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RN, PD-MCI & %% 2% &, JF il 76 PD H 0 B,
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PD-MCI iz W FiE )T .
1 PD-MCI B8 &

PD-MCI Jy PD A1) BE iE % #1 PDD 2 [H] 1Y
R A, B[R] & R 0] ) PD A H T B OE R 5k
PDD R 5 4L, PD-MCI 5 4E 4[5 PDD BE &2 1
b R Yy 39%~50% , i 119%~27.8%PD-MCI i ¥
NI RERE 15 IE H™, PD-MCI 248 PD 3 F W
JECRE BN D RE R B | BUAFE 7R REOBEE i 4, Bl IR
P UL 22 21 Y = N N T RE T R, H 2 bl 40 B
RF RS ¢ VIR NG5 I BYI IEi=E i S (E =B 51 ) i
i fi5 ™ B R R 35 B PDD B AR M, 1% S 5 M R
M7 H H AR TR BE R,

4 PD R LR GE A T B UEGR | T pf 4
O 3 25 5 SR DA T RE IR I e U PD
F WA H1I R (subjective cognitive decline,SCD) 3k
PD = W IA 1 32 F (subjective cognitive complaints,
SCC), Wi # N Al —#% &, PD-SCD #% ik} & PD
DA HT A5 1 I DR T B B, K R U R RO
PD-SCD %4k % PDD (¥ KUK & 2 55 JC = WA 1
TR PD B ET

2 PD-MCI jRIB4H4E M & SR ML

JK e BEATE 5T 3R 7R PD A B A R R 2 TR
I A7 7E o— % fili % 25 H (a—synuclein,,a=Syn) | {2
DURL BT IR 9% 16 BK i (Alzheimer disease , AD) #
1) 95 P AR R Bz 2 A A e AR A L —
A& e Bk S, Horh AD SR FLRRAE N
B — ¥ M KE K 1 (B—amyloid , AB) L BRI 4t 22 2T 4k
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%o — IR ST R T 60% PDD R i B
EAFAERR Sy /N R AR BER 1M [) I A AE B 5 /N
T AR BEHR o bl 25 27 2 i 25 — o B ok AR 1Y) fR
1 3%, [FIEF A I AR BEHL K i 5y /INMA TR
PD & W IN A D) e AL T M AR A R

PD-MCI % % HL I B 5 i ok 52 2 W, BR T
iR a-Syn FI AR 1 S UL AR &1 5 fk 4 £
G, 2 i S5 3 R A 7 PD-MCI (4 % 55 ML i
TR EIEEAMEN, Hd )2 Meynert LK A% £ Bt
FRI i 32 458 T 8 5 5 0 Bz 2 AH OGN R AR A G,
WA 7 1) Dy B B A5 5 0 T W Tk 4 5 R i - 2 )2 3l
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BELHYE LREREZ B AT AE 5B st | N RS
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1 2 B 4000 S5 A ORI e A i B A A A A
VGV T T B0 I 1 BT A TR PD D B A A Bl
il o AT B AR B T AR U
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4 PD-MCI Byl R 45 =

PD 19 Il R AE MR A 45 iz 3l AR A R 52 3l e R
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AU R 22 W, BEAEARSE 7, PD-MCI #3887 7Y
MCI 8t 25 7 MCL 5 2R 3 UL U411 LANSCAPE #f
g8 i A H 0 3R S B AE PD-MCIL L
39.4% , 1 Z2 I\ 5 S 8 7 L 30.5% , 22 TA 0k
A 38 IR R A E 23.49% , FA g0 s O A A
6.7% ., T4 0 3 W 0 JUIAF 58 245 B AR B2, R
PD-MCI 35t i B B AR 5t 3 A T R L, 2 A0
I A b A 39.1%, T 22 A A e AR 8 s A o
It 33.3%12', 2012 4F 8 Br iz 3h B g P 25 (Move-
ment Disorder Society , MDS ) PMMEZH 2 H1 | 38t 5 7 il
A 38t IR A A 43 28 IR R BE A D) St PD-MCI 4 3A
SRR AN, IS A7 A 1 LR DA R ARG
U425, DA X AR R A b R AT 5T, A 25t
i . PD-MCI ik HUIS 52 Bt (P47 D) AE ) .PD-MCI
ZAINAR Z B (e 1 LS [ D Rg )P,

