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A

ThR (R 1) DERPHEESNZ (TL—F

58 By

DLB ORIRZKOKRA > M EHH SN T 2B MikELZERL, ZOMH EOREN
25 &L, DLB OBIRZH 23k 5.

W

PER-TEF>X

1. DLB QEERZBEORA > b

DLB D IR WT OB A M FRAMES B & FIARIZ, G Z BRI RS E, AR e 5 o 18
BTHY, W, PRI, A, RARES L OCRMIREBOBELE b A
AT . BEST AEBMMEE, S—F VXA, B0 ET BB RLIE, D OEIR, B,
T 8T —, KPS DL EEORMAEIR, F B R SR ONNE, L 2 IEIRTTB) 5 REM
sleep behavior disorder (RBD) %5 DLB IZHF B 2 e 2R &4 5. FR49E1X DLB o
DIZRHFEIRTIE S 245, WAHNTIZLE L RAEREIRIERICT 729, ) DRERFE O
MHERDPHDZ EDR LI LIED 5.

BRIRAE W, FEMEZ IR L 729 2 CHBIMAZ I 4. BRI, MRS o —Bid,
S MRI(DLB LIS o> AR 5 0 RS A 15 0 SR & BR4Y) . PI-MIBG L &~ 57 7
7 4 (MIBG LY sA A /ASE FAR I I PRBRGE A 2 L), MMM oE SPECT (£ B 2 ifiL it 5
T), FDG-PET (FBHEAMKT /REBEH 2 L), 283 ¥ b T Y AR —F —Wif§ (FFHIZ
SR 235 b,

TR BB O G & LT Alzheimer 75 (AD), M VEFRANE (VaD), EFT PR L PERR
PR KM A EMIES DS —F vV = X L L BANER B3 558, Creutzfeldt-Ja-
kob JRENZF LN 5. FBAYEZ £ Parkinson 3% (PDD) X, (& A & D4 DLB & [H
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F1 Lewy /MFEUERHE (DLB) DERKZEEERETIR (53 E DLBEKV -7 > a v 7))

U)¢MW%@¢RBﬁﬂﬁ%mmmbééwuéwm$mb® SHTICLE)
BB SOBHETH 205 2 ETHEOBMEERT & L TEES W BBAE. I8E T
a@ﬁ%%urm%u IBFTUHBERISAEVGEED H D, B, EFTTIEHL1ICES.
(2) PZEVEEH (2 D%/~ € (X DLB (ZITFEE, 1 DTIE DLB %)
a. FEPEELANIOBEZ LT & 4 5 BRI OB AL
b. BMERICIFEFANTHERALARAETD, #V):RUBRT 3LE
c. BREEDGFEROLEW)/IN—F> VXL
(3) RERAVAS (PIZAVASE 1 DLILEICIN A RMRAVASE 1 DLIENTFET 21554, DLB 33X, i
B B WD TRIREVEEAS 1 DRI EHNIE DLB SV E T 5. RO A T DLB (2 ITTEE
B TELE W)
a. L LHAERTTENESIE (RBD)
b. BELIBEMRECHT ZBESM
C. SPECTH2WEPETA X =Y > JICE o TRENDZIARMEERKICH TS KNI TR
R—2 =) AHMET
(4) THOBHBEEHEET VR GEIFAZh TV E W)
1BV ERME - Kt
—@ME CREERBEOERES
SEOBEMRES (EXXMELE, RAZE)
KRS DLE
Rt hi-=18
S DFEIK
CT/MRI TARAIAISEE» tEBHIR = h B
. B SPECT/PET CHEBEEICEM DIV IAAEKT
. MIBGDEFY > F T T 7 1« TBRUAHET
B TiRBAE S £ ORITEE D —BME 8
Q)MBwﬁﬁﬁiﬁb&w%ﬁ
a. BTEMHEEEPREIGR LA S » 4 N EREEOFE
b. BRRIGED—EH 3 W ILAEEHBTESMMOEFSH 2 WV IERHEEDTERE
c. BEDORMEDEMRICE > THH TN—F LY ZI LN HET 256
(6) MEIRDERREAYERE
(N—#y/—fAﬁTETé%@WV—*>V:XA%ﬁﬁﬁ6muﬁﬁu%ﬂﬁﬁ$U?ué%
A, DLB &22Wrd 2. FBHME %1% 5 Parkinson #% (PDD) &\ 5 A&, #[E /-2 PDD D@
RHEEELC 255G Lmubﬂé ERICIE, BRMICKR OB AZBEPAVSNIRETHY,
wamwrw;oa SIEMAZEN LELIEERTH5. DLB & PDD BO&ANFLELHRET
&, BEIVEDREI» N—F >V ZXLOREZED 1 ELIRNIZE%E DB &T5 1 FIL - £H
WBZEPHRIND. ZThUNOBEZRAL 25E, T—20BBEXEBISEIL2E L2 2L
PFEEIND. RREZFNMECRAREREZED, ZhLUORROEHEIE, DLB & PDD Off
HIE, Lewy /MERH D VN a VXV LA VEBEDLIGHT IV —ICL > THEMICIEZS Z
ENTERETH 3.
(McKeith IG, Dickson DW, Lowe ], et al; Consortium on DLB. Diagnosis and management of dementia with Lewy
bodies: third report of the DLB Consortium. Neurology. 2005; 65(12): 1863-1872.)

