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TN ) AE B 15 2 1A 42 7% 9% (Parkinson disease ,
PD) & Ry & W AR 8 s RE AR Z — | B 45 00 4 AR A
5% B N M B % (mild cognitive impairment in PD,
PD-MCI) F0A 4 #R R iR (Parkinson disease de-
mentia, PDD ), H ' PD-MCI & PDD {5l 57 & (&
KRN, PD-MCI &% % &5, JF Al 78 PD 100 ik 9t
WATIR A WF5E Bos PD-MCI 9 0 R 5 1k 40%1%
FEHZ W) PD R & %k 30%, PD-MCI
B AR R R R 1 LR R 6%~15% . PD &5 A H
Uige ks it 2 2 PDD B, ) E 2 R 4 ST
fie S A= 36 A, IR G, PD-MCI 74132 Wi & 40+
T HA H IR IR & L,

IEAE  PD-MCI H 25 22 3] K v, 2R, 3 =
= L 15X PD-MCIL B 3 2 W fiG 7 d5 m ,
It R B= A X7 PD-MCI R 2 o il = AH Y
YT RE A8 5] R ELEIR E PD-MCI 191297 58
B IR HIG R K AL oY , & RAKE BN A
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PD-MCI iz F1i8 97 -
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PD-MCI 2 PD i\ A1) fig 1E & #1 PDD Z [H] (1)
R A, B[R] & R 0] ) PD DA H T R OE H Ek
PDD R %% 4L®, PD-MCI 5 4E 4[5 PDD 3 2 1
ARy 399%~50% , 1l 11%~27.8%PD-MCI ¥
INFI DI RERE T IE %W, PD-MCI 4£45 PD & £ W
S BN D RE T B | 57 78 EOBEE 4, sl IR
B 0L 22 2 Y = 0N AN T e T R, H 2 ph g0 B
D IE 52 77 76 % WA R Dl R it 5, (R L0 T g
B 5 7 F AR T R A B PDD AR UE |, i AN 5 0 R
TS H R AR RE B,

4 PD R LB GE A T B UEGR | T A 48
O 3 255 5 SR DA T RE IR I e U PD
I WA HIE R (subjective cognitive decline,SCD ) 3§
PD = W 1A 1 32 F (subjective cognitive complaints,
SCC), W # y [7] — A% &1, PD-SCD #% ik k& PD
T HT B A5 1) I DR T 0T B B, K R U R B
PD-SCD %4k} PDD 1 AU i 2 /&5 F JC 32 0 A A
TR PD B HT

2 PD-MCI jRIB4HHE B & fR L5l

JR R B 7T B R PD A0 BE A R R Z )
A A7 7E -2 fili 7% 25 H (a—synuclein,,a=Syn) | {2
DURL BT IR % 165 BR i (Alzheimer disease , AD ) ¥
FA) 5 BRSO R B 2 A It A o A A e — Ml 2
FhAZ & e Bk A, o AD S B AE N
B—VE M FE B I (B—amyloid , AR ) UL B Al fift 28 £F 4k
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X, — TP KA IE R 3T 60% PDD R B
EAFAERR Sy /N AR BEBR 1M [] B AE AE 5% 5 /N
TR AR BE e K bf 28 2F i 9 45 = Fhoos 3 0l AR 1Y JR
5 3%, WA & I0A AR BEH K #% 5 /M TT ALY
PD A& BN D) Re AL B M AR AR R

