinik und Psychopath-

ologie der Alzheimerschen Krankheit. Psychiat.

Clin., 1, 85— 108 (1968).

41) Luria, A. R. : The working brain ; An
introduction to neuropsychology. The Penguin
Press, London, 1973.

42) Griinthal, E. Uber die Alzheimersche
Krankheit ; Eine histopathologische—klinische
Studie. Z. Ges. Neurol. Psychiat., 19, 128 - 157
(1926).

43) Gascon, G. G. & Gilles, F. : Limbic dementia.
]. Neurol. Neurosurg. Psychiat.,, 36, 421 — 430
(1973).

44) Kliiver, H. & Bucy, P. C.
analysis of functions of the temporal lobes in
monkeys. Arch. Neurol. Psychiat., 42, 979 —
1000 (1939).

45) Kleist, K. : Gehirnpathologie, J. Ambrosius,
Barth, Leipzig, 1934.

46) Pilleri, G. : The Kliiver—Bucy syndrome in

Preliminary

man ; A clinicoanatominal contribution to the
function of the medial temporal lobe structures.
Psychiat. Neurol. (Basel), 152, 65— 103 (1966).
47) Klages, W. Zur psychopathologie der
Pick’'schen und Alzheimer’schen Krankheit.
Arch. Psychiat. Nervenkr., 191, 508 — 522
(1954),

48) FEffgk - BT Z/) - KA F : Alzheimer i B
& U Pick B BERER|. HMES, 1, 225 — 234
(1959).

49) BigX : MEPHER. BEREMEY, 2, 463 -
474 (1973).

50) Pilleri, G. : Orale Einstellung nach Art des
Kliiver-Bucy Syndroms bei hirnatrophischen
Prozessen. Schweiz. Arch. Neurol. Neurochir.
Psychiat., 87, 286—298 (1961).

51) Ward, A. A. : The anterior cingnlate gyrus
and personality, p438—445. In Res. Publ. Ass.
nerv. ment. Dis., vol. 27, The frontal lobe. The
William & Wilkins Company, Baltimore, 1948.
52) B i 7 B8 % E U] B % (anterior
cingulectomy) <B4 B85, H#ERE, 61, 707 —
723 (1959).

53) Russell, G. V. : Interrelationships within the
limbic and centrencephalic system. 7z D. F.
Sheer (ed.), Electrical stimulation of brain, Univ.
of Texas Press, Texas, 1961.

54) von Bagh, K. : Uber anatomische Befunde
bei 30 Fillen von systematischer Atrophie
der Grosshirnrinde (Pickscher Krankheit) mit
besonderer Beriicksichtigung der Stammgang-
lien und der langen absteigenden Leitungs-
bahn. Arch. Psychiat. Nervenkr., 114, 68-70
(1941).

55) Akelaitis, A. J. : Atrophy of basel ganglia in
Pick's disease ; Clinicopathologic study. Arch.
Neurol. Psychiat., 51, 27— 34 (1944).

56) Pearcy, J. : The extrapyramidal disorder of
Alzheimer's disease. Europ. Neurol, 12, 94 —
103 (1974).

57) Swain, J. M.
abnormalities in presenile atrophy. Neurology,
9, 722-727 (1959).

58) Jacob, H. : Muscular twitching in Alzhei-
mer's disease, p75 —~ 94. I G. E. W. Wols-
tenholme & M. O'Connor (ed), Alzheimer’s
disease and related conditions, J. A. Churchill,
London, 1970.

59) Faden, A. I. MAJ. & Townsend, J. J.
Myoclonus in Alzheimer disease. Arch. Neurol,,
33, 278280 (1976).

