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1 WF AR I RS AIE I

1 MAEARmAYIE R FHE

1.1 BEFFE

&AM (PD) MO MZ s R IE AR 2B EMmE, HILA 2 KAz, iipd
AP AE  IRBRIZZNIEH] . YR AR LB el 72 PD B, BahiBgRM Vs shig e . BahdfZ
AT RIZ B AER IS . ER LRSI VR 2 DU RER B 42, BARIREIIA (SEURBEEZh%1E). SEILA
(B R IS IANE) MR (PRGOS ERRR) . EE ARSI S mdln . BEME
A BT R . RBUR FTAR N K2 H (EARIA) SEAAREL 8% IR T 00 F, EHRThHE
HIERR BCL A FRRBUE W M BUER BN, (ERERIZhN g, TR By she KRS S .
V2R LIE SRR 2 EUHT R AL e % B2 L iifish i) 22 e B AR TR [N .

BEE IR IR, SR RE 1 AR SEHAN IS RIE 2 A R, M SBURK. LERE, PRYE,
A JEEE, [FIN 2SS S 2, SBONMEEMERE]; XL 2 BB RITER T RN . 5 5 S
WA R I B . 5 AR AR, AN DATEAR, 7 fRehS 2 S B A AR K, & SERA
PERH AR o IXECRERIR DX 2 WIERe 25 N . BARIZAAEIRAE I AR W AR A (A BB TR B 5
A VF 2 ARIZ SN AL, H VR 2 R IEXT AR R 2538 T JE R IR ARm K AR E S RFAE H BUAE 22 2 Bk
ML AT J5, ik, PRRAERRE. AT L T 2. AR E K.

1.2 {TAZRIE

ITNREIR, Gt s AERARIEAS , AR MG A0 1B I fE dr, T e M AT ia YT 1 TR E . £RRER
AR AEAEAE SR B SRR BT LEE M L T (Faivre 28N, 2019), X BIX SRR BB AE i
IXBNIT, TA RN . K2 40% B EE LIS (Pontone 58N, 2009), MHIARFZMIZ) 40% - 50%
PD £, XEGRTHAERIE X (Reijnders 25\, 2008). SEIZMIZ, XESREWRIE H 7T LA FIFERIBLIER 259
NEPRE |2 B RN E

4 AR IR R B 22 P AR AR 4K, , 045 2k IR R B I R 5 0 U0 ) o5 o o 7 R 11 A2 PR IR ) B IR A T A
PR, IXFPILRIGHRIM A SR B, fERERR h e, IUEMATRRE, B MR BTk, RN
P, i e PR AR O IR Zh AR (BEARS0ZZ) IR B0 X RREVFE PD BUHAR I B I
% (St Louis %A\, 2017), M EZER H I 2 FRTHAFAE (Postuma 55 A, 2009; Galbiati 55 A, 2019).

2 DB AT IR TT LA —2e47 9 RER, Wy i sl PRk =, (E R BEAE 5y AN b= A BT AT 9 EAR o
PP 2 B B AR S AT AL G & ph sl il BEAG (ICD) A% EZRELEAME (DDS). 7E ICD i, &
e RA T N F AT RAT R, W UK. e, R, S EHARIEIE S (Weintraub £,
2010). DDS J&—FAlcrgm, BEXN 2 ORRRZY (2 BB FEA RS B) P ERREIT N, TR
KTATr, EHEZ, HAEA R/ MW AR IR (Giovannoni 58 A, 2000).

1.3 AFGER

NENRE TR B A2 A 4 AR 0 5™ B 1 SR R AIE 2 — , RV — e R RE 0 B HE 2 AR 2 W /R B &2 (Williams-
Gray %5\, 2007; Aarsland %N, 2009), PR 583 PRI BEASIE & 7E JLAE 5 L, IR I (8] )R fa b
K. BIREA] PD #OA N —FHEaER, A ZEPHAFS, B RERE, A LA PD B3
A K ENFEIR (Hely 58N, 2008). Pis2 b, WAG:ARp FIAH O 1 A% 99 B Z) 1A i SR 2 MR 40 A R0 ke B 114 B



2 AR IR AT A FNI 1.4 HEER

[ 01 B R R SR DX A3 R (A4 AR SRR e, B O AR R R B 68 ) o AR, P i DR AR B i K i g 22 2
M ET SR B, XS T R R — i R —i 5y, BAMEAARIRHE (Jellinger, 2018).

ME 4 AR FRDRE DR AN T LA A DA R AT 1) o 0 o 1) R B L i, (H R AT LA 20 o 22 B (Gl %
ELRE B AT VLR ARSI E) BRI (Sethi, 2008). WK% EZ IAKDERFE A H IS H R, BFEED.
ACFERH T B RIS S T T 5 S (Robbins Al Cools, 2014). 5 2 BTG SN R FEAS A0 M) T 78
MR AR B, ARG ST I AL 2 (R ThAE IS o AERE I Y, ZIBERIZ) M I R 4 L, A
SN, 2 EREERITIE S EIHBAL (Sethi, 2008) . A4 AR A S0 Hik e I8 & K RE RS B0 1) 7107597 (Pagano
N, 2015), X ATAEA BT AMEMA AR S IR TR e JL 0 A # 42 oa 1™ AR 2K (Muller 71 Bohnen, 2013).

1.4 BEERK

PD BEFIE MG B EMAE RGN REFRISH SRR, WM. PRI . IREEIRAIRALE. B
SEPEAR I AT AR T oA . SR, AR, W R T Ea iR B, 1 5 SRR, A B AL PR
MRS, FEAEAEBIN I 5 IR BUAR A B 8o X SSREIRTE A X 2 EL R B ATk N, BB AL (H140,
BRI ) o IXEEREE Y PD AERIRIE T Hm I hREMRI . T A PD I — M2 B L, B4R
ATIEAS SN DX, A BT 3RATT T AR LR FT DA B b I 25 SRR RE MRS AR T e i (] % D RE B G 5
o

2 TREHRFEWHZIRITHETEREN

EIRMAE AR A2 — PP S IRAT VRS, H—SSBpg Rtk v) B S5 & ol ok ERAH O, T o3 — SeRERABL T
& A M T I S W TG B B 1 S o X BLRA TR T LD A A A R AT PR AFAE . D REZEA L
Ja VELRTT 2