PD-MCI % % LI B §i ok o8 2 W, BR T
3R a-Syn F AR & 1 58 DU 4k K 1 28 fil 151 4
Ab, B2 T AL 3 BRI AE PD-MCI B9 % 5 AL 1
INEBNEZAEN, K R Meynert 2K % £ Bt
JIELB 58 52 451 T g 5 05 W B2 J2 AH OGO B R A G
WL 2 18] D) REBR AT | 5 18 T e 4 P i - 2
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BEELHYE LR R Z W ae 5E M . N R
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PD (1) It PR AE MR AL 45 12 3l 5 R AR 42 3l 0E R
PR, LA B RS 2 PD LA AR I8 Bl E AR
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k35t 75 7 MCI, PD-MCI i 3 v DL 2 A F1 38032 4500
AU 2 W, BEAEARSE 7, PD-MCI 3 35 75 A
MCI H st 75 7 MCL 5 R 5 UL U451 LANSCAPE #f
¢ i 4 HO 3R S B AE PD-MCI L
39.4% , 1 Z I\ 5 TS R 8 L 30.5% , 22 TA
A 38 S A & b 23.49% , FA g0 R s O A A
6.7% ., T NI LA 25 R W AH R, BoR
PD-MCI At s AU AR 5t i AU T i UL, 20 A
g R A 7 K 39.1% , i 22 I\ e R g e A
kb 33.3%>1, 2012 4[5 bx iz 3l B 65 U5 23 (Move-
ment Disorder Society , MDS) P20 #2 H1 | 15t 5 7 il
A 38 IR A 1 43 28 R BE D) St PD-MCI 4 3A
SRV R A, S A7 A LR DA R ARG
Ui r 25, A X g A 0 R o A b R AT O, S
i . PD-MCI B 1A 138K 32 B ($047 T fig ) \PD-MCI
ZANAR Z B (e 1 LS [ D Rg ),
TERION B Z B rh, AT REZ B N
UL, 20% DA b R ) K T AR R A Tl g
152 IR R H DS AT D fE A2 B PD-
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JIEZ W, T IAT D8 R AT 2™ 5 R SR E Y
FESAT R, WO R = VR S5 B L, — M 3 B A A u
SE R H H BCE AT %, U AE AT R B 2 AT
% WA —E KIT N 2 AL R T D) e i
FI ks, PD-MCI & & ic 12 T g i 1 3 & 22
FI N RHEAZ S BERCAZ 2 8, KAz %2 0
ANEL S, 55 A 55 AR SC IS 2 T BE I T
WA RIS R 1 AR FE A X S 8 . PD-MCI i
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HEENL.

ORI A ¥ 1) 52, 7 % PD SR 3538 4 IR
UNGIER GOV 42 IS S (NS R RSN
I, TN R R AT X H R AR R D SR

Q#e75 x 8 AT — MR AR 2 R S A
A, DU HEBR Al 2 G5 Ko 28 R G B &
1 AR

5 PD-MCI By e &

PD-MCI H i {7k = 23 A B9 BLAEL L2 Wi b 54
BAIGUAE W) b AR W 2 W SRR AR S R AR
i 0 BEPP AN 2 PD-MCI 12 18 1) = 22 4l B 6 4
FO AT e E A AT PD-MCI 90\ 0 Ty R 451 55
B2 2 20 WA I o AR W AR 7S W) B AR 2 A ik
ML, SR oG L 67 K 4 AT R F B PD-MCI 9 5%
HFHE S —E S A, AR R A=)
PRSP T BE 4 TN B, R R BT W A T
I
5.1 #MEOIEITR
5.1.1 EARIA I T Ae 4G HELE LU I R I ik 27 4
i (RO REE) BN BN = A& R H T
PD B ARINFIIIRE . 5247 A 7K A K PE Al 58 3 (Mon-
treal cognitive assessment,MoCA ) . 114 £k % A
Iy fig V7 & it % (Parkinson disease cognitive rating
scale,PD —CRS) Mattis i & 7T & &= 7 -2 (Mattis
dementia rating scale—2 ,MDRS-2) . PD fAj % & # Ik
2% 1 %% (mini—mental Parkinson, MMP) A1 PD % %
B 7% -\ F1 4y 8 38 (scales for outcomes in Parkin-
son disease—cognition , SCOPA-COG ) &% ] HIF
#ir PD A NI I RE M Bt pY & 3R, HE &k
hIC 2 A A A R T PRAT AR S ] g
JI AN R AN, ) 5 R RS AR A
(mini—mental state examination , MMSE ) A llfi JK I
IOk BN R AR A R Bh R O A i e, {H XS PD
AT D RE AL 25 (] T R B A 1) A 0 AS % R, P 2%
J& & il MMP SCOPA-COG 1 MMSE 124 PD %
PN BE VP AL B 2, H A T I R T R AR
R TR R DEAN 25 2108
5.1.2 AT & A AL 0hF it s b T i PD
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FOA TR R K HAR A RIEOE X PD-MCT 2 47
AL A AR R E BEATICAC ) AT T RE T
J1. W E KA RIRE TT 5 A AR B ) e
IR PEAL , T PD 45 D F A5 (1 2 %
L 1B
5.2 RBAREY KZHW5E &M, PD-MCL &%
G AB42 KA TN RIIE /Y PD B, H.
i R A K B AB42 5 PD R 3 DH T BE I
FAR S, AT AE R FL PD-MCI 5] PDD %% 1k () 2l 37
T PR T 1 PD-MCI A P8 tau (t—tau)
o R K tau (p—tau ) 7K P BIF 5% i 6 — B0 45
HA W BN, AW AB, 5 t—tau A (ABL/
t—tau) AR5 PD $0AT DI BE (TR T g 12 01 %A
HMIEE T BEA G, XU PD AR BE AT A A A —
SEANE, H iR 2 8T 5848 78 B WP B a—Syn
(t-a=-Syn) 5 PD-MCI & & IAF1H)6e T K T B i
FAOC A R 1 — 20 B 52 WL 20210 i o VA 5 2R
& a—Syn (o—a-Syn) 5 PD 1A K13 68 (1) #H & A 58 ¢
A — TG ) B U5 A 5T R 1 PD AR R U
o—a—Syn 7KV Ft 5, 1M t—a—Syn 7K F- T B, K o—
a—Syn/t—a—Syn FLAE X PD WA 1B A5 9 12 W 0 15050
VE MBS AR R — 22 05T