‘—-—~3'OQ -~ O QO O T O

—DBEHARZ b A (Lewy MEE) IR LTEBY, /X—F ¥V = XL & BAGEREIRATH
BT 2MF0E NI X o THIR LR 7% 5 721FF (DLB & 2 WiZ PDD) S b Tw b
(CQT7-2, 300 HZMH).
2. DLB OEMEZLE L&

1976 4E LLRED /N & D — (mﬂf Wi, KRS0 F A Lewy MASE O FENE (1984) A33&
BEL 7 ) DLB &\ ) B X OB L AT S 72 (1995) 7. BUfE— MM S
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Tw 2% DLB OKZ W H#EZ, 453 DLB EEEY — 2 ¥ a3 v 7(2003) 2B} 5 5o
%, McKeith 512 X - T 2005 4£12 Neurology ik LIZ/AZR 1172 DLB WRZB WL #E L ET
WMTHs(ED(ZEFYALAVEY, Zhig, H1ET—2 a3y 7(1995) #1225
N7z DLB FGRZ Wi (1996) "2 AL LT, ThEWFTLbDTH 5.

YETHI DB W HEHE (1996) V1, O HC YR GEATHERAIBRAEIR T, LZHIEE), @ ik
R R RE o £ H), KW, N—F v =X203HHDH b 2HHAMU ELHNiE
probable (BRI IZRESEF]), 136 H 7213 &1 possible (B BY) ) &2 Bl ik F 1 & L
THEY, SOHICKRNEY, SElFgrfishs. 1T -2 a v THkiikE
(1996) " DFEAMITIE, —MIIFREEIH VD, BREMIEW2 &, §745b D probable DLB ®
BWiHHE R 721X DLB TH 5 & LIZIZIZHE VRS, —FT, SWikER G 7%
W& O DLBIEBIZAEAES 5 2 E A E %2 5727, 22T, DLB OBWiikiE sy R
ETIFL 2L REE RIS HEEMET 22 L OBLEESH S 2R 57z

DLB [ 22 Wi S 3T (2005) 2 12 BV T, HUORUSRS, R IISEB o H H 13 1996 45
B % B LT %708, B2z [RIBIIEE] OEH 2D Y, AT 1 D Lo <
T HRBIEES AT 1 DL k& i probable DLB (R IFIZMEER]), PRI IA <
T HRBAIEEAY 1 2L Ed S possible DLB (Bt ) & 3 2 HERMEDET L XN
72(F1OD). ZOYURTBHIEEDOKE, FREICOVWTOFMIISHOBETH .

RYETHWHEAE (R 1)ICIEV L DD OMEN - HENDEAAET 5. PRAEHIZO W
TOYIWTCRIE L 2 2 D1, [FRIEREOZD) ] OFHii T 0, SHliEF OFFEIIZ L.
CORIZOWTIE [E8)] 23T 2 A7 —VERRESh T2,

F72, iSRRI o DRIZBEE] OFICRRNI VI T VAR —DA A=
FHEENTVAS(ZEF Y ALV 3h)Y. LaL, AEICBWTILEE QWK TIIAR
TRAHARETH D, —J, AT, LBREMBERETH 2 PT-MIBG L > v F 7
574 (1) EoA Mt TEwRAESE LTHHShTwb (ZEFy AL
ANV 3b)7. RBAVEE EBE T A MEBIREOP T, REARE SRR O R E 2 M KRB
DLBICIZIFREEN L2 5TH S, LaL, WETBWELETIE MIBG LY ¥ F7 5
7 412815 MIBG Y AARK T I ZFHWFHEOPIZETEINTVE 00, FKTIE
MIBG O fIFEER AP 22\ 7202 E DA RMDBA SN TE LT, SHBARH» L S
LIZZEF Y AL NVOFEWIHIEBCRZFE L T LEYR D 5.

FEIRDOEH ORI DWW TIE, AREETBWHREICBWTYH, BAEDIED/ S—F v
S ALBIER, HBHVIII—F VY S A LBIEHRD 1 SEDNOYE%Z DLB L L, /$S—F
VS AND VAEL ERAEICAT T A A% PDD &5 [14EV—IV] ZHWE Z &M
HEREENTVBEA, WHEOMICAREN 2E NI AV DT(CQT7-3, 303 HBM), 140V —
VIRIIE R L, HL EFTOIHRMENLRIEEICT IRV LICEHET S, Lewy /AIMEIK (O
BLS, 1980)" &) Wi 2B a7 LIELIZAEHTH 5.

X512, DLB OKZH 2842 L TW A DI, AD ROy DLB OHHICIE L
ELIRIRAELTHB Y, Lewy BIMEL & AD RUREL O W& AN AER IR O FEBUZ &5 LY,
ZNADLB OGRS H OWEICHEST LI L THEY. ¥y uyN—rary v v FB
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1 AD(A, B) & DLB(C, D)D®I-MIBG DB > F 957«
A:AD BEoMM%k B:AD BEO%ME. C:DLBEZOWMM% D:DLB &
HOHRMNG.

MR - PI-MIBG % 20 007 5+ —1Em§. %%  PI-MIBG &tk 3
e tR 0 7 5 F — L%

AD & TIX, EWICEREERIA(A, B), DLB A& TG, #ike b1
MIBG D-Lii~DHFRGZ 8D %2\ (C, D).

(PIB)I2&AT73Iuf FPET # W C DLBBIZMET L & KM EICIF ST LHED
PIB#EEHAHA LN, ZHITHEHMFMIC DLBIICASONE T I 04 NI E &%

%.

