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1 5|5 [INTRODUCTION]

&A% (PD) & —MipiBAT RN, DIRIET BIASEER (SNe) MIRIURARZ RS (DAergic) #
ST B RONRHE. DAergic #1270 1R TT 580" & 12 ) MARIZ S D RERREAS, WHE3)FRhT. R,
fRE. BHARARE . INAIBERGFIANAS . G P Fh E AR DUARREIE S A0 I B AR B 22 . o, AR¥E 1-H
J-4-7KFE-1,2.3 6-DUEEE (MPTP) %51 PD % [1] SEEMZTT (BG) MR R4k, 2 TR
BRY, IX e i 25 330 BG A%, RIS FERN B (GPi) FIEEJT RUIRHS (SNr) [P35 2R U BG d i
BN, A KIGEEHIIERES . AR, HRIT L8 mptp BSH PD T A B A AR BERS IS BG
ZIUIM T AL [2-4]. 55, M PD sh¥AEE 10 W SRALIE sh AR AL (LFPs) s T BG 1)
PG R ES) [3,5 8]. IXLLHHBA ST AT ARSI BG 15 BN, SFBUS3NIIRERES [5]. XFhK
SRR LT O FEAR KRR FE LU 7R SRR . FEA ST, FRAT TR LR AL P o 1 Ik RS AR
Ak, FRATA NP IS A TG sh AR (9], 1ZAE AT AT DLSE AP PD MR ER AR H 2, JR AT RE I 4L
HUARHT PR ARY

2 RMERRE

— XU A mptp YT PD 1 AR TR, 45 A ERINEL (GPe) &SN, TN % (STN) 1
GPi[1] FIIEEI N, 454 BG RIBELEEAAI R AR [10-13], WIEAM KR EA H AR~ (B 1A). 252
fiie (DA) FRIEFE AR T SOIRAR BB B A0 22 T B 21 GPi 30 LR M4 A5 AN SUIR A 18] 42238 g A 4 e 55 81 GPe
(58 EL PRI [10,12-14] 0 X B AR B R & I SOIR4-GPi /SNy BRI AR A M e PESUIR - GPe
- STN -GPi/SNr [A#& 42880 GPi/SNr #£4 P E . 1XF BG iy A% 5 3 38 I 7 15 5 i A
FJEMATCIESIE, FEUSE G ERVI )G, 2RSS T RURNETER: 712 PD IRE T
GPe MIJBCEZFFEML, STN Al GPi FIBCRZEIIN [15-21]. L i— TR AL £ T BoR, ik PD /NRESCIR
Tl B 22 0 AT RIS B BRI HE IE /N BREUIR R M B 4 T v 15 S I s [22).

OB AR WIE H TR A B EZ2ah M2 3G . 23S ML TiE sl Rk 2R GPi TG 3hk
o ARBERGEEN R R JE AT LLERE A INE] BG S B i g R ENLSK IBERG , F 2 ThRe e g AR
(BT C S AU ARIE GPe 1 GPi A F R B [23-26], R — e RARIE R PD £ [27] KRR RE
o WK DRSS R MRIE T GPe Al GPi[28] KIS T FEAERTL R . BEAh, 72 dy s a5 |
AP B STN AL 242535 51 e (1 i e S B A 7 vh 29 31], s#UE RIS EhHEREE GPe M1 GPi K 5 R KR %
fik. XM STN 2| GPe 1 GPi IR AR NI HIZE R . 1] GPe {15 GABA 24K B 7 th 23 5| iz 5h i
5 [32,34], WagRMIE R GPe-STN L4 STN.

2.1 THEERTAINIE

B R DA i DA D1 24k (D1Rs) Xf8URIE- GPi HEHGEBEMAE T A MEER, il
D2 %4k (D2Rs) X SUIRA- GPe [Al3EIE #1270 BA MHIE R (8 1A). DA RGN ]2 78 [ 3200 A 22 0 i
PERIEAS ESR MK, ndk RRGA . A AT R AN 32 A4 45 5 1 el Ae [13,35], JF CfE AR 22 EAGRIUESE [35,38].
UEAk, DA YR RECIRIR SR Ak n 281 DIR A5 575 3 KGR, D2R {553 S KWHIAL [35,36,39]. DA &t
R AR SUIRAS S 2 T [40] B RBREVE FEAERS, I rT RER R SCIRR L i . XA BG S5#4
DAergic $H T REF BN AHERIAR ML [41,42],
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2.2 TR RRBEHIF

SRR 52 B DL HEVE . (1) Fls AR L HARIE T GPe 8L GPi (MR BAT AR AL, sl S5 BT 1)
FR [2 4,43 46]. (2) IEHET GPi RGN SAGZBI M i A0 RE S 80™ & 12 sh g s kR =2 5h (47,48,
FH, PD H3 ) pallidotomy 7] LAVHER 1 - dopa 5IEMIZSNEEAT [49]. SR1M, (EERERE, 23k,
GPi MG R S ERTARRIC T o (3) ERRAAT Az sh g [50]. %, PD Wil IFAR ] ek
# PD SEMR [51]. GPe MRS 4E PD fElk [21], 1 GPe [MIMIE S RIZEIE [332 34]. (4) R4T%
(AR BE MRS FE R UPE FRIALE o (5) GP1 VS HELT- @ SCIRMA-GPi FISUIRIR- GPe - STN -GPi &2 11
SRIM, TEFE GPi WG VENG I 0 I@ B% 1 1 7P 513 M A8 A o A e LB 1