SIGARTER—FE, W4 AR A 200 BE 2% % = FE R VR Y, AR — S IR AR . & AR IR BEAR 5
SR G /IME, EEAEAR a-RMZEE . B 5 T RIESLE KIS F X k0, 8% ((EARR) A5
SR A AR AR B A 2R AT PEAH MR 2K (Surmeier 58N, 2017). 8% 5 R UTA IR SR AT PR AR B L R 2
k. SRECER (SNe) 2 ELREREA TG, PLAARIE FREMIM a5 X (VTA). £ EREAE u s K L
PRI FE S BN P2 RIS AR IS AR R R, 5 — S\ AT AR 5. 2 LIRS 5 118
MR AMR T VF 2 AR FL B (0, VRN A 2 FE AR SR I S T 4

TR Z AR EIRAT A, AFEREMAEENZEE A A X, M S5E s LRk B
HIrp R RS 2 AT (Seidel 25N, 2015). £ A FIRERGEM 5 - R ORLRERST 5 2 MU RS AR A0 f p ]
AIREAPIE R 25T (Espay %8N, 2014). F b, 7EXF PD B R Hi b, e g =45
SATREHE SR (be dard SE N, 2011), X5/ MEZE EIGIT M SR EE . BT AR T 70 BT W09 L35 22 68 2F
(Rylander %8\, 2010) —3. 5 -FFEfcAZ S E IR R BEAIZ 70 Bk 2R PTR80S A5 St B A 10 Rl 42 11 Dy e
PR ZIREEE, BUE 2 EERE BN Bk RIR ZIH I3 T SOIRAARIERI: Bz S5 A e D g o 1% L8 80U ) Ml R -
FAHOGCPEMANTE 2, (B0 PD BE M IE BT R B Z 4 (PET) WH7iRH, PD BEMHALS 5 -2 ElEEM
ZILIE AR (Pagano 5N, 2017), 8% 5 -FREERER & HF T FIRER GRS 5 B SREARERT . 15 25605
1 PD ARG (Espay %8 N, 2014; Politis A1 Niccolini, 2015). %% X FUH R X A £B AT HEARFE A 4=
AR FARE W, H5INEEE S FEEHIIMSE (Horvath 25N, 2013), RAEVES 4 B AT B /R U1 B9 7 3
(Irwin 58N, 2017).



3 BRI AR S A ] AR e

HIR PD BHE A IBAT TR AR 7 VF 2 7T, (H— SERB A I R ARFAE, B LIS B IR
(REL. ZaEZEMGRE), BB HAAE L o 5 m s S .

3 ERMATHMESFE HERER

TSR PD AEHUREIR (K FLBR AL 75 22 1 A S22 il () L BR AL S LT g . FEIX L, JRATTIRIEL 1 B iR peh
TR A LA R 1 B PR AR, R AR — A EOE R 2 T, 2 R 5 H) Re bR iS4
SRR IS BAEIR AP AR o X SRR K g4 1 SERb AR T, JF HLRES R R HS 0 R SL A 2 1T D g
AN T T 2SS T T o, AR NS E 2 B R 5 B R A TS S A AL -

3.1 FHEXEERREY

AT RN AR (] 1) FIR 1 F ST AR R D B AN [ R 2 B AR AR Y . R AT B AT
HWIANZ, SURE, BE T RAKZMER (FRIERRES, CM-PF) M52 BRB AR B X8 (B
VTA F1 SNe) )% EJEHi AN (Moore and Bloom, 1978). FHAMfE TAER I, SURMR R KA X B0k 5 A
[F AN XA A IR 2 L IE RE AR 22 SO, T B NW X i) T 8 o 1 A i AR AR ORF7 20 B, BT AT [l B A
MR E (Alexander 55N, 1986). MR L, ARFHAEL (Borizsh. BRAE. 0%) fFREMET T
oG- Bz 2 1Bl vh AT AN o FEBR AT B Z 1L, B ORIy = AR XK RSO, AR A& 1
bk, LSRG R (B 1) IRINSCRA ARFR AR 547 2Rk, Blok B & XK 2 ieim AN, £
H VTA H12 ERgrg oz, RIRZAIE S AT5eIE2 KB SNe B2 B AN 5 B A DX R 723 2 iR
No BEFJETEREESCR A SNe 2 EZRERIN, (EM BT R SEIE 3 XIS CE 2 M . (ERTEE R,
FEMGREN I, B MSCIRAE LR, 8 N OEE U e 2 B AR N, T AU B SE 22 IR IB S

TEFTASCIRIRIEIX, GABA et fh& o, SO BMZ& I c (MSNs, WA BN E Tl SPNs),
ELR B AR B R T A . G B ERN AR (GPi, AEMG A ZRBh ) TRl AR D9 N AZ) 0 2R 5T IR F
(SNr). [HHEARSHIES TS FERSL pars (GPe) MR IEfiif% (STN) B GABA REMZjuiddefti®#] GPi A1 SNr.
GPi #l SN #5502 30 A0 8B IR T (VA) FIIEM (VL) (Parent and Parent, 2004). 1% BAR A
IR F)EIE HIAE SO K, (HE i8I TR R A T M IR B . R 20 b, JEIE R VS
VAT BE2 7E HHT IR N SR 25 [l B N 5 A I8 AH BT (Calzavara 58 N, 2007; Frank, 2011). Kk, BEEAR
WZ R XA D2 ) PD KIS, (HZRCSUIRIAIZ ) X ) SNe 2 EEH 2 eI % Z K (Bernheimer
&N, 1973) AIREEE M WRE IS sl BRI IR . SRR RIS B B AT W IE T 2 B, DAL X e
LSRR S INFIRAT AR G, A5 — A e Bk — P HIF 7 0 0 B 4

3.2 #EiERl

BE AP T e I 20 SRR 22 EL g o] (i 362 2 i H DA R o i 22 L2 e 48 e R s K A e -5 80 4 A
IEBREIR 1 5] 8% 7K P AR R B LA DGR s . R T 20 4D 80 AEAXRAN 90 42484 (Albin 55 A, 1989;
Alexander #l Crutcher, 1990; DeLong, 1990), % M RUARYE H A5 H VR SCIRAA FLITIER ns 70 N E R
¥ e MSNs(B 2). E#E&E MSNs (AMSNs) BL#EGT BIER 4% (GPi/SNr), FHRIA gaolf #H
dl FEZ EERZHR (Gerfen %N, 1990; Herve 25N\, 1995; Deng %5 A, 2006). [Fibh, BB B H 8IS BN
DR A D FE R AN AT IS AR I A R BB Bl . AH R, (AR MSNs (iMSNs) i#id GPe



