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1 Difference in regional cerebral blood flow between Alzheimer’s disease (AD) and dementia

with Lewy bodies (DLB).

Regional cerebral blood flow measured by '*I-IMP and SPECT was compared by using SPM96
software in 14 patients with DLB and 14 age-, sex-, and MMSE-matched patients with AD. Relative
blood flow was significant lower in the bilateral occipital lobes and higher in the left medial tempo-
ral lobe in the DLB group than in the AD group. (Referece NO. 15)

FHICHE) Z8 D 2 VIR [TEANTIZ L% T
500 HEEEIRE B CTERT S 005 HEAT
TEHTLHOOFTHAEL, EHLEREEZRT IO
&, BHBIREEOHY %GR MBS 2R K
AR RE 2R T L 00 H 57, K-ARMLL, Bl
DHRTEFEL TV L L) LHREEZ 5605 AT
5. S AN/ NEY W 7 &5l T, TIR ISR 2SR T
WBEEIICRAZL, TINBTHOLIIZRZ S, /1 —
FUBANDENIRZL] REOEHLBED. D
WicAons, EHOB T, TWhWANES, HEDN
HETEZY, FLEYOHMOAYPIERICES] 2D
MAEED D VI ERNRENSHE IR LN, AD
T (W& Ens] 2 EORELZRIL O L ITHIRY
THoH",

DLB DE &

MRI TIZIETEM B IR LMl S M2 EFH AR &
N2, %72 PET % SPECT T3 R ¥4 0 BE AR AL T At
RENBPY UL DLB TIE, RBEOHRERT
TUINA R —HBE LKL T, 2ReRMEDER
IZIZFAETH A D OT, BEOEHFHIEY
B2, 72 PET R SPECT T/RENSBHEZ &Ml
SR ORI T AD ICHET 5 LW,
FREOF ISR BEERH R TOREIN TS, #BHI
R EE LM CH Y, DLB TR s iRz h
TWAIELEHETLHATSHS. $7-DLB Tid AD
WCHELKKREERORH 7 FoBABETLTwY

%Y. &51Z, DLB Tk #%EIETRE 7 F7#ERH R
RFTRBERMET LTws (1), ZorRids
ZOBRHALRO LN, BRIZBWTAD &I
HELGHRTHAH. ORBEEORRRR M ISR M
EAURBIU-HoRBERLEOBENSEZ LN
57,
BHERERES 2 VIHERNETORK L L Tid
ROIXHIBRIENEZOLNDY, TTHEEOKENE
b2 Z2oNLH, ZhETIRR—KINICHREEDRELE
LRV E—/MEEEDBVWEEbNTE. L2 LER
BEHE - MEETHCHOAREREE L2
DLB BlDOHRBIOHENRH DY, 7S ) F—T 2%
BRI BREEAR M ALNE I L IRENT
WY, RERECHREERFNIILETEIIREINT
WRWEILOT, SHIOFEBICHER LR
ehb. —7, REEOMBRERREDZEZLONS.
—DIE NI VRORETH L. REEDT F g H
BRI —F VU VHTHOREINTWT, R HER
DFNRIVROEALHEEL T 5 LB R D BEHIR
HEENRIVROBELBHEL TCVLLOERIHL. v
FTHIIRIN—F 2V VRELBOFT R TH 5 0l hetks
HBH. LrLFSIVROERZ DLBICKS L THH
HRAEELLRDVAZ LT, GLAET LI DS
WOT, FRIVROBEEFRREZII(V, RIZTE
FLa) CROBRELEZONS. DLBTIZ ADIZH
~ choline acetyltransferase (& #2535 & {58 5 TH S T
WIEATRENT VA, FRFROBVIS—F VY VR



L ¥ — /MR RS iR

T presynaptic cholinergic terminal O3 4GS » §H
HETKTLTV 2 LOERH L. 3V RAEBED
B CORSPEENBA T EbHD, ) Y ROR
HIGBBFICET 2 EE 2 0N E™,