60) MAE(Z - WAF X : Alzheimer #5 & Pick fHFic
BiTAMEGROEE L FOFEENYEE, VEEKS

Electroencephalographic



756 7

& ORI R & KNSR, #RES, 24, 1901
— 201 (1980).
61) Goddard, G. V., McIntype, D. C. & Leech, C. K.
A permanent change in brain function
resulting from electrical stimulation. Exp.
Neurol., 25, 295- 330 (1969).
62) Gustafson, L. & Hagberg, B. : Dementia with
onset in the presenile period ; A cross—
sectional study. Acta Psychiat. Scand., Suppl.
257, (1975).
63) Berger, B., Escourolle, R. et Moyne, M. A. :
Axones catécholaminergiques du cortex cérébral
humain. Rev. Neurol., 132, 183 —194 (1976).
64) Guard, 0. Renaud, B. et Chazot, G.
Métabolisme cérébral de la dopamine et de la
sérotonine au cours des maladies d'Alzheimer et
de Pick ; Etude dynamique par le test au
probénécide. Encephale, 4, 293 —303 (1976).

65) Lauter, H. : Uber Spatformen der Alzhei-

merschen Krankheit und ihre Beziehung zur
senilen Demenz. Psychiat. Clin,, 3, 169 — 189
(1970).

66) Albert, E. & Gehard, L. Korrelation

zwischen klinischen Herdstdrungen und path-

ologisch—anatomischen Befund bei der senilen
Demenz und der Alzheimerschen Krankheit.
Fotschr. Neurol. Psychiat., 83, 37—45 (1965).
67) Ajuriaguerra, J. de, Muller, M. et Tissot, R. :
A propos de quelque probléms posés par
I'apraxie dans les démences. Encephale, 49, 375
—-401 (1960).

68) McMenemy, W. H. : Alzheimer's disease ; A
report of six cases. J. Neurol. Neurosurg.
Psychiat., 3, 211—240 (1940).

69) Essen—Méller, E. : A family with Alzhei-
mer's disease. Acta. Psychiat. Neurol. Scand.,
21, 223244 (1946).

70) Lauter, H. : Genealogische Erhebungen in
einer Familie mit Alzheimerscher Krankheit.
Arch. Psychiat. Nervenkr., 202, 126 (1961).

71) Feldman, R. G., Chandler, K. A., Levy, L. L.
& Glaser, G. H. : Familial Alzheimer's disease.
Neurology, 13, 811—825 (1963).

72) Davidson, E. A. & Robertson, E. E.
Alzheimer’s disease with acne rosacea in one
identical twins. J. Neurol. Neurosurg. Psychiat.,

7

18, 72-77 (195b).
738) Hunter, R., Dayan, A. D. & Wilson J. .
Alzheimer's disease in one monozygotic twin. J,
Neurol. Neurosurg. Psychiat., 35, 707 — 710
(1972).

74) Larsson, T., Sjogren, T. & Jacobson, G. :
Senile dementia ; A clinical, sociomedical and
genetic study. Acta Psychiat. Scand., Suppl. 167
(1963).

75) Pratt, R. T. C. : The genetics of Alzheimer's
disease, p137-144. In G. E. W. Wolstenholme &
M. O’Connor (ed.), Alzheimer's disease and related
conditions, J. A. Churchill, London, L970.

76) De Boni, U. & Crapper, D. R. : Paired helical
filaments of the Alzheimer type in cultured
neurons. Nature, 271, 566 —568 (1978).

77 Traub, R., Gajdusek, D. C. & Gibbs, C. J. Jr. :
Transmissible virus dementia ; The relation of
transmissible spongiform encephalopathy to
Creutzfeldt—Jakob disease, p91 — 172. In W.
Lynn Smith & M. Kinsborne (ed.), Aging and
dementia, Spectrum Publication Inc., New York,
1977.

78) Davis, P. & Maloney, A. J. R. : Selective loss
of central cholinergic neurons in Alzheimer's
disease. Lancet, II, 1403 (1976).

79) Davies, P. & Andrew, H. V.
distribution of

Regional
muscarinic acetylcholine
receptor in normal and Alzheimer's—type
dementia brains. Brain Res., 138, 385 - 392,
(1977).