3 R T I g 2R [ R AR AR %)\ 3.3  Center-Surround %!

STN [A 3B BIL AP A4, FERIE o B d2 FEL AR (Gerfen 25N, 1990; Herve 25N, 1995;
Deng %5 N\, 2006). 1X— i H FHUE BN 28 B A 245 g, #0) st bz s . BRI, R
% BRI AN BRI AR AR 380 dAMSN (135 PRI/ iMSN VG 1. ARIEIXAMER, ZERZREE S
(R 0 S | R R AR 2 5 N GPi SRR 3N . RIS AR, 2 R RN AE SO /KF |
S S IE I 2 A ESIAS AT  (RR B TR BER R iE R AT LA GPe RUJBCE, B9 STN FISHTE, FFIK
3l GPi /v SR A R 0. Ry, EHEOE R D RO RERR T GPL & To g, 3E— B
TR S o 240 SRR 7 A O T 0 4 4R D Hh R R 2 19 RO 3 AR A ) TR 3 T, A S SRR R &
T Re AR (1) A o

Basal Ganglia Classic Model (Healthy) Classical Model (PD)

—=| Motor Cortex P ——=| Motor Cortex
+ih.—

Striatum | Striatum Striatum
dMEN - — iMSN dMSMN 5 iMSN dMSN iMSN

|
HT' 1 |9 GPe Pe |E—pi|

GPiJSNr]r = T *I_ GPi/SNr 1
[STN ] [5Tn] 1 EO™

- L L ] Y
Brainstem / —{Thalamus Brainstem / _ Brainstem /

spinal cord spinal cord spinal cord

I

El

= Dopaminergic = Direct Pathway =—— Indirect Pathway

— Inhibitory — Excitatory

B 1 22 RO (rh) i 5m i 2 CLURAE ELIE AN (8] 450 B 5 S AN sl e ) T BOFE L, T4 U SRR 2 A R
(7)o FEMEREIRZET (1), M SNc ZISUCIRIARI 2 B (W) Bof 7 Bf6ee (), Ml 1 REee (40)
f) MSNs. XAER> 7 GPi B, BT X iR B2 = i, (2t 7 igsh. EmefmT (KE),
SNe % EHZ ISR S B E ORI PRI T MR AR s vE e, Wi S8 & 1 GPi st Bk, xE
IR R S 3 EE A 2 S BOSIE B ] 2 EH DeLong(1990).

3.3 Center-Surround &%

KR 22 (RS 2 B AR 2 W AAE S E B B A 2R, i ARkl 2R . JRATIAE
FAARIE IR GRS AE 0 Y5 1 Mink (Mink Al Thach, 1993; Mink, 1996), {EFt/E £ MEE A RIF K.
HHC PR GRS Sy Bl G e 2 ) B A Joe R RN S A B R A AR A T — M HESHESE (Nambu, 2005). 1ZBAL
FEARME S, N THAT A EE, SR S0 AR SR B B SE S B E . Az R, HER K E-STN 1)
BOEPCS HB BB (Monakow 25N, 1978), F=4 GPi L) 2380, 3k f i fn 5z 2 30 58 447



3 JRJE ALY AR A R[] i TR EYIN 3.3 Center-Surround &7

R (B 3). [FRF, SURME AMSN feE 2 R A GPi, STN BIUK 2 HSCR#k iMSNs B it GPe /%
BIFDHENE TR S o AR $2 - 4% 1EAE 55 I SR B Wi 14 s b B0 1 8 B4 38 B AN SOIR At LR AE 4 T Bh PR Ik 4%
75 TH I AE EAE FH PESE (Schmidt 28N, 2013). HCo IR Gef R FI 22 AR Y X)) 4 A998 () B KA 2 10 V5 Bl AR HY
TR R STN Ml GPi i&3), L& —L% AMSN #1 GPe [z SR, A SR a5 i i
X N I B AN ] 208 % MSN £ Bl center-surround #5784 58 H 11X PR /N I8 26 1) T AR DD B2 BT 46 A1 AT Bk
P, — MRS AUESE R AMSNs Al iMSNs co-activate fE4T8J5 3 (Cui, 2013). HLOMSRPIAEE AT LLTE
AT B 2% I FE R BRI, X AR S (AR BRI 5, AR I 15 e A 50 A )
FERE B a5 A . X AT RE S PD AHOC FLEE D) RE R4S 1A 00 T

Cortex
l —GPe
( Striatum ) — |
GPi
STN

—1 P

| S
;|_/ Output

dMSN IMSN STN GPi
Excited . . .' .

Inhibited

2
Q

B 2: FEETAThL- PRSI B EA NS STN #h4eon (BRth), JZ0E GPi f&on (BE), WHIfEMH.
I, R BRI BISCIRAREOE IMSNs, ilid GPe #i& STN #%3)), LR dMSNs(4kth) A MHNH GPi #h£47T
T, DLRVFEFNERATIZS) . ESCIRRKT, Sk 8] (R PR 32 7T REA BY T MRS EARMLR - 2458
e



4 FETHERRIAE R FA

4 ETEZENIHERFREE

4.1 JRIBLEIFES

BIRMZTTENRHEA IR Z , EERRF AT IR VF SRR — NI B, (5 B S e
JCRIBCR AR . FEIXHL, BATRR T IR AT R AR AL 51 SRS S L M RER R, B45 A S AR &
& LR e AR AR AN R A SN MG L Sh )RR SRAS O LA T ey . EAERE A2, BARXEERTTTERIA 7 5iH
SRR AR AR B, ABVF 2R S5 18 1 OB R R PR AR, IR A Ja T 8 7 e

4.2 HEARMIFEAR KLY E

A RN R K AT (Rt 78 Hh 3RAS 17 3 T3 0 (0 R 9T X D e AR AL 1) B R HE (B 4)o (Burns %%
N> 1983) FlHE N R KM 2 Egae B (Burns 28N, 1983) NHRER 2 B i L Wifel OB pp 2 yG s i fit 17—
ANREE TR o eyl A T8 A AL N 2 20 A PE A 2 B iIMSNs. STN M1 GPi (B0 IN (crosman %A,
1985; Mitchell % N\, 1986) 1 GPe Fl /i[5> (Schwartzman I Alexander, 1985). J&akK, MHEMHRR
KRN KM R BRI IR, GPL A TP B A G I, X R A6 ARS8 2 5 b v] RE S bl T2k
JEAZ AT £ (Filion 1 Tremblay, 1991; Hutchison 28 A, 1994; Boraud %5 A, 1996, 1998; Heimer %
N, 2002), RUEEFE SNr HF A M I A AL (Wichmann 25N, 1999). 5 GPi A THE—%, 7€ STN
Hp U2 B R R I (Bergman 55 A\, 1994; Benazzouz % A, 2002). tbAb, #FF0REL, fEMHE AR R KK
Y, STN F GPe #&TGHIGREYE GABA /D (Boraud 55N, 1998; Filion Fl Tremblay, 1991;
RN, 2002; Soares 25N, 2004). 2, XERILCRE T RIS REM S JATRY

EAFE RN Z, IMSN Ml dMSN LA AL 2R B iz )idsxk . SR T iIMSN B4 inF1 dMSN
BOE > . SR, SR A ARFIHE N R KBS IER & AH L7 JE I, Sont MSN RS R EH N (Liang
2N, 2008; Singh %5 N, 2016) 2% E M (Deffains 25N, 2016). Hilm Xk o s B 70 1T B 2 3HIX —
THHL (WF30).

