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1. t48

W< AR (PD) & —Fh & th I R » JLAFAE 2 BRI (BG) HHIK
Z E AR 51N — RYVIESI NI DI RERERG . PD H— B R IE & L i
THH (STN-GPe) WZ&HARAE Jay iz ALY S % Hk (12-30Hz, B #EBO
(Brown 1 Williams, 2005 %; Hammond % A\, 2007 4£) ; Euse-bio £ A,
2008 4F) o XUEHRYG HIZBNE A FPATERIG . RS E B A AE SR A
IR C R (Tass 55, 20100 . BARCEH STN-GPe R MIAFEAE K FH 51T A0
PR A SR IS LR, HR, IR T e BIALEOAAAE S+ B Ik, STN
PR R (DBS) Rl A AR PD A RIIESuRENG, X & — 14
IG5 (Benabid, 2003 4F; Coffey, 2009 4£) . #Rifi, K% DBS {EAN—FA
J7 07 R IAT T R, AE H AR 2 anitt (Krack 5, 20100 , {HE ]
PD H B BRI FINLEIIA %0 2 £/ (Benabid, 2003; Mclntyre %, 2004;
Kringelbach %, 2007; Nambu, 2008) .

X, FATTIEFEIRES T RAIRG . £ 2 EIERERE T HIRG UL
DBS fEAIfi] PD HxX SR J7 R DR th 74— ik . {EH STN-GPe 1
I A FI8 BRI RG22 25 B, AT /R T GPe & Tt
T N\ 5 B e 2 1 LR T B o 2 AT L2 A8 FH 38 T b S 00 R 23R 1) L JER A 48 T A A
R T Y (Gillies 4%, 2002; van Albada A1 Robinson, 2009; van Albada
S, 2009) o FRATAESRVIR) IS, FRATI MRS I AN MO T P9 AN T AR 2 1) 18 955 1)) 2R fis
A (Magill 8, 2001) . #RTM, STN Ml GPe Z[A]3 N Dy ReHs
B RER IR LE 2 Hh G S R i R N g S . EIX EL, FRATTHRZE T/E STN-GPe
W 2% R AS IR TS S AT RENE, T JC TR MRS KIS ph 2 o B 2 18] ) R Al AR 5
BARME, ATERH, Wit PD w2 EJEFR SR I EL 2 AR, X 1
WEi X GPe #PZETo 4G I B RZ - AHELZ R, X STN #hZ To 41l
N3 EATT. IR A 227 T BE A D BE B AS R HT DL A At T % DBS
DIRE R B B, (3K LA B SR WA A1 BE A 2K DBS #hile

2. PR
GPe H1 STN ) R HUAI I o 2 AR KU

AT, T — 3,000 MR TCARAIRILS, Hi 1,000 N MaFPEAHE T
L% STN R, H 2,000 NMIHITEMZ T IS GPe BEAR. P TTHESE
DUNHERAL Y RS (LIF) #0200, #0E TR B 3 8 1t A2 oA R $2 R, DA
W RBFESIAML (R 1 ME 2) . GPe BHATIMZ cHCkE STN
(RDLET PR Rl N CEREMEZ 5%; Kita F1 Kitai, 1991) FI5k H HAl GPe #f



28 TR0 P S g N GEBEMER 2%; Kita A1 Kitai, 1994; Sadek %, 2007 ) .
STN & LK E GPe BIINHIEZERE GEBMAE 5%; Bevan 55N, 1997;
Baufreton 5 A, 2009; Z W% 1 M 2) . CRKENTEAEY STN N HARD
(REIR M A PEiERE (Hammond A1 Yelnik, 1983 4£; Sato £ A, 2000 4F) ,
PRI, AERRATTHES , STN ek B Hifth STN #42 Jo () % A 14 SR gy N
EHMERN 2 %, A A BB B S, R FEER . A E AR
2 Rt B, BYREE FIEA AR AR T IR i B RN FLAth R 2% 2 H
HIE
T PR RAR IR -

