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2 BGTC HiE%5 MPTP Mt PD A Dy Refidl 55 1ot

il

1 35

A< AR BOAE (PD) fEEEREM 1 100 £ 5N, fEHFSERENEENT 7 1000 2 5 Ao H 3 EHE 3Ry 81
BANIRGE, B, BRMPEEN .. CAEE T AR EFHE T, FFRE A ™ =R MR . 25 i) H A
FHERTLE WS BB 5 T I, B4 S A RIS SR e &, nius 240 fEAk. BEAZPERIE . P
BRI . SRR A2l James Parkinson T~ 1817 fFAE—k R T REBUERRBE I L (1) Hdfiid
M. BEEGERIIRRE, AMEAEFHIGIT T, VF2 NS TR EMOE 067, DO i TR RER . X
P B B IR FAR T, SIS 2B A ER S, X ESGEIZ SR E . Bucy fl Case(2) Al Klemme(3) 4
157 K i, Browder(4) 5 7 W#E, 11 Meyers(5). Spiegel ¢ A\ (6)~ Spiegel Al Wycis(7)+ Fenelon(8). Guiot
A1 Brion(9) Ml Cooper(10) &5 NJU5i475 1 Fe ik AL AR 47 X8, A — L6 T HES R (11) U HE (12) 5L
VIBR T JEPh AR (13). VF2 BT, HAREE R E, SR, AN A P, o i ik sl i pp
L R ARERAL

A R ) A JUASJT T : A 2 AR 12 A0 B s B AR J 2Ll PD I28hiE R, BE AT DL € — MK
Tt () o7 B AE BT A e i X BRI I IR 7, W A — EAEAMRIEE A R AL B X FE T Speigel
A Wycis BISIARTE MAERL K JE (14). SR, FH TR0 182N FRAG RIS P2 i i3 1 BB ST A4 e m) RE B I3
BIHIS 2 %L, B ARSI A— S s AR AR F . 20 4D 50 FAX, HiME I FIEAE Lars
Leksell Ja%F PD B #AT — RIVG ABRVIITR, BRI A B N FERETE X AR EGIEEIX) &%
2| JEMEX . Svennilson ¢ A\ (15) 7EXF Leksell [ 81 4% FIBRYIFF AR HI ) RS R B HoE, 7RG HBR
JEREDIR LR 20 B8 E T, R 19 B A E AR 2 S IR EA B2 BGE . 5 A BRI — X RE 5
TR IO (A R AR SRR SR, TR R BRIV 12 3 X3 (16) .

RAETE 20 el 50 ARG ARV R CAEUER] | —2ep ), FEAE RKIEiEZ UEE R OGS, A H
KR FAR K, BRI RITS, HHAE 20 el 60 FATTIE T 4MEIT (17,18). JRE Ul KARE 2
o) g 1, ARSI, KIAEA e 2 e SEUS 3RS 123hsh. WRFAFIREIER % — R4
o) R, — G R S 1 2R, IR T IE R (RN R SRR A RS AR R I, T L AR AL R R Y .

5% AR 3 I KRE R R 23T FARIGITAE 20 thaD 80 ARV EBi41T, Laitinen 8 A (19)
1E 1992 FRE T — KT pallidotomy i AbHIH o IR, ILAEXTIX — DX A5 A0 A2 B 22 1 1 i 5 LT
ARFFAS A AR LATEEESL 7> PD BB, R I T J SRR 4871 10 fidg 20 A= 3827 FURH O I8 % 110
FIVUNTRATE G EE i PD R BRAR BR 2238408 1 280 . BbAh, IR T RGN R A 110 37 A2 i A HE SRR 3 1]
RIHTHOR . MEREANEHG T IAE TG 1, AR KRR B T 245 kB0 T Bl 1 R R &7
el )= (BGTC) [l D fe 20 23 i Rt T4 .

[INTRODUCTION]

2 BGTC HIZ5 MPTP ¥ PD &&IHIhREfRZ

M 20 2 30 FAF T ARIGITHIIRIET G, 2% BGTC R B HI H M D REE R 2 Fb, #) 20
{28 90 448, KEXRT BGTC MR T 1 flid FE A 2 5 ThRe Al (A . A\ Mahlon DeLong #£
1971 5 (20) K& HERAEIZZ TP E R IT IVERE FEIT 4G, 2200 2 S0 M1 1 fid 1) <A A0 i AR B2 AT 9T, 1986
F Alexander 58N (16) MJLNTIREZ B BGTC HUBA IR | AL AL T . X[ IHIZE m B SR
[ . IRAEL [l B AL 25 Ml i, A Rl BRI T AN R B X, B BISCIRAA . 5 R il (AN 7] [X 42K,
SRJA IR Bl B EAT A B R Xk FEURIEAL 1A fR 1 LR AT A FE [ B AR, IR SL T A AT A
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P S 1) B A AR B R (21,22) 0 BEJS /R BRI ALt — 20 e L T ig ) W [m1 i (23) AN B 30d i
(MR Z B S BN itk (STN))(24,25) .