22 WA RSN, 38 I R AT e L 2 S B IR R SR R AR, S BUSEhZ . I —
HAE, MERKRRKENVVIHRIE ) LR R EIL (Pasquereau A1 Turner, 2011; Pasquereau %A,
2016). #R1fI, #EIRE, 7£ VA F1 VL FEiKF B, i85k R KRNI L5 3 H A (Pessiglione 55,
2005), REHHEFME AN (Schneider A1 Rothblat, 1996) FlAE AR E#E (Molnar 55, 2005) HIFHELL M
AP TR Bk, dEARKES PD B R E Y. i Bz 5 1 B 2R AR A 7 1) PR SRR 728 8t
BRI FIFI o SRT, TEG0 S T8 1), WA 5 A0 AN R B P 5L SR A 22 T B AR R B, V& 30 () LA AR A0 7] RS
B & ARSI B BREG o

4.3 BPANEFIEAR KLY

N T SCRERE AR Z 1 M i SR e ARE sk (nizshibge) M MBERK R, RN GRS A2 1)
Ji:(1) WEIRT ERAE RS A S H, 02 WA BR AR (DBS) 1 (2) 259 %75 B 1T A
fift A0S o E MPTP RG22 B, CRIFERAE A s PD IS shohfE. GPi k2l FE(%
PD B M5EHE (Narabayashi A\, 1956; Cooper F1 Bravo, 1958), JaR{EM &R K HaWHEH TixA
g5 (Baron 55N, 2002). £ ERZREZGYIHAEFEK GPi it (R STN B GPe JUH A I 2254k ) (Boraud
N, 1998; Filion ¥ A, 1991; Levy ¢ A, 2001) fEM&ARIEAN R KEshMp &R EE DT, Ltz



=

4 BT HREN SR Fr 4.4 WAL EhY)

ELVA T I B> T AMRHR AR, (HTE 20 Al 90 SEARY), MRBLA MPTP 1697 MR KK STN
AR ] LRI SR, AR X LT (Bergman 25N, 1990; Wichmann 25N, 1994), #:3# &
STN #1 GPi DBS WK RE (Aziz Z N, 1991; Benazzouz ¢ N, 1993; Limousin ¢ N, 1995). H2X HHH T RE
St BAREERI TS B2 A A 52, H A DBS SR i B AREs /e g, 7EThRe BAE N —FmT
W54 (3 W Chiken F Nambu, 2016 FFL5AR). FETX—Rik, XLERIFE 7L MBI HN, B STN £
S8 PD BEEIR (Bergman 25 A, 1990; Wichmann 5\, 1994). #R1M0, J%AEA DBS (77 20t S H#E %
RET T RH IS SRR BB R, Sisg b, —Seif 7RI DBS R AL U 4R (Meissner
N, 2005; Moran %8N, 2011), HHAMANKIL T H RS B MaEys, 45 STN DBS MHE GPi K4
B (Reese 8N, 2011; McConnell 6 A, 2012). M4k, fEIEARRKEZYWA PD BE5H, 20 AR
T BRI, g SRR TN ) S BB R TS PD BE IR R L. B, fE{@ BT, Eshi
A GPe 1 GPi # M52mK/> (W Nambu 25N, 2015 ZEiR), 3% 3K BHIX & I Ll R AEAS 2 LS 5L
PD iZzhukEf. B, AR S S 3R Z AR DL T 5 20 S ) S AR 2 — B0, (LK < A R g R B 8 S A
LVHRAERY, HAES s, WA, £33 PD @3k R EH

4.4 WNEEMEEIE)

T {g FRE R 6 A% DR WA 14 270 1) H AR B 220 SR AE AR KAR B ESCRp &R KRR KR pdsx, Bn2 ik
THFESE Z AR LRI BORFR AR o A2 KRB AR B8 SR 22 IR A (1) 40 28 AR S M A
(2) REGICTKBEW IR MR XN 1 7 5 R, fEAE AN RKEH, REHW RN R T ETH RN
R, DA% B TN S, I 6-FRIE L % (6-OHDA). 5 R KRB —8, ek ks iiE s
SRS STN A, W AR SN o BLAR — L6 A B B A i SR I S8R B 28 B I (Kreiss 55N,
1997), (HIEAMHE S H WL EIZ4L (Delaville 25 N, 2015). £ STN H, &R A ARALT-F in—8 (W F
=)o AMMSAUR MRS STN #1270 AR M & ARz Atk i B 0% 3 (1 O E AT

TE R 4 AR IROK B GPe BAATIC R R FLZR A FE % (Pan 1 Walters, 1988), 5 R KK51¥) (Filion
Al Tremblay, 1991; Boraud ¢ A, 1996). fERRIFIIHEAR KR T, GPe BUEME/D (Mallet 55 A, 2008). 1%
T 5C R i (R T3t — 2D X 4 T Wi GPe #4870, €A A28 A B o 9% 357 1 [F) 20 M AE A S AR RS A B A
) B2 STN [ i BUHR 28 JO RN A IE HN IS R SCIR A 1 arkypallidal #2270 (Mallet 48 A, 2008, 2012). 5
GPe 1EHHIZ BT TN — 30, LEMERSIYI, R arkypallidal #4248 TGS #8538 35 1L 5¢ (Mallet
N, 2016), RAERIEIEMEARN U ZY IR R GPe WAL AT BE KIEA R FIMEA (WR30).