NEURAL POPULATIONS
Sub-thalamic nucleus (STN) Nzt Leaky IaF neurons (excitatory)
Globus pallidus (GPe) Ngpe Leaky laF neurons (inhibitory}
CONNECTIVITY
Name Source Target Pattern
GPe-GPe GPe GPe Random convergent; connection probability Cars —. gre, Welght Jare_crs, delay dinta
GPe-STN GPe STN Random convergent; connection probability Cape . s, weight Jepe_sTi, delay dinter
STN-STM STN STN Random convergent; connection probability Csti—. stn, weight Jstnestu, delay dintm
STN-GPe STN GPe Random convergent; connection probability Cary_. gee.Welght Jamy_gre, delay dingr
NEURON MODEL
MName |af neuron
Type Leaky integrate-and-fire
Subthreshold dynamics i (t> 1"+ Trar) TmldVidt) = —V +1()/Cpy else V() =V rasat
Spiking fvitl=e
1sett’ =t
2. emit spike with time stamp ¢* and set V(1) = Vyaset
SYNAPSE MODEL
Type Conductance bases synapse

Synaptic current lsyn(t) = Geyn (tHVm{th — Egyn)

Vmith is membrane potential and Esyn is the reversal potential of the synapse

Synaptic conductance Gsyn (D) =Jﬁe_$ fort=0

dynamics where t is thév time of spike and tgyn is synaptic time constant

BACKGROUND INPUT
Type Target Connection Description

Poisson generator Ney Excitatory Independent for each neuron, rate vy, weight J

Poisson generator Nzpe Excitatory Independent for each neuron, rate vgpe weight J

STRIATUM INPUT
Type Target Connection Description

Poisson generator Nzpe Inhibitory Independent for each neuron, rate vay, weight Jsi . gpe

DBS INPUT

DBS type Target Figure Description

Poisson type inhibition of Nany Figures 2E-H Independent inhibitory input for each STN neuron, rate vpes

STN

STN lesion Nan Figure 5A-E Permanent silencing of a fraction of STN neurons

Periodic blanking of axons Nsny Figure 5F-J Periodic blanking of the incoming axons in the STN with a frequency fgim
nSTN

Periodic inhibition of STN Ney Figure 5K-0 Periodic inhibitory input to the STN neurons with a frequency fayim,
MEASUREMENTS

STN A& o HHESOR B BRI A RN, BN A A OC )
AR RIEFF . KL, T E GPe #hETTHRBEUAME I BITARA SR F1AE Nk
N, DMEFE GPe sl ML B AR AR . N AT g Horh — S a K R
(RIS o IX i NN S fish 5 B 22 1k 1 4 DASRAS AEA@ e Sh ) h o2 2 1) STN (~15
Hz) 1 GPe (~45Hz; Bergman %5 A\, 1994 4£; Raz %5 A, 2000 4F) fJESL
R R E . PEkiE, STN M GPe #H&JTAEMSIP 7R Mg, RlXLEppsin
TEBAAEAT MR PG OL T DUE T BAYE R 7 R (Surmeier 55, 2005) .



SR, AEAERRIRG T, fEMRN, STN F1 GPe #MZGHIZIEA R HWITER) (Raz
&, 20000 , RHEHEIT WL TBAEG. AN STN Al GPe M4 JGHIX
Folt =l ) B I SR U AT Syl ok T A o 22 S0 A A SZ T R TR S N R ) R A

BOR 2 TO T AR It $2 3

k2Mr EAR.