FERIIZIE, 7IaA FREAIE,D T L, MICERL TV Lewy BHEHEHIZD

WTHHRINITA A=Y Y 7 TE 2 L) BRATEA IR Y, M DLB O %
WETELEHIIC LA LIS,

D

2)

3)

4)

5)

6)

7)

McKeith IG, Galasko D, Kosaka K, et al. Consensus guidelines for the clinical and pathologic diagnosis
of dementia with Lewy bodies (DLB): report of the consortium on DLB international workshop.
Neurology. 1996; 47 (5): 1113-1124.

McKeith IG, Dickson DW, Lowe ], et al; Consortium on DLB. Diagnosis and management of dementia
with Lewy bodies: third report of the DLB Consortium. Neurology. 2005; 65(12): 1863-1872.
McKeith I, Mintzer J, Aarsland D, et al; International Psychogeriatric Association Expert Meeting on
DLB. Dementia with Lewy bodies. Lancet Neurol. 2004; 3(1): 19-28.

Ferman TJ, Smith GE, Boeve BF, et al. DLB fluctuations: specific features that reliably differentiate
DLB from AD and normal aging. Neurology. 2004; 62(2): 181-187.

McKeith I, O'Brien J, Walker Z, et al; DLB Study Group. Sensitivity and specificity of dopamine
transporter imaging with "“I-FP-CIT SPECT in dementia with Lewy bodies: a phase II, multicentre
study. Lancet Neurol. 2007; 6(4): 305-313.

Yoshita M, Taki J, Yokoyama K, et al. Value of 123I-MIBG radioactivity in the differential diagnosis of
DLB from AD. Neurology. 2006; 66 (12): 1850-1854.

JNBGER], TTIEM, IR, . “Lewy /AMEIE" OERAIREZIITIZE. RiigsE. 1980 82(5) :
292-311.
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8) Kosaka K. Diffuse Lewy body disease in Japan. J Neurol. 1990; 237 (3): 197-204.

9) Merdes AR, Hansen LA, Jeste DV, et al. Influence of Alzheimer pathology on clinical diagnostic
accuracy in dementia with Lewy bodies. Neurology. 2003; 60(10): 1586-1590.

10) Rowe CC, Ng S, Ackermann U, et al. Imaging f-amyloid burden in aging and dementia. Neurology.
2007; 68(20): 1718-1725.

RERX - BBICLEZREH
PubMed (% 2008 4 11 H 21 H)
((((“Dementia with Lewy bodies”)) OR (DLB))) AND (diagnostic criteria) =233 {4
EHEECTRIE Ty R L LI RO S o7,
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cQ7-2

Lewy /|MEBIERSENAE (DLB) & 3H0%E % % 5 Parkinson #% (PDD) D &R (L

(33

(1) BEOEZ BERERE LT, BFEERD A BEAERICET L THREL TV 3354513 DLB,
HE & U 7= Parkinson #% (PD) D#Z@ (CERFEE R A #E 2 - T & 723545 (C PDD (PD with demen-
tia) WO HEEE AWV 3. Lewy /IMAHR (LBD) (& Lewy /MEDFE 48 E T 5 TR TOIRE & 21F
TRIEREBETHZ (Jb—FKEL).

(2) DLB £ PDD OER : mEFDOBICAENLEVWS H S & WO EEHLIE & V. DLB & PDD 4,
LBD £V —DDHREBZANRY b T LDOF TORMEECESREE DORER 4 HIRIEF CIZEDEL,
ThHS, RUEBEORBFEREONYI -3 EERLES (JL—FKEL).

gus-am
DLB, PDD & w5 fFEOMIHICB W TRELAA SN S, HFEOEFHES, DLB & PDD ®
REOMEZHHT 5.

PEs-TEF>X
1. DLB & PDD WHEE L DORE

DLB (¥ Lewy /MA& (LB) DFFTE 2 458 & 3 2 B ABE 2 f83 HFEE L T4 1 [al DLB EB
T—27 Y3y 7(1995) TREE N, —J, PD & LTORME, BHEEIREL L —
Z0% T#HE % £ 9 Parkinson 9% (PDD) | I TE 2. 1 REIEERT—2 3 3 v 7
X BJHERMH Lo r LT, N—F V2 XA RAERIED 1 ED LF2 SFET 5
WA X PDD # v, BBABEDIIED/S—F ¥V = X LRIERTH 5 WV III—F vV = X 4
FhEtR 1AEDINOBE1Z DLB 2 Wb Z R SR (Wbwa [1T4ELV—V )Y, 430
T—2 a3y TOHEER005)I1CBVTH, o [14HEV—)V] o#dFmRLz?. Ly
L, SOT1EV=V]E, HLFTHHRETHO SN D BMERRIEREIT E 2w, K
W LT, RRAVEAEIRDSHEARAM AR IR 12 64T L T8 L T 5 35413 DLB, R & L
72 PD OFE A BUAEREIRAE Z > TE A PDD & W) HFEEH WL O RY L
Eibhab.

LBD I3 LB OfEZHME T HTNTOMREL /T 2HEEMETH 2 UMK S)?.
LBD I21F, S—F >V = XA THEET % PD & %\ 3 PDD(LBD-P), #AVETHIET 5
DLB (LBD-D) IWAMZ 3, HEANRIE IR TIAE$ 5 Mk AR 2 4E pure autonomic
failure (PAF) (LBD-A) %% 5.