TERION M Z B b, PUATHIREZ Il i o
W, i b 20% LA I, ) B TAEIE1C 25 [ fig
152 IR R H DL BT D g A2 B2 PD-
MCI H8 & P 5 o0 BRAE P AN 38 5 | 5 8- 8eik
PRI B 119 S8 B MR IR A G, I IR 32 22 R B A A
R TR S TAEICAZ DL K2 2T R
JIEZ W, T IAT D A8 R AR 2™ 5 R SR E
FESAT R, B IR F2 R I R E UL — 2R B Ok B
SEIH H RCEFAT %, U AEPAT R B 2 AT
% T A —E KIT 2 AL B AT T s i
FIL ks, PD-MCI & & ic 12 g i i1 35 & 22
TN RHEZ S BRRCAZ 2 8, KAz 2 0
AN, 554 5 80 M 012 D 58, an By
CAC B F T A8 T R KR AT 52 4% . PD-MCI &
LA ] i AT 2 I L IS Bl AR g
WA TR DA R e 255 Jr BT Re 1 L3z 3h U R g
JI a4 5 N RE . PD-MCI 35 (38 5 A
2 et U RE TR RN AT DR HF e 8% (H
HE A LR M a2 B R
M
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(DML T A0 ¥ 1) 52, 7 % PD f8 3538 2l 4 IR
UNGIERGEOY 2= IS S 511 R RSN
T, TN )RR BR AT XS H R A B T 1R

QF 75 X F 3 HEAT — R AR 0 2 R e A
A, DU HEBR FE A 2R G050 i 8 3 G 1
RN R

5 PD-MCI R B &

PD-MCI H i {7k = 23 A B9 BLAE S Wi b 54
BAIGAE W) AR W 012 W SRRV R S R R AR
M 20 FEITAL 2 PD-MCI 2 i 1Y o 20 i B 46 A
For AT e EA ATk PD-MCI 9 0\ 50 Ty R 451 55
o B 4 20 WLAIE A o PR AR 7S ) AR 2 K A ik
ML, SR G L o7 K £ AT R F B PD-MCI 1 %
HAE SR S H M, BKE K2R Ay
T i3 ) AT RE B TOO O 1R, Nk IS VB TE T
I
5.1 #MEOIEITR
5.1.1 EARIA S 2 A8 RAE HEZE LU I R U 4t 27
it (REREE) BOyHEAEM =N ERH TN
PD RN FI TR . 52407 R K AT A i 3% (Mon-
treal cognitive assessment,MoCA ) . 114 £k % A
Ty fig V7 & it % (Parkinson disease cognitive rating
scale,PD —CRS) .Mattis i & i & & & -2 (Mattis
dementia rating scale-2, MDRS-2) . PD fAj 5 ¥ # Ik
5 12 % (mini—mental Parkinson, MMP) #1 PD %X 5%
2% — A 4> & 2 (scales for outcomes in Parkin-
son disease—cognition , SCOPA-COG) &% [ R IF
#ir PD BE NI DI RE M Bt ny & 3R, M &%
rhiC 2 g A A A R T PRAT I RE S ] g
FIEE N RV B9 AL TR ] 2 A PR 2 4G A
(mini—mental state examination , MMSE ) A Ilfi /K I
IR 0N FH R AR A B R O A i, {H XS PD
AT DI HE A 25 8] ) B8 B i 1 A DA 6% 0% TT %
I fff Fi MMP SCOPA-COG #1 MMSE fE )y PD %
PN D RE VAL 1 2%, (0 T A 75 7 B i AR 1 Bk
R TR AR REDEAN 25 218
5.1.2 A sr & AN iksm mwy EmitAE N TR PD R
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AR F R K BAR A RIEOE X PD-MCI 2 47
AL Gy A SRR E BEATICAZ ) AT D RE T
1. whE M ASRIEE ) 5 A A RN DA ) g
FPEanvrAl , 42 T PD & AN FHIIEAS () &2 &
U
5.2 RBAREY KZHWE LM, PD-MCI &%
W h AB42 KPR TN IE # 1 PD %, B
o R A K O B AB42 5 PD R 3 IAH T RECE
PR G, AT AR SRy 500 PD-MCI [7] PDD %% & (¥ i 57
T KL T PD-MCI 8 35 i 3 W A tau (t—tau)
5 W2 AL tau (p—tau ) 7K - BIF 5 i TG — 1k 45
HA W BN, AT AB, 5 t—tau 1 (ABL/
t—tau) FEAR 5 PD S0 AT T BE VE & 1 g2 J1 55N
HITRE T BEA O, XU PD A0 RE AT A A A —
SE AN E, H iR 2 80T 58 38 78 i B WP B a—Syn
(t-a=Syn) 5 PD-MCI & & I\ HI T fE T K JC BH
AR, A3 75 1 — 25 I 5 BT A 202105 i 5 Ak v 5 2R
& a—Syn (o—a-Syn) 5 PD A %13 8 (1) A & A 5 ¢
A — TG ) BE 5B E R 2 PD R A
o—a—Syn K- Tt 5, 1M t—a—Syn 7K P T, K o—
a—Syn/t—a—Syn FCAEXT PD A1 [ 45 19 12 W A1 T i
Ve B AR AR UE— 2B A 5T