Name Value Description

POPULATIONS

Nz 1,000 Size of STN population

MNepe 2,000 Size of GPe population

CoNmECTMTY

Cepe—cpe  0.06 Connection probability from GPe to GPe (Kita
and Kitai, 1994; Sadek ot 2l., 2007)

Cgore—smn  0.02 Connecticn probability from GPe to STN (Parent
and Hazrati, 1995; Bevan et al., 1997; Baufreton
et al., 2009)

Cernssw  0.02 Connection probability from STN to STN (Ham-
mond and Yelnik, 1983; Sato et al., 2000)

Czstn—cre 0.05 Connection probability from STN to GPe (Kita
and Kitai, 1991)

NEURONMODEL

Tieak 16nS Membrane leak conductanca

Cm 300 pF Membrane capacitance

m 20ms Resting membrana time constant

=] —B4+5mV  Fixed firing threshold

[uniformily
distributed)

Vo —70mV Resting potential

Vigsat Vg Reset potantial

Tref 2ms Absolute refractory period

SYNAPSEMODEL

T 1.0ms Rise time of excitatory conductance

Tinn 10ms Rise time of inhibitery conductance

Eexe omV Reversal potential of excitatory synapses

Einn —B0mV Reversal potential of inhibitory synapses

JeTh-5TH 1.3mV At a holding potential of —70mV

JeTh-GPe 1.3my At a holding potential of —70mV

Jeregre —0.45my At a holding potential of —55mV

Jere-sTM —0.7mV At a holding potential of —55mV

SYNAPTICDELAYS

Oinrs 2ms delay for GPe to GPe (inhibitory) and STN to STN
[excitatory) synapses

iner 5Ems delay for GPe to STN (inhibitory; Fujimoto and

Kitz, 1993) and STN to GPe {excitatory; Kita
ot al., 2005} synapses

vETH 1600 Total rate of external Poisson type excitatory
3250 Hz input to tha STH
TEre 2000~ Total rate of external Poisson type excitatory
3250 Hz input to the GPe
Vet 0-60Hz Firing rate of individual striatal neurons. Each
GPe neurcn received input from 500 striatum
neurons
YpES O—E0Hz Rate of Poisson type inhibition to the STH. Each
STH neuron received only one Poisson input for
this purpose

T HAE BN E RGPS G N T BOIRAS) IML%, np 2
i, BAEIL T BAAFSEMAL S (vSTN Fil vGPe; ZILE 2) K
STN-GPe %%, Z5Llih, 9 T3R8 PD R B IAS [R] [5) 25 72 B 16 X 2405 211



mE 5 Fis, RO T BB vSTN. vGPe Fl v Str ANEHAN STN-GPe
Mg (R 2) .

OV 2T (VRS B AR IR IR (SR 1 fik 2) , DI EH
DIBLRLZE S

kR BRI BT

PR FESAPE RIS, FRATE ek B 1 kS S A K s RIS to EREMIK
M JE, BATMFTRERME (1,2, ..., n} HEE—DMYS S mMENESR v Ik
B R AKHE v ot ZJEtE%. ¢ A on #NZIERE LN, DUELE LB E
(R TN R R AR AR 4R (HFS),  [RIIS 8 40 A] R B0k (LFS) KIARG . 7
XE, FAVERE n=3, FFE 5 2] 15ms Z[HRGH N precision.

GPe HIBRZRIBL

SURM T RIE D2 M2 BRI E e 3 GPe, FRBHINARE THE
%404 (NoGO 474; Frank Al O'Reilly, 2006; Kravitz 28, 2010) . N7
TR SR ELURIER GPe HIBEA NoGo AT 45405 Bk a N s, Fodi DKt
VAR BT I HIH A EN B — L8 GPe #ZTUH, FFEE 20 =P, RN GPe
FHEE TG 1) 4 BRI ) 9 P R R SRR

45 B 53T
SR T BT M 1 L) 26 R A
FELF

BN ZE T R TR PR A i T S BB [ (1)~ S O e T4, AN BLAE UG )
ZEWESHIRT 500 AP SR T35 W 28 v BT R 2 TR IEUR B RIS T A I 2%
B R, X, TRATX A B B AR A A FR A R A, T R MR,
s HbRAERAL “HFh2E” (458 Hz) , WxtTaidfe, JAMEH AL “ D
BR” (HERN B o

A E 5]

X 2% H PR [R) 20 1 B AP RSB TH2H) Fano Factor (FF) Aitith (Kumar et al.,
2008)

FE[pop] = \-’Tar[pop]/ E[popl. (1)