DLB D&

DLB®E# L LT Sz b Dl v, woh
D FREN 72 iR R B% € Donepezil # &t 2) VT X 7
T —YHEROREHSR SN T SY, Donepezil &
ADDRHBELAYEIEL L EINTVWAEL, DLBD
BAEL LAKMERE ECITHRTICH L TAR R L
A THAH. HmMicizhia) v 27 5 —EHII-F
YVZ AL EREEIELWREELSDH D, FRICHRE 2 EL
EEAHIENBERINSDS, AIAED K H IZDLB TR
WIIV L VOTHBEIILL L3P EnwEEZ N5,
4 ORER R RER T Donepezil HH TH o 7B
frfEL, SHABE LKA TRE SN 2 L A%
ND. FEMEEIRDSRV A PR AR R Z v 2 g
B SRS, PRI 28BN R B
T 5. SEHENBREVEREPEWD O, #21E Risperidon,
BLBERGVAEY, ZRTHEIEH I LA 5. Valproic
acid D& ) LITAPAEDLENTH LW HEMD D 5.
N=F 7 = ALHPHEKRHEETH 5 & &1 Levodopa
/Dopamin agonists A% Td 5 4%, (IR % E&THEHE
WIEHE BT 20 THEELET S, HlI—F Y
YIE LTSN T2 DLB OHIZEANC X - TH
MR BAL L T BBIH 5 5.

E: N )

BUED DLB DKW AL LR EICHEIEH 5 5 O
DOhRY BVFRENH L. THITMR T DLBIZIZH
RWHMERPLRBHEESDH Y, TR EGT RS
BoObNh, ThHEMR AL THH LD LA H T
REMED S 5. FROECREANIN T 2 RKISDE N E
DORiSH, DLBZE#TAHILEIBOTHEHETH 5.

X ®

1) Kosaka K, Yoshimura M, Ikeda K, Budka H:Diffuse
type of Lewy body disease : progressive dementia with
abundant cortical Lewy bodies and senile changes of
varying degree—a new disease? Clin Neuropathol 1984 ;
3:185—192.

2) Kosaka K : Diffuse Lewy body disease in Japan. J Neurol
1990 ; 237 : 197—204.

3) McKeith IG, Galasko D, Kosaka K, Perry EK, Dickson
DW, Hansen LA, ct al.:Consensus guidelines for the

4)

5)

6)

7

8)

9)

10)

11)

12)

13)

14)

15)

37:775

clinical and pathologic diagnosis of dementia with Lewy
bodies (DLB) : Report of the consortium on DLB inter-
national workshop. Neurology 1996 ;47 :1113—1124.
McKeith IG, Perry EK, Perry RH : Report of the second
dementia with Lewy body international workshop : diag-
nosis and treatment. Consortium on Dementia with
Lewy bodies. Neurology 1999 ; 53 : 902—905.

McKeith IG, Ballard CG, Perry RH, Ince PG, O' Brien JT,
Neill D, et al.: Prospective validation of consensus crite-
ria for the diagnosis of dementia with Lewy bodies. Neu-
rology 2000 ; 54 : 1050—1058.

Imamura T, Hirono N, Hashimoto M, Shimomura T,
Tanimukai S, Kazui H, et al. : Clinical diagnosis of demen-
tia with Lewy bodies in a Japanese Dementia Registry.
Dement Geriatr Cogn Disord 1999 ; 10 : 210—216.
Imamura T, Hirono N, Hashimoto M, Kazui H, Tanimu-
kai S, Hanihara T, et al. : Fall-related injuries in dementia
with Lewy bodies (DLB) and Alzheimer’s disease. Eur
J Neurol 2000 ; 7 : 77—79.

Shimomura T, Mori E, Yamashita H, Imamura T, Hirono
N, Hashimoto M., et al.: Cognitive loss in dementia with
Lewy bodies and Alzheimer disease. Arch Neurol 1998 ;
55:1547—1552.

Mori E, Shimomura T, Fujimori M, Hirono N, Imamura
T, Hashimoto M, et al.: Visuoperceptual impairment in
dementia with Lewy bodies. Arch Neurol 2000;57:

489—493.

BEER, & B, 4F & THEM BF #:
Lewy MEZ L L 9 BHRETAINLT—R{HIIBIT A
FAER OB, Bi & fgE 1998550 : 45—49.

Hirono N, Mori E, Tanimukai S, Kazui H, Hashimoto M,
Hanihara T, et al.: Distinctive neurobehavioral features
among neurodegenerative dementias. J Neuropsychia-
try Clin Neurosci 1999 ; 11 : 498—503.