H A% PD-MCI Zb Ji 1L b & 9 B 5 ¥ 45
Ao AWFSEHGE , AP L R R U AR 5 PD
BN I AL & PD-MCI & A4 %1221 PD-
MCIT i85 1 P i K 8 Tl RIE % (9 PD A&
H AR B 3R R A K T R R AR AR K
T PD B FH NI RE T FEAT — & WU AN () X
BEA) 2 1 BIF 5T 45 2R 1 T S — 2D B A
53 MARBRERE
5.3.1 kmEE RS YR (magnetic resonance ,
MR) V- 45345 A %k T HEBR A b b 3 R R S5 i DY 4k
R 4E ARG AR B mEAET . Mg X PD-
MCI, 3k /i MR 45 14 71 ) BE 7Y 0O A7 — 5 1Y i
KZ%Hrid .
5.3.1.1 S5MPE B AR AL FE B SR T A 45 Al 2L
B, AR HETERRWIER ¥ 0HE (voxel -
based morphometry , VBM ) 1 Kz J2 J& £ 73 T ( cortical
thickness analysis) 55 75 7% 43 1 PD 2 3 K It 45 44
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AR 5 OE E O BB E R PD R A
PD-MCI & al D A (B RE)W
IR BTRFRR B, HLOK BT 25 45 5 A DI fig B REAH G,
7 Iy 1 5 FUR B4 PD-MCI =% PDD 4 % 4= —
SE I T 0 A {12220

S HT PD RRCE 5T 45 48 ok AR T SR R 09K
44 (diffusion tensor imaging , DTI) 44 , 5IAHIIE
1) PD AR BE F O A H, PD-MCI 85 7T
B2 10 N R T B A S O 0 N W 2
ZF A 00 BT GOAS AR B 5 R MR A S AR S
& /45 5 PD-MCI B & A= N A T g B A A
e
5.3.1.2 Tifig ek 2 o) Be M #E 3t 4k (functional
MRI, fMRI) 7] ] F 4 PD-MCI & & # 8RS
PHAT AT 55 BF 19 Jeg 3408 Mg DX 4 28 6 0 1 AN T) g [X 22
] T BE i OGP i ORI, PD-MCI S8 & ]
AT A5 IR0 e R A ik X IR 2 RE 4 4
I, AT RE A A HI T AR R AR R P R AT T
YEIC 2 B AT D) B8 VI 2R AT 55 B, PD-MCI i 35 7]
B ET T ] R R AZ A R A T S5
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JoT - 1 AR U 3% 3 A (proton magnetic reso-
nance spectroscopy ,p—MRS) AJ FH T4 ] fiz P it 2
FEE MACH = W A8 4k, I N- 1 K 4 2R £k (N
acetylaspartate ,NAA ) | lH 5% (choline, Cho) il AL i
(creatine , Cr) , M\ I J2 W 41 28 6 | 441 fifg J55 58 4 M
et ARG L . PD-MCI 3 ] 1 BUAL i NAA/Cr
FUAE R R, 1075 (015 b Cho/Cr FUAELTH #5121,
5.3.2 E W F A4 AL & 4248 (PET) B
T A4 FAus & AR (SPECT) 2 & 7] % JE R
FIVC 25 #8146 &5 %) (Pittsburgh compound-B,PiB) -
PET PFAfi PD-MCI &3 AR 1 fif 2l R 1 £ [ il 4%
B ( dopamine transporter, DAT) —PET/SPECT ¥
fili BB BT - BUIR AR 22 1 i el B FE S B0 . “F-FDG
PET 5% 27~ , PD A AL | T 0 ) 2 246
BB A, H 5N RE T BEA G, Al 500 A A
B g9 A4 o 93 A AT R AT SPECT #FA PD-MCI &
I R G O, BESE R PD-MCI S5 2
JZ2 JCH IR TnE G5 a] b B ) A G il g R T
TR

H i 1 % PD-MCI & # 9 PET &% SPECT #f

®1 PD ZINFEITEERIER

A R

FERE R

EEN KT FRRAE N EER-IV (SR EA) 787 Y

TEiRtZ g B IR 1 iR - IV (R A ) 2 i sl FC A B AT 55, 5 1T 11 5k

28 55
BT B4 SR HE )Y
Stroop T (& T4 Il 45
WATHE ST 10 43 imi e 5
JRIT B B R 43
& S I 4 —Drexel B2, S EIHF Stockings (CANTAB)

VU P DN B 0 R T (COWAT sl LI ) 2SR WV (B 8 Tl s R i ) sl 2 285 L W VAT 55 G o P e It s e
MEREAS ) o PR3 2 00 48 5C 28 % 1), e AN L e — 00 LA A9 3 55 0 e 000 6 Al A MLCL e v v 19 S0P Ay S5 4 PO o

wE 7 RN Ty R - IV (R0 RAS ) AR DL 0 45

X SE A 44 AR 5, i 5 4 D 4 (REE T PD A R ) 1 2 G i 44 D
itz A JE SR 02 5 FE AT 2 > G 0 Rey W75 3 15 2 ) D0 56 o 4 e 0380 1 2 > D06 e e O ) 2 o 00 R o A

