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Bl 7t 5. R &Rz Ok, DLB B3 Tld mini-mental state examination
(MMSE) % X0z iEL2 AT A MREEHFELE RSN LITL
BRI I ETHS.

LZBT, BRI S—F Y VRBEORRESH TV &, BEOR
WTRENEZ S L T BEFDBH B, 20, N—F >V VRCRAELE
Bt L 72 ER (Parkinson disease with dementia ; PDD) 2 DLB £ #7% -
WBEDDEWDFEHPEL L, REAEEFRD R\ 8—F >V UK, PDD, DLB
WIRERDDLIOPEWVD FHIZDWTIE, 7, #ENBERTIZPDD &
DLB O & b Z8RXEEENEE LEFDEIL D, BEAED L/ —F
YV URBETRIRSABEERDY 75 4 7L EBEREEENEERD Y 75
4 7 IRIZIFELVEETEET S Z & &, PDDEFIOBEKER G DLB fEF
ERFIBDEWCAWZ ENS, DLEDIFIER L FEREOLELIIH D &0
HEZFBERER 2TV S,

UL, IBIOF A R4 i 1 ENV—25 Y, DLB IZBAESHIR
L7zD EERED, 20 1 FEURN S—F >V VERBHERLIZBEEINT
Wz, ZhiRSTLT, PDD 3 s—F >V vig L EERZI Iz 1B b
WEREHEE S L-BICHweNTE . 2O DLB &£ PDD ®EWiIZDWT
&, FEROFIFEES D DLB T3 & D ST, BRI E R 2 2 RITiIX
REREBRNPZOEEZOND XD WCikoTz, INE THEHEFIZEN R W ER
HEINTWEHDIZIE, WEEERE, FEE, FREBMHENEY, mRESE,
HEMEHERSE, -3 Y VEROB & EEE, TUEHREECTT 3K
G, 2V AT 7 - YHEECHT ARGERENH S, Lrl, Ih
5DEBRCEST Vv 4 —/IMEKRHE, a-¥ X2 v 4>, AD OFHEZE/L,
Za—arOEd, L THBEENZEEDOZNENIC OB TOFHEIR W E
PRWEE > Ty, 1FENV—1i2k 3 DLB & PDD O EE IR L Tl
a-VXIVAVDEEZDLDTH DV 4 —/IMEFIZB VT, 70 BERE
BO—FHZ R TO T ERWHEETH 2 L OB 23, SHD
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B 2aEsei A—Fr VR LY —MREIBRME

£ 1 LY —MFEIRME (DLB) DEERBETEE

1) possible ¥ 7z 1% probable DLB D271z ZHZHEIR
EE SR E 7 BRI EE L X 1 TEEOETHRARERE OFE.
N BB ESE RV LD EPEIT T LIRS,
TR, EiTEEE, HOEBEOBENFICENIOIELH S,

9) HEEER (probable DLB 23 2 D%, possible DLB 21 1 DHAEE)
(a) FEELHEMTS OEBELRELEED BABREOEE
(b) HExh, BEANLZANEORED RS N5 LIHREER
(¢) BREDNN—F vV VER

3) DLB 2783 28E (1 oM EOREREREUTO S 5 1 D ESF® & vihid probable DLB,
HEEER DS S IR D 9 5 1 DL EAFE® & huhid possible DLB, Probable DLB & EATF ORHED
AT TE R \n,)

(a) REM EER{TEIESE
(b) FUEHREADOBEE
(c) SPECT 7213 PET T, EEBICF/S3 > « b I VAR —F —DEDAKET

4) DLB 2%HE T 2818 GEECED oA 02IEBEENTHE TwZRLb D)
(a) #vEimf e km
(b) —@tn, FEETHOEREE
(c) BELEEMEREE, 72L& 2 JEIIMRMESCRES
(d) STHRLSOLIHE
(e) RHHZER
(f) 3
(g) CT/MRI CHIEENAIE S S BRI Tw S
(h) SPECT/PET THEEZ2SDAMEHROE Y ALPET
(i) MIBGLEY > F27 57 4 OEE (BDAHET)
(j) fHIEEZE — @S % D B ORI