FESRIX PR AN 21 P AE [al B AR R TR 7 & B R JEASOR 1M, (R RAVF T K2 B RUR
A (W PD) AR R R R, BT Z GE B SE N & AR R B s AR R, XTI 15
FHESL. dhAh, ARRHAR RO AT I, @ 20 A 80 AR FIAR AN —RIIESFHF, —F
H TR I TSR IR AL JE R ILARATT E 2R B BE 4, 1-methyl-4-phenyl-4-propionoxypiperidine
(MPPP), % 1-methyl-4-phenyl-1, 2, 3, 6-tetrahydropyridine 75 (MPTP 2#), 24 & % MPPP /8 £
B, XA A B4R 1-methyl-4-phenylpyridinium (MPP ). —#t& BB F 2254 &
RUFHIFEIR IS B3R, FFeE = B S H JL 4R MPTP. 1983 4E (26 H), (Bl2) 24& LFI& T MPTP
(IR BAIR A 1Z 25N B LS AR it S5, ATLEIGRE], %A Y B M) SO A 4 7R i 70 U
E R T1. IWIBEEE, 2405 N RIF IR Z 2%, PNAS(27) il 7 PD B FHEMIRIE. R4 T /40
ZUON, BAEBEERT PD MEEEIAE, B TR, SiEEshiE%E /s AN IE. EEE, BEMLEHAF
. RESNIZBNIERT . X2 — DNERRB, FOVIAER 1A A . 1K 2 5 H SR It | NPt A A
e SR, Bl MANREER M AR E5 MPTP M P8RRI AT (2831). 4456 LART RIfFSI AN A4
B FAENE T PD B AT DUTFAG B M S AORES, KA T AR Bk, R EA AT BeH — 2ok 15 57
WIEAEEE BRSNS PD KL .

3 FH MPTP JRE8 T f#MA & ARmimIEE I 5 A 53 Tmk

KM MPTP J STN PD HAFARAEA, /- 9N HER (GPi) FIAMEE IR (GPe) A (29,32,34). 5
JRARAS M, RIS TP R AR, STN 1 GPi (RN, GPe HIEEREM, FrFiEe
RN ERAE S LA PR ARG 0 (29,33) 0 FETIXEERIL, FATEEE T —A PD WEZBA, FHoh I Fetz
GPi M EHEIBR A AEIRN, MATEIZE] GPe MIEEIEE 2T BEEERT (21,22). AR BT8R AE
PD STN [Fbosddhn, ‘0t A2 GPi BW0OE A0 e 52 & 20 S 80m &R RAER R A FERE (B 1A
T B)o XA EZMT 1990 FRRE (FHE (35).