H AT EE X PD-MCI A0 A i A5 7 9 0F 55 1 45
Ao AHFSEHRGE , AP I R R U BE AR S5 PD
BN e AL & PD-MCI & A= 47 6221 PD-
MCI & i 5 i 7K F 5 T IA R IE 3 /9 PD &
HP AROKF R R AR T RS R R
TR PD B FH NI RE T BEA — & B AN (2], X
BEA) 2 1 BIF 5T 45 SR 1 T S — 2D BF A
5.3 MARBRERE
5.3.1 SkmEERE S LR (magnetic resonance ,
MR) V- 45345 A b T HEBR A< b b B R R S5 i D 4k
KRG ARG AR B A |EAE T, g X PD-
MCI, Sk /i MR #4945 #4701 ) BE 7Y 0O AT — 52 1Y i
KS% M Md .
5.3.1.1 5P A8 A AR B 5T A BT AY 45 A8 2R
v, RHAETFERIZWIEESFE DI E (voxel -
based morphometry , VBM ) 1 K7 J2 J& £ 73 Hr ( cortical
thickness analysis) % J5 7% 40 At PD R 35 JK it 25 #4)
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B, 5 OEE O B ECA R IE E Y PD R E A L,
PD-MCI B &l i 5y A (A% RS )H
JR BT T B, HLK BT 22 4 5N D BE R R AR G
U i 22 BUR B X PD-MCI 8% PDD #9 % 444 —
JE I T AN 12220

S HT PD FRCE 5T 45 48 AR T SR R 05K i
44 (diffusion tensor imaging , DTI) 454 , 5IAHIIE
1) PD AR BLIE F O BEAH H, PD-MCI 84 7T
B2 i NIV R T B IS A O O 0 N W 2
2T Y 00 GOSN AR RO 5 R PR A S 4R S
&b e 1455 5 PD-MCI B & A= oA A I &AL A
KA
5.3.1.2 Pyiig Mk el 28 I HE Pk B 3 4R (functional
MRI, fMRI) 7] Ji| F ¥l PD-MCI & & i 2ok A u
PHAT AT 55 BF 1 Jeg 3408 M DX 4 28 6 1 1 BAN T) g [X 22
[] Iy 8 () DGR . i ERAS B  PD-MCI #8235 7T
PUAT A ]| Fry [l s 3 4 I X [ T fg 3% #2484
i, o] Re SR A AT D) e AR EE R I, ST T
FEIC 2 B AT T g U 2R AT 55 B, PD-MCI i 35 7]
BEEENEEIIN ==V /N AN IR T W il SR TS R L
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Jot - G AL BRI 3% 43 AT (proton magnetic reso-
nance spectroscopy ,p—MRS) ] H 4 Wl i Py Bt £
R B AR W A2 A, I N-CBER A& 2 R #h (N
acetylaspartate ,NAA ) , lH 5§ (choline, Cho) 1 AL i
(creatine , Cr) , M 1M S W41 28 76 | 41 fifg J55 58 4 M
REREACMHE O . PD-MCI 835 W] th BUAL i NAA/Cr
FEAE T B, F145 190 5 #b Cho/Cr LB AE FH 51231,
5.3.2 EwF R4 AL & d2 48 (PET) B
T R G AU & AR (SPECT) 42 & 7l 2% & R
HIVC 2% #5165 %) (Pittsburgh compound-B,PiB) -
PET PFAli PD-MCI &% AR 1 fi 2l R 1 £ [ il 4%
iz & (dopamine transporter, DAT) -PET/SPECT ¥
fili BB 5T - BOIRAK 22 T i e %0 3 S B0 . “F-FDG
PET At 58 7%, PD B AL | T 0 i) 2 243
SO > BSINRZRE R B AT G, b S50 A R
BRAG 9 A o 53 A ATk SPECT PPl PD-MCI
R I RS O, BESE R PD-MCI S5 2
JZ JUH IR TR S8R AT B ) A A il g T
TR