5) DLB ORJEEED A2\ d D
(a) RETEERMERERTEI T SN MNEREEDFE
(b) BEGLZHEAL S 3 HHEBLMONREOEHDOFE
(c) BHESBECEFTLLZBEATRCD T S—F Y VEROABEHLIZES

6) fEROEFREIR 4 HIRIER

IS—F ) RS T 2 DART E 72 B AR ICRRAE TR S 1L ES 1 DLB L 2h s 5. B4l
FERMES /S—F >V 9B (Parkinson disease dementia ; PDD) 3/ N—F >V B TH 5 Z & H3H
S BECRMENHR LSS CERT 2. EROES TIZERIICR b BV 22HE 2 /HA
T8, —IREETHLELVY 4 —/IMEERENERRZEbH S, DLB & PDD ORKFIMNNE
RIEFIEOBC IREE & S—F >V VIERORERMEY 1 ELRLELO 1 ENV—VEEAT
RIS, 1 EV-NVUAORMEEBEEZEAT 3 L7 — 7 ONECTRFERO HBIZE
HESRTVFITHASS., BRFEENRETCEERZ EOMRDOHEICE, DLB & PDD bwH %
AT LT 4 —/MEE R a-synucleinopathy & Lo - EBO L TRENICRLONE I L b D 5,

(McKeith IG, Dickson DW, Lowe J, et al for the Consortium on DLB : Diagnosis and management of

dementia with Lewy bodies : third report of the DLB Consortium. Neurology 65 . 1863-1872, 2005 X D

51H, 3%
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BF « BEFEMECIREEORBEODICIIERAZERETHL LI H
HTEIRICBLTHEBEINTVS, 72720, #HEEWTDLB &£ PDD ©
FEZEIBEBWITINS ZBEL T Lewy body disease ¥ 72 1% @-synu-
cleinopathy ¥ WoEHEBICED TIWELTWS,

2. RREEAR

1) BBOER

DLBEBEHED ONIBEHOERRITARCEUL TS, TARD L
S ENFNERETERVHDTH S, ZOBEFBOERIITA, Hae
BIRE ST, BEEEED FTEIN SR 5, 12 & 213, SRAIBREREDORRENEH 50%
LEET 2, ROADHEILLYEDZ b TERLALEZIE, €81 TE
2L 55, FRLUESHRRETHESSoNZWREN» RS L EHEHE
Y OEGEEEZLIRETH S, BROEBFOEREPERT 270 NE
FWERT 200, 122X [BEIAVELITWDE I EWHHREZ -
TVHBIZELRWIEREIRSHED 30, [FRL BTy
BOWHRIAEDIF—o & LT 3B 9], R 7R TR
QBRI EIE> Twa 23S0 3o, [BRORE, FZEE2ROHTWE Z
ERHDETH] BEELHONTE EBERERIEONLY TV, BREROLRITE
HEP AD BEZ L CMESRAERE & DLB 82 &R T 2BIERT
HBH, —F >V FETIE L-dopa OF 7HREEL ORFNCHERL 2 T
THIR,

2) £ R

WD IRTEMEL R, DLB ORI R bERTERD 1 2T, &Y
Hn oo oD FERLNE»SOERICEDIL A7) —= v JHEI,
YIREDOTERE & 88 #¥)%E ¥ % Neuropsychiatric inventory (NPI)*"23% %,
7272, 2@ NPLIZSTHUANOLTR LB XA T 270D b D TIZR v, &8
HERNZ B o JEEED 2EFIEZ E VT 4 —IMEDEDE L, LTHED
BEMIBEEERIMZIOV Y 4 —/IMEOE EMHET 2 EHES LTV 55,
U» L, DLB ORKIMHEDOMRE TIZBEEDRRHEIC—E L 72 EAL 0 M
TORREINTEY, FRMEFENCEIRERKEED T €52
ETHBRET 2 L S h, L EREIROFEEEIBHPI N LZE LRV,

