199843 A 25 H

49

WEE

Progressive posterior cerebral dysfunction ¢ —fEf5]

e iz owlH #

whaNEZ *

(G IS PUL 6

EE AP A LRBIENR N, K8, HREE, SEEnRRmEE, HENEEE
= HEENEMEES %L T 5 Progressive posterior cerebral dysfunction & # 2z 5
B 1BIRHE L7 AR T O BT 5 2 LGRS, HAHRBAICH
BOBRO—ETHEED L VITFICH - EW 2 BHICEL BN TE R Y, v
IR TH o 7 HECT CRMMIEER ICEBEOEMHIA LN, SPECT T
FEEE —GETESE, B X OAEEEORET 2807247, MBEIEMNMEIEIMIE I T

MR ARz Tz A RIS b R E R ERM BEE W,

reaching |2 3B & 5 1T,

HO AR EUHEWOEMWEMLORED—DOTH L EEZ LN,

#MEDHEY 14 49-54, 1998

Key Words : E1THH T KRBERE, HENEMNERE, HOHA2EUUEYOENESE
progressive posterior cerebral dysfunction, visual disorientation, disorientation of ob-

jects including own body

I @BLoic

BIGEITHEOBRAMEREOSR T, HERHHER
HR7- N, BEIEERSRIRIC/D, HREBE
B SR % R0 5 —8 %, Benson & (1988)
1% posterior cortical atrophy & L T#&E L 72,
L»PL—FT, &iExbd (1989) *® Hof 5
(1990) % &Iz & % Balint B2 44ES
Alzheimer BOFHE L MONTEY, HUHh o
FLVWEESS L LT 508 RS
5 ER (Feheret al, 1989) 7% -7, Z01%,
Benson 5 DER & FHEOHE (Delamont et
al, 1989 ; Berthier et al, 1991 ; a4+ 5, 1994 ; K
# 5, 1005) A LNAD, FHEEMIIZZD
B EIL, Alzheimer 5%, Creutzfeldt-Jakob
%%, subcortical gliosis & & F & L #EIL
ENnTwb (Hof et al, 1993, Victoroff et al,
1994), Victoroff (1994) &, TI HIREHEM

IEME MR B 2 C progressive posterior
cerebral dysfunction (PPCD) & w9 FaFEfE2:
L CIRE Lz, 44T, FENRERR
FEIR & EERTR & ) ERMESICAHY T 5 LB D
NBERZREEL-OTHET %,

I & fl

57 %, HF&BEM%

ER TN, FFFIT LV,

RIGHEE : FFEcEHELZ L,

BEE : 4 EHIRERE,

B ITHiREE,

BEGERE : 27 BB ic+ BB gD, B
ERAGIBRAT

BRE 2 BELSYOBRDT CITHT
Zhv, IPEBEEENE, FUEZII(N
HEDEREFEET ALk o7, 56 FRE
it FMEROESEEEE 2 ), EFEFERw

1997 4E 8 H 25 H %3 (JEBZE RAIEE *)

A Case of Progressive Posterior Cerebral Dysfunction

* R S R IR R EE S80S, Naruhiko Maki, Manabu Ikeda, Kazuhiko Hokoishi, Akira Sano, Hirotaka
Tanabe, Akihiko Nebu : Department of Neuropsychiatry, Ehime University School of Medicine

(BURIEERSG: 7 791-0295 BREEABMEREITER FRAZFEFDHENNEREE % #2)



50

g, BEREE D RK
ThHE)II ol EHIC
i, Wob@EEICFIAL T
W B NADERE T b &t
NOFAVGRL%EL ko
720, WADIINAH—F%
ELAALDICEF T CEL
RO o) Lz, &
HXINSOERERLH
HELTBY, FHEFE6 A
ANDODEBTLE %222
s

VEZEMAE  BE3ED
T, IfE, JR\ITEET—
e BRFT RICIEBRE 2320
TV, MERICLAEFD
B S T LAY L e e
BICRELRL, AFRICEE
® clumsiness & FA& 727073,
EE)RRE, NRGER, AR
EEIALNLE o7, §
& 5 R R L 7 & O HERL S
BED 2, HWUXEIIRE
%, FITHIEFETH o 7,
RE S ER CThEAE
Bhhot, 72720, B
TRA LIS CBEOR
BE#EOHR DTV 5,

