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zheimer disease, AD) {7 FEAH IR R,
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DLB £k T 70—85 % , fE KT 75 % iR AFEH i 5%,
A2 0.02—33.3/1000 A, & 54 3.5/100,000 A EFAFE, B
5¢Hiti& DLB L PDD Iifi PR & 9% 7 5 4 (DLB BB A i 1% 77
% ,PDD B3 R HAFIS 82 % ) ; H DLB B35 Hh B HEL &7 70%
(PDD B HK49%) 7 BLAM, A28 KB 45 G pam itk
&, 247 20%—25% i B 1 7 k6120 DLB, A] L 3%
— PRI R R A EF AT RE 5 PDD AD B R
BEINAT Ko

2 DLBHEXEHR

RifH DLB 8% Z Wik A O A i A B MAFER
TR AR ™, 4R FE R S S 2 DLB AR I G R R 2 o
LR 28 A8 300 DLB 24 7 42381 36%". {H i F DLB
Zyi12 w12 O AD 30, 5 DLB ZE R (1435 1% 15 7 3k
T, BRIt H R 22 500 DLB 52 B AR E 9T i 0] 4 ik
I DLB" ",

—Jji ¢ F DLB 119 42 3 R 41 S K70 HT (genome-wide as-
sociation study, GWAS) L4y A 1743 5l DLB H & (1324 3T
J5 RIS ) A1 4453 X REAL, & B = AN LR %878 5 DLB %
B AT TR, 43 92 5 PD R R AH % ) (alpha-synuclein,
SNCA) . (glucocerebrosidase, GBN) F15 AD # 3¢ ) (Apoli-
poprotein, APOE) . Itt4#h BCL7C/STX1B #l GABRB3 £ . #f
JESZ 5 DLB A XY,

2.1 SNCA

SNCA 254 o Z2 il A% 2 11, 55 DLB &S AH O H B4R
BURIASE . A7 225 55 0 SNCA T8 52 T 40 Jf i 485 25 3 ekl
SRR B M B AE S B DLB; I Ah SNCA 5 LB AEM ot
RAEX — i FAAAEE SRR,

SNCA JE[F 14 p.Ala53Thr & p.Glud6Lys v 55 5878 B9 &
B+ PDD M DLB B & H ™, LAk, B iR 2 ST 2
7~ PD & #H 5C 1s356182 {37 55, 28 4% 5 DLB & 9 JG ¢, T
157681440 {3 &5 DLB #H 56", 157681440 {3/ 5 & SNCA 1Y
TPRPE R T RP11-67TM 1.1 A5t R e, 7T 38 i 14 i SN-
CA BRI 5 DLB i A 95"

2.2 APOE

APOE 55 AD il DLB & Jii £ 76 A &4k, {H 5 AD #H [t
APOE [ Z 25 PEAM 45 B 22 %) DLB A 5% AR X/ N, It
A, APOE FH3E PD ECRIE A , S LSRR BRI MR R 25

APOE #miB IR 1 E, SLE 1 T SR & (W45 & s i fn
ZARA SR N, APOE i1 $0 o 5 fi 2 25 11 1 58
RGBT AD. TP K I RA AT 58 5 Tau 221
WEIR AL P B AP e iR AR B0 . APOE 24 A~
7 5. 2875 (15429358 157412 , Hivh e4 #9755 2 DLB (1) /& [
K", He4 RIDLB B LEEF IEH AT RAT", Bk,

&2 BRI E FI7E DLB & Hosg /N,

(B4 2 2 31 tH APOE X DLB (1 52 i 2 5 A it 5
AD e 2™, H H RN e4 BIAS S 544 LB 1 JC o 2 il A%
1% DLB &9 (1 AH A i AR AT
23 GBA

GBA FE [ 25 T 5748 25 S B i e B R iy A
T-7¢7% 5 PD(OR=5.43) fil DLB (OR=8.28) & Jif Al K. HIf
5% & B GBA %848 1) PD BB 34 & Az tA S0 B % 1 XU 5 2.4
51, A GBA R 7% 1Y DLB JB 34 &k I SE T 1 [a] B FL0oT
PRILHER 5 LBD Y K & .