3) N=F VR

DLB O#FRIBEERICIE D E VREN BV ETHRED H 20, LEHKE
BE, HTRE, KESEHRN LV EEFETREAPD RV LS ERNH
%, REHBREBRERSHT I LHENPE L W COMBERIE D 505, HENE
BEfE=E O 1< 1% unified Parkinson’s disease rating scale (UPDRS)#3H
WwWonb, FHBERED RV S—F > Y URIZEERT L-dopa 233 5 K
JEERZ LW LD O REROEESESE L Twa L#EEINL TV S,
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B SEE MY X—F 2V iR, LY 4 —/MREIEERE

3. DLB #R% 7 % Bk

1) REM EERTTEIEE

REM HERTTEIEE (REM sleep behavior dlsorder RBD) k1%, REM
FEIREICEER LT U 5 DT 2 X3 0F L & b ICBHN 2 Bl % /- 3 EM0E
BMTET,BIERY 757 4 THLEHBERPRINTHDPFHETDH 5.
Z OFERIZ DLB, /$—* >V K, multiple system atrophy (MSA ; %%
HEMERE) 72 £ O synucleinopathy THR® &L, ¥ VA /RF—7 I a4 FX
F—TIRENTH 5. BRIy Fo8—= =1, [RM, ZBARURZ L0835
DETHl, (BOFFCTETAIZILSH 2Tl ELERMT L L0,

2) MBHRE~OBBME

DLB &2 PiEmEc BB KGL T, S—F Y VIEROBELE & b
W, BEREELRVFTTLIEMHREINTED, BMBERNR ETDEE
REERFER L TIidR o2y, L LERIZIE, DLB &8 U CER &
7z ié’Emii’“hWﬁﬁ“ﬁLﬁé NTWTHBEELTED SN VW I EHE

X o T, EEESEDONE NI ENDLB 2HET SRILCIE R SR

7f)§, HLLBEENEL s NNEDLB 2 RBT 5 I LR 5,

3) SPECT % ~{Z PET

BF-deoxyglucose % F \» 7z PET %" Tc- HMPAO 12 & % SPECT TiZ
DLB & AD O#RIZHEETH 253, 2R T 2 BEEDMFR T BEHFITE S
BELHL, THIHLT, YFTARIRNI Y « F T UVAR—F - AT
LDOKEREE G A w CEERERBREORETCOIRY AL IR T 5 &,
DLBWIZEDAAET 2RO 2N AD CREE 455 2 & BERICEIL
230 Z DIEEEERICE VWSO NE VA Y PRV 20d b5, wiFhdb v+ 7
AB= o —0 Y EEOIE L 2 27 DR/ S—F >V E, MSA, #1TH
B R (progressive supranuclear palsy ; PSP) THbEE%X2ET 5709
FEENLETH S,

. XET 3R

DLB BEZLELEREDONDD, BEBENRCRI2EESDS. T0D
IR, ERE, BREIEED 5 DRERE, EWRENDHD, BhTH
EEORER, iR EENEPFIEEEBICL 2D EFEZIONTVL D,
7z, SIRDAOIERRMZER, 50k bET 5 2B ERREM
BEDERNHE LW EMNZ W MOEREZH TERLIN TS bDIZIE
DLB ® MRI TIZEEEZENAIE & BE ORES BRI NS 2 Lo, HR
DEFENEIT O L, #L THEEZEICOWT, MRI TREHFEZHD 2 VA5
WET (SPECT, M 1) ERREHET (PET) & 6NV Bh b Lo
RRRRTH S, iz, LAHORBMEHBEEEOBEERHE T 5 [1-123]
metaiodobenzyl guanidine (MIBG) L5y >~ F 272 7 4 (M 2) TiE, DLB
CBWIERCEBEMNET T2 20 HESINTED AD Lt DEFICEH
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1 ECD-SPECT O E/{&H#EET#EMT (easy Z-score imaging system)
61 m2clE, FEPREMTIE DLB., MROBEETIAL%E Z-score TRT (BEIZ 2). BHEEC
MFET 23D 5, ‘