3k

78 Lewy JMABUERANE (Parkinson iIFHZT) 301

2. DLB &£ PDD OER

DLB & PDD O BUCARZ Y #2338 % & W) Efliz 7 <, DLB & PDD &, LBD &w»
) DD ANRY T LT ORI E R E B 5 o I [ 19 72 B R 1L B &
W, T4bL, MUREBOERAMON) - g v EHFELG5.

BRIRT UL, WIEZ FEICHEE - T, FRH 4 E LTPDD & DLBO YL 5 & v
BREMPHWTEY, LBD L) BN EZHAEHWE 2280w b h %L,
DLB & PDD iZ—2DHEEARZ b T LA TH A LAVREENS. DLB @ Parkinson i
313 PDD & Wi U CREIRIE R LA 22D 7 W AE ORISR S L C & 7208, RN
ErED, WMBEOMIEANREDND L L) IR, Tz, wiEshzay) Y227
5 — CREEOPHAER S S DLB & PDD Ofi#c3t@L T3

WM, ) Yo Y X2 LA VEEW R FKS L T 5 LB BERE I DLB,
PDD #I#eB1 & LS54 LT b, B> O Parkinson #iEik % A3 % PDD
TIREEEORBINE & 2B T 5 F83 UV REOBINW R EENSETH LD, —
Ji, &0 EEORRAGEREIRE 43 % DLB Tl KIMIEZ 255 T Alzheimer % (AD) L%
BUAFICT7T 384 F B&EALRS) ZRE LR T W 2H 545, il 4~ © DLB/PDD JiE#l O
B AR & FEIR DO FEBE I BIE U TR ORIHRE DG AIE Y H L Z LiddH-Th,
EDHEIZBWT, DLB & PDD & OBICAREN 574038 % & ¥ LRI BIR T Tld 2 v

2006 4E1ZBA 72 PDD & DLB & OBROMEICET 25 v 7 7 L v 2V T3, B,
B, R, N A<= —FOBENHEER LA E LT, [DLB & PDD OERAEIR
EREMOENHPLMZEZ XTSI LIFIESRLEINLDS, WHEa X7 LA VEHAKE
WA ILEOHREEZH T H L ORRMIED - DICIZE—D LBD EF VAL VAR &%
ZbNB] EHEwLTWA.

Bife, LBD oA #REERE LT, OEH2S 732547, @ RS S KN
HdHWIMENERT L5 4 7, @ KBEED» SHMHEHIIZTITL T ¥4 Tod%
CEDBIONEZLNTWDEY. 29 L7z LBD 2B 2WERBIER DL M, R
WKoZBER, LB SR OS5, Bitkd 2 AD MR o MBI ICH T 28Ik E L
THRBLEN, DLBB XU PDD MoV %&E LBD OERBMDANRY b T LADIEHY &
726 LTWw2b0EEZOLNL. TNEMYIIT 57201213, DLBB XU PDD 2&E
LBD JiE Bl i) & W71 50 < R BL O G622 MeGT <2, LB B B o> 43Ai 2 A2 2 % 142
B C & 2 R L OB SESLETH ), MIEOMERE;IFEINS.

1) McKeith IG, Galasko D, Kosaka K, et al. Consensus guidelines for the clinical and pathologic diagnosis
of dementia with Lewy bodies (DLB): report of the consortium on DLB international workshop.
Neurology. 1996; 47 (5): 1113-1124.

2) McKeith IG, Dickson DW, Lowe J, et al; Consortium on DLB. Diagnosis and management of dementia
with Lewy bodies: third report of the DLB Consortium. Neurology. 2005; 65(12): 1863-1872.

3) B, AATFIER, AT, M. Lewy MRS ORI HAIORIZE. REAAIREEE. 19801 82(5) ¢
292-311.

4) Lippa CF, Duda JE, Grossman M, et al. DLB and PDD boundary issues: diagnosis, treatment, molecular
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pathology, and biomarkers. Neurology. 2007; 68(11): 812-819.
5) Zaccai ], Brayne C, McKeith I, et al. Patterns and stages of alpha-synucleinopathy: relevance in a
population-based cohort. Neurology. 2008; 70(13): 1042-1048.

BRERX - BEBILLEZREH
PubMed (¥ 2008 4F 11 A 21 H)
(((((“Dementia with Lewy bodies”)) OR (DLB))) AND (((Parkinson’s disease with dementia)) OR
(PDD) ) ) AND (definition OR pathology) =429 4
RAHGETII T T Y R %2 LHE RO S e d o 7.
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cQ7-3

Lewy /MABIZEZIAE (DLB) (C3§ 2BEAHIEEND L SICALT B H

HE3R

DLB ICx ¢ /A& AEHE LTI, S HMRIERICH T 2IHERBEESET 5. ZThitid
EMEE CEMRENEETNB(TL—FEL).

EI=N=N
gEE-

EL:p

DLB 2t § 2 i6H 782 L TH I h 7o T, RN LEZ T 2L, @Y WA T
5 L) KT 5.