EIRNTIE 4 AR IR IR N 28 RSN 1 T8 L2 SORIAE 30 (1738 A J7 TAFLE 73 080, {EUGS 6 145 28 3 W (R 9 3%
B IMSN Al dMSN 363 (1930 A 340 5 248 SR — 35, 7ERIBR I &4 KB, SERSMIMLL, iR alin
dAMSN FHLH R, T HEN ) iMSNs FHUH T & (Mallet 25N, 2006; Kita 1 Kita, 2011). #i,
7 E ISR/ N T, e AR A iMSNs A1 AMSNs [ 2 2R 0 S FIRE SR 1 R S 26 1 ) AR
b (Ryan ZE N, 2018; Sagot %6 A, 2018). {HAFERMZ, iIMSN M dMSN [ ER R 2 T 512 3h i 1E 5
M, IMSN FIBCETE R (IR AE R . 59 — USRI 7E WA A/ B EAT IR S04 FH X065 BSR4 T
A~ MSNs 3650, R T RUKIMEEL R (Parker 25N, 2018). L ENEERIG, SURMAKTIITT 8B K AE
T2 (Surmeier 25N, 2010; Villalba A1 Smith, 2018), AR TAEAI B fEK B2 R 2 ME AL 5]
RE- T2 PD i3RI E SR B Rt k. Bz, XFEMSERR M T IERM Rz 8, i iEsh%
105 R REXT A 4 AR I8 SRR A [F] DTk (0 B9 BOFP R SRR, 7T DAY e AT R K23 i K I



5 a2 3h FHW 4.5 AR EhY)

4.5 HAEERSE T

ES <6 AR PRI G 1A S AR T B it 7 — AN BEDRT &, R0 I R e KT R A B S AR S R (AR A 5 32 )
I R AR . BRI 2 TR EOE A TG S B B A A 7L, FE STNL GPe FIZCIRMR. 43841
7 I L X A PR 4 R o] 5 O AR AR AR OGN, BB R AT, AR A £ TOIE B 1) VA AN ]k e
ZETFH

{£ PD [R5 A SR b g A7 4R, v STN RS Bk Fa I DTk A DBS (36 I7 HLI 4L 1 SCH i I,
fifto TEMESRRKIZNYIF, STN MM RIE ] LA PD B8 iRk 5 530 Mg 3B (Klockgether 1
Turski, 1990; Piallat %%, 1996; Henderson ¢ A, 1999). @il STN DBS n] SEEMUT NN IR, T
T DBS @I ARG KEER MBI T BEEIFIX —R, Gradinaru A A6 A0S AR R
Mt STN M2 70 (Gradinaru 58N, 2009), XA ANEUFHINAT ABRA W (REEATERNZ, RiTr—
T FLMEEE], St STN il Tizahd; FEEN, 2014). 2R, FOi- STN 2 a8 (v] BE7E F il
B B BGS ) T A SIS i S AR B (Gradinaru 28N, 2009). XERBLSET —FE %, B STN DBS
A REE I S [ 0 SO B SR Bl T AN A e O A 8 it SR R RS Bl R

2B TN 2 B E B R JG GPe JUCRIRD, 355 GPe B NJEZIZSER . BEIR GPe M3 BA T
b 25 R A OSSR T 5 — TN (Assaf Al Schiller, 2018), {HEIT I — T 7048 GPe W IEREE )% & A H
Wi 7 — IR S A ME T (Mastro 58 N, 2017). fEM™ HEIAEHRKIENR T, GPe #1270 1B A BUE A At
BRI GG, (H53RIE Lim FJEE 6 F/NRAELE, RIE parvalbumin 1) GPe #1428 I 1 YGH0E 7= 42 T Fpse
RIEEEaE. M2, XEEIERY, REE GPe 72T IHEMRAT b R 155 R R HI1E

F G A% 2 AN 23 AL 24 58 T AMSNs Al IMSNs X3 54 H AT HAB AN X S e . 520 i i —
0, dMSN s AR A 28 A ORI I T e/ R IZ3hRe 77, #0807 4RI 3NEE, 1 iIMSN B>
TIBBhEES, 1R T AR (Kravitz 5N, 20105 Alcacer Z5 N, 2017). HiX8e K —E &, dMSN HI N
TR AN F i S SN, iIMSN BIE0ED TR i AN K 35S (Oldenburg FT Sabatini, 20155 Lee %8 A, 2016),
FUE AR H A T Ui X I B 2 2R 3G Bh 284 (Freeze 55N, 2013; 55N, 2016). &2, XFWGk R #1E
R T 33 PD @3 BB 05 sh AL LR EA TS ) R 2 B R X o SR, T2 AR AR P 2 B
Wit PD 128k, AR AR AT e 75 B0 E IR LSS ) 28 A0 75 22 5 s 3h B b

5 MRAERMAVERHEZTER)

FEMAE AR S PSR v, SRR R 48 715 - e i B o [ 3% 1 T8 Pl 3 ) A8 58, R R 90 3 T < AR 1)
AL 2 B AN M TR B Y (B 38 SO AN [ B 0 i 2 [ )[R AP SEsE b, PR RN PD IE88E IR 5 1)
EFAE AR T BSE, HHR R AR R L AR IR R XA S S A A 1A, ERFRA
S TR B e XA AR B E ) FE T PD BIAFEER . 112 585 8 —FoA AR 2 — A s r A
R, A — LB E R, ERG A SRR N R KSR, IX B E S AR Y IR AN B H5ig 3
R (Leblois %8 N, 2007; Muralidharan ¢\, 2016),

5.1 H&FIEL

FAANPZ 0 IR BH AN A 22 50 22 1) 1R 5] A2 2 WA < 0 P < A sh A Y vh s LI P AR IR (Bevan %5 A,
2002; P 4). BEEFIRESMR T AR TT A AERFIE BRI A AR AL, BB pd ISR H R R AR E Im 1 ) AR AL,



5 AR R LS Bh B=0 5.1 REKAIFEL

AR e BRI Rl BR 25 4 SRy f 7 AL (LFP) AL R 3R . BARERL IR A T RISV 2 4% b, X ELill &7
ERARA CARE, HEAT PD SRR TIRETTIRIIANE 28 . ERRAE T4 K b, — S8 5N R I
PD £ GPi & uiBRIGEs KA T % (Hutchison %5 A\, 1994; Starr %A\, 2005), PLAMAGARIEARK
7 (Miller 1 DeLong, 1988; Boraud ¢ A, 1998; Muralidharan ¢ N\, 2016). &£ PD & MMIAEHRIENRK
KN GPe Ml STN R (Bergman 55 N, 1994; Soares %N, 2004). &3} 5= Wil AiH
SR RN T 1 B 0ES) (McCairn A1 Turner, 2015). BEAATEIERIHH N AR <K EMESR, (H PD
B NI ) AU 2 R R A T (Magnin 58, 2000). [Fl—ZMERFEH Syl /5% (CM-PF)
bR 2o, Higsh s BERMRBAX N .. REP TSR, B —H PRI, ek RIEARK
FKP L)L SCIRAARF S & o0 (T EZR U ) AMSN) A KU AN A (Singh 28N, 2015).