2 The H/M ratio of [I-123] MIBG LS »F 4557 4
65 B, ERIRZHTIZ DLB, 728 early scan T H/M Hiid 1.24, £ delayed
scan T H/M HIZ 1.09 EZBRETL T3 (4FE0h vy M4 7{EI3 1.8).

Tdh 5. DLB ORHE EHIEA & ORI, BEROES), HEEC—&%0

REPHBET 2R EORENHZ L a3 T2,
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B RmEEEI-F VR, LU —MERIRAE

Rl S— Ly IS ) B RETD

SEE, < ORBEW S—F >V VRORREGFBRWEZINTE D, R
W a-¥ X 7 VA O triplication TREREER ST 5 2 eWHEINT
W3, BEFOEBRE, KEROH D/ —F >V URFOZE LIFROBEIF
KELHELETHHLDOEEDN, INETHEEDOD o FKEES—F YV UK
DEBEFEBRBIZOWTHET 5.

¥, 7 OFESTEELEEFI a-¥ X 7 VA >, Parkin, PINK 1, DJ-
1, LRRK2Th 5. # LT, 131FFHEER UCHL 1, NR4A2, synphilin-1 &,
SESERENT T F OFESTE SN TWwS PARK 3, 9, 10, 11 88#iFsh 3,

a7 L4 (PARKT)

19974, FV Y ¥ kA FUTODRBREZBOWTC a-v X7 v A4 VEEFITA
53T ™ missense mutation 2SR DH - 723, BEENIELREBENE TESE
F1x 85%. EERGERIE L-dopa WERIRERFEED/ S—F > Y VKT, FIEE
W13 30~50 BRIRT, T 45 B L i <, WESIRER CIERE ORI
VT4 —IMEREO SNT WS, 512, FAYVTIE AP, A1 > TlZ
E46K @ point mutation 23$R& & 1723439, A4 ¥~ DEFIIE 50~65 R FE
FEL, FETREOERD 64~T5 R TH 5. HF B EFHIEOIRTA 2D, 2
BINBEOWT EIIEREVICES TS, RENTRETH - 7z SFERFIF 4 #1
W IXETEICERAELEH L T D, 2 Fl TR ERD T 5, REERNIC
BEEB L UOEETHEZICV T 4 —IMEERD T EFREIN TV 5,

KT a-¥ X7 v A4 VBET triplication®® D#RENH 5, i, lowa
kindred ¥ FEIFH 2 FREAVERFED N —F >V VIRORKR T, BHREEENE
BEEREZ > Tw s, FEFHITE  24~48 %, BRERTERE S—F
VYV VR ERBISTE T, L-dopa W4 2 RIS FIHICIZIBEFTH 253
BRI EEENERE L T, i, P o BEMEEES L B ENL
SEEE 2D, HETHHCIITEERREEE L NEEESRN S, MR E
RN EE L ERKO 2 —u Ok E, FELTARMEEZLV Y 4 —
IMEDEED SN TWE, E2, a-¥ X7 VA »EEF duplication®” 270 7z
KROHETHEROMBEEEGEN% & %25, triplication DFRRERLRD
FIEER I LEEAE, RRALBAEL2EHY ITRREE—F Y VL
RApTERLEREINTV S, BROITIIFRIEDOREEZ AT 55, F
BOBEREEZTHLEY®, ZheoDRENPS, BER a-¥Y X7 v 4 Y DOFER
DEEOEFSFREEE L L THES N T, B, triplication & dupli-
cation TIRBENEDEHICELH B 720, a-¥Y X 7 V4 »iZid gene dose
effect NHBDHDEEZOLNTWE, &, Bl a-¥ X7 VA VEBIEFEHE
NEOHEBEEEPNL TV T 4 —/MEBEOREBREFICR S I WL LER
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B

D, SEROMTHRELFZOND.