MREMRR : M, R, M
WAL, MiERAE, HIRER
B, ¥4 I v Brflllid
BEEE 2, BEHRETE,

FALTW, REEEEIC
ERIRIE T, AfEAENL6 ~
7Hz @ 0 WA MAIBETHEFEAMICHE L Tz
W5, EEURERIIADLh o7, KINFHE
A2 VEP (visual evoked potential), ABR (au-
ditory brainstem response), SSEP (short la-
tency somatosensory evoked potential) (L y¢
NHEEFTRTH o7, BHECT TlE, BED
OF AMDORMEREDIA S, FFICmHEIGETESE

MFRLHY 14 BB 15

X1 RSB CT Eifg

MM BHTE AR B I 2 O IR OV E A DO KN £ 20 5

< N X2 HMPAO-SPECT Ef&
EEA 90 mg/dl EEEICE g ) Mo BURE, B & OAFIREO MR & RO, (4

F1) MEEZER MBI AMIIC AR TR R 7o e T 7

SEIMDOEMEDEHIL - 7205 & h 7 EAZEIZFRD
horz (M1). F-IMBEMREDH RIZE L,
Bse, /N D ZEHEILFED % Do 720 HMPAO-
SPECT <Tid, AMITEELHIHTALE, BIUA
SHTASE O MK T %2 520 722%, {AISEZE AAIES I
AMANZ LR TR 7z Tz (2),
R OBRAR (LA Rz, AR



19984E3 B 25 H

FETHY, WOV TEMIISR
RLZEWPTE, B - BFO
R E-nTnwi, BE - %
BLLICHBLREELRKL L,
BERRLTHY, BEOEES
ZROIZD, REPHFE IR,
Marie @ = AR ERIZEIME L2 7] B
Thol, BEEFTIHEHSOEIK
HTH—F—FRECEDIPZVE
FOREFMMRETT, SR TIIYT
PHRETH o 72, BF ORI

3 BEZE30cm OFEICE S 15cm B 5cm DAY v M &ZET0d

Do M LHMERMVE Y, MEFIEROALIHELEL,
BRBIZAY v AT (B LSEA-F) 2FLARS I

51

19

18795 (Perenin 55,1988 & hef %)

B, 1R LDICHEETH o —
#8 BPO (Body part as object) TR &N/i-b o
DGR FATOPEERT IR Lol &
LKIAT, HHMEFRIEAON LD o728, L HHE
DR - BEIIEKRL, BREELRD L,
HOBHEZRLI LN TEehol, EA%K
- FRERE oz, REOER, B0
ST oo VBV 0 T HEEIXW AT,
HAETIVES Z EIEEF I b o 7oh, BE
RIAAV—F—THY DL BICEITEEFRZ
720

Mini-Mental State Examination & 24/30 &,
NAHHEEREO2E BBl
59/100 H T2 /RL, WAIS-R TiZ£1Q 82
T, BEBEIQIZ102, BMEHIQIE60 L, B
EHIQ &L BMERIQ OFE LVWTEHEE IO,
CNIEEE - RO REBEERM L0
TS - B - MBI EBRNEL N Tn,
Raven’s coloured progressive matrices {3 10/36
BLEHRET 2R L 2 AIHEERERAE T,
Fist-palm test, Fist-edge-palm test & % I
clumsiness DFE N H 5N 7298, red-green
test, go-no go test, stroop test TIZEF 7
o7z, Word fluency test i34 71— ; 5
8, BBEEE ', 3 THo7:o Rey DHIME
MBI B BT & 2 72. Rey auditory
verbal learning test 123 ~6 ~7—-7—8 —
@—4THot,

HEEMEESE  IBAAICEIRE - S
REE R0 o7z FEFOPEICOWTIEEIH
HCTOREUEERESR L0 0REISEEET

Holedt, MALHBEBEIALN o7,
W TRE AR & P BRI W EEZ S
N7z FERTCIRBNCER SN &4 %+ 1048
THIEETETH- 7,

[WNADNAS— FRZELRAATIZE>TC
ELAOLRV] LOFAN,SL, HEEFHO—D
DA E LT Perenin 5 (1988) 47 o 7-FI#K
DAYy MIFLBTHREZKITLA (K3),
FIHT b E-T, FRORY v M2 FEr
ELANDITERITo 20 MEBIIWERE L AH,
WAV, IRFNCHEY 2RT 5, FLCHEI
EEICRo-FE, ABLTET L THEEICR
Uy NOAEREZLDS, OETFEEELA
NBLIIHRTH, TNEFH S5 ET 2T
T2o RIZ, &R A ZDH—FE1KEL, B
BRICAD) v MCELANRB L) IR LE, =
b WA 5 B 21T 72,