Healthy Parkinsonian Citations
Striatum
dMSNs  H4+——F— ———  (Kita & Kita 2011; Mallet 2012; Parker
iIMSNs  H—F+— ey 2018; Ryan 2018; Sagot 2018)
GPe

Proto R SHHHH-  (Pan 1988; Filion 1991; Boraud 1998;
Heimer 2002; Soares 2004; Mallet

2008, 2012, 2016)
STN HHHHHHHH HiHHHiHE  (Bergman 1994; Benazzouz 2002)

GPi S HEHEEH  (Miller 1988; Filion 1981; Hutchison
1994 Boraud 1998,1998; Heimer
2002: Starr 2005; Muralidharan 2016)

SNr HTRTTR TR AV B (Wichmann 1999)

Thalamus HH+H 7 {Schneider 1996; Pessiglione 2005;
Magnin 2000; Molanar 2005)

M1 Cortex  HH-HHHH HH—+H (Pasquereau 2011, 2016; McCairn 2015)

P 3: FEFERHTIX . Fe i A1 B 2 o W 5 28] F gk 5 AR i 4 A Qs A R R AR AL () s B R . Arky arkypal-
lidal; JEZY, JRA, M1, ¥z 2.

AR RN —FF, B R bR S ME AR RIS NG Rk — B2 — Mk fE259677 8 DBS i 5l &
PR R — Rk, SR, IR SEALHR AT R AR AR . FB AR (LR X0), (ERE 24tk 2 BB T
B I AR E AN R KEISCIRIE RS . GPe M1 GPi, AR E36i23hThAE (Filion 2 A, 1991; Singh A,
2015); EfEFH e 2 B AR EE ) GPi AR MEE (Boraud %5 A, 1998 4F). b4k, fEKE PD B4
W, STN HLRINETE AR HEJ /D TR % T I8 8hiIR 8%, ARTEAE 20 S8 N 5 KR TBC I 20 2% (Tai
N, 2012). [Rl—HBHIEL T STN ATkt 5RG £ B2 HE 385z, RINK I 5 0 20 5 4
(Pan %8N, 2016). 28T, EMERKIEARRKEIWRHMLIG S, JBI7 1 DBS 78 5% 04 45 4 Az
BN E K ERRAR T FREE, A REOR R K FE (McCairn 1 Turner, 2009, 2015).



5 a2 3h DY 52 B ARG

S 18] £ [R5 40 e B A RS PR I 5 — AN SRR U . XFP[RIE A JUANBTE AP L BT, B4 R S B2 1 2
BRI R AN . 72 PD BFFBIYBA T, 2/ [EE 1 5 A SR BRIV B 5 LEP Z (Al R
S E (Shimamoto 5, 2013), IF HAE 72 MEEIF SREIR™ B EH VAKX (Hammond 55, 2007). 7E
% DBS ] PD #% 1 STN tF ] LAE B[R (Levy £\, 2000), 7EMH4RR R KREHI AN BE K2
L Te R ] LUE B[R R (Goldberg 28N, 2002). JR1T, BERBFFM — A et d 2, Katizshim Al
Re ik FDES) . #iltn, Y% PD BEAZIEMNEDE, FIAe2 W EMEDEY R 5 e R . BRIRD
R EOREE (mptp 9T AR SARERAL), B PD BEids iR, RAESHEELE T GPe. GPi fl
SNr & TG MAEERE, I HAEBEAE FIRY (Levy %A, 2002).

5.2 B iK%

kB NKEFEMGYBR LA UETE L, ISR tEREE 2N L e 257 BB 5 /1) LFP AR 4L, iX
e AT B2 448 (Hammond 25 A, 2007; Brittain 5 A, 2014). KZHAEE L XA LFP £ PD
SR A BOPE R ARG, EAEIE 25 JUAE B, RRORGBR 22 1) N\ 0 B 5 3 S8 AR A 2 A8 R (38 R TR R Y IO R . #E 1
SHREET, TRRMERRE TERZ ERBERIAITE, #rTLAERFTFAT STN 1 GPi Mtk LFP id
Ko ItAh, DBS B&A G LLH TIRE LFP id5%, X AVFRUKARE LFP W&, &5, &IEK DBS &R
AiEMEICFEINEE (Quinn 25N, 2015; Swann %5 A, 2018), XFEHAILAEFRE/MEEHZK LFP 55, H
Ho— S R N PATRR RIS T 0, R R ) AR FRAE SR AR STN JI,  RVFER M B HET LEP
&, Plnigsh&E (8 R #EAR) AT STN(ET DBS 54 ).

XA, PD B#FE) STN [ LFP WS4 B R T & 8 St (8-35Hz, {HlH 1E 20Hz /&
#7)(Brown 5N, 2001). $SE b, STN LFP 8 iR S5iHE&RiR e shiB MR H (Kuhn 5 A, 2009) %)
D, JEEZ BB RST I (Giannicola 28N, 2013) ALY DBS (Quinn 25N, 2015) FF#(K. XFf
LFP {5 5 A AT DA AN BB i B 3, T HLOK 675 23 ) AZE R P A DXCH[R] 25 o AR, 24 R AR 1Y)
IEEEshd R, B iR MV 2 X8 (Engel A1 Fries, 2010), FTLA 8 -range LFP DFRAEA F %
BAaWids. SR, BORIBE TR, beta KAEMIRFEENS AN 4 4708 58 A R 71 (Deffains %6 A, 2018). 2
L) LEP #R%E shAE M0 6 A% IREREIE AR AR R KR g R I, A MG 1A s AR Y v (R4 A7 e A
R EFEAT NI MG AR O R B9 DA G Dh %M 8 i (£ 35 Hz), {H7E STN (Delaville %%
N> 2015)+ SNr (Avila %8 A\, 2010; Brazhnik % A\, 2014). Ml (Brazhnik £ A, 2016) flizzh = (Brazhnik
SN, 2012)0 TERREERIM SRR A, FEE S5 GPe [f-range LFP D340, B4 GPe 74 (1B
FHIXFPHE (Mallet 8N, 2008). TEM&AR/NRAMERNN B ]RGHD, K EHE KB REY), XAhE
58 BiEsh s AN (Lobb H Jaeger, 2015). SRR 8 4k vl BERIR T-SURIE (McCarthy 55N,
2011), fHAEMEARNR P, SCRME 8 RGN RpiEE —k, ERENSEHR DT, XE5EHEK, A
SETEH IR (Chen 58N, 2018). REKFKZNY). KEA/NR Z ALK I ZE T 82t TA R KA E (FRIF.
T BHESD) IR, BUE TR R AR R AR I R R B . AR, T T X A
PD HAHR I HIZZIR G, FEIEMAT NI ER/DN Rz CIEEn 8 22 AWM, "R HAEZF)
ARG IR R SR O R AR HH B