18 ) 45

FICSC 200 35 in 42 3R a1 A2, 49 0 = PaC A2 4 R - IV 32 B 12 53 N 8 (Bl BT RRAR ) 8% River—mead 47 241012 00 45 43 B 11253 1) 45

W23 ) B 7 87 RO 23 [R]1C 42 T 36 — & 1 fi (BVMT-R)
Benton F £k 1) F K
Hooper 5 20 £ 35
i 4 & i (51 U1 Royall CLOX)
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55 A2 PET J SPECT % £ % PD-MCI 2 Wi 19 Ilfs
PRANE 1 A0, o] BT 3047 I PR B 2= i 55122
54 HMEZBEEKE il & (electroencephalogra-
phy,EEG) I F T4 PD-MCI £ & 59 I i 35 5
W AT AR L, HINHNIE R PD B M,
PD-MCI & nl H 3R X 1 0 357 16 3h 14 i S8 X
ou Y T Bl A5 e 128

F A A 5 HL 37 (event—related potentials , ERPs)
J2 B DA A 0 R R B R OB, ek P300
AT AR R K T T BE B % WL A% . PD-MCI B3
A HE B P300 5 i A AP S0 7 AR 40 4 4 45 3R B0
55 BEE&N HuhiM s T —SERH LS
PEAL S5 PD NPy e & PD-MCI B & A 5,
#E4 APOE e4 55 3L M (1 PD 8 & 047 Dy e L 3k
oy H 22, PD &, COMT A Val158Met i
AT met/met [ 58 & AT I AE 22 TN
R Hy val/val B HET¥ GBA £ Z 1785 PD
DA B0 A7 6 A DG PR

EEER.

OH#EFE PD B 3 SR FI3E F 0 i 2800 B3 0 R iF
T BN I BEVEAL 5 A 5% 18 0 B2 7 B A7 7] X
PD-MCI & # #EAT AT I e | TAR IS Bk BT |
Mz Ta] | 38 F MACAZ S 5 A TA A 5 1 4\ 00
fli

QHE#E X PD-MCI B 235 I 8 47 il % B T
B Drae AR AR D AR R iR R B, MR
UG IR O A A A, A At e 4k R 1Y
PN IR

QLG BERIE, A RMWESF AT % &

@ R A7 3k 5 MR A6 A, 4045 T,WILT,WI
FLAIR J7 8, 432009100l %5 B i1 VBM |
DTI 7 51 K £ F1 2 GE # L R ks 2 o X e 2k (Rt
1T MR f A iy 547, R AT AT CT ki,

et PD-MCIT [ #5170 i R 4 5 A3 4
1) B 7 BRLAE I 4T S5 4 A G fL 7 K A

© H R i JG 2 96 UE 46 HE % PD-MCI (85 1E #
B R

6 PD-MCI B2 i

H i PD-MCI 12 Wi 3 235 F i K2 Wi, &
% 2012 4F MDS & 1 PD-MCI 2 Wi br ™! 4K 3
B R R B 3 0 B 280 R DTAR S B A A
HEAT WG FPAEE (32 T B A A X 4 A
A AR 1 P AR B 2 2 T L2 W PD-MCIL, {H
PR 1912 W7 ff 15 R 8 R I DR AR 0E e R 2 3 AT BT A
I,

Wh s S A AR T LA 4 AR 12 W b 3 (2016
WO 2 PD, (& B VR W5 # & BLAE PD 1Y
Sort LB BN DI RE Y TR B A, LA 20
P AF IR IR 52 R0 AU, AT E R
FEDLFZ M H O A TG T BE A STk

HEBE bR UE . AR HE MDS 2 Wi s 112 W PDD,
FEFE N 2 () HoAt J5 & MR IR, A7 76 AT LAt 3
520 A ) BE 3K A PD AR O A4 Al RE IR

{7 Wt PP A5 2 17 B 50 AT 8 I R 0 A, (LA
REXT PD-MCI #4754 43 AU HA2 Wy 2K 5E H T
PD W E AR NI R i RAFTE R W2/ 2
A BRI 2 B e RAFE R H

A TR AR, TS T R R 2R A
9% o HAS W SR SR F I B 4TI A4 A 4800 B~ 0 56
1% PD-MCI #HC R AT Hh g . TAEICHL S
PR N =1 STk VA B B N S 16 O E I
CUIC R R S B TR S A A 2oy R L
(T IEEARHER 1~2 DARdE2E ), BRI — R0
S R R ISR SOAS TR A AR Y R R
ZEA VPG AR 2T B A5 M VAL B A A, R A
TR AR A B, HL T R AT PD-MCI 3R () 4325
TEH T PD & PG g e 2 1,

EEEL.