Bergman 25 A (35) 7£ MPTP J PD % ihxf STN #E47 ibotenic #13, M8 Ra5hIRLE /i85 A IEA3E
HURSE (K 1C). MPTP M PD A K& TE 7 I BRUEMR, R GHE T AMNIRDGE, 3T+
ARIBIT PD HIMER . RAEXERIMAEF EE, IF HARAMAWBBER] TUESE (3638), HEESEZEW XX
PR R A T XUS R REC T 5, AMRHER AT TR AR PD AT N NI AR BA U (3940). 44
ifi, Pisk EAIRZ KT pallidotomy Mk, REEXS PD EEIMAIERISEMA—S, (HEE T XLt 7T,
PIENICE T T GPiJR7AE (pallidotomy) MIHETEN AR B2 B AT HE . b4, JenifEf+ & LIast
SERERW, GPi MRS ) X AFTEDRE 7r 2 B, 3X°4 Svennilson HIRIIRHE T —AMERE, RIS
pallidotomectomy FLZE ML HT A MIFESEAG 2. Mok, 2T 20 S 90 4K, BEE ESe#E) MRI AR BARA
SR SLARE MIHESR BRI R J&, AMRHER AR T A I FBORIAFI H AR, KL, pallidotomy HIEDSHIL T,
Laitinen A (19) 7£ 1992 5 KRIE, LRSI JLE B4 VF 2 HAn IS (41,44). REGIRZ I mkiE,
HREWARWIRIE (45). B —LARE T RENSGE, (H5 LAY TRERFL. AFREERT, i
WAEJUR AR R T (46), TTER —Sf5HL N, MAEJVEZEHMIEA T (4748). H S NN ESRHE T
—UIEE S, HEESRERMES (49,50). K MPTP IR A4 ) muscimol W5 FRBH, BBARTE I
WHGT 15 L BRIZ B XK 05 (51), B0 T4 F R ML A AE S, — 28 AR TR ZAHE GPe(19). X
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Lo R R A 2275 Fo il B 2 (0] B R0 0B 3 00 1 e () DB o JT T SRAN AT Sk 0 e M A VS S A4
R, SNe, I, ZUEHES; VL ERESMURL; GPe: Wil HEK; GPi: SME ARk, STN, Ehit%. (B)
MPTP-induced REURE . 252427 K MPTP #ifli SNc 112 EZREANN, 3 BCMABS B AEERL
A2 HRTSCRAR TG RIERR FE GPLIEVERIIE N, 28K TR E STN HYXas LUK I HE ANk B SUR A ) B
FANEIVER NI o KRR, 2o RE AR o i B 5T LB T BERARE IR e AR IRIE B R, (C) STN JRAAEH &
AW AIER . STN FIAZREAR 7 STN X GPi Atk akal, S8 GPi 1 278 f 2 AR AN I8 Sh A AE 1 2
 (35). IXLEXT mptp PRI G AR T AR TN e AR K0 B AR A SR AL ORI AR, RN AR
M FARIGITHAL T HIL AL . ref.35. & AAAS VAl ditd.
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TR, PORERET & ERIBE TS CEIE GPe ffi2NE PD 834K (52). &K T —1 PD E& K11
RIS, ESK VX, ZEERERZ T pallidotomy, WitEEM, FFHEXNERZERE TR (53). BEILL
JG, GA, WA ERN T GPe.

FESCHAIL, EH T 0AEA00 & — P AT VB, S (0 SR UG 0, BRI R B4 T XU pallidotomy
SRTT, XU L ERYIF AR B IF AR TS, ARERA NG SRS, PD B /B 1 35 35 ahs
(54,57). FHE5—M7J77%, B Alim Louis Benabid FF& 4 #Rm AN A (DBS) # #FR=E (58).

4 DBS FMEFHRIER

TERG B2 R 452 1, AMRHE AR 238 i /b 5 F R VPAl 2 1500 75 B3R 97 IR IR AT R . X0 T 352 e
WO TE A B R B AR IR . Hor— A4 SRR AR B BLAN- 8 5 T « ARGNLEAE (alimo-louis Benabid) 142,
TEFF R — oot S DX AT R BB v T, RS AR, % DBS N T REBSMEHATT BT . £ MPTP
WA AT ARG f5 IR PV R M SRR R TT (59),  F Uk 18 T 2% Tl ot 22 FORS A4 T
MIVRTT « EA8 DBS #EATEIEE PD AHC IS S ARME 75 T A 241 (60), (HILAE LS MG . & DBS
PIHEL, DL e PD BE AL, i bl LRI IAT, S0 LA BIER M SESE, JFR T
XPE AT TAERIHLE 4R Z . BT DBS Xt PD i@ S AAE 15 M AR AN [F] A0 AU [F) 835 1) A0 WA TE B3 22
5, P — s BRI EE (61-63). N T SR IMREE RATRAEE R —SERI R, TE &M TIER
AR RKEE,