JBHE - TETCR

DLB OBRZ (a ¥ X 7 L A v BERE) O RBREZO D OBHZMA % X ) 2R
AR iEHD: (disease-modifying therapy) (ZBLF 5 TIZFEFE L 22\,

DLB O % ¥ % BRIRRERITH T A 3HERER DTN TS, DLBTIE M 2RI VR, 7
FNa) VR, b=V REOIFEDOHIEY AT AHREINLT L, FRLHITHED
CMBREMERZ X7:3 2 2005, TNOOMBREREZBHIT 2 L O REWHIH S
ND. HEHROBEN & % 2 BERERI I RAWERE R E, FRANEOFTE) - L HIEIR behavioral
and psychological symptoms of dementia (BPSD ; ¥J&, 9 2d%Etk, 733 —, [EHRREESE,
NS BT ZATEIEIRSE), SERAMEGEIR, BHMRERY G TS, chbohT—
D OFER % U3 S8 2 BT OREIRZ BAL S 2 WA H 0, BB T L ICHEO T
AR L T REBHRIERE WED, HEOAERRICE T/ ET 2.

DLB 25t % iGFR G I Se e il & el L ISR S 5. FESEii iz 7 7 R B
BRGSO 5. RABREREIX2 ) TR, £¥7% BPSD, #BjlidE, HAMEERE
Bitk3 % DLBIZBWCIE, JEEMFRLIIER 2 A#H 2 TB ), YL LI,
BTSRRI AT L CEME N A RETH 5.

DLB (239 % IS (CQ 7-4, 305 H), DLB @ RHBEREREH 1203 2 ek (CQ
7-5, 307 H), BPSD, HWERSEH K3 %3P (CQ7-6, 310 H), DLBIZBIF 5 /3—F
¥V Z AL FEOMOMFHERII T 2 WHL(CQ 7-7, 314 F)IZOWTIE, ThEhjl
HIZHB~RB.

3 MEREDLB 7 —2 ¥ a3 v 7(2003) 12815 DLBOY A=Y X ¥ MZOWTOR
BOMEADLB 2>V =37 AE3IHE LTS AT,
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1) McKeith IG, Dickson DW, Lowe ], et al; Consortium on DLB. Diagnosis and management of dementia
with Lewy bodies: third report of the DLB Consortium. Neurology. 2005; 65(12): 1863-1872.

BER - ZEBICLAEZREH
PubMed (5% 2008 4F- 11 H 21 H)
(“Dementia with Lewy bodies” OR DLB) AND “Disease-modifying therapy” AND ( “Clinical management”
OR “pharmacologic treatment” OR “non-pharmacologic interventions”) =101 1}
EHEECTIRIE Ty R LRI A5 Lo 7z,
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cQ7-4

Lewy /MABRIZIZNAE (DLB) (CX3 9 2 H R B IEEMAE KL H 5 0

#e3E

DLB IS} ¥ BIEEMBADERIME, +HCRIS W TOEVSY, M4 4 7 PEERE (235
R by XY, BHEORES) PHEES NS (FL—FCl). 5% DLB T 3 HFEME
BB DV TR LR P LETSH 3.

pus- Em
DLB (28§ 2 MBSO WT, @Y LM TS &) kT 5.

JBHE - TETCR

DLB iZxtd 2 Mg, ShF CREVCTHM ST was, DLBO%L D
FETRRPBRAEAOBEE 2 23 S & B W HEMED D 5.

FABEREIC T R X L v o 2RI, HEBEECERNOK T TELT 20T, HaWk
THPEEZ L, IS ZEMLEE L2 LT, BHEROBRZ XS (TEF Y A LR
WDV, BUTHAERDSEAL T 5 X ) Rad, EYE, BIKRACHEEE o W gk % Brat
FTLUENDHL (T ALY,

SR O EZ RGP AT CUE T2 2 L L, MREREHOBEZMST L
VD (ZEF Y ALARLVDY, ) RT VK, F75S0B LR VIRP L v o 2 BiEE
RYET AL, BB, HRE (R MLy, @dinsit, YT v AN,
BEy70 7T 8), BEOTOT 7y —EE, BTHEERNT VAR YL, BEP NI
) ARG ZENT 5 (ZEF Y A LNV ND)*Y,

N PERIMEIZS LT, & 25 L EIWwo< Db Eash, IR RIKITH - &
X)) T IELHOMFEOMIZ, WA MYy F U 72 EMT LI LA TH L (ZE
FUA LY,

— I, BHEEOREERED L Vo BN A, ERERET S,

4, DLBIIXT % IEEWHRLEO A OV T ORM LTS LT,

Xk
1) McKeith IG, Dickson DW, Lowe ], et al; Consortium on DLB. Diagnosis and management of dementia
with Lewy bodies: third report of the DLB Consortium. Neurology. 2005; 65(12): 1863-1872.
2) Mosimann UP, McKeith IG. Dementia with Lewy bodies—diagnosis and treatment. Swiss Med Wkly.
2003; 133(9-10): 131-142.
3) Doody RS, Stevens JC, Beck C, et al. Practice parameter: management of dementia (an evidence-based
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review). Report of the Quality Standards Subcommittee of the American Academy of Neurology.
Neurology. 2001; 56 (9): 1154-66.

4) Walter BL. Cardiovascular autonomic dysfunction in patients with movement disorders. Cleve Clin J
Med. 2008; 75 (Suppl 2): S54-58.

5) Astarloa R, Mena MA, Sanchez V, et al. Clinical and pharmacokinetic effects of a diet rich in insoluble
fiber on Parkinson disease. Clin Neuropharmacol. 1992; 15(5): 375-380.

6) Sakakibara R, Uchiyama T, Yamanishi T, et al. Bladder and bowel dysfunction in Parkinson’s disease. ]
Neural Transm. 2008; 115(3): 443-460.