OPD-MCI ¥ Wi i # 57 76 WA 65 (1) PD 2 Wi
Honh L

@PD-MCI #)12 Wi B 5 T 2 WL (4 DA 0 DA 25
B, 7 HERR PDD

(B AJ MR 4l 1fi PR 7 2R B 72 W 2% 1 R i 15 W F- Ak
B G VEAE R JE 4T PD-MCI i2 W, JH7 R &
FH I B AN T D R P Al i R X T A PD R CE R 1T
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fRT WS PP AL o A2 A I R B 58 5 SR 5 A R T
BT PD-MCI F& 35 217 D0 H1 D) B8 19 25 5 174l
WIEPATIIRE . TAEIEIC B A | B
Ktz 71 5 AN, HEA AR R R 2
MAR R,

@ ¥ 77 % PD-MCI % 47 1 48 2L 8 Bl
i, LA HE PD-MCI % 73 fHi G

7 PD-MCI R8T

PD iz Sl e IR B3R 7 7T 2 2% (b A 4 AR IR
SR EE (S PURR) Y, PD-MCI H il %0 o fiE [ 55 Y
BIT 5 R WG IT FAE 25697 .

AR FE T M 9 AN DAY AR R A S
R, EEXT PD-MCI 34 T FAE it AT 17 845 . 7276
UEBE 24 JE 48 3 T, R 55 SO HEAE iR AR fE =
HEBRTE R . F bR E R A IE R 2 0 U A
YRR T R G0, 45 G 3R 1= G AT #4E
PETT I E (W2 2)M, 75 Z W, 6 IR B2 22k
P HORBIT R i — S ARG, IR TAET
s A B MR TR SR, 2R G 58T 3T By
ALARAR M AR DL R et B NIRRT SR TR
I7 H bR 45 A R 2R 2 VR 9T T R
7.1 HYIETT
7.1.1 R ES B2 ) )

7001 REPT RERITKRE 3~12 mg/d 29
UESE X PDD 36 97 A7 801 (1 Pk s ) o i X T
PD-MCI, — 3 gh A 28 ] i/ 5 AUE 28 it i Fifi
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HLXT BE 3K 56 (randomized controlled trial , RCT) i 7~
K ERLTT S R 4.6~9.5 mg/d A7 PD-MCI &
I R R AR BN G BN T RE Dy T T AR
T2 B a3 AR IR G032 22 7 (2 Gk
Py, FEHLTX PD-MCI 057 50H £5 K RCT
ik — 20 WA
7.1.1.2 ZRIKSE — TR ZRIRFF 5 mg/d XF
PD JE 5 2% 5 R e R 2 A g0 T BRI A SUE
) RCT IR , Z 235 Wk 55 R AE 2 PD RS AR (£
WA AR, HAREE S E TREmAEER
(MMSE ) K 55 [R A2 12 8 R 1T 3 (K EEZ 48 b ) 1)
(2 HUEHE ), ZZRURFF X PD-MCI /7 50 f5 iF
— W5 B
7013 AR 2= B 8 mg B R IRIGIT
PDD W] BEA 212 ks ), 1 — I AH RCT
AN, AR B 16~24 mg/d X PD ki A
B FEE S AT IR LA 8 KOs E R )
Z AN IR R CE AR (2 BOESE ) .
2% fih B PD-MCI (1997 204 ff KB RCT i — 2
W

WEEW. RERTE R W &L 5 0R 55X
U3 PD-MCI WA HI T BE T RE AT 4%, (R = = 4
il B9 6 UETE 4 (B 477 ) , B U0 7 AR e itk — 20
WS A 5 022 At B2 B R 203 PD-MCIL A 3
Al i e = B V) IESE (B M 4E ), A FRF — 20 I R
T, IR b AT 25 G 838 AR A0 75 K 2% il H IR
ik P A 1 SRR T

R2 EFEFELEFRERE

RITHRERIER SR

1 9 : Z2 3501 J5 A4 BB AL XS K 6 64 2R BE T 5 B 5T B L X B (95 9% T A DX i) £ 7% ) 5 4 sl TG g 2 0T 5
2 G Z2 T[54 BA S AT 5 64 B BT A, sl BT R Y Al BE AL B 5 BT BA S A TE 5T a Ok Y BB OE AR U8 (UnBE T AN T 80% ) 5 4

3 & Z2 IUI) J5T 64 161 X6 BT 5T 69 3R R VT 5 SR I00 15) % BT 5T
4 G R SRSk X 0 BA S AF 5 A ) X TR AT 5

5 90 R 2 W ] 18 sl IR T A B TR T T B — RO T Y e S L

BT REREERE

A G T 0N 1 JOESE

B 9 3T —Bih 2 Sl 3 Pk el — S A N AR 1 SR
C 9T 4 BOb s s — % A 1F A 2O 2 908K 3 Ziik 4