Parkin (PARKZ2)

1998 FElcgE 2 N, PARKI (a-¥ X7 v A ViBETF) LB D ELRAE
HHEREERE L5, BER 10RAEEETERICETT 2, X—F 2V
RO BRSNS EANTE IR b, BEER, YXM=7, BRETUE,
RO BREEMNRD 515, L-dopa 123§ 3 KIS IED TREFT, LiIE
IR & dopa BRMED Y AF AV 72 E T %, Parkin iz E3 2%
FUVH—XTHY, TaT 7V L EERMBCEELTwEIEnb2
EFxFr-7ua7 7V —LR0OBEEENREBELTEZONTVWS, I E
TOWHETHE, HROEHEELO N N—F Y VRERD I bBEATHI50%
23 Parkin BEFOERIZL > T3 L &R, MEHTH 20 BUTICHREL
TeBEEME = F Y VIROBEWIEE  OEFNC Parkin BEEFER 2D
Twb, UL, 0 BUBED/S—F >y VEHIT Parkin BEFOEE 2D
%z &3 s, Fill, Parkin BEFEROREZE I/ N—F Y VHFD
HREGHRAEATE2ET 203K Tn 3,

PINK1 (PARKS6)

PINK 11X, PTEN (phosphatase and tensin homologue deleted on
chromosome 10) induced kinase-1 DM TH %5, Z D PINK 1 &EFOKRE
BEBEEIEFEREDOERABLEEGERE b D/ 3—F Y VEORE
BERFIVTHL I ePFgEa N, PINK1Z 7 a7 A ¥ r-r—E0Es %
LbOIPIAVFYTEHERI—FLTW2EETFTHS, &#¥, 20 PINK 1
DEEILIFIBODH 5 IRFATRVIZININ, Z0%IFKRTOHEHHHE
Rtz FOEEREIZ Parkin D2 UL TEB Y, 20~30 mARICHEL,
BRETET, L-dopa WX K RIGT 5. L L, Parkin ® DJ-1 & EERTHE
TP SDY A =7 BP0 EINTWS,

DJ-1 (PARK?7)

DJ-1 BETFEE2IIEREOELSEEGERNTH L. DI-1 CHEXT 5%
DEERED S B, N—F vV IRKEEL TEHESA TS50, B{EA MV
ApSZa—uryERETIERTH S, BKRERO KD Parkin i85
FEELEULTBY, BEERET L-dopa ~ORISHES L v, F72, HETIE
BRTHEBERPEFINEYA N7 2RO 83N TWwS, Lirl, BE
BOLELPEFICE EE-THBY, HRREZNEHICIOVLTHREET
b5,

LRRK2 (PARKS8)
TR DO AFE RO & BEFED 12p11.2-q13. 1 IHERE S #, 2004 Fi2
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Bl SBEERRE S/ S—F 2V VR, LU 1 —/IMFRIERRNAE

LRRK?2 (leucine-rich repeat kinase 2) 3% OEEREBEEZEFTH S Z 3R w»
Pank®, ZOLRRK2ICIZS2 D7V »BHD 2,52T07 2 JE»s
k% dardarin EE%2 22— FLTw5, 20 LRRK2 OFFENPEE THEI N
T3, BRI ITEREREEETEAT, 40~80 RIZIENHRED/ —
¥ FERTHE LR A L EEBMWHEI D, L-dopa 29 2 RKIGHEIZR
v, Lal, ZOBERTFEE 2R OEAOHBREFENATRIZZKICIDz-
Tw3, vy —/MEOHEBRIBEMC LV TRET, LrdbiRiZMgiBERE
MYORER S HhiE, BITEEEERERDOS VAT -2 BT 200D 5%
EHETHS., £, BRIBEOIRELE —F >V ROBK%IE I OEEF
BEPETLN, VU4 —/MERFFOLD, FEFENCIEETFREE 2R
O E KB OD RV ERESINT LB, T, 7/ L0 EE G
AL TWn5,