F WX DBS ML B TR TE SR AN PD B & T, I HR ST R A HE 19id 3% (64 70).
RIEMEE, 7 FIERVITFARA DBS 4T N ECRARL, WARBIR AL, DA g, FAME % DBS %2
P (71). F5E b, FERNEYZ B R AR e O R A N AT B R AR B, AL B e
TLIG BN BN (64,65). SR, TEAZ RS, M I BB X 32 A AR R X S R A2 T A4, mAERE, Hk
RAE NS EHEAT IR . IRATT B —Rh 7 VSR T DBS Al s B ik g5 K, AMYAE DBS Hiw b, 1.
1E BGTC ML H AT 1, st 55 S R B A A MRS B2 S S I AL o O T R iX A il 8, 7
MPTP #% PD #A & T —F DBS J7i%, @IEAGE/NM DBS S IHAE A5 BFAHFE kb kA%, %
Tk 5 NN PD AU LTPAHRE (72). FEIREENZ, B RAT A A 25 5048 (b 000 82340 -5 O )8 sh A1k
IR DG, IR TIPSR LB AL T BJa, TRE R, (EMET0iE 3 Ae 0% 16 RN ] s,
A FELE R B 1% 1E s (73). XITAE T 45 ik DBS X &#15F, Ky STN DBS $# GPe #1 GPi [
SPEIREI N, X S STN Aok B STN WS (2% 74 MIE 2 D), A ZH] STN ik
BMIR %, /£ STN FIEHE GPe 1 GPi FIEERIE NN, S H GEM R NI AL 0 B0S . BEE R
B EITRE RS, GPi IR RFLE (B 2D), 5 TR BRI Ui ) 2 #:5%2, GPi 58S RESGEAH 1)
ST 347 5 HEL TR ) W 5% T S R R AT BT A . BRAh, JRT MR S BORIR S R, X AR SIS
B B 7RI, GPi HFRRIRIESIASZBENLUR AR, T2 e STN Rkt 2 5/ 3.5 ms(&l 2B). 5
ST ARSI AAE LG, RO AR T AR R BORAR RS (B 20), ORISR A T U R, T
AU R ZE, 7E PD K& DBS WIS EAEHLE (74).

FEME TR hic S BN IE B (B B A & e iE BN RE 71, DA Z%: il DBS BRI AL B AT A7 s 1)
BEJJ, NIRRT fif DBS i Ja pIALHI AL T — 2o B BRI (5 B HAT?E MPTP % PD BB AT
RS A — 2Pl T HME, IR LR A4k 4583 T IRA T DBS Wifa] TAE M ERAR, FHR X SR e it 17
%t PD B E AT . BEE I FEHRIE 7 STN. GPi il GPe DBS 1%/~ BGTC HLES M Z83E s (52 (275 L
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B 2: ER IR (DBS) BI4E F AL ) G 7 A 78 . (A A0 B) JIICE it (STN) IN7ES: F Bk (GPi Al
GPe) A (A) FISME (B) W BURARIME 0 BT (&) $ic BIE R T E TR L 10 =500
BRfid A (1 100 DGR, LA JTE RO ] i sk . (H ) trace o 7RI S B IR] EL 7 & (PSTH),
2% L7 ) b RS AT R D 2 ¥ 7.0-mms B ) ) % 2B A2 17 S, SRR AT R B DAZE bt o * P<0.01 2351
B, P<0.01 22 T F%;(Wilcoxon signed-rank %), ('F) BIFRIRTE 1-s MR THRRFRIR S 2, Sl 7RG %
R () AR . R AL Rt . (C) GPi #h&uilsh Mg Bl EoR, ££ 136-Hz, 3.0-V RIBEUHIE, Bk
MASEI I Fry e 5 ) o A0 Ay i AT A 3. (D) #E4 136hz STN HIEIAE] GPi #H2 Je U AL+
LOURERERIFI S BN, R 5 40 B ] JBORE R AR LRI I . 2 2% 0k 74 VR g . (E) VA/VLo(7%)
1 VPLo(4) £ 0 ZUlli (K ) FIGB0RIE (S 6) (1 PSTH. 7EIXEEE F, Tl 2, Pk
ISR 5 | ) TS FARDGS T3 2R AR o SRR AR A R PR R NP EME, R TR e e
B RNPEME. RO V0o Fl VPLo ISP HLAAR AN K, 15 el 18 S ARAE IR A ORI e 733
TR K7 A M HI ALK N (). B2 CER 75 YRR R . (F) Y971 STN HIEUHIE], pallidal
A el 22 ST AR K38 pth, 150 B RISE S e A% v ke 52 2% TR E B I TR AR . (G) ¥R9T 1 GPe Hili
it STN. GPi. VA/VLo fl VPLo #£: 0] pth. (H) GPe R}, pallidal, STN A Fr #4128 SCREAA 71
PSTHs(from G). M4 H SRk 78, 4 Elsevier ¥Fnlo X SEE 32 75 DL MRS 1697 PRI MBS 17 520
BSOSO T R T i D 4% R T B R TR
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" \," AR 00 0 AR I A LD ALL B EIOE  D]
0% NV T e F
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LI [*2) [ro0uA (96) L) =1
—_ 05 sec

92)