H i &1 % PD-MCI £ # 89 PET & SPECT #F
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%A Z PET K& SPECT £ 25 % PD-MCI 2 Wi 19 Iifs
PR (B ¥ AR 8, 1T T 2047 I R B 22 F 55 12
54 HMEZBEEKE Kl & (electroencephalogra-
phy,EEG) I F T4 PD-MCI £ & 59 I i 15 5
WS AT AR L, H5ONHNIE# W PD BE M,
PD-MCI & 1l H B0 X 19 0 ik 36 30 4% i K it X
o T B/ A e 128

A A & HL 37 (event—related potentials , ERPs)
J2 B DA A R R R B2 OB, He v P300
AT AR A K DDA T BE ) % WL EE A% . PD-MCI & 3%
A HE B P300 Y5 i A AR B 78 AR 40 4 K 45 3R B0
55 EREWN HaiFsws 7 —LERmEE
A5 PD INAITIE & PD-MCI (%) & A %, i
#EH7 APOE ed S50 2K (% PD 3% $AT D g LAk
oy & 2, PD A, COMT A Vall158Met 13
S FE R met/met () B AT I RE 22 T RN
HUA val/val B B8 GBA JE K 28085 PD
DA A A7 6 A DG PR

EEER.

OH#EFE PD 53 R FI3E F I #2800 B8 i % iF
I BN I BE VAL 5 A 5% 15 0% B2 7 B0 7] X
PD-MCI & # #EAT AT I e | TAEICIC B & T |
PZs 8] 1 H KactZ 1 5 AN AEIE B TE A0 R
fili

@H#EFE X PD-MCI 1 8 & 10 0F 17 100 % B AT
B orae R IR D RE R dEAE R B, M EEBLAR
UG IR O S VA A, A At e 4k R 1Y
PN IR

QLG BERE, AR ESF AT % &
1708 AB42 K

@ R A7 3k 5 MR A6 A, A0 45 T,WILTLWI
FLAIR J¥ %4, £ %1015 &0 N W] % & 47 VBM
DTI JF 5] K 5 F1 2 e S R A A o XoF I A 4k ik
1T MR £ (B4, IR Al A7 CT

G PD-MCI 8 17 i L B K 4 5 A 451
(1) B 7 B N7 E 4T S5 4 A G FL 67 G A

© H R 4 70 12 96 UE 46 HE % PD-MCI (8 # 1E #
LR A,

6 PD-MCI B2 i

H i PD-MCI 2 Wi {7 3 235 T il IR 12 Wi, &
% 2012 4F MDS & 1Y PD-MCI i2 Wi br 5! 4K 3
SR IG DR 2R B 8 FH A A 250 BV 4 i B A A
HEAT AR 92 i, B T W TTA A K A 4 A T
A2, AR X P Fp L= 2 |l LLi2 W PD-MCT, {2
PR 1912 W7 A 15 R P8 R I DR AR 0E e R 2 AT BT A
[ o

Wh s A - AR T L 4 R0 12 W A U (2016
WO 12 PD, 3 E RSO S & BLAE PD 1Y
Bl b BN D) RE A R R B AR, M 220
P 2 I3 S A RN R R U, AR E AN
JELLFZ R H R A TS T BE A STk

HeBRbr v . ARYE MDS 2 Wi b5 #E 12 87 4 PDD
FEFE NP 3 () oAt J5 & VR IR, A7 76 Tl LAt 3
S0 A T B 3K A PD AR G A4 Al RE IR

i ms VAR AL AT B 5 A7 Tl IR i A, (A AS
REXT PD-MCI #4704 53AY . HA2 Wi 2k 38 H T
PD R KRNI R IF M i RETE R H 2/ 2
A BRI 2 B e RAFE R H

A TR AR, TS T IR R 2R A
5% o HA2 Wi LR 2R FH 1E B0 4 T 1Y) 4 28 0 B 27 0 65
5% PD-MCI #H G AT HhfE . TAEICHC Bt &
F1 A ) GBS KAl S 5 AN sk, B A
QR A /A B IR G A AE T T 55 S R
(T IEEARER 1~2 DARdE2E ), RIS — Nt
S R ISR R SN TR A R R Y R R
L5 VPR AL AT 4 55 M DE Al BT A AR, 4R
TR AR A5 B, HL T R 4T PD-MCI R i 4325 4
12T PD & N F PR Al A B R PRI 1,

EEEL.