Hashimoto M, Kitagaki H, Imamura T, Hirono N, Shi-
momura T, Kazui H, et al.: Medial temporal and whole-
brain atrophy in dementia with Lewy bodies: A volu-
metric MRI study. Neurology 1998 ; 51 : 357—362.
Imamura T, Ishii K, Sasaki M, Kitagaki H, Yamaji S, Hi-
rono N, et al.: Regional cerebral glucose metabolism in
dementia with Lewy bodies and Alzheimer’s disease : a
comparative study using positron emission tomography.
Neurosci Lett 1997 ; 235 : 49—52.

Ishii K, Imamura T, Sasaki M, Yamaji S, Sakamoto S, Ki-
tagaki H, et al.: Regional cerebral glucose metabolism in
dementia with Lewy bodies and Alzheimer’s disease.
Neurology 1998 ; 51 : 125—130.

Ishii K, Yamaji S, Kitagaki H, Imamura T, Hirono N,
Mori E : Regional cerebral blood flow difference between
dementia with Lewy bodies and AD. Neurology 1999 ;
53:413—416.



37:776

16) Lippa CF, Johnson R, Smith TW : The medial temporal

lobe in dementia with Lewy bodies:a comparative
study with Alzheimer’s disease. Ann Neurol 1998 ;43 :

102—106.

BREZFEFSHE

37#%10% (2000 : 10)

19)

Higuchi M, Tashiro M, Arai H, Okamura N, Hara S,
Higuchi S, et al.: Glucose hypometabolism and neuropa-
thological correlates in brains of dementia with Lewy
bodies. Exp Neurol 2000 : 162 : 247—256.

20) Perry E, Walker M, Grace J, Perry R: Acetylcholine in
mind :a neurotransmitter correlate of consciousness?
Trends Neurosci 1999 ; 22 : 273—280.

Lanctot KL, Herrmann N : Donepezil for behavioural dis-

17)
S, Kazuai H, et al.:Visual hallucinations and regional

Imamura T, Ishii K, Hirono N, Hashimoto M, Tanimukai

cerebral metabolism in dementia with Lewy bodies
(DLB). Neuroreport 1999 ; 10 : 1903—1907.

Bashir K, Elble R], Ghobrial M, Struble RG : Hemianopsia
in dementia with Lewy bodies. Arch Neurol 1998:55:
1132—1135.

21)
orders associated with Lewy bodies:a case series. Int J
Geriatr Psychiatry 2000 ; 15 : 338—345.

18)

Abstract

Dementia with Lewy Bodies
Etsuro Mori, MD, PhD

Dementia with Lewy bodies (DLB), the second most frequent cause of primary degenerative dementias following Al-
zheimer's disease, has been increasingly recognized since the proposal of the consensus name and clinical diagnostic crite-
ria. Although DLB overlaps in clinical, pathological, and genetic features with Alzheimer’ s disease and Parkinson's disease,
DLB should be understood as an entity with the essential feature of the presence of Lewy bodies in the brain stem and
cerebral cortex. From the clinical point of view, DLB is characterized by the presence of progressive dementia without se-
vere memory disorders at the early stage, with significant cognitive fluctuations, well-formed recurrent visual hallucina-
tions, and spontaneous Parkinsonism. This article reviews recent clinical and research findings, including our own, to facili-
tate clinical recognition of DLB. In addition to the supportive features described in the consortium clinical diagnostic crite-
ria for DLB such as falls and great sensitivity to neuroleptic drugs, our studies found other frequent disorders including dis-
proportionately severe visuoconstructive and visuoperceptual disturbances, transitory alterations in consciousness with re-
duplication phenomena, misidentification delusions, and non-aphasic misnamings. Neuroimaging features include relatively
preserved hippocampal volume on MRI and occipital involvement on metabolic and blood flow imagings. The correct diag-
nosis of DLB is important to administer adequate treatment, to avoid adverse eflects with neuroleptic drugs, and to estab-
lish precise prognosis. The present summary of the clinical features is hopefully helpful for clinical diagnosis of DLB. From
a therapeutic point of view, cholinesterase inhibitors seemingly show some efficacy in the treatment of cognitive altera-
tions. Further research would result in advances in diagnostic methods and therapeutic aproaches in the near future.
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