Kl 3: I MPTP AR R PD MM 4%, BRAZFICGE DBS £0R. (A) #RE BGTC MZTESNFENRE
HOANEIAT 1R — 0 (0 v 28 Al A B A R RN i T TR B 2, DAEsRis 2 A RUFR A T
W (L) BREAREES) (96 BIEWABFES; (VIRAE) MATE XMWY RIZ) L E. £2% 102 KV
. (4 L) £H%F STN #1 GPi (17 DBS 5Bk TEIR AN K NE AN NS Eefl oA, w] LR [H]
—ZMZA B () BYHENEE 96 ML B2 iR HaRsh# (K 7), S THIgE 3 K
2 (M1). #MiEEIX (SMA) FIMEzsin L2 (PMd). (4 F) A#I MRI MUARJE ct $Hi#ER DBS SHHE
i) STN, FOKED s i) AR 7248 1A B R T X8 (B) 4142408000 Al i % UG RE AL = 45 . RN B AD
AL 8 A BB KNS MPTP, J 1 1R SR 7 iRs7 5k TH+ s soisidk, A0SR 7 1E
STN H & DBS FEMNE AL E . Stdn H S CHk 92, K% BMERVFA . (C) RN SRR T, EEME,
MPTP A A LA 2, ARRAE R — 523 p IE 5 &8 N B i & AR RS N M4 s, &2 30k
85 MIVFAERD: 7E 2RSS, EFHRG MO E IR GIRE AHAIRIERE, PAC) Z AR EMHAN
GHRESEACRIE . (U) B DBS BARFIHEOAR . 7B R A T 008 o 4 8% DBS
Je WAt (BVFAT, Z%E3CHR 103,2016 IEEE), #RZHH DBS b5 (% 0k 78, &% BMEURYEA), LK
TERFEFAEDFRICHIAIE DBS 5Rg (2% 3k 97, Z%BMERVER) . (Z0) RIEFEA LEP WS T4
Ao (F) X DBS (M ENER. WS 11 3303 LFP &M, MESRIXN LFP (5%, JFHm)E
P (9 F 20 Hz) 325 beta LFP jEE. 8B AMRE ISR IF K beta LFP B4 (G5 —17), H R ERIE
PR RN = ATERNE S, ST, (E) MEARm A DBS Xf BGTC W41 a] LLTE
ZRATRRE (WRE. IZ3FEEIR) TR . AR EN—REEFRRS, FoROARRPERR
A, BEREARE DBS HIRMIMESHRRSE . & EIW—T L8N FEMALE; # T kM 14 172 M1 H
A SR R BN AR, i R TRIFR) 4 472 W28 TN [R5 AU LFP W63 N T SRR IE BE AN BEIRRZS T AE18 3)
F)Z A GPi AR RIS A TR LEP 3530, A8 (T B A ARYE S % S0k 72 S ity, 1331 TR
SEME R BT



5 XA PD #] MONKEY MPTP 4R % PD #EBHBSTH BGTC MR —

BR). HEE, WFRCLIEN, RE STN. GPi fll GPe RIIAEIEENE S = 7R BINAT Niss, (HilhE
S0 2 PR AR TR 208 (74,75,78,82,83), $E7s DBS TR IT AL AT REDR HE S AIEE 28 DBS S B A A
AN .

TEME PR AL SCRE N, WA AR R N 2 — P X 4 55, 5 B[R] 0 91 357 1% 20 1) 50 DA B 57 Joi A
J& N R IX A A [ A A . /£ MPTP & PD 84, C&ESE T pallidal 5B I8 R PERE 58, DL
K BGTC [0]i# A5 i AT 8] B IR IE SAR 1L (84.89) . IXEWIET-HF 78 MR 2 AbFE T, REME{E 4R
SRS R 55 A (RIS AR [F)— X R AR RS NI & 081k, XTEANR S ERATATH. &A% A
KR wsr (LFP) WGaIMaE 7, BT a5 shs PD EBEEZ MR R, C&HA KN T PD HIER
A (90). M6, DBS BIHTE AT RS, X B 77 E TR, B R B IR 05 3 AN [F]
W, [FII TE 5328 S ARAE A SO A O (0 I 28 i 3 m Bk, B 22 0 b 03k (991 93) . At N R T K AT
FET TR AMELE, SEN ARG, FFEREOR B IR el (RIFAIEE DBS)(94,98) . 1X4%
BrHARFINEA R ICER AN R E T Bl LUE R 546480 DBS, k84St 5 MPTP 930 71, £
¥ PD REAY 558 0T F I B U AR 2 R G B AR B A AR DU B DR A2 PD iR