D 23T 5 GOUE I B AT A0 900 B A — BRI 58 1 I R
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712 FiEZ A =TOWE M RCT BF 58 WA 5
Wt 2% PD NI I RE A RZ ), (HZ5 RN — 3,
Hp—3 RCT PR R BR F P 2% 1 mg/d 4
52 BRI 41 H SCOPA-COG PF4r LG it 2- £ 7 |
FVb 2L R gk 3% PD-MCI £ & 10 % K A %0 2
REMSI(1 EHE ), 79 Wi RCT AF 8 454 7R b+
2% PD ARSI B E BT IIRE , R el
J1 W as (R RE ) Bl R iy R, Horh — WA oY
LER B RE VT 22 1 mg/d W PD AR B E
B PRAT T RE A T (1 AEHE )™ i 53 — TR 5
SR EBRTEYE LS R A R B AL
AV N S5 SR TIE Ge it 2 25 5 (1 AESE )™,

EEEL. FUYH L0 8GE PD iz shifie k1
Wi JC 78 43 E 48 3R W1 H VD I 22X PD-MCI % {& A A1
TIREA B E I (A HERE) . WD & =X AT
RE A = I AT REA BB AR (B RHESE ), A
KEEAH M RCT #F— W58 IE 3K
7.1.3 £ 4R P RCT HF 58 WA 36 4 Wl 20 mg
qd XI PDD #E ARG RYT 20, FZVT0 48 b5 4 I IR
FAREP G 2 2F PF 53 (clinical global impression of
change , CGIC) , {H W T BfF 5% 45 S IF A — 5, Horpr—
THWF 58 #1318 19 R B RCT 45 J 17 26 4 IR fE o
# PDD 3 1 CGIC W43 (1 k48 )Y, i 5 —
TiUAIF 5% 4 4 55 4 WL AR R R 238 CGIC 14, 1
X SICAL 5 1 W GE S R R it 22
5 (2 LUk ) k= 36 4 NIZE PD-MCI 8 35
N R A DG T SE5E

EFEN: E4 WX PD-MCI #7500 b=
WEFEUESE (D HHERE ), A T i — 2D
7.1.4 HAwzhap —Wi/NAL RCT WF 58 3890 T LR
A G Q10 R Y7 X el AR ik PD B H N AT
e o7 Ak, 25 AR R WURR B¢ & Sl Q10 ¥R 7 Xt
MoCA ¥ 73 Bl 35 0 T 42 Bt R 45 (2 kiR ) .

— J5 B B BRI ST i 4, 2 AR UR 5T TR
SR VY $H R R A I 5 U DU 2 ) B TR T (4R
R Y7 ) X PD #i R B 1 MoCA 3 45 2l 3% 1
T Z2 IR ST RRITN(2 k) . H Al M st =
TORERER X PD-MCI A Y758, T 2R Bk
PD AR 65 B9 4 T A Ry ik — 20 BF 58 WA

7

A — T /INFE A B 5 5 7R B W8 JIE T e
% PD-MCI 3% 1) MoCA 145, $7m i — i JIEL ik
Al RE AT AE 28 PD-MCI A& 25 A J0 2 68 T B o (3
PR ) o BN AT PRI/ AR A T 5T S 7 S b AR R Xof
PD-MCI &35 BN D) fig vl R A 2 & 1E H (4 90k
) o ENA — TN AT 5T 7 AR A i Al
PD-MCI & # ) MMSE Fil MoCA 43 (4 ZIESE) .
=] A 7 35/ RE A IE 5 I R Je B OF BT 0 PD
NIRRT A 19 MMSE 3K MoCA 1143 (4 21EHR ) .

—TUNEABEFE B, BLRLPYIH A] 3% PDD
LI AP O R Y T W P T K O (3 )
HEHE ) o H T i = B4 9 35 XS PD-MCL AR
IT RS

EFEN:

O W 5% 1 3CH R R — i AR B AR A
4 ) R e B - X PD-MCT B F AR D g
REA S8 T (C ZHfER7 ), (H B = i 201 19 78 Ik
R , B0 D17 2806 15— 2D F S B A

QWA IRIT (AR YT k) B3 PD-
MCI AT RE AT BEA &L, WWLRREK 5 S Q10 ¥4
I7, BUBCE T T AR AR | BBV SH R AR A 4 )
BT (C HHERE) BB = 5 200 0 A8 Ik Tk 55 4 1)
7 ROA i it — 2 5T B

@HAMIATT B Rk — 5T,

7.2 AELGWIETT R AE R PD N ARG AR 25
BT T B B ORI 2 1 O, A A A I 2k
(cognitive training, CT) . & £ /i i H ¥4 (repeti-
tive transcranial magnetic stimulation,rTMS) | £& fiii
U HL 313 (transcranial direct current stimulation ,
tDCS) BREE A7 iz 3155 . HE ok 3, H i PD
INH BT AR 25 W) I6 97 BF 98 2 S /NREAS | IR = A
G, FH U7 RO R b R i — 20 REEA | o 1
FWE .