3 MERNIEE

R AR R B, BG ARG A1 /BRI T8O vT R A B AR 2 e O AL AR B IZ B A B B, S EUE
HEEHE [5] K (B 1B). £ PD SRR E I BG AFics 7 55 MR A=,  WfkfomndRss . 15 B R0 ik
il (DBS) HM PD B#H 1) BG I TR LFPs, X NS KEMZIT [52] BRI FESHEE
K.

3.1 FHKED

PRSI ARAE I TR N 10— R At . EIEHIRA T, GPiv GPe fl STN £yt 2 FEHLAM K 1, % A
RK RGP WA TOIE R PSR, GPe M JTAE AN T &M, STN #HEJOIE H A [ i S il 4 .
7E mptp JBI7 1) PD HEFF1 PD &, burst ML 380 [1,2,16,21,43,53 55].

3.2 {RENENEREBENERM [ Sk

WHRBE R G R R &, BB IR 58, £ PD shRIEE Y GPe. GPi Al STN G k%
TR RIE [3,6,16,19,43,46,56]. JEFEIEEEIAR (4 9 Hz) A1 8 SR (10 30 Hz) #iB. STN Kif [57] 5k
DA FACIT Ik [46,56] Al ek PD AERAIRGG TR . PD 1 GPe A1 GPi [FINHC R L TR B FHRE S
[3,19,56,58], ML ML T GPe/GPi BIAHARXHEE T A A, th4h, STN. GPi R JZE 2 (AR5 15
el [59,60]. 7E PD &35, (A DBS M4 H WERHRY; LFP, Rl 8 Sk LFP[7,8,61 64].
Z9WIR YT SR SE [F) TR IGE S BB R B 53 8 MBARY LEPs AKX, KA AP [61].

3.3 v EEHIR%HEDN

B TARAEZh Ak, FERINEAZE (>60 Hz) KBS BIIRY LEP. AHX ARSI B (35 2 2 sl 1)
(9, ~ BB IS SN AR SN 1151, BN  SBM#RG; LEPs #£ DA BARGAJ7 g, 1fifE PD R+
F#A% [61,62]

3.4 RHENHLE

BG RGMRATAE R H BG PIEBA0Ja il s = A 1o IXRh R 7553 AT RE i & /& GPe-STN &4 (K
1B). E¥seH GPe-STN #IilZEHA1 STN-GPe M A4 £ 1 [46,65 67]. DA 7] RefE 2 A M A TG 8
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RIEVEH, DA BISRTTRENG 98 GPe M1 STN Z B FIEH:, (REHRG 53N [68 70]. FEFAT STN HIi A
AT STN- GPe - GPi M%% [46] HHRGZIEBN. - STN 8 H4ZEEUIRR- GPe [A]4%18 1 1 1 B2 5 2R 1)
BEFEURGIE AN [69 71]. SURPR A M AT VRS0 A AT e 3 9 R V5 30 [40,42]

3.5 XITEEARHIHLPF

T A A R SR AR A2 Bl AN T T8 R AR B RO i B0 A, SR iR R 32 31 7 LR L. (1)
BG #kZ IS PD AR Z B B BEER K R EAMEE. £ MPTP W3k 181k DA fsiidied, IR&GiEsh
AT PD IEEAEIR [44] FIHBL, T2REE PD ISR BL B, SN E Z AR R K R (2)
DA £ SVE P W 2 B R EE, EASHIRGES), X5 DA KITHAESIMAR [72]. (3) LFP ££ GPi Ml
STN H I VIRIE M ATERE . fERZT, HEARRZ T iR X P S m ™ AT T H L, X AT T8
RN ARZE 510N LFPs[73]. 73— 51, R HIMLst, W GPi Al STN, F=AEMg AL, XA ST
W Z AN RTER M BN . ik, LFP 76 GPi Al STN H R IF A 5 28 00 1 0% 2 75 AT 40 75