EAE RN, HASEAR T 7t A B T BRATEME BGTC MEEMFMIhRE (WS Clikgiid 21, 99 F
100). REMGE SV BGTC AR B RIE T EEMER, HEMGE s KK/ DBS HAR AT
FRH T AN R, 17 B v A R A RS YR 2540 2 TR ) 22 S e 2 1 (101), {45 ARG 4 s 4 |
NI T 4E RARMERE AL . MR 5 BT R E 2 R AT R A SN BGTC H B BT RE il 4 gt
TORBER IR . X LSRN TT B A AE MG U NP A R R A R A ORI A R I, TR X e B R AT A
KR AR R E 2R, X PR xR E R PD BGTC B AHCH 7L A

5 # A PD B Monkey MPTP ##HI#XZ PD #1 DBS # BGTC M4
HT—%

3 5T MPTP MREERIAEERZR PD 5200 i X 4% DA fg FH 20t DBS HoR 75 IR0« EAR DLRG I
WL EAEHIE BGTC [ AN SR 4B id sk, HAE PD R Ao R 0 7 v T mIRd ok
AT LL S R Z AT A LEP i3 (B 3A). flRIXEET7iE, af LI 2 FacfF, thEA 32t W
g IR 2] PD 724k (B 3C), BAAAE A & RSN PD 2] PD + DBS B84 FATAT LRI id5%
DBS 7ERIET S RIS S 2 A R R T XSt LEP FHERALIG B 52, FEAE KA R34 X
4> DBS BT ARG sh 52 m (B 3E). shAh, wT LU 4 4UE IR R i A 2 B RE REAH L 1 25 2% DA K
FENAL B AL AL A (B 3B). X887 SR VFRZOR 1K H AR AN DBS 7532 (Bl 3D), 1l LURZE 5 thi%
RN, 8T HAb AR RS S« X5 C S ECE I (B DBS Al §Lm M 25 Thig, DL e i
SO R AR A TE PD, $24E T — /N 1w 200 1A A ] 253 I 29 B, AR IRATAEE 1, PD 1)
A B AEYIRR BRSNS, AR ERASI; TATIRERT [E] . 2% 0 B DR SIAT R A ARk (102). @i [F]
SR 2z s X RS S X ML e EcR, BRITCL AWM EIX X I E PD A N2 U281, LK
FER BANPAT 18 B A58 I 85 B2 J2 XU A8 I R T S e ) o BRARIRATT AT DL DI I BGTC [Hl#s 324k, {H
XU emptp HE PD R f2 V0 S T X I 4 e i sh RS AL S 22N . IRIIEZ (PPN) 7Eig3h
Wl E BEEMER, CHIREMEN DBS ML, DIZEM PD B &IPS, (H STN 8t GPi DBS {1
i AE. 2R1, X PPN DBS £ AR AE A B0 5T, fEAR KAREE Bl T TRV AE A 5l ke ™ HEE A s oL~
X IXLE I AT VR . RIS, — BEL780 T A — 8. B N RIX — X 31T DBS 1 A RER 8 1t 3%
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MR, HRCE KRR, SO SRR, ROSATER T DBS HARKIALE . 85 ek IR
T e EAT R KIS ST ie s, AT UG T D SR EM 2 ufE 5, X2 MM DBS
RITHIRBE S — 0 o M R R fiff P i e ) B i) S B A s IR A

6 Conclusion[E 4]

TEMET B E T T4 BT AR < AR08 A AR TE R I H (s B AR BRAR AL o WP T IR AR 5. MR AR B A
SAG SE T TR R S B FRA T B A SR I A 2 [ BR (M T RE2H 4, 5 12 3 B [m] B 1) 2 B o HLAE 22 Bl /b B
TR AE ] . A AT BB S S T R A S AR W0 pallidotomy AT DBS 7£ STN A1 GPi # BT 7 i @it
XRHEEAAR S PD AN B HAh 32 5h RS A LTk 7 FE RS AT 3 7S DA KRS 0% () R . I IR R R AP 4 T
FRIE KL ST NI R, RAANRATATHEAR, AL S0 16T PD 3 DU A wh 2 RS #f
PRI o IXBER SR AL T DA—Fh™ A 1) 7 ST R AR B R Re 77, XM RAE N T AR, (HXTA
FRURE 58I PD F1 DBS RE— M5, BB 7B SR FRA ARG T N R0 & 2 A A .
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