7.2.1 iRFe ) 2R NI 4 3 5 X A (] DA i
AIA RN T3k #5120k 328 TN FN T RE | 39 B
A o INJIINZR AT LB X C AL | T8 3 AT in 1
AR A AN AT IR, AT LR AR
A BGHR AL I ZRIE A7 TR bR % 7Y
BEPLX IRBE ST 7, #5284 F i S LA A
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Y15 555 3 Th BERE S 4 PD-MCI £ % (9 MMSE
B MoCA PF43 ) Bl 3% 1L T 5 4 (1 32 26 2 R BRE &2 18
(2 Ak ) , — 5 FEHLACE X BRI A 9T 8o |, FF
22 6 AT A AL A 1 IR T B3 PD R
BITE R N2 PR ) o 55— IREHLAUE X i
B R, FRek 4 J8 T 2 BER R K AU I G
AT g AR R PD B E W ERE N E
S E P AT IhAE 02 SRR T BEIN (2 ZAiE
i) A — T IT R AH |, 4628 20T A il 25 mf
i = PD-MCI 8 1 8 # 40g 11 (2 Gkl ) .

EEEN . 80— 0aEdE 8o A il gy
M3 PD RBE BN T RE  H b B X AT T RE L
B T AR AZ RE J7 09 I 25 FT RE % PD -
MCT F8 3 HH R A 0 A D B HE#E A S5 PR I
7 HLALXT PD-MCI 83 AT NI 2R (B FHfed? ) o
7.2.2 2 R H 7w k] (transcranial  direct current
stimulation , tDCS) tDCS J&— I 24 1 JE 5 A PE A
SRR e T REE A T R kT e S 5 R
S R 2 9 T RS I O e A 2 R R AR 3 A T
e, —I/INEEAS BE ML R XCE 86 7 45 T 200 B
A5 3 S w5 B2 BT (dorsal lateral prefrontal
cortex , DLPFC) i tDCS X} PD-MCI £ & A %1 B %
MG IT VR, 45 3 R 22 A7 DLPRC #i #45
AT D AR R S5 R T B AL (R L) (2
PAEHE )

A =T BT BGRG R T e S T L
AN AYI Rl b, B4 22 DLPFC tDCS A
7% PD-MCI 8 #9732 0 AT D fg o 2s ) |
WHE Kadte 2 A ER, 455 BoR tDCS
A INHYZRIA YT 7 8GE PD-MCL & M= T |
L2 T BANATHIRE (B2 2 G4 )51, i — 5
B ML X BB 56 W s, W) BRI SR AL A 22
DLPFC tDCS 7697 7l 2k 3 PD-CRS W43 } 7 i i
W7 P T 43 (2 Z kg )1

HHFEE L . A0 DLPFC tDCS 7] 2 3% PD-MCI
BENPATIRE R EE T, A SR BT B ]
% B X PD-MCI & # #1742 il DLPFC tDCS i8J7
o tDCS B AN EINZRIG 97 (B et ) .

7.2.3 & 5 22 FREE R #8 IF (repetitive  transcranial
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magnetic stimulation,rTMS ) rTMS 75 J& — Ff 4 17
YN T U E T NI Sl ER A YRS R i
JRH L2 B R b e AR RO H I R T s &
RGN A PR ARG IS S, — I B AL SR R 4
5 UM DLPFC & 4 (20 Hz)rTMS 6 97 K fig
U PD-MCI 8 1 B AN AT D BE (2 ZUE 4 ),
BT — 5 meta 2 BT R 45 ' TMS K BE 20 PD A4
WINFIIIRE,, T5 2P KA — 5, 5 —T
B HL OB X HE A 58 57 A BU DLPFC 25 4% (25 Hz)
rTMS 697 % E fi 2k PD B3 ST T BE (1 T, 25
88 45 0 DLPFC YTMS 7] 8 35 18 55 3 I 3 45
F, M ZE M DLPFC vTMS JG 2 Lk 3% 18 1 (2 90iE
i),

B8 K Tk th 31 % (theta burst stimulation, TBS) &
rTMS 1 55— il s =, 2 — ol [ A 5 fik o
B AE I — P [ AR ok b R, —
B AL X HE 56 25 S B 7R, 42 Ml DLPFC & 43l TBS
(50 Hz) 1] 2t 3% PD-MCI & 5 (R A Dy g, 2%
U PR TR ) 68 1 0 (2 Uk )™, b — T
ML REXCE R 7R, 220 DLPFC 545 TBS(50 Hz)
BRI RN RE B3 BT T AR R T AR S R (2
FuE g )™,