MR, MO VgE, A MBS
TV ELF T I EMRIETENT
ELH, ANy MCHTHFOAFEIIESE ST,
EAREDIZIZEMITCRELA (K4). §FIC
HFECALPEHTH -2, FHEBICEREL T
LRBLBEICFOAELZEZTELANSLIL
B TH o7z, I— NEELEGE, M
B WAL ERIC, AT TOROELS
LIZAL—XTholeds, ERLDICRIDIE
BT CRKL, BIAEFTHY oA I—
FERELLZWHELREIRETIR N
oo BRAR [9DoTWBENFEELTER Y,
FPFECELANEY LBZEERESIBEEFIZT

=l



52

DBEREXD LB TERV
Ehv] T,

m % 2

AFEFNL IR T REIR AR RS 72 ORI EAT I
DEMEBT, FEPHEIRIINTNEZ L
» 5, PPCD ORI EICHLSTALELLN
7o MERREIERAII BT, AHEE,HHE
TEE, BLUHABEEECMRETAALN, W
EBBEFTHICEENTD O, T, 4%
THE SR TWB PPCD @ SPECT FriLICF &
L7 vy (Freedman et al, 1991 ; Wakai et al,
1994 ; Rogelet et al, 1996) , PPCD fEfHIIZD W
T OB EETFAT SPECT BOHE 12 s,
S EOFERTILEE O Alzheimer 78 O MRS
T (4, 1993 ; Hal 5, 1994) &iz&ER Y, H
BEIEANEIER D F 1 B IO MR T AMEIER I b
AT, ZOFTRIE, SRESIEIR
R TwhZeizfdinlTwas eEZz NS,

FREF TIE4S L THE SN T 5 Balint JE
BEREEOREMEB) L (optische Ataxie) & i
By, HEGOEMNEEZFHE L, BE
HEMEEIRERVIRORT LEZLNT
EbDOTHBHH, mEIIHEEBFEARICL
LFEOFHEE (reaching) PEELEZ LN TWY
bo TDOHD—DTH 5 Balint IEBEHOEE
BB (optische Ataxie) &, FEHT X
SMEFTIRADLIEODEETHY), PPCD O
HETILRONLTWE, L LAGITITER

B4 AYy bETEETALOD, AY vy NOAFEIIEDETHSOF

HFE LS B UBELY

TCexeYERETAZ LI
WEETHY, FEH (Z0%
A —F) BEOELLW
WKHEDLDLTHEHEMLELITO
reaching (21313 & A SR
Tholz. L LAXNEWIZH
EBROMETHY, BECOH
ko—ETHLFH BV IEF
o B %, R
W ZER BT B AT
EIR TV, Zhi, B
BEE S PECEREMEAT
EIPATER (BB S, 1988 ;
Hi3,1991) L oEEHEL
b, ZADHMABNEY, HOHKREMETE
ETHEMIIBNTE, REOEH, EF0F
EERTH oY BEWD T HEE, BT
B EOBENREBIC RS EHREINTVS
(FEA S, 1994) 25, REFTIEINSDITHIL
RAEE: (AT A 2. L2 L, SHOEREL, £H
R RENCERML, FRoDFERTE
CHE D HEH 5\ ikt 88 % 22 M ERIRY
WEMT AITEOBEL LTIRAS L, BOH
RERLEAT & DB & OB L 7T 05 H
HOTRBZVWHIERLRE, T-ECHEENM
KIFOBICALN L BEMEBEREDOTREICHE L
T, ABITEBERSLEREOTATIEIHLNT
B o72h, REFIOEFRTH S “INADIR
AH— FEELAANIEFLELAL &0
ITBIZBVTE, RADORZICHA L HIZH
BUEREOFREOHE I A LN, WT NI
LT b AREHTAH S NFERD, HOHEEM
FFTERUBLETIRASNAEZTH ), HIZ
FOMBERTOEROEDONTHLOD, H
HPVWELL B ABREILLIZbDTHLDON
X, 4BOBRBBOBEISLETHLHLED
b,
 BERERSHICOWTIE, B EEOGERED
HIEAZOTEY, BE - BiREEG AL 2%
FhAEED HVIRGEEORBHEDOZEMRIIFR
B 5 NS, Corticobasal degeneration b 8%
BERE LTEZLLENSHD LB,



1998 4E3 - 256 H

52 KRLOEEBE, £20 BHAWMRLHESTRE
gé L7z,

x " 10)
1) Benson DF, Davis R], Snyder BD : Posterior
cortical atrophy. Arch Neurol 45 ; 789-793,
1988
2) Berthier ML, Leiguarda R, Starkstein SE et al : 11)
Alzheimer's disease in a patient with posterior
cortical atrophy. ] Neurol Neurosurg Psychia-
try 54 ; 1110-1111, 1991