GBA 75 56l /b 1 175 B 86 , B- 5 W8 M 7 15 5 ( B- gluco-
cerebrosidase, Gease ) i975 . Gease JE PR/ T 7 BEAA
N o S AZ R TR, U R R f sl s Z 0 B &
AU TR B PEIR R . AT BF5E i i DLB 55 AD \FTD *f Lt
R I, Gease £ DLB 3 I & b 2 kb, AT 86 0F Bk
BLI

3 DLBJREXZ

X 2% % 2R PG, T A 28 2 th R T R R AL AN
R DX (P, N o A% 2K 11 A RO RRAE /D S Jie I 48
LA AR N (e 22 R 5 5 4, DUBUEE LB R IWI2 i DLB, A
S Ay X A04E T DLB B4 25 ik T2 % R SR
F AL, DLB B A A7 A 3 AR ot A A AR
taw 25 [ A TR,
3.1 LBY5DLB

LB J&—F ik N B rg T B /IMA , 2 o 28 Ml i 8
AT PEAS AN S AR . LB RUTBER& T
JILI , A RE G  G Bz o M Bz St R A% . LB A] 3k
RS R F, S 2 AR TP A5 A3 T A R T

AT B2 R G, MG A KBS PR R G, X Frh

MR G, LB o Se Ui BE T WA KB M R R R e v SRS
DURLF I T A% R 5, i ) Bk AR . A5 i
DLB /B # I R AR A TIB B TS R 58 1 2 [
BERRRIE A E 5 02 2R G0 FIVELSE ) BE B RS 5 3 .4 B BE4SAE
R HEHR A2 S 65 5 5 .6 B BE i A5 25 AR D e e i 5 £
HR, (H HFT LB A UTRUEAT ARAT A f R

¥ E W PR R IR T 60 % DL ERY AR 2y 10%FE1E
LB TR, H 250 A\ AT JC DLB B PD FUAHCAER , 32718 LB
LVF AT LA k5 A I M DG P T AR AP
3.2 DLB HHAh s As s i &S

WHT iR, DLB FR 35 Kk B 2 A 25 (7 70 T 3 iR B BT
o Tau (15T, —RFSE R, 61%0) DLB R & 1) 1
9o B T s RS W R BT 7R S BRI o S8 Al 2R 1 A
R ATPURTERG A% 5% SRR GG RS R
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(EZAE2,3,5,6)= , BIGHN) I A s 755,

4 DLBHIGAKFRI

1996 4 Mckeith & Uil 7 T 45— 1> DLB 2 Witn ife, T
2005 4£, 2017 4 H0HT MR, Herh 2005 4E A 4R AT AR
EPERD,

LBD =M% Lol PRAFAE S - SV A D BE i e
B RAEHI 4] 5 (visual hallucinations, VHs) J& M1 4: #R 256
fE o B bR 3R B0 8 DL & J 21— 2 By BoA 23 1 BRI E
Mo AT — SR SRR AT PR BE R 95 - QML IR AN
R . 5 AD AL, DLB REERR BE AT B 0L, PRk IR 2 0] Ak
IRAT M ﬁﬁﬁﬁa(rapid eye movement sleep behaviour disorder,
RBD)J& DLB AR L2 () FLEHSEAR , AT 7RI 4 B2 SAE R
AR 24 K AR, —I0%) RBD & 5B R T 4 A2 T
IR, X R E T 2 45% 554 PD & DLB (2 Wiks ™, RBD
B9 R AT BE g LB AE MK 1 IR T 22 48 Hh B 2% R T R Y
TURR R S R I i 18 o o 35
4.1 Mt

DLB & W) 58 W A THEA S S VHs, A1k
XG0 UG, R A5 AR T, DLB 835 15 TR A fiE
LR . B & X 4 PD Al DLB fi 2 (4R , PD 774 1Y
1w h 2551, 5 ADAHEL, DLB B3 VH 1 % 4 %
W5, H VH HI DLB S8 5 28 1 ™ E AR AR DG, VHIR
AR, — L8 85 23 K SR R 2 MR 1) 2 AR R G4 ) e g
AT . VH &A= R 5 RS A B s A 221 LB TTEAR
FIHRERAS B 22 (L RE %36k ) 22 AT KM

4.2 PSR AR

H 5 AD, DLB &4 iR ICAIZBEAT AN 58, EAL 58
Z3 (0] R R IR T AR R B i, A I 74%
RS FRE 121 DLB S 3 A7 R A 14453 , (A AD f8 %
HUAT 45%5, s [0 S AT R B FEZB B 478 I 6 2
FisF X LA S T IR 2 I A T T e A ) 1) 2 (1] e o
DLB i & 22 il B Joy BT B B i) — i, EL TRl B AN 385
& 22 AT BEJE DLB RYHTARAEAR , 2535 DA 1 2 g R v fig A2
TN R RS i AN [ B B Y, DLB R AT Sk
SR B B AR T I REAR  FRIA « AR, LT
PR s B TR AR AR B R RERESS , FiRsR
IRBIA N 2 LB YR T g e % f7 5 ™
4.3 isshEtk