Herfr E[pop] M Var[pop] 737l REARIETH B IIEM T Z. N T
ARAFXS RIS B B AT FEAL T, FATIES T W28 T i 2 TT 2R I8 Py 51 R E AT



W RRTES 4 (D FE%EE =5ms) o MDA IR R4 FF[pop] = 1,
MR B SN IEA < S8 Var[pop] 0, [Hit, FF[pop] ¥,
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B 1| T -5 G ME P R%EEH, (A)STN-GPe R E4P22 W& EAM £,
(B)STN (#r&) 42 GPe (B &) AL A RMEFHGAME . SRR GPe 69474 5% % & %
Ke (53) ARkt (58) K-FFERT. FeK-FFET STN 6 a R IpH &%, (C)STN

(Lr8) F2 GPe (&) RG] 9 PR LS E ., (D,E)STN(D)A= GPe(E)A# # & 5 6997
. A3 GPe ALK FI A H LT, M RNEF I AIE B %) (Hauptmann
¥, 2009) o SRR GPe (RAR EKFF) 4937438 03 2 STN-GPe M %&F 89 F 4= B
BRIy o XATIR G T B dpm) LA Ak AR (BREK-FH) 89 STN R KHR,

— 2 STN &9 H MRS X, G FRE R,
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T AVHRS ORI, RAVE T XA AN, RIR S/ ERE S0 T
Beileag i ch 5| IR, L, SRAMETE T FERESI IS (S(Hpop). STN-GPe
o0 2% R 9 R T (15- 25 Hz B 10) . Fk, RATEIRS IS
B SCAZARBR IR AR 3o 1 26
[is S pop df
Jo 2 S(pop df

Ol[pop] = (2)

Forp Fs 2SR . A 7 A0S Spop, FATEH] Fs =1 kHz. K
KRIZHRGIN , KES 0 TR AR EAE 15-25 Hz Sy N (& 2C) , BFlG, OI #%
it 1.

i EANEHE 2 TR

FITAT B I 48 BB 2 ) python] 2 5 (1, {3 PyNN2 /R #3034 58 NEST3
& .

3. &R

TR AT R IR G AR — DN ZEKE STN-GPe W 2% [ 3244
(B 1A) . STN-GPe MZ%2& —MMBLEREKITEIA N, STN HM &M
AR, T GPe N EHFRHITEAPL SO . HEAh, PSR S i3 3 3 s A
AT PET A ARG o SEHT S T A ARG I S A VD IR 2 IR 2R 18 TAER B, i
FUR) S AN AT DAE S« PRIE 7 HRY, XA el A R A R ) R AR S B 5 S Y
(Brunel 1 Wang, 2003) , 5, “Z2187 Ry, Xid R EMHITEML TR
#%N (Terman % A\, 2002 4F; Holgado %A, 2010 ) . )5 —FEHH T,
IR A% R A U [ 5 RN S i 2B 3R (WA EAE FH W, AR AR @ /e B
SERGEIA

24Kk, BB TAESE RN STN Fl GPe Z|AAH HAR G HIT)
RMUARERER IR Z2 5 PD ARG IIMER . 281, £ PD o, A TRHEANGL
SIRNEER K E GPe M4 CHIIE RIS (Magill %, 2001; Shen F1 Johnson,
2005) o JbAh, JEPILE IR V] RE AR G U R RS R . MR, &
ISR R B, A b, X GPe BISCIRAEADHIH AIE N (Mallet %5 A, 2006
F; Liang 55\, 2008 45) , X AJ RS2 T SURMAH G 98 (1) 75 Z R e R it (Smith
N, 2008 ) ., 2009), {E PD HHILE BIFERRE, BUHTXSURAE
) B B NS N (Tseng et al., 2001). Bb4h, 72 ERGFERUREST, SOREFH)
45 52 il 22 TG B 5 AT (Tseng et al., 2001) , - H. i1 T EBS A 4022 0 A i %6