FANNRAEA RIS N 0% LFP DR B NS ARW & —Iikik. 0 WEET, LFP &1L
FENFE A 4 A% ICREMRE T TR O B s, AT 28 )y ] A BAR T T R &b . 4k, R LFP fesm st
D138 H TR — A A T BRI E S A /B E R . AR, AN SRR B IRG IR R B T
W& 1o, BFFRN R EE T 1897 TR0 S A shis it . W BTk, G AR KM DBS #f 7 B4 W



6 S ARIE A 227 ] B Th RE > B sk Ok E R

BT EMEREMG R, (HE—LHAT, HREBMALFAEX BN, R 8 %% W% ZR D> (McCairn
A1 Turner, 2009). fEKERSZIEH, FERITRCERBIFER, BT R T 8 -range LFP T)% (Brazhnik A,
2014), Hxk, —H BB E BRI, EERARTER 8 IRE, DA FEEE R T2 5 KigahiR
2% (Krause 58 N\, 2014; Pogosyan %A\, 2009). Utok, HUEERMH, (L4 STN DBS(X A g 58 STN
BOEREGE KT B IRIESD) WTRE S INEISENIESE (Timmermann 25\, T X M6 4 28 W0 A AR A 1163 i
M TEHEAT B HAK R B 2 I S iE 5hiR 2% (Gradinaru 28N, 2009). A M & A F i R /8 LEP 4R
G R RAE R EE PD AR, — A T a-synuclein i RIABAIE) SNy #G1H, ZA A FH L
T PD W Z i@ AR BRHIE, HRA SR 53T 8RR A R g 2 A R 2 ELRe A i 2k . A AiT7E
T RABI ORI T BB R AR, W REE, 7R PD BRI B R A Z I S (Lobb A,
2013). B2, X TAETFAEMREIOXAN WG N0 B HRG A E & PD IR M0 1) —5 55

6 MREARIERMETIEIEINEET BERE

IR IZBNIETE AR TE R4 2088 RS TR S — Mo (B ). ERNEEF, 5 EACF
Witk —20 8, flln, @i e IR R BE S . U R A & AR AR ot R T SR s ) R B AR
WD, ARG R BB 1) 570 e AL T e ) — R R BRI PD MK DhRERNG . BE MBI, T
FEAT R A AR A N RSB 2% B 35 DA K EH TG Bl e 4 AR i 15 s ) B0 5 BB B (Barbera 5%,
2016; Klaus %A, 2017; Markowitz N, 2018) fH1FXF45 & HLEE 1T il 2 12 T0 13X L0 Hb R 3047 56 T4
(IR 2 NPT RE -

& Motaor Cortex
@ Associative "_ P—

@ Limbic

B 4 RTIXA % (grth), BAR (RG) RUESEiasl (BEt) 10TAT IR ROR B %A1 (k) BRMEAE
T AT A T ORI X LI (8 0 B R AP AE BRI AL T B, SR B SEIS Sh BUIRAA R 3 ¢
U (CPETk) BB EIEE GPe M1 STN A GPi HIRIIZEN X8, KE GPi [/EGEIE 5l DXk 155 Rl
BB K, 123 ik B RS IE Bl X

BB IRAT IR 8 2 WA S IR 22747 [l B 1) LN IR IR B AR AR SRR E R ATIS B e Ay, ESCHFIX LR E A (BN 1 ik



7 KIS AR R A AP T AL NI

) BRI BRI S 5 M M AN 2 o SR, — BB AR DR TE SR B ALIE SR ARG A T R SRR 8 e 8 e 1 SRR
ZIX, FEAEMA AR PR T A . FER BRI SO, A SRR AR H B S ) B TC A KNG DN,
)5 5 PEFEAS (Rothblat A1 Schneider, 1995: Cho 8 A, 2002). [FFE, HARERRR KK KL GPi #f
GO — I B RATB A R, EIEARSIIRIR 2 B 2 o0 2R k588 H Y (Boraud 48\, 2000).
FEIZZ) Frfid 2 T 1 45 5 S B2 v AR K)o BRAS B A4 SRR ) S 2R - (Pessiglione 55\, 2005), &
B (Kiss Z A, 2003), 2% FF# (Schneider and Rothblat, 1996) B RkiE. BKZEFHABLEN, 5
% A SR 1) SR Az 4 1R AR AL W] e 2 BT Sl BRI SR I o IX LEAR A S 5 (10 200 R 5% fid R 470 P BB AL HE R IR A 22
Tt 2 I AN N R S . B, SUIRPR IMSN D4 1 Y 25028 2 28 ik W AT AU I 15 L dMISNs ]
GPe BIMISCHLGT % B, IXFR MY E5 46 w] BB mT GEBESOIRAE B AR T A4 (Cazorla 8N, 2014). BLAh, 4L
R MSNs 2 [ 0 [ 1% 4252 31 2 LR IA 2015 (Dobbs %%, 2016), TEMEAR/NE A, iIMSN-IMSN 8¢
dMSN-dMSN X [A) il [a) 3 82 (1) ] GV S 2 BAIK, 10 iMSNs 5 dMSNs 2 [B [FE B AR A KA (Taverna
55, 2008). IXLEARLL AT REAT B T HREE AR LRI SURIAMS AL BRI 22 57 o JRIT,  FEJRAPE T A RS 5)
e S R B I AR AT B2 PD I8 SER I sh i, (5 FriR R

7 AFIEE FRIIER R R E T AL

BRI, —2 PD RS R TR s A X S SR R ARG 0%, AR, BT PD —LEiA
HUFFE (1) 22 ERERITEFETN, (2) vTUERET BRSS! (AR EMEEN) hgEs)],
TXUCEEAE AT BE 2 S TGS S0 o S A 4235 B T BE A7 (E T8 S A 4875 [l % A /B AR B AT
NG, B ESE AT (REREI 15 B A R T2 i) 20) FIAT R (AR, WAEE) A 24 AT N
ERERIG . REX—HBHRBR ZHR, BAEEREE, EREZNTEIMULE )55 M2 s 5 EA
HEL T — A R (Kish 8N, 1988; Carriere 5N, 2014) FIZ K2 BN AL 73 (Wang 58N, 2017;
Chung 55N\, 2018). #R1M, FEMEARKRT, WM LR RS B-10 B R 5 1% s 226 U\ R0 T R 3 21 A0
o X I A B4 22 (Delaville 58N, 2015). — 2655 B4 E [ 858 AR EAT B8 2 N F0AF 55 I8 ) (0] B 30
E—DUXFERAE i, AFFEAN % STN LEP #R% S PUdt A RNATE 55 R IUAH DG (Siegert 55N, 2014).
Wi E & T PD AR S AT 55 BA R A8 il sk ) STN LFP, 7R 1 STN k& sl
R4 R B HIFDPE (Hell 25, 2018). X EEEA R FAXT R, (H AT BEFR AT SR B AR 4k 4l S B0 50
BRI EEEE . 245 ik, WMAEREEMFEIRMEE SR TN AR, EEANFEMAEHRNEN ST
IXUEREAR . [FIRE,  HEBRBE I R iAo+ 28 0 IR 2 AT e b IR 1 9 B AR (GLHEVF 22 38 s AN IX ) 7= AR R
TR ETER . PD S HUIRBRAE 2597 (1 DA R0 B P AR B0, X JIEL i 1 il 40 o 7 19, e R, IX —
SECEE T IXAE MO, B PD RS AR B S IEARRE S S RN SR R AT K