DPD-MCI ¥ Wi & # 57 76 B3 85 (19 PD 2 Wi
Hefilh &

@PD-MCI {32 Wi 1 3 F 2 W 04 TN H1PF Ay 45
B, HERR PDD

QA MR 4l 1fi PR 75 2R B 7 L 2% 17 R i 15 s F- A
B A IEAE R JE4T PD-MCI 2 W, #H:7% R 1 iE
FH 16 B AN R T R PPl 1 3R 4T BT A PD R CE BEAT
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fRT WS PPAL o A2 A I R B 58 75 R 5 Ay R 7
AT PD-MCI H 35 147 D\ 31 D) B 19 25 6 1T Al
WG HRATIIRE . TAE IR 2 S B A 0] 15
K de g1 5 AN, BN R DR A 2
PMAR R,

@ HE 77 % PD-MCI 8% 47 1 45 L 8Bl
i, LA R PD-MCI 5 3 A5

7 PD-MCI B8 7 T+

PD iz SlE IR B3R 7 7T 2 7% (b A 4 AR IR
SR EE (B PURR) Y, PD-MCI H il %0 o fiE B 5 A4
IGIT 50 R WIG T FAE 25 WA YT

A F5 FE AR 4 Y AMRE OGRS HE R L AR R A S
R, B X PD-MCL 304 T A& AT 17 54 . 7276
UEBE 24 JE 48 3 T, R 55 O HEFE 1R B AR fE S
HEBRTE R R bR E R AN IE R 2 0 U A
YRR T R G, 45 G 3R 1= L AT R4
PETT I E (WL 2)M, & Z W JFIE BE 22k
Pt LORIBIT R T i — S ARG, IR TAET
s A A B MR TR R, 285 % I8 T BT By
AIARAFTE 4% DL R e bE B AN IRIE T SR A
I7 H bR 45 A R 2 2 VR 9T T &

7.1 HYIETT

7.1.1 PR ES B2 ) )

7000 REPT RERITKR®E 3~12 mg/d 2%
UESEXF PDD G 97 A3 801241 (1 Gk 4 ) o i X
PD-MCI, — i gh A 28 1] i 5 WU | 238 X it i bl
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HL X} B 4 56 (randomized controlled trial , RCT) i 7/~
R ERLTT B M 4.6~9.5 mg/d A7 PD-MCI
R EAREN G AR IA R T R Uy T BT AR
T BRI S AR IRG % 22 7™ (2 Gk
#5), FEHLTX PD-MCI 0957 %0 5 K8 RCT
ik — 2 WA
7.1.1.2 2RSS — IR ZRIRFF 5 me/d Xf
PD 3 $ % £8 35 4 AORE R SN 0 ) e T R RUH
) RCT WK , Z 25 WR 55 R A2 PD A iR IR (£
B AR AR ), (H AT B T 5 B RS R A R
(MMSE ) & = g A2 & 2 VT 73 (K 22 5 48 b ) 1)
(2 HUEHE ), Z A URFT X PD-MCI W97 306 f5 iF
— ST B
7.10.1.3 fn =i = Ab B 8 mg &R W IRIAYT
PDD A REA AO1(2 S ), T — WA E RCT
R, LR ZE B 16~24 mg/d XF PD A SR R
BN R AT IR LA 8 KOE R )
Z AN IR R Y SCGE A (2 aEdE ) .
2% fih B PD-MCI (1997 204 #F K7 RCT i — 25
W1

WREER. RERITE R W &L 50R 55X
s PD-MCI H AN FI DI g ol e &, (R 6= 5 2%
B PG UEIESE (B T ), 0 U170 TR ik — 20
WS A 5 22 At B 22 R R 203 PD-MCIL A 3
fE I B = B V)R (B 247 ), A Friff — Dl R
DI )7 Sl T R e N A N R A D |
ik P 410 7 SRR 9T