H9hn (Razetal., 2001) , REMERTG. 1996); XN NKIA PD HHEUIRIAT
A INPE AL TS BRI o R, FRATIE T T 7R R E SUIRAR SR 3
[FEZI T STN-GPe M4 )3 715 Bk, FATIRE T STN-GPe W%
A AR KA U HE 2 (A1 S b & 015 O T R I HH HR 357 (1 T e
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B 2134 5l ARG HHE T, BHEITEIT L —BRR RS (LE2) ; AR
& 2] 5 &89 TR T GPe 4Y 22 TLEY LURARIP |3 Ao, (A)GPe M 2% P 43t GPe 49 7= B 47 ) #4r
NKFH 18 (B RAM AT k) Fo R F . HEE, BMESCRARR R £ 09/ 03 Aol
Ry o BIRE R AG A XA LRI H 691 LT STN-GPe M 489K &, (B)F ¥ 454
(B A Ty k) A= GPe F 26 P R E A A1 69 GPe ¥4l 3r N8 K41 %, (C) 5 A 49 STN
MAaRF . (D)5 B ¥ 49 STN R&A0RE . WAL | K& pH 4 AN 693842, STN-GPe F % F 9
Bl ¥ M Ak % AR 30 A, T GPe P &9 A EIEI&m STN P &9 K4t F 3, (B-H) #4514
R GBERGER, BFEITE—ERRORELAK (ARLE2) ; AR ZEHTL
& T3t STN AP 22 49 A AR A %) 38 o, (E)GPe M 25 % 413 STN &9 78 7] 4 1 4y A K- 89 3k
HAg A KA E . FE R B A TALH SCRAIPH G IF LT STN-GPe M4k S, ZIRE
R 3G B A 5% ISR AR H] 69 STN-GPe M 254K %5 o (F)GPe M %5 % 4+t STN 84 7 6] 4 1l 4 A K
TR P AL HE. (G)EHE)FH STN Rkt . (H)S5F) F & STN MktaR. LR

Bl R E, B H A h A STN-GPe M 44 89 BT I 2 o 4 4] 4 N 69 38 Jo i 1K

SR TE B FE B A 275 PV 4% H R IRR T
S UG 22 YT A £ 1] B ) /) i 1) 45 ) L 2 B s R i i N AE 2836 R 48 91 9 1
NP OREAE R . BRI, QR PR R R s N (Ste ) GPe) iEIT

K, ARG SR R ROz RO HIPERER (GPe) HUFIHI G N2>
BEIN AT YRR (STN) HONETE, IX S AERE & 0% Ay M-S 0 2 v 7 2 [l g

[FIRE, MEVEREE (Flan Ctx B STND [2ea VEf N MBIt 2 51 B4R

Rate of inh. to the STN (Bq)



STN-GPe U [ 28 155 7Y ) R RS HI B AU 45 SRAIE S 1 FRAT TN IX 28 5 P 2% fE 1 45
HETM (B 1B-E) o 78 STN-GPe W25 B vStr IR 38 hnf5 32 BP B (B
1B-E; HHAKEIK- 2RIt X380 o AT T 38 3 i sCRARTE S (v Str) X
A AR EF Ok R RPR% I STN-GPe W28 41H] GPe 1L T K50 . 5L
F v Str RZBEETIE NG 9 7 ULALEE U PTA 2% 1K) STN AT GPe #P& TT AR
GIERE (B 2A-D) « 55280 8dE—3, EaMat, R8s n5 STN
PR TLIEUK RGN GPe & TUIHUK R FE{KAH X (Bergman %5\, 1994
5 Raz FEN, 2000 4F) O o fxfa, FRATEUCEIN I SURAAR TR Z 2 AR R
PRI ZE BRI, THEREIR GRATEA R IRG ) 5 &l i s
SR —E (Kravitz %A, 2010), XRFEFEER N D2 MEURAEMETTH)
L, RERERE ] GPe, AILLES/NRAI PD EAR.