DLB & # fe W) A RN AT M A R GR A iz
eIk, H 29 14%DLB 8 &% WA T2 s ik™. 5 PDAH
L, AN 2 45% DLB (85 i BUAE AR, HL 22 S 800 [ B 69 .
W5 AT 72 BUIE IR 1) DLB R 5 %) 22 B e e 24 W) 2 o 448
L, SRREIAA L, DLB M E Rl AR IR I B SR TR S5 R A 5
L=/ NTTE AR S EAE 7/ POk RN INE Gy € R NG R T

B B RAEAR AN PR Sl 259 3 B BUALUN (neurolep-
tic hypersensitivity) 267281k . A FINRERAT & DLB (1)
SCHPREARSY S OS29SB4
Y8 S AN AR B, SR EIE56 . DLB A I
ZEREIR AT RIS BRI, A REIRERATRBUN A
DF AR LT OBl 3 AR RN ke D RE R %

F1 2005 £ Mckeith 2§ E I B8 5 (5 FR (DLB ) i2 B iR

i H NEE
WAL PR W HEPE NIRRT R, 520 B0E 5 WA 3SR T AERE T s N BE AT LAE ) SN TR BE RN ZS (B R i e R 23 1 7R
B 2 A RS B O AR AT B, (HE H S BLLE PR Ak e A e p
R WS BN RERREAG : TE B ION 1 B ) R ek B st 1) 2 S5 AR Ak s SR R AT A sh AT 38 5 B R I & RS A
1iE
PLREFE e S IR MEAR AT 0 B 5 - R 24 0 12 B ARk s PECT 58 PET S5 /R SLJRCY [X £ B e a2 (B s /b
AR SRR B0 ol B 5 BT ) DG A BRI B 4 s R EE Y B 2R T BE RS, QA MR I PR 2R A A LT
FRGME R AR 5 5 CT 5% MR /R PN M- 45 F AR X 1E % 3 SPECT 8% PET 45 /R A 4 Q85 Yl 48K 5 /0 L3 5248 /s
S TCHRE ECBR B 5 A Fb Pl % Py, S0 1 R B
ASZFFRHE R B I 04 R e 22 R AR BB A5 2 M 5 A H % S B il T S S50 R AR DR A IR AR 5 I i 38 0 5
ST A B A R AR
SRR KL DLB BRI IR 8 5 % 4 722880 PD (19328 SR 2 iy sl [l et 22 24 | 4 006 8 28 0T 12 1 PD AR | & A it o A R
a5 SEREH R Al B RIS, A5 IS AT DA ERR AN 2 /AR , 5T R X5 DLB A 4 R R0 8 10 R VAR S50

R 45 AREEAHAE LAR A BB DLB, AR S5 AW AR AL , AT — SERIF SR FHHCA I 1] 7 %, {50 2 B 5 0 ) LA R
S, 7 — LB P PR A IF 72 sl e PR Ui v , 38 2 AR PR Y, ko e 2 VAl o SR A A 2 11

T -2, 2 W RESAR AT BE DLB ol 143 b. 2 Wi Al GE DLB i 22 2 MZCAFIE, AT RERY DLB 7 28 1 MZOIHIE s ¢ 20 1 MZUHHEI_EZ D 1
ANRFHIE TSR PTRER) DLB, B Z A% ORHIE, A 1A B A AYERSRHIE AT 25 B2 W7 nT BERY DLB, JUAZ O RHIE A REIZ W AT REAY DLB; d. i

WACAE B ISR IS TR s DLB : 55 (A8RiA s PD A 5 AR
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5 YNRYT

H il 1 JoXT DLB BIAT LA WIRTT 7k o ek MR T 25
WIET SRR B — |, FLULRIE 2 g AR R, 5 1 A4
1. DLB B i T 254 i PRI o ZE A T, 1X 2t
B 3500 A IR AR AN S F2 €0 20 BE3E S , B4 N Gease 1 7
VIR o 58 i R LR AR,
5.1 RHBETER D 5