R2 EFEER EFRERE

RITHRERIER SR

1 94 : Z2 35 S5 A4 B AL XS B 56 B4 2R BT O 5 S TR AL X B8 (95 9% WT A DX o) 207 ) 5 4 sl TG 0 5T
2 G Z2 3[R 5T B4 BA S AT 5 69 B BT A, sl BE T RAF Bl BE AL BRCEG 5 IBA S A TE 5T R A Y B GE AR U (AnBE T AN T 80% ) 5 4

SRS B S AR
3 G Z2 I0UI) J5T 04 9 161 X BRAIT 9 69 2 GE VT ; B30 1) % AT 5T
4 2 g ) R FNWE ST 5T HE A A B S AT 5 00 491 68 BECBTT 5

5 G0 R 2 W T 18 IR T A B TR A AT T A — U T Y e S L

BT RERNEERE

A G BT 0 1 SO

B 9 T —Eih 2 Sl 3 Gk sl — 8 A AR 1 RS
C 9T 4 BRI s — 7 518 A 2O 2 908k 3 2k 4

D ¢ 5 QORI B AT A0 9000 A — BRI S5 18 I s
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712 FEZ A =TONE M RCT BF 58 W45 &
W 22X PD N TR 52w, (HE5RA — 5,
Hr—3 RCT PR AR BoR F P 2% 1 mg/d 4l
52 B4 SCOPA-COG PF4r LG22 57
FVb I 22 R etk 3% PD-MCI 58 & 0 % K A %0 2
RESICL HAEHE ) . 5 P RCT W98 5451 TR 1
2% PD ARHIUR B E W PATIIRE . R, el
71 ML [E e ) Kol 5 RE T Rk, Hoh — TE oY
SR WOREYE 22 1 mg/d v e PD AR R B
(R PHAT T A AN 3 0 (1 GAE 35 i o3 — TR 5%
SR WR TRV LA 5 R A R AN
AV NN S SR IE Ge it 24 25 5 (1 AESE )™,

EEER. FVYHEZ0UGE PD B gk, 0
Wi JC 78 43 UE 48 3R W1 H VD 3 22X PD-MCI % {& A A1
TIREA R E T (A 2HERE) . WD =X AT
AE AR R I AT BE A B AR T (B e tE ), A TE T
KEEA R RCT #— 25 0 5T ESE
7.1.3 £ 4R P RCT BF 58 WA 36 4 W 20 mg
qd X PDD & A Im RY7 &%, F LI 48 45 4 i IR
FAREP G 2 2F ¥ 43 (clinical global impression of
change , CGIC) , {H 4 T B 7% 45 S o A — 5, Hop—
TiHIF 5% 41238 B K RCT 45 R 7R 35 4 NI oK Bk
3% PDD B 1) CGIC PF43 (1 gk )P, 1y g —
TiUAIE 5% 4 4 55 4 W L AR R BB 235 CGIC 14, 1
X SICAC S R M GE S R R Gt 2
5 (2 LUk ) i = 36 4 NIZE PD-MCI 8 3%
NHE B A DG R 5E

HEEEL . E4NIX PD-MCI K734 % fh =
WEFEUESE (D HERE ), A e it — DA
7.1.4 FAhdy —I/NE RCT #F 58 45604 T LR
AR QL0 ¥R Y7 X s AR i/ PD &R N 3
AT Ak, 25 AR R WURR 8K & Bl Q10 ¥R 7 Xt
MoCA P53 i35 0 T2 B 4 (2 GE i ) o

— I Rl AL BRI Y 4R, 2 AR IR ST TR
SR VY S KA I 5 U D 2 ) B TR T (4R
B I7 ) X PD #i ok B 1 MoCA 3 43 2l 3% 1
T2 IR T R ITN(2 Gk ) . H il w st =
TORERER X PD-MCI AT RE5E T 2R Bk
PD WA B i 0 4 A 1 i — A 9T B

7

A — T /INRE A B 5 S 7R B i IR ) ek
2 PD-MCI % 1) MoCA 143, 27 g — 8% ik
] HE AT AE 22 PD-MCI iR 25 A A1 25 BE T B 3 2 (3
PR ) o N A T I/ AT 5 8 s S AR R X
PD-MCI £ 35 /AR D g 7T Ge A e A1E H (4 9k
) o ENA — NI 5T 7 AR A i AT
PD-MCI & # ) MMSE Fl MoCA ¥-73 (4 23k ) .
] A 7 35/ RE A IE 5T I R Je B F AT 0 PD
NHIBEE A 2235 1) MMSE 5 MoCA 143 (4 S ) .