WGHLH

MOCIRATE B INANH] GPe #H£8JChy, STN & ju WHIHIH R, T3
STN M2 s TGS . Y EH STN MMM T3 GPe 1H3NE—E LR
JE I, FLARRSE 6] B Al R AL 38 | Rk S A RS A S g 3N GPe 75
HEAREAFIE STN i, MIMH REH B NVIEIRE . FL, xRS,
STN Hzh4id%e T GPe TE3).

XML R E IR GG E GPe fH&TiEs I 8%, X STN
IR E R AT PR N AT e 230 STN MR eI 3, IS 8 ik iR it
.

TE GPe FISUIRAA G I mi I JiE 4l 22 717 IR 28 1) B2 B dm A\ I A L T,
IR, RO ENERE (STN) THESIER STN #hZ o i I 18] F 4
B 2SI 8] R B 357 2, STN-GPe 4% A 148 3% SE R _F 2 D A Al
SN AE B IR, @I STN #PE To I A R4 A A RS R 4ERE . XA
B UL, ST TR RS AR 2 o I 25 H SR I 1 “ 2212 7 PR35 (Brunel
1 Wang, 2003 )

H T &S SCR A S S 20 STN A28 00, PR AT DA I 5% 7] g 3 B0
GPe #| STN WA BAEAIGM, MM-FEHRG . /1M, RIEAAEN/RER
B HNIK, 2000 ), XFRIGINET A S BOEAEE R, AR R BRI K
tbAh, fERA STN 2| GPe KRBHIIEHL T, GPe #| STN #& K E A xE
STN K5 ZAE mSCIRA i RS TG nmrsgim (&l 3> o $Fs5e b, & STN #
G REIEC, B EA IR PN

STN F1 GPe W%y fIAHSSPHESHE



N T B RAE STN-GPe WK AEARIR G AR IR T B3E 8, TATHHE T
IR (01 = 0.15) ARG STN Al GPe #1105t HAH S B RIIR % 15 5k
(Olcc) -tory (O = 0.97) HR&. FEXMFIRET, GPe #Au#fRILH) iz KK
XA A (43BN PwCGPe=0.27 + 0.17 1 0.39 + 0.19; K 4A) . #
L2, STN #lZ8 J I BN AH 58 R A 478, AEHRZIRAS T I AH S /)
(PWCSTN =0.12 £ 0.08) , #RZRE FHIBRHHR MR (PwCSTN =0.51 +
0.08; K 4B) fEAEIRIRE T, STN Al GPe Fhfrh i) LA EILER KRR
FRARES K (B 4C. D #HEH%) . HIRGIRE T, THEBAIREG K (K
4C. D BN . K2, 78 GPe BiAH, 4 15% MEAHKEE/R Olcec
< 0.5.

76 PD shfsAirg, K34 STN M4 oxt Wonikis HAHRE (Levy SN,
2002 ), MHAEM D ER GPe #IEIUH (16.7%) Bon ik ¥ B AH K K
(Heimer 8 A\, 2002 ) . E—F, JATHIEHY 5iX L8 A—3, Bk
AT GPe W&t REMIRG BAHKE . SR1M, FRATHEA S SLIRHuR I B
PR ATTRER), A GPe WEBNMIRGIREATTH . WK, #kiz BAHK BN
K BT 0 259 Bl IR IR o BE b, AH G R $R AL ST B SRR
KRG T B B, X fE S B LR 15 A

. : : Excitatory Poisson input
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B 3|GPetoSTN #8447 & SR AR R E TR A 3w dy AN HI M K A 4B A 09 £/
GPe #= STN #¥ 4 LHY TR 3R & B o (A)STN AV 2 L9558 F45 K GPe #7469 % %, *FF STN
FAORRB AR A AR F, B I N AR RIS AR B STN A& A4 F40R¥E A K
Bl 6948, KA, GPe K% - DI H AL A FookiamidtE, B)5(A)M R, 124REL A EA STN
H BRI R F R R AT RE, AR STN &M 69483 [ 4K 4E 4 38 40 GPe 74 69 5 4,