BRERX - BEBILLEZREH
PubMed (¥ 2008 4F 11 A 21 H)
(Dementia with Lewy bodies) OR (DLB) AND (Cognitive symptoms) OR (Cognition disorders) AND (Non-
Pharmacologic treatment) OR (Therapy) =140 4
EAGETII T T Y R %2 LHE RO O e d o 7.
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cQ7-5

Lewy /IMFEUEZRIAE (DLB) DEIFMEEIEE (CX § 2 RMEEII H 5 b

HE3R

DLB B&E (I T % KR ATILR rivastigmine (C & 3 BFMEBENHENRDP RENTHY, ZTOE
HzZEL TdLVWIREERS) (JL—FK B).

EI=N=N
gEE-

EL:p

DLB @A Re R &= 1203 2 PURRAESR OB R IOV T, 2 v X575 —+8
FH223% cholinesterase inhibitor (ChED) @ % ALK RER (RCT) %0 4 — 7~ R ER 4,
memantine D7 — A 1) — AEPME SN TWES.

J @S- TEF>X

1. AU IRXTFZ—EHEEZE(ChEI

1) KaXRIIL

DLB BEZ MR L LI FARIY VD 4ODF—F ViRB(ZEF ¥ A LNV NVa) A3t
ENTn5.

Samuel 513, 4 %I DLB & & 12 $lod Alzheimer 5 (AD) BHIZH LT R AXI L5
mg/H - 6 2 A5G- O REE R 2 #E L CwaY. ¥ L 5 Mini-Mental State Exami-
nation (MMSE) @k #1x AD # T2 0.6+2.7 J5C, DLB# T3 4.8+1.58TH Y KA
NI OBIBERE DL FHER F1d AD 12 DLB IZBWTHEICK & » - 72. BEHAVE-
AD A7 — N oZAtix AD & DLB BEORIITA BT R o 7288, B & KIEREY 7
A7 —VIZDLBHICBWTHBELZWUEIRIN TV S,

Thomas 51, 30 o DLB B3 & 40 O FRHE % £ 9 Parkinson %% (PDD) & 2%t
LTRARY IV 5~10mg/H - 20 A G O R R Z MG L TW2Y. HBFIZLD
MMSE & DLB BT 3.9 xi, PDD BT 3.2 oM MaA 5N Twb, DLB &
PDD O T NPL ¥ 7 23 7 (X5, T, WEN) OB A LN, HHH%TOEBE
it (UPDRS-1I) OF B2 ZALIZZD T 2\,

Rowan 513, 2261 DLB ¥ 7% 50N 23610 PDD &I L Cary¥a—s &
WIZEHIET, EE, EEOFHRES L UUSRMOIESs & owE LR Lz LT
RV-S8

AFIZBWTIZ 12 610 DLB BH I LT R ARV 5mg/H % 12 HEH% 5 L 72 Mori
SOHENH LY. ZORKRTIE, 4BBEORFARYVERICL D ADAS-Jcog DA
BeyEHL2RO0, ZRUBIIEERREGEZED T v, —%, NPI-11 2271k
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N=AFA NHAREE 8 HB LV 12 B A THELRWHEZRDOTBY, FFIZRHAKRE
DOEBHAREM, L5, MWK, 5 OWEBZEHI L7z NPI-4 OWHESE L. FEHFL
1 BIDAT, EHANR, B, TH, BEARED D 57205 F ATV 3mg/ HANOE
THHBDS T RE T H o 72 L SN TV 5.

2) rivastigmine (&RFBFKF5T)

120 B DLB H# & x4 & L 7z rivastigmine 6~12 mg/H -+ 20 ¥ 5-® RCT (L X
VI A BV, FEIEEE 18 Bl 75 AR 10 BIAEBE T THE L, 92 FI2HERES T
L7z, FEHEBEICBWT—KEHMIIHE 0%/, K5, MEN, 9 DIRE 25l L 72 NPI-4 2
A7 OFEBUEINED 5N TS, ZRKEHEE H o MMSE X iR 283 1136 3 %
WHILED TR, 3 ¥ ¥ — S ALERHBRAEREAL > 2 7 212 & 2 BOSKE I O A et
HBARD LN TV D, FEIERECTHALZHEIR CEL, T, BERAIR) 2% 057205, Zhb
BRFREHPHADODDTH L EENDL. T/, BHICK ZEHEROEALIIRI N TR,

3) galantamine (XFBEKFKT)

DLB &% 50 % x4t & L 7> galantamine ® 24 WO+ — 7 V(=7 A L ~X)v
Va)® T, HFIC XD KRR MATEISE O R - ATBYAEIR 0 2 R BRR 4 e aAil, FREE
it (ADAS-cog), MEIRFEEDHERUFHEIVR SN T WS, galantamine DA EFRIE M
MICERE C—RIThH o7z L i SN T 5.

4) PDD #B#FIZX¥ % ChEl

DLB & JREEDFIBMEA S S Ty B PDD BFHIZ6$ 5 rivastigmine” (TEF ¥ X L
NRVI)RFARIVYO RCT(ZEF 2 A LRV I BT RS BE O U ER) F A3 s
SNTWV5.