UCHL 1, NR4A2, synphilin-1

UCHL 147, NR4A2%®, # L T synphilin-1*0OBETFERIFEI LT
20, SESEE T IEHREGTFO I VLAY —7 LV AL L 2 TRV
ENLDOTH B,

UCHL1 (PARKS5)

Ubiquitin carboxy-terminal hydrolase L 1 (UCHL1) iatv*x5 -7
077V — AR EEN IR EFF UERO—FETH L, FA VI
BT UCHL 1:EEF D missense mutation 2D FINIME S iz,
DOHfizE X 51 £ 7213 49 BIF W LHIFRT A TREL, EiE, B8, 23R
EEIZHETLTWS, WEEd L-dopa T 2 RIGENSRIFTH D, HEIR
BR—F 2V ETH D, BREIEREFEBEEET, TRE2REEERY
AT EREINTV S,

NR4A2 (NURRT1)

NR4A2 BEFEED, WMFEREOFELROEREERERERZ b D/8—F
VUBOBERE LTHESNT, NRIA2 /v 2 7 F 7 ATREBED N
NIy a—arOBEEIFELCRO, ~ToEEEDO/, v 777 h TR
Tk MPTP ORI T 2 B2 HAME L Tz L 3N 3,

Synphilin-1

Synphilin-1 ¥ v 7 4 —/IMEO—EKKZPTHY, a-¥ X7 v A > & Par-
kin OW A L MHE/EA %79 . Missense mutation 2 DINFHEME S—F >V
VIRD 2EFIDBIRE S, HBOREERO I LLSRER S—F >V R
DFEREETEHEEEIN TS,
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PARK3, 9, 10, 11

PARK 3, 9, 10, 113, ST LY 2 Fh 2pl3, 1p36, 1p32, 2q
36-37 v v ErTSENBE I EDNHFEINTWEY, BETFORECEE-S
"Cl(n’;fl,:_

lB@Fﬂ%

Ak, DLB i3 < Do DRI % B & T 2 R RE R 2 & RS
TH%. DLB OEREENZINCLE 2D, MRNCEAELET 54
BIOROD EZ iz v 4 —/IMEBREOMW B Z L THL, Lirl, V74—
EOMBFEDRENE T 2122721 T AD MO % < 53 DLB OIRHEZRIZHT
HEEC—HT 2Lk D, MEREHEEIE RECED 2R RO
AL —/MESRRE L THIRT 20O KRERIE DLB O Fhiz—E L
BWZEbHELIRoT, 2O LD REFINEENS Z & DLB OK
PMEEORENENZ LDO—HICR>TW3E EEZSNT VS,

PEDOZ Ens, 20054 12 BICHERINLE IR TIIV Y 4 —/IMED
REE ADREOWMAZEERNL, [L D DLB ORJEEERDH 2 | L5 »
EWISEID DT EITIHDIE R -TWS, ¥OHFECIZ229HD, 120GV
74 —IMERORESET S LD (F2) T, 35V Y 4 —/MEFEE AD
FREOBEOHEBICLD EL 5 DFRICTVWLEHFITILDOTHS (E
3).