53

cortical atrophy in Alzheimer’s disease :
Analysis of a new case and re-evaluation of a
historical report. Acta Neuropathol 86 ; 215-
223,1993

Tk, 2T, EEEE S  Posterior corti-
cal atrophy (Benson) O#fAIZ&Z L, FK
BHZT VoA <= —JHE B S nsz 15, B
BE% 365 207-209, 1994

KBIERE, MBI, HbIEES  HEREL
Bélint EEE* 8 E L, FESEL S pos-
terior cortical atrophy @ 1 . A% 47 ;
1185-1190, 1995

3) Delamont RS, Harrison J, Field M et al : Poste- 12) Perenin MT, Vighetto A : Optic ataxia : A spe-

rior cortical atrophy. Clin Exp Neurol 26 ; 225-
227,1989
4) Feher EP, Mahurin RK, Inbody SB et al : Pos-  13)
terior cortical atrophy : a new clinical entity,
or Alzheimer’s disease? Arch Neurol 46 ; 843-
844, 1989 14)
5) Freedman L, Selchen DH, Black SE et al : Pos-
terior cortical dementia with alexia : Neurobe- 15)
havioural, MRI, and PET findings. ] Neurol
Neurosurg Psychiatry 54 ; 443-448, 1991 16)
6) AN, IWHE#ER, HIWAFIES  Balint 4
BB A D Alzheimer BIH. #RGH 5 ;
117-123, 1989 17)
7) WEAES, HDECE, FEET kT

cific disruption in visuomotor mechanisms.
Brain 111 ; 643-674, 1988

Rogelet P, Delafosse A, Destee A : Posterior
cortical atrophy : Unusual feature of Alzheimer’s
disease. Neurocase 2 ; 495-501, 1996

W, SAEET, FHRE—5 BT aHhE
PRATEE U725 M0 4230, 1988
HAWE | BIRETERITE O Co T MG
H 7,110-120, 1991

EOsE, MmE%E, RERS  NEtERD
M & FE OB R L Y2 — No. 8 (78
FEERR) , 1993, pp. 32-52

Mk, Bl B BEOHEDS
. FhEE A 385 161-172, 1994

TRAEATIESRAT. RS 38 5 625-633, 1994 18) Victoroff ], Ross GW, Benson DF et al : Pos-

8) Hof PR, Bouras C, Constatinidis J et al : Selec-
tive disconnection of specific visual associa-

terior cortical atrophy . neuropathologic cor-
relations. Arch Neurol 51 ; 269-274, 1994

tion pathways in cases of Alzheimer’s disease 19) Wakai M, Honda H, Hamanaka T et al ; Unusu-

presenting with Béalint syndrome. ] Neu-
ropathol Exp Neurol 49 ; 168-184, 1990
9) Hof PR, Archin N, Osmand AP et al ; Posterior

al findings on PET study of a patient with pos-
terior cortical atrophy. Acta Neurol Scand 89 ;
458-461, 1994

A case of progressive posterior cerebral dysfunction

Naruhiko Maki, Manabu Ikeda, Kazuhiko Hokoishi,
Akira Sano, Hirotaka Tanabe

Department of Neuropsychiatry, Ehime University School of Medicine

Posterior cortical atrophy (PCA) was initially degeneration of the posterior parietal and occipital
described by Benson et al (1988) to refer to a focal regions.The clinical syndrome was characterized
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by a slowly progressive disorder of visual dysfunc-
tions with relative preservation of other cognitive
functions and insight. Some cases of PCA have so
far been reported supporting the hypothesis of a
new clinical entity. In 1994, however, Victoroff et
al. argued that PCA could be a clinically homoge-
neous but pathologically heterogeneous syndrome,
and they proposed the term ‘progressive posterior
cerebral dysfunction’ instead of PCA.

We reported a case of progressive posterior
cerebral dysfunction with anomia, acalculia, con-
structional disturbance, topographic disturbance
and visual inattention. Our case had an enough in-
sight for the difficulties and his memory function

WELHEYE BUESLS

was relatively preserved. A CT scan showed slight
atrophy which was pronounced posteriorly. As-
sessment of regional cerebral blood flow by HM-
PAO SPECT revealed an asymmetric decrease in
the temporo-parietal region, more pronounced on
the left side. The blood flow of the hippocampal re-
gion was relatively preserved bilaterally.

The most striking feature of our patient was
that he could almost reach out for the objects con-
fronted with him, but for instance he failed to in-
sert a card into the slit which was changeable on
its angle. This symptom is different from optische
Ataxie in Balint syndrome in that reaching was al-
most correct.

(Japanese Journal of Neuropsychology 14 ; 49-54, 1998)