Bl X BB 52 Al meta 234 EL 11 512 HEA 156 I 5 3710 0T 24
e BH L]0 SRR L, (A 25 AR AP AR,
LAWRF AR E AT EIAY7 DLBIAFEIR Y 1 JGEE, H:
FRZ IR FF T DLB S A e A 5™, Hoas b R0
PRPEAG I 5% & B0, 243 WR 55 19 7] 550 10mg/day B XTI
B EEEE, 22 A RBD BRI R

FARIE R —Fl n-H 3 d- K T4 Z 2 (N-methyl-D-as-
partate, NMDA ) Z R F5 50, # F T 2038 AD B & 1IN HL.
REATL T BEAIE 93 & L35 46 WI AT (% DLB A PDD £835 14T W4
R (HXFIVE X PDD B AR, 224 NIXf DLB 2%
PRI M AETE G . — 3 meta 23 BT RN RIIF 93 & SR IH 25 46F
DLB B # A HISGE T AR W, HA223 L AR
KA WX MMSE (93F 53 JC B , (H AT 83% RBD SEIR™,
Hb, BT HiR T U8 BH 2 4 W AT ER PO R (0 — TR o Aot
R 34~ DLB S IR YT G AL s iy i s
52 ZUEREAY

{232%—50%DLB & &+ b2 0 A2 BiRTie
BRI PTG , 22 UM RE 259 A S5 Pkt T 4424 PDD il
DLB 35I| 2 —1 R RSP S E AR 2 5 3
A X Fif 2 S AT R B T LB I Hh 201 X e A A [l
TR, Hag SR M E R LT R S 2 ELRE IR
BAE R IR AR L MTE R AR R A BATL A G, X —
P T] DU# R A0 E 2 LUAY T YA R PES,
53 Bk

DLB & & (ORI 2590 28 B OB, PUkS i
25423 I EE AR D FR IR R n g ot AN I 5 g XU )
P B L AT P i 5 A i 7] B A2 e 22 T e, H VHs ™

FZN HH A TR AR 2 R, HL AR /N ) B 2

JAS, 2 SRR A7 25 SRR BE BEAS T s AU R 5T | 94 2
SR sl A 5 A LR ORG24 SRR T X SUR I
2 EL Ak D2 SZ VR B /0 DR T R AR T HE AR A 28 XU, , W g
AR, RS E TS5 & A T R 4 sl i sIE T il
H MR i

RZUEE B 5-32 (4 )1 (5-hydroxytryptamine, 5-HT) 2A
2 VAL NE R 52 308 8% b 245 S 4R T DE T v bR —
FhAR STIORS PR 24 , A (e BE SRR ME RS BT S-HT2A 24K, © 4
HEHEHF609T PDAB G . VE PG A2 siE R IC %Ak, H

T AT R A AN o — 0 81X BRI R IE L 45 T
VE T PY AR 40mg/ K AT i 25 05 PD S8 RS i B B AIRRE TR
{H M TEXT DLB ISR LA, 24 33% 88 5 132 etk kst
PRt PR A AR LARLZ T 6 10 77 1 o kg T,
5.4 HAbiByT

5 AD Mt , DLB & & 1 45 8 SR A4 T bR o g 7™
i, KRR 30%—60% , 5-HT 1 4530 % 1) B I ] g2
FAEMLHIS . SRIXT DLB B ARG B 480, ik
S-HT FE-F5E B o] 79 a6 K3 > ARK R0 Bl IR 7 A
B3 B2yl i s RBD H - RIEHE

AN ARG I T 45 T W RS A 7, X6 T 7 A P I ot
FE L KRZH AT 1, i 2 BT YR HEPR T RE
SH R A PR LI 24 5 R, U 25 an sk AR . vl 4
B BLEA T AT P LA (E R RE S AL R BTN, X
T R AN [ R AR 2o 22 F8 3 T 3 Y 0 P Sk e

DLB 4 F- 34 4= ££ 1 g 4.7 4E , PDD (724 1 42 10 4 3.8
AEV, A HEFEXT AD F DLB f8 35 JE 17 #2280 BRIP4l & 91,
DLB 2 & 1 20 45 pUiR 285 5 R v Y B AR 00 2.1 4, 1
AD BN 1.6 0 EH4F ,PDD B 1.8 B:4F, #1278 DLB BN A1
FRERG & e B 5 AD PR, R4 DLB & Az A8 R s L AN
JIi £ %) JXUIRG: B 2519, 33 (45 DLB Y8 2% f 37 B0 6 #0889 v, T
JE 2N,

S 3k
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