1. L-dopa, D,~-7dJ=X}, g3 &

N F Y VIRORFBEREEE ICXTT % L-dopa OFIRICIZERLH 3,
bHELARNIVICLOMECEZED S Z EBBRLE, 7-F X%
Y —, EEOREIENC S IZFEL Tw3 & 572, i L-dopa 12 & 3
HEEPRSOWE L D2IEFENLHESKEVLITHE, Lrd, B
HEZ &L T 25481213 L-dopa OEIVEF T 5 2 $EEL RIS MR IR TR 23
HIRLR T Wiz, X5 ZORBEEAERECZIRTWL, LaL, /S—F
>V IR OEEIEEE DT 1T L-dopa BE—BIRETH L 2 L b D IX
L, NN=F Y VR THAINTIZISHEEIGESERONENHFTE 3, Lo

,mﬁF%Aﬁb#A—#/V/F%%wiDLB@@%f%@&%LM
L-dopa 22 E» 5B TEHIET 2HREENEET L, D,-7 T2 s OFEH
OWTIEEWER & LT OBMBERMSFER LS8 FEREROBESH L
A, MFEFHORVERDL HL-DBEICITEETHAINE EEZ 5
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B e af 3 N —F oV UR, LU —/MERBERVE

x 2 B, UBR, FREECHUI LT —MARBERIEDO/ Y-V IZED(, LT —MERIOENY ﬁh‘

N B A [EE 200/ 3004 5 iR B

Lo —MABUREE a9 10 BEHK BE < 4 b RO BTRNE SHRE [IEE HEE
] Fdrehioeas HER 7 -
i g vail) 1~3 1~3 1~3 0~2 ) ~1 4~1 0 G 0
Wil (BATE) 1~3  1~3 1~3 2~3 2~3 1~3 1~3  0~2 U~} y

U AN RER 1~3 1~3 1~3 2~~3 34 2~4 2~4 2~3  1~3  (0~2

SRR O IS E B RPIRO 3 > 2 > Y AH 4 P74 > (Neurology 1996 7 47 © 1113-1124) 12X 2.
0:L, 1IBE @av Yy —MEER3L Yy —%8E), 2 PEE (1&%2?‘11ULXJ:0)W’V MEE,

B LY 4 —2eig), 30 EE (EEECAEMEOV Y 4 —IMEE, BIET AL U4 —RED), 4 REE (MR
DV 4 —IME LB OLV T 4 —2RHE)

(McKeith IG, Dickson DW, Lowe J, et al for the Consortium on DLB ! Diagnosis and management of
dementia with Lewy bodies : third report of the DLB Consortium. Neurology 65 ! 1863-1872. 2005 & 5] A,
W)

%= 3 HESNFRRY, BERNA LY —/MEBIRAAEEBREECRE L TV 2 AJREHOHE
T oA v — TR

NIA-Reagan £E NIA-Reagan NIA-Reagan & &
(Braak stage 0-1I) (Braak stage III-IV) (Braak stage \'-VI)
v — /A EIRE
iRt el & liv &
AFE (BATED) = o &
U AT RER [ = H

NIA ; National Institute on Aging.

(McKeith IG, Dickson DW, Lowe J, et al for the Consortium on DLB  Diagnosis and management
of dementia with Lewy bodies : third report of the DLB Consortium. Neurology 65 : 18635-1872, 2005
L V5H, BE)

o) vEIZNBEELEABERZET IR0 TRETRETE L,

2. ) T RXFS5—+ [ EZE (cholinesterase in-

h|b|tors ChEls)

R—F 2V SEOBFEC T2 ) B =2 —u Y OEFENESBb o
Tw5, ChEI OB BMHEIZ D W» THEINICERSE L7z D% Hutchinson 65”(%
D, REEZEH LI S—F Y VREBZE WY 7)) v ERE LI L 2 AR
Bge kﬁ@%%#&%én,ﬁ%kﬂﬁk%ﬁﬁf%ot.it,@@ﬁ%
DEIRD Ko7z, FARINVIZOWTIRDLBRZDWTOHMEDLH D,
REANSVELLDOO, $EE, BHEER FABEZCE T2k
2N T3, Rivastigmine 2o\ TH DLBEEFIZXMRE L KEBEZES
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