2. memantine (AFBERFEFE)

DLB H#12%3 % NMDA =2 4K/EE)% memantine O HHER)RISDO W TIL, FEFIHRE
R =AY ) = A (Z T Y ALV V)AH 5. Sabbagh H 1%, DLB B 11 41 (9 #
(X ChEI % 1) I8 9" %5 memantine {GHEDFER, 7 HIIAESD 2 VIILETH 7225, 4
BITEALL 2 LTwa". $72, Ridha 513 memantine {B#IC & 0 I £ D 1Y
EDOASNDLB D 361 HE L TwAY, L EdX )2, memantine & DLB OF7H) -
DHEIR % BAL S E B WD D D RN ETD 5.
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CQ7-6

Lewy /|MABUERANAE (DLB) DEZFGE DITE) - HEBFEIR behavioral and psychologi-
cal symptoms of dementia (BPSD), EEIREF (CXIT 2EME LIS H 5 b

#eLE

(1) BPSD (2349 %78% : DLB B& D BPSD (ZXf L T KR~ I, rivastigmine(Y =K B), 7
IF7EL(Jb—=FC1), #7¥%E(Jb—FKC1), HIFE(Jb—FK Cl)DFEREIREINT
BV, TOFERAEERL TH LV IRBRERSN).

(2) L LHREEERTTENEEAE REM sleep behavior disorder (RBD) (Z31$ 2 78% : RBD (T %A
ICDWTHE, FT—XA2 ) =X 7a+-ENXLOBEHIEN RENTWEH, DLBEEICEITS
RBD (CX$9 % 7 O F E/XLDRFRMRMLIZZ LW (7 b—F C1).

gus-am

DLB TIZaBAIKEEDMIZ, XIHE - %D BPSD AR, HH @RS X U RBD &0l
IRFEH ANAHAEAIEIR & 22 0, T 5 OFERITH§ 2 PURBABESE B L OHU 3 FE DR
B HE SN TV 5,

PER-TEF>X

I. BPSD (XY 5 EMEE

1. AY LI RAF5—HHEEZ (ChEI)

CQ7-5(307 E)ICREH L2 B Y, MHBERCT(ZEF Y AL ANV R4 —7 ikl
(ZEF Y ALV Na)lZB W, DLB #HE ® BPSD 1253 % ChEI O &M HE s
THY, FRC, KE, B8, 7850 —, ) DREB X OITBEROEEIRENTHE Y,
2. AEMIRE

1) 7IF7E>

Neuropsychiatric Inventory (NPI) ® 845, %)4, EMHY72a7034%< b 38 E
DO DLBERE I T L2 2577y 25~75mg/H - SHEDr —2 ) =X (5
ALV VBRI E D HE ST WS, 9 Bt 3 BHIIRG D 5 VISR IME O 72
DIRFRED AR TH o 72, R T L2665 6BV EE, S8, ZMo NPI
BT AITHE0%UTICHAL, 7 IZFT7TE L DHEBIEIRENTWS,. 65 16112
IN—F V)X LDEALZHD TN 5.

DLB &% 11 1 & Parkinson % (PD) &% 87 licxf 3 24 14 A O 7 =2 F 7 ¥ ¥
BENEEZBAEITHRE L (e 7y 2L~V V)YCld, DLB EH 11 6 10 #1
BV TRAMEIRDSETE L7225, 3BIC BV CEEIERESEL L T b
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2) #7>HEY

Alzheimer % (AD) DREMRHI T 54 T Y HFE YD RCT(ZEF Y ALV IZBW
T, DLB B# 29 Bl xR & L7z 6 BBEBEEOT TR S Twb?. NPI-NH
2L BEHIITIE, + T Y Y Sme/HEGHE TR & Z-MOYFED, 10 mg/HIELGHT
EROWEDRD LTS, 15 mg/ HEGHTIIZEA I T7TOUHITAD LN TR, F
7z, Brief Psychiatric Rating Scale (BRPS) 2 2 7134+ 7 Y% ¥ 5 mg/HEGHOADE
BERETARDOLNT WS, 7 V¥ VHHEICK S Mini-Mental State Examination
(MMSE) DB =B LX<, L AL T ¥ Y 5mg/HEGHTIE 7 I 2 REE & iR
L MMSE 253 2.4 Bt L T\ 5.

3) UARDY K>

DLB & 3FNCK$ 21 AR K 0.5~1.0mg/H® 28 H 5 O if#zhF % i<
=AY ) =X (ZEF U ALANLVYV) TR, E#FICL D Behavioral Pathology in Alz-
heimer’s Disease (BEHAVE-AD) OATE)E, EM, HEELDB L ULJROEEFEZBDHTW
5. PRERREICOW T, 36 2 BT MMSE IEAZ T, 0 o 1 #1TMMSE O
ROTWD, HERYMEERETREL 3 Fh 1 FICHEZROTWLY . T2, ERIHRE (T
EFYALARVV)ELT, Y ARY FRRIC X B HURAESB O %E " & A%
DB L 7B A iE S h T b,

VLR X 9512 DLB @ BPSD {2k LTI RIGURS MRtk O 4 7)1 2 7R3 s A3 5 7%,
—IBOIE R TIZEB AR O AL R R BB EHFOR EFL L HBL T 5720,
I RPUF AR IZFAI ARG & L, AEFRLOBBUIEEL 2250 RIR VB
EITIRETH 5.

3. HAFER

B Eb 6 DHBD R ARV IVEmg/HILGIZH hb & LB R e R AR5 L
7214 1o DLB BE R L CHIIF S Z 35 L 72/ Mt — 7 Vil (€7 A LX)V Va)
DALY BME SN TS, WIFE7.5¢/H - 1 »AMOHEGICE ) NPIEA I TR
NPL XY T A I 7 OAEHEHEDA S, Barthel index DHED/RIN TS, H¥F
12X % MMSE Of EHZAIE % S BAKRROEALIZ B h o 7ot HE SN TV 5.