HWEEL: 40 DLPFC & 45 «TMS 1] GEA Bl
F ok PD A HI B i3 R CE ST DI BE (B AR )5
YTMS X 2l 3% PD & 4 I\ 1 2 g w4 il = i D) JF 4
(B HfEdE), ARFE—L I IKWF5E ; 220 DLPFC
54 TBS Hil % 3% PD-MCI £8 & 5 i A T fig
A BEA (B S HfE#E) . YTMS 3477 PD A B i 4
RSB AN — B0, W U1 RO TR e AR i —
B
7.2.4 HAZFH AFTRHLT G ET TH R
g (EhRiEsh %) Xt PD B FH N M IAE N &
W, Z5 R WoR, ST HE TG 8 i %) R A
o, FbsXizs shis 4 ol e PD AR E I PUAT T RE (2
FuE A ), A — I b 22 Bh B 4 I B AL R
IS A 2L A5 S (3 GiiE 3l )™, — T/ N AR B
LA B0 &5 2 Won , B 2B ALY 2] 238 PD iR
H )RR T RE T B R (frontal assessment bat-
tery, FAB) -4, B Bl S5 B4 T D BB (2 GEHE ) o
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EEEN A A EGEE PD B A AT IR
AIREA AL, HEdE PD-MCI B & T8 B 1A Ais
s, kb =CE 2 4 (B AR ) s 2B HLIZR (C
RAESE ), W UIIT XA 15 = B i o i — 2B i
7.2.5 FE35 — WO ORI IR TR IR X PD
B BRI T BE S ZS [ BE ) s, 25 SR 42
N 12 RN ZRnT st PD AR & 1L 25 ] B
AN RE A5 B AR D B8 (4 SR )5 1 o) — It
Rt AL % BRI 0 45 R 4 7R 4R I 2 Bl MoCA F
Sy s (825 SRR B g it B (3 PaiEd),

HEEL . WIS SR E PD B3 2 6]
T RE T REA T B (C ZHERE ), W B 4R A 0 Dy RE
LA R (C QAR ), B U I7 30A
JoT i B 5T i — 2D A

SERRERBR (RUEREEHF):
ZHR(PEREFHFRATHRER), WA (S
AAARER) ER(AEXFWBERLLER) A (F
BEFHFRLFHFER) L5 (b5 EMAKXFRIIE
) ERM(PhRFRMEI) ZRME(BAEEER
FoBEFPS) ERF(LEXBRFHERNAER) X
F(EVTHEXFRAFEFERBEDAER). 24 % (T
LEHXRFHE-—ER), TR (AFEAXRFHEALE
EY T4 FGREEARXEIWHEBWFER) R AE (W)
BARER) LE(GHEAXFHEREER) X ZE
(HTFEHAER) ANELBOLAXFFEER) XA (K
MAXFRESH —ER) NE(LAXBRFEFRWES
AER) VNEBA(LEXARFEFRMEHLER) S
FE(HAMKFEE—WEER) FRAGLMNFLTXFWE
EfR) BEA(LGEAKRSESE —ER) IF0 (PR
BRXFRAFEFEWENAER) I (T RXFHE
H-ER) ARA(RZFEARFEER) HER(ZHK
TEHKF) BHA(FBERAXFE_HMHBEER) HY
(LBRBRFEFHEWNEHRLER) FER(FTEAR
MAEHHREELER) 2FEZR(LERBRFEFEMW
BE—ARER) 2AT(LHEXRBRFEFEMERSL
ER)KEE(JAEARER) KL (AFTEAXS
F—WBER) KEZER(HIXFEFERES —ER),
RFAE(RAKFARER) KEE(PEHESAFRL
FHRER) ZRRE(SNEHXEIRESF —ER) # =
M(EHEMKRFERER), AP (LAERBRFESF
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W EMAER) RAX(XBEMHXIHESH —ER),
A (LARBXFEFEMBE LARER) K% (F
LRFWES —ER) BMEB(EHREHRFEXER). K
HHR(LTER) ME(REFTRAER) A (S M EA
XKEWREBHER) AEX(BEAXEE-WBER),
FHM(ARER) FRL(EINTARER).F L (HN
KEWES —ER) REM(EREHRFHES—ER),
AHEAELRERBEFPLER) AXA(HTRKFEF
TR BARERER) FLFE(ThHRXRFHEREER) &
FI(SMNERKREWBES —ER) M-F(TLEHRNKF
H—BER) ERI(THAREIWERBER). & T Z(F
BARMKELERSE ZEF PO) BEHE(E L XFID
BMWRAER) XL (AIXFHESE —ER) ALF
(N KXFEDER) 2AB(TLRAFIWRES —ER).
RZRAE(KREEHXEWRBES —ER) E4= (BN EH
XEWBER) TEXA(ETREHXFHRES —ER). A
H(FEMEHRFHWBEER) F@F (LI KFEREELL
ER) BX(REEHRFEER) HERA(FHREW
BER) A2 (AFXEWERFER) ARA(LR
ER) B (L PHEXFRAFEFKEWERFER)
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