—TUNEARBEFE B, BRLPYIH A] 3% PDD
LI AP T O R Y T U P T K O (3 4
HEHE ) o H AT = A7 7Y 35 XS PD-MCL AR
7R 5E

HEFEN:

O W 5% 1 3CH R I — ol AR | R A
4 ) RN e B - X PD-MCIL B F AR D g
RE AT B84 T (C M7 ), (H Bk = i 20! B9 7 Ik
TR , 00 U7 XA Ry ik — 20 BIF 5T WA

QWA IRIT (XY R YT ) B PD-
MCILAFI I RE AT BEA 2%, WLIREK & 4 Q10 A
7, BB G T TR TR | R P H AR A 4 R )
TBIT (C HAMERE) AR5k = 5 O3 W 0 TE e 3 |, 5 2
7 ROR T i — 2 5T B

@HAMhIATT B A Rk — 5
7.2 AEGWIETT AR PD INAIRE G AR 251
BT T B B ORI 2 0 O, B A A Ik
(cognitive training, CT) . & 28 /i f ] ¥4 (repeti-
tive transcranial magnetic stimulation ,rTMS) | £¢ fiii
T VAL HE )38 (transcranial direct current stimulation
tDCS) FREE A iz sh 4, (A% kUL, H AT PD
NN B B 25 YR I7 DF 98 2 o /NREAS | IR 5 it B
I, FH U7 R0A B R — 20 KA | o 2
FHE .

7.2.1 AFm )l 4R AR SR 2 38 T8 A 0 A [ A s
AIA RN T3k #  IZRok 328 TN RN T RE | 39 Bk
VA o NI ZR AT DL XFic A2 B AT i T
i PR — A AN BT R YI 2R, AT R 4R
O AL I ZIE 57, — T bR 28 1Y
BEMLXS BRI ST s, 2k 4 J B3 ALAL B 0
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Y0k 418 30 Th BE B & XF PD-MCI & % i MMSE
K MoCA PF43 1) Bl 3% AL T 5 4 (1 32 2 2y R B &2 18
(2 GEHE ) . — T BEHLAUE X BRI 0T 5% o | FF
S2 6 F T A AL A 1 I ZRnT B3k PD R
MER (2 Bk ) . 73 —TEEPLRUE X I
BN, FRek 4 JE 3T 2 0ROk K4t A ik
ANEII T g AR R PD R E W ERE N E
B E P AT I AE GCZ SN T R (2 YIE
W) A — I ST G |, 4628 AT XA K0 25k T
P = PD-MCI 83 09 2 $V 40ig 11 (2 Gk ) .

EEEL . Bh—03Eds 8o A m il k]
M3 PD BE BN T RE  H b B X AT T RE L
=R T AR AZ RE T 09 I 2R AT RE B3 PD -
MCT F8 3 A0 R A B B A D B HERE A S5 R I
7 HLALXT PD-MCI A8 AT NI (B G d7 ) o
7.2.2 2 R H7w k] (transeranial  direct current
stimulation , tDCS) tDCS J&— I 24 19 JE 3 AP A
SRR e T ReE T R b T e S 5 R
SiE VA 2 R T SR I O A A 2 R R AR s A T
fit, —IW/NFEAR BE ML I8 XCE B 86 7 45 T 2200 B
A5 3 A w5 B2 BT (dorsal lateral prefrontal
cortex , DLPFC ) i tDCS %F PD-MCI H& 3 1A A1 B i
(3G9 VE R, 45 5% R 2200 B A7 i DLPRC 5l 3% f5
AT T RE A A5 SR TR B AL (R L) (2
PAEHE )

A = RE LT BGR B R T RS T L
AN R Fah L, B4 Z M DLPFC tDCS &
7% PD-MCI 8 #9153 0 AT D fg o2 ) |
B H KActe i 24N AR e R, 2558 B8 (DCS
B IAHIIZRiayT vl 8% PD-MCI B & =T |
LT RAATHIRE (32 2 GRS )5, i — 5
AL X BB 56 W, W BRI SRR R A A2
DLPFC tDCS 647 J 2k 3% PD-CRS ¥ 73 M 5 i i
W P TF 43 (2 2R )1

HFEE L . A0 DLPFC tDCS 7] ¥ 3% PD-MCI
BENPATRE R EE S, A SN0 BEIF s a]
% JEXF PD-MCI & # #1742 il DLPFC tDCS 397
¢ tDCS B A N AN ZRIEIT (B HHESE ) .