I. EREEICNT 52EYESE

DLB 12 BF A IEREE9E O EEEIRIC & o TH &R I SN A MEIREE, 2 9 2RERIC
PO MRIREESE, B AT X AIEIREESE, @ RBD %0 EEMIEIREEO SIS, 2R 2N
FllEoTdonadhs, EREEELY AD B3 & K L 723 BTld DLB &35 o IR &
i AD B L ) EE T, 5512 RBD 2 WL L 72 HEIREF O REATEHASH YD Z LMt sh
TV, BHIEZ BT D IERREED RN R ERIIE3ETIH~) 23R TH2 L
&L, TZTIERBDICHT BEHICOVTRET 2.
1. 707F€E/N4A

Lewy /ME§ % &t RBD BED Y — 23 1) — X (ZEF Y A LAV V)P T3 RBD %
93 Bilrf 57 BIZxF LT 2 1 £/84 0.25~1.5 mg AIRFHEG ShTHh, F523.7 »H
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DT F V=T v THD 38 FIOEE AL, 21 B (55% ) \IERDOTEE L EEEDS, 12 51(32%)
WG R EESRO SN 0 R ADEREIREN TS, F72, 57809 B HH]
SR O B (16%) & B2 1 61(1.8%) DA EFLDH ) GRS AR TH o 72,

RBD #3788 % DLB & 3HNHT 5 FARI IV E 70 FERAERO T —A L) =X
(ZEFYALNVV)OTIE, 2BV T FARY NV 10 mg/ G ZIER TH - 72072
OFERADPRRTHY, RO D 1BITIEZ O FERAIEHTH 72 FARIIL 10
mg/ HEGIIR RN TH 72 HESN TN 5.

RBD IZx9 % 7 0¥ ADOFREI/RENTWSA, DLB B#HIZHBIT 5 RBD 124
TAHLETFT Y ALV, ZORGEIIEHIRY S 5.

2. melatonin

708 L OWRBIRA EFLINBUG, FRHE D % \ 13 PH ST R e 0 -0 i 1
%460 L7- RBD &% 14 1 (DLB B3 7 EH = & €0) IZx) 9 % melatonin 3~12mg/H
O 14 B AMEHROF — 7 VB (T EF Y ALV NVa) Bl S hTwns”. 2ok
B%Cld melatonin {G# 12 X ) 12 $1C RBD Ot#E % i, D9 H 8§ BT melatonin G
RERAT 12 AL RS e L7z, BT 2 0, MRS 2 61, =M - K5 1 Bl oA HEFHL A
HEINTn5.

KFICBITF A =T VRB(ZEF Y A LNV NVa)®Tid, RBD B# 1561123 LT
melatonin 3~9 mg/ HiEEOFE R, 13 FIIERO L E %2 88, AR IE A BT
b % tonic REM activity D % RO TW5h, FERG L LCHIMKT & RildEE s
SNTV5S.

SRHEIZ BT A BPSD 1209 A E#IZOWT, CQ3B-2(96 H)~3B-7(112 ) d =M X
n7-w.
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Lewy /IMARIZZHNAE (DLB) ICH T B /N—F >V Z X LZEOMOBBIERICKTT S

EWEEIH DD
R

DLB THBNB/IN—F U ZXLIZH LTI, LKRRNPHEREINTWS (Fb—FKC1). &tk
EIEICIF LTI REXFS RN, SRRUY, ZRO0aLFV > (=K C1), &7, EHtEES
BEEZICHUTRETSE, 7I>BEYTUR, Rox R (=K C1), Z0OthoBEREHFER
(23t U T, Parkinson % (PD) MR ICE L TEMEEE1TD.

%88

DLB ®/8—3% ¥V = X L EOFLMBRRERE, FRAAEDATE) - LELEIR (BPSD) LAk o> il
FEAEIR I3 B 3EIEHICOWT, AW REZ S 2B L, @M TE5 X9 3L
%95,

PEs-TEF X
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DLB TALNLNN—F V= AL LTI, LRFSHPHERINTHL(ZEFT VR
LAV VDY, DLBIZBUT A LR FAAORISIE, PD L HANS E—ICHH(ZEF Y AL
NVND)?. DLB &5 WIZAAFEZMED PD ANDL K FESOHEHL L LTHL» %
AR TIZA SN Ao 22 EAHE SN TV A (ZEF Y ALNLVND)?Y, LR
SNEEHAL, BAERZ IR I W0, PErOHIEL, META2HEEbw- D&
PDERKREOBTITIRETH L. PIAFT 7o UNEoia) Y3, Btz
BT EELWREDSD VBT LRETHE(ZEF Y ALY,

HAAMREE R I SR R, %2 E 5. DLB @ HAMEER IS 32 %
MR MGEIE 2V 720, PD O 2R SICxHT 2 iHHRICHE U CIRYH 2 47 . R
JEICHLTIE, FaFY 28 I RRY Y, ZVvFaavsy rySx3iubns (e sy
ZLAMDY. ERIZOWTIE, ETHL S5 IIE LS ERNEO RN Ty *  BREY
TYFRRYRY) FrEHGTH(ZEFY ALY, B, AERMEERICNT 5
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