80) Ishii, T. & Haga, 8.

microscopic localization of immunoglobulins in

Immuno-electron

amyloid fibrils of senile plaque. Acta Neuropathol.
(Berl), 36, 243249 (1976).

81) Constantinidis, J. et Tissot, R. : Lésion
neurofibrillaires d’'Alzheimer généralisées sans
plaque seniles. Arch. Neurol. Neurochir.
Psychiat., 100, 117—-130 (1867).

82) McMenemy, W. H. : Alzheimer's disease ;
Problems concerning its concept and nature.

Acta Neurol. Scand., 39, 369— 380 (1963).
Figure

Fig. A; Section from the superior frontal lobe, sho-
wing great abudance of genile plaques. (Case 1.
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Bodian stain; x50)

Fig. B; Section from the inferior parietal lobe, sho-
wing a conspicuous fibrous gliosis of the cortex.
(Case 6. Holzer stain; x50)

Fig. C; Section from the sommer’s sector. Almost
all neurones show Alzheimer's neurofibrillary
changes. (Case 4. Bodian stain; x200)

Fig. D; Higher magnification of the neurone with

Alzheimer’s neurofibrillary change in Fig. C

(arrow). (x500)

Fig. E; Pyramidal nerve cells in the sommer’s se-
ctor show granulovacuolar degeneration. Arrow
indicates a Hirano's body. (Case 5. Hemetoxylin-
Eosin stain; x500)

Fig. F; Neurone in the nucl. centralis superior is
completely replaced by abnormal fibrillary tan-
gles, “tombstone of dead neurone”. (Case 2. Bo-
dian stain; x500)
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Clinico-Pathological Study of Alzheimer’s Disease: Distributions of Cerebral Degeneration and
Alzheimer’s Neurofibrillary Changes in the Basal Ganglia and Brain-Stem Takahisa Koizumi,
Department of Neuropsychiatry, School of Medicine, Kanazawa University, Kanazawa 920,
Japan. J. Juzen Med. Soc., 89, 740—759 (1980).

Abstract Six cases of Alzheimer’s disease were studied in detail from a clinical and neuro-
pathological point of view. The degenerative process was mapped with regard to regional vari-
ations in the intensity, extent and consistency of focal accentuations. The distributions of a
Alzheimer’s neurofibrillary change in the basal ganglia and the brain-stem was also studied.

The degeneration was constantly found to be most pronounced in certain areas: a total limbic
system was degenerated, especially maximal cortical degeneration occurred in the hippocampus
and the amygdala, and in the-lateral hemisphere, consistently the basal part of temporal lobe
within a field expanding from the posterior inferior temporal areas to the adjoining portions of
the parieto-occipital lobes. The lateral surface of the frontal area was also severely degenerated.
In addition, the posterior cingulate gyrus and paraterminal gyrus were severely involved. On the
other hand, primary projection areas were notably and consistently spared or less involved.

The septal nucleus was severly degenerated and the accumbens nucleus more involved than the
caudate nucleus. Non-specific projection areas of the thalamus were much more severely in-
volved than the specific projecting areas. The distribution of the neurofibrillary change showed
a marked predilection to a certain group of nuclei such as nucleus dorsalis raphe, nucleus cen-
tralis superior Bechterew and nucleus ganglion of Mynertii. This distribution had a striking
simirality to that of monoamine containing nerve cells as before mentioned.

The clinical symptoms correlated well with this pattern of cerebral degeneration. The groups
of symptoms such as memory dysfunction, emotional and personality alterations, and some
symptoms of the Kliiver-Bucy syndrome were referable to the limbic lesions. The cortical
lesions of the temporo-parieto-occipital association cortex correlated with the symptoms of
agnosia, apraxia and aphasia which were recorded in all cases. The pattern described might be
related to ontogenic features, and the tendency to focalization to the age of disease onset.

The recent finding in the field of chemical substances and the transmission were mentioned.
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