7.2.3 & 5 2 R R4 7 (repetitive transcranial
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magnetic stimulation, rTMS) rTMS 75 J& — Ff 4 17
N TR AN ECE o NI S SR A YRS RN i
R L2 R R b AR RO H I SRR T s &
ROV AETEE SN, — 0B AL BB 1L 56 45
B8 7R B DLPRC 5 45 (20 Hz)rTMS 6 97 K hE
B3 PD-MCI 3 1 S AR A D) B (2 OiE4E ),
T — s meta MR &, rTMS K BEER 3% PD A9 &
INITIRE, T8y RS — SR, 5 —3
B AL OB X HE G 36 T A B DLPFC 35 4% (25 Hz)
rTMS 3697 X HE B % PD B AT D RE 9 1E T, 45
R A5 I DLPFC «TMS A ok 3% 48 55 35 I it 4%
F M0 A DLPFC vTMS JG 2 ok 3% 1 I (2 9% 3IF
i),

J3% % K o0 313 (theta burst stimulation , TBS) &
rTMS 14 55 — il s =0, J& — i [ 2 450 3 ik o
i BT oy — b [ 52 AR Bk ol e i R 2, — T3
Bifi L% B 00 25 2R B s, Z2 01 DLPFC & 46 TBS
(50 Hz) n] 2t 3% PD-MCI &34 5 (RN Dy g, 222
VA PR 40 T8 ) 68 1 08 (2 Uk )™, b — T BE
B HESUE 15 7, 220 DLPFC #&54% TBS(50 Hz )
BRI KON RE B3 BT T AR R AR S R (2
FuF )™,

WEENW: 40 DLPFC & 45 «TMS 1] GEA Bl
F ok PD A AR i3 8 E AT DI BE (B )5
rTMS X 2l 3% PD & U A 1 2 BE w4 il = 5 D) JF 4
(B HERE), ARFE—2 G IKRWF5E; 2 M DLPFC
AR TBS HIO6 Bk 3 PD—MCI 5 3 % 14\ %0 3 fig
A e 8% (B e tE) . rTMS JAIT PD A %0 Fn A5 4
BSOS — B0, U1 8O B e T AR i —
i
7.2.4 HAZFH AFHTRHLT G ET TR
wE (BRI B4 ) %t PD A3 fe il 52
W, 25 EoR , ST H R 3 %) R A
o, FbsXizs shi 4l e PD AR E I AT T AR (2
GEE )P A7 — T k2GS Bl B 2 A AR B AT Y
IS A 245 S (3 B3 )™ — T /N B A i
P RE R EG 25 S 8w, BB LI Zkv] 2% PD AR
H A9 A M I BB A2 & £ (frontal assessment bat-
tery, FAB) -4, Bl Bl s B0 AT D BB (2 ZiEdie ) o
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7.2.5 #35 — W RO I BT T I ZRxF PD
R AN T e S A (B RE Ty s 4 R 4R
R 12 PR ZE ] 2 PD R A L4 [A] RE
EAS B8 e 35 2 (RN BN D BE (4 iE 3 )T i oy — 35
B AT Rt 6 25 4 7R 4R S U 2 B0 MoCA BT
Sy s (825 SRR B g it 8 (3 PaiEdE),

EEEL . WX %S PD A 2 [
Ty ae vl fe A 1 B (C e t7 ), W B M ) de ek
WA Rk — 2B WEY (C AR ), B0 V7 30 T
Jo R A 5 i — 2 W

SENRERZE (REREEHF):
FHE(PEAEFHFPRELTHAER) ZWE ()
AAARER) LR (AERFMERLLER) 24 (F
BEFHFEATHAER) ZH (AT EARFHRIIE
BY).EAM(THRFRIE—R) ZhB(MXELER
HFEFRPO) ERF(LEXBREIRERAI-ER). X
H(PHBRXFRAFEFEREWAER), 2484 (7
LEHRFEF—ER), TR (AFEFARFHERNLE
EY 4R FGREEARXKEIWBWAER) R AE (@)
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(LAERBAFEFRMEREER). 4% (FEAR
BAEHFERREEER) 2R (LEXRBRFEFRK
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(L TER) FRE(REFTRAER) AR N EF
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