4 HTITHRE

AR B — MR RIS TE SRR, WA AF R PD R BLAE RS (1 2)[9,74,75]0 HRIE XY,
FEIEFARA T, /559 iid - STN - GPi /SNr M E#, KRSUA-GPi/SNr EHEE R Fi8UAK- GPe - STN
-GPi/SNr [#i8 % 23 GPi/SNr FZhAE R, AN E IR IN 8] SUBETB0A € g sh R, 7RIk E )i
BN A A AN 0 EE 1 58 S is SRR P 2 (A AR L 7t (K] 2A). GPi/SNr Mi& sz k3 R ZNBERE ., B
PN P30 ) 5 PRI N o S B I 5 5 R R AR X kA e e R, R T S e
I SHAR T ARG, T R [ HT— A8 LR 5 () [A) 42200 2% R 15 5 4 ) Fe i bl 28 70, DABA Bk 5 1R B A2 P 1
JRENFIZEl (B 2A, A). H—J5TH, TERIFE X, 8 E R G S RS H AR T, N
ME LSS HAMA DR TS Zh T, 1 EESEMTTERIR /N (B 2A, 7). AEBTREEEHE:. BRI
LAt GPi/SNr WP, CHMiAzhY). RAEIWM A B GPi/SNr KB BT M A i )
LA JIHIIESE [28,31,76 79]. MEAL, B 2A H TR HLOIA GRS B T RIET, 2RI AR, S
YESUIR GPi AP 4EAHLL, MAstE STN GPi £F4E 5 i R Bift, 201k T3 2 iitum i 2 oot b [80).

£ PD RZT, DA F8/SlR b XK B PR S B3 R 1 GPi #], Ifadd ihots B B X 4
(R B A (R B R 512 300 GPi e (B 2B). XBAR b 4ik (K 2B, 41) Fga/ (B 2B, &) 5
BEIME R GPi A0, X SN Z L MEIEES, S5, FE L, mptp ABE, E3 R
T GPi #4052 I A2 e (I EL BN T [81,82]. BN PD MEK IR GPi/SNr 5 iRi% Kk %
B, FRATT R B R B R B AR TR PR I, T R ARV M PR [83-85]. BEAR, BIASTEBNARALE AT
DATR] N R 2 s B i s B A 327 . 3l 0 KT B 1K) Bl AR Y 5GP O X S AR DG, Ifadsd
A ] [ XS )RR L R ) e A2 /D> GPi %y, B B2 B IR Asza| i £ 40 (K 2C). =
HAEH Fizs) [28,31,78,86].

4.1 ASEMNRET, BEERRMPEENLZETN

GPi Sh&EEN IR T e/ PD [ — DEEARFAE, TSR3 R AR A A e TR R R R RILR . &
AR B EaEMEEGRR L VR 512 si e P BUEsh, (ERTREA 2 LUR T B R A I,
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Bl 2 B iEai AR 1 IEFIRES N B EEah s (A), MERW (PD) KRB A % (B) ALK 7k
5§ (C)o SUIRME (Str) M TTIHs S A/ An (& B A) A A (& BA) . BRI shi i) GPi/SNr Al i
(Th). M Nambu[9] &S HK .

TR BRI, 72 PRI R h B W R R BEAh, IEWEOLT, #EE. BN ERER
RGP A BTG RIS BG M2eoc, miAGHERS . 57— U7, £ PD &MFF, =i
[ ESFET AT, B R ZENRAE 515K BG BIIRGES) [69 71), X w20 A2 4

4.2 ERSEDRBEPEERRAN S

NI TR LU LA R E . (1) GPi RIEHFA SR IEHIRE T igzhimts, 2 GPi i
T AR ISR IR T JE 1. SR, AT DA DL MR BOR MR — KRR GPi iEsh2 kK
FEHEZHPL TR £ 1- dopa FHRM PD izshfshs, (F9@dBEE. HEMEEREE GPi PiAk
— R VNIRRT, B R E R S J= A A A S s R e, R EUR B EBaRI. (2) IEFRE TR
IR AEAN T A IS B RRhG o IXR] DA /NS N AT RE AN s TG . (3) HEEIE . EIEAMEEIE1R 5]
B BG iEE NI G TIa s TR [a], £ IERCIRES N Al RERA LI st i, X — m VAT & BG 13)
SENEURTEIT BG RWisshRI. (4) shaidanil b (O IR S 2 s i, MARBHESE . R
B SRR IR S I TR SESCHRF IR A S5 K [80], (HILARBT ST MR T STN GPi MEUIR-GPi R BAT i
St [87,88]0 SUIRMRATA UFNHIAT STN RTA MM A5 £ BRI T 1) GPi (3B o0 A 3 2k — B IR TT. (5)
FRT I ANE 2 B Eis sl B2 EAE a5 GPi fiGsh 2. C4IEsE, R SSEd #ER. B
FMAEERARAE GPi i — RINH -0 6w R SN [31,77]0 VBN T —2, BT B GPi
BRI A ) %8 . BET PD M2 BRI T SI8anMHoC M GPi g sh ok A B T35 e sl A5 sh i
M. (6) BG Wi Br 1A ik i EATHRON Ah, I MATEMT, SRS AR AT N, WA R R s
LEHAPENUAITK 77 [89]0 bg fiki T ] 12 B B RS AER B DTHRATI AT AR T 4

5 Conclusion[2 4]

FEIX R /NERIR , FATHEAMNESB VAl T = MR REIZ B ek (B AE B2, el 2 PD: R, T
R B AE SR A . oy, S Esh A DL e SE A s R 12 Zh B AG I REIR, T vis sl /b s 2 sl st 4
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