FEMG D3 SN AR N R RSP A, AR /A A 7 DR A 4 AR\ R e 5 [l B8 D e RIS TG R k. —
AN EER RS, BT R RN A SRR S D Re RS, TE R 2 HON M 45 Rz sh. 28,
HABBAR IR 1 AT IR T 108 7). FEIE AR RK I, — Lot s/ NUR I, ZEMGHIE mptp AIT IR
K&z, /ORI K) PD-like UM A UM IAFNEREE (Schneider A1 Kovelowski, 1990). 118
M, {EXFRRB IR (FIVF 2 B E —FF), e MRHIE BANKHSGE T2k, (HIFEA e
(FEATAEEAL) INHIFRIL (Schneider 25N, 2013). Mito-Park /MR, ZH1T JLANZEIM0, AEEshffiA
25 PD W ERHE, WRERIFEA M o 727 I E] i (76 I R Aas 34 2 1), Mito-Park /M BRI H B
SRR B AUE A RN (R 2 (8] 2 S A AZ ) IREREE (Li 58N, 2013). 7EMAS AW, HAA 1k



8 ARKITH B

PR YR 2 L RE 0] B D38 AR DD BERRAS Z AN RIS R o £E/NBR a-synuclein 3 FIARA o 72— 302 4T
NBEFEH, BPRNGEKIL T WHZ 5 PD B AR RIBRIE: W25 0 ST ST A58 48 (e 12 (Magen 55
N> 2012), Horp—dem g BB A BRIE A OC. XL PD AN ENBREE R AT e e — MR I &, "B
B ELAHLRT A R AL Rk I R R AR

8 ARFKF[E

NS YRR A 22 W B B o ik e, MU SR P i A < AR PR P o 223 s AR S B 2 A AR
YRR IR Bt T — A EHEERN L ERE T, AR Z A KN X IR eh 2 g3 . Flan, PR RIEOT KK
S ME DBS RG A H T PD &3 R AR IIIE 3 B2 = F STN 53] (Swann 4§, 2018). XAIVEA
BT ST TGS SR E BRI Z A X R (Swann 58N, 2016). ENEAY, IER THRE 1
R T PR DR DX 435 [ B e 07 AN f 22 To B AT D S, RS VRAEAT DI AR Podt 24N K Xk AT A ¢ . HE R 2
B 05 i s AR L A TR gt PR R JR A B K A R Bl R ARS8 by, R IR SRR bR R I TR R H R T AR 4
RIS, DA E AN M B R . RN A SRR N R KK (Galvan 28N, 2017), i
=M 2 8 A o TR A8 o VR B8 ELRR I I 5 8 S sh AR s (Gl e, Bl RBPE R AR 1h) S ih<e
AR I RARFAL o

1. 5 i AN T R 2 R X IR K AR A T i e BE s /K P BB R, B 48 7 BROK i [X gz () ) /)28
URE 5 S 1) Jo S b WAL AR 7 7 200 R 5 ok P 00 5 5 5 R 224 o B JE A B AN [R5 501K LFP 9 AH KA
IR F R — A B R R A R, E AT B T AE PD SR A A Z )2 20 A A 2 ) ST A

2. RAESE . AR E R D AR 2 S B AEIR S 7 1X W] B 75 22 S AR Ui . (B TR M I 4k
ZTEANAUT A I Ta]) AR AR TE R 58 MR XA o) @ BT EOR o vr il iE T8 i AR B2, DL TR
[7) o o 2+ 2 0 A 28 T AT A B R R P R T i, RO R E S AT . RO XA
THAEX T HTCRE A FH I, ABFRATT R 127 8 A s B AT R AT AL e BB o A S TG B (1% 2 HZ ) L4
P CAEPHR ARG R), A RAEMZ R E g g Mg shid e, A, 45 5 nTaexE DURRE .

3. TAVARTT AL AR 1) 2 BT E R WA R 7 IEAEREAT B A0 & B AT HE YT 7%, Wi iRgy) (2
ez, £ EkKEEN) 8 DBS, fEEFE MR D, AT RELEIRATT 1 AT L [n] % AR 5 B e 5 B IR
K. BIREW RS KIZ MR, AT iRk .

4. JRHRTBCR R EATLAEE s 7 A L R BSOS (R F AL S ? 32 A ik, X iE AR i 3h 77 T BIAL )
AR IR, 202 ROATE IR A A B AL X SeRE R TT T AFEBR A . SR, WA ARm S 18 Ve sh A ic s i L,
PUAE FCVFIC KM ETE ) S IA S RIS B ALK P IR — 2. tbah, mh ik 283 el /) e i
BRI, B VR RN RSB ST 787 A B B 2R 47 BE HAZ AR I

5. [ D ReAE R 205 B 7K1 b AR A 2 75 AN o8 B AR B 2 (R RRAE 10 HL & R R Bl 1) —
DUERE? JiE b, K2 PD BT NP5 3 RIFHLE] (I 2 ARV 1R 48 LR 53— LA ) R 380 A4 3
5 (RVEA SRR [ EEALE]) o SR, XA RE AT R /R S ARE — B ). 15 3] AE R M AR AT PR AR IR X Bt A
% (Surmeier, 2018), RAMERW]REZHIRLFHERINIS] (Braak 5E N, 2003).

W R I S R FE AN EANRRK LY. Whithi 31 28 M0 5 200 40 ML AL i it 58 N 02 22 []
IS AN EAE o FRATIX EEHIF 5T N B A (1) N 55 20 5 MR L 1r) 25U m] AR ATV 10 LR (B ES AR &) ok
], R o @ N TR — 1, ELE TR, B R o) 7 1 SRAT IO P W R Sk el . A, B
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