BEJR AR T 26 Fh AR (4] AR X B HH B 28R, G AN R ) vk ]
PAIA BT PRGN FElAE, Wbt STN #HE T P sk 2 LA 21
IR, A STN #HEuigsh PG & IR% M EZE K . v T X fh—
FEHLE], FRATABBLH TR STN #& ofeft 7ot il N . FsL
F, BRfERXT STN #Z8 TCHES A AN HI A 2 LAk (Kl 1B-E;
SREREKE S XD o BEIXE STN R J0 (A4 401 4\ 11433 2 328 3 ek 553
STN 1 GPe #ZIcHIRY (B 2E-H) . TiLIRG ISR I, XFHLHI#RS:
TE I ARAIE T2 () BT A AN [ X 48 HR (3% R oK SR, TR, RV XA R )+
PAEWR D> W28 H%35 A R, (HEREEWE GPe & O H M@ FOIRZS (B
1B-C #l E-H2) o FAVBEMIK 7R EAHLENAE STN #HE i gty 5|
N X TAFEF STN-GPe W%, TATRGHIG M T HZHHMIHIF) STN #
ZITUHIIR R . AT IHELEpIZ%, &R LIIHIZ) 50% B STN #izot (K 6A) LU
FAfF Ol < 0.4, FHMF, £ 50 Bq FIRESR T, TEMHIZL 75% ML
TLRIMFRTE (O < 0.3; K 6A, BETL) . X FEREMIMEEIRE, 7T
CLR /D BRI STN & et (B 2D, BE) o LAET, “FH4I%A 130 Hz
(I 5 A R bk v L TS STN. SRT, X AR ISR e 22 fiRtiz shiB 221
JEIR (Dorval &5, 2010) . MCAKEMSCERHANIE AL DBS 72 15 kb
i) T PR (Dor-val 55, 2010) o AT AETEG, TIEEIAEES)IR
AL ER B (e e . fEIXE, ATHE B IR, MRIEIRATRIAL,
B AECE 50 Bq BURIEOAE T i i kA B K .

STN A% X %5 B

PD i3RI s B F RGBT 2 — 285 STN (Dorval %%, 20100 . & A
VTR, RITARERR, £ PD /MRBA T, b fe kil S i ER
—#B4r STN & TuIEA L AR 1% 3 A2 ) D R 6§ (Gradi-naru %%,
2009) . f5 #B [ & , Gradinaru 28 N. (2009) A ¥ eNpHR JHAXTZ] 95% f STN
PR TTE R, JCRIEE STN #hE TR ZR G 740 80%. WIRIATER BT
H 95% (1) eNpHR &G Z LERAMIFEM T FE, A STN A HEAR K G 244
FEVIE R IR 25%. XKML 75% K STN LGS FITTERA & LI H] IR
Vie NTHHEFTBERIBZ /D> STN AR IRY (O < 0.3) , FAWHFI
TUUER STN H BENLIE ) — /N B 70 P 48 0 an o] 5 00 FRA TR v 4R 7

IS RS G T ER 22 TR B, FRATT R AR IR 35 W B 81 2 0% /N R B
(O < 0.5; K 5A-D) 2§, > 40% B STN #& e ePiEk. JiEke
2K STN LR GPe XS HERIN, PLZET GPe HIBURIERA
REZRICRE ERGD FIAFE T, BUIREFERG . M2, B H_HF—/



#45r STN FHETUHEUTERR, GPe #HZ JuhoR R 2 08 1 X ay MR A\ R 4ERF
W7 . HEHATE R AKFIIRG Ta 8 S5 A HERAERAI S . WRHEAEH
IRIRZEEL A 75% K& o TTERAS 2 DA Ma G AR, AT i Re
TSI SE R (Gradinaru 2%, 2009)

DBS ThEEHIE /M2 TTALH]

e LM =4, DBS CRBERAZMAIEL LS PD AERIA SR 7
. SR, KR DBS £ PD AU LR 4 &R Gus i o B T 1N B )
(Benabid, 2003; Kringelbach 2%, 2007) , {H DBS IhAEH o AL WA
2 JuHLEI PR F1 2 H/b (Benabid, 2003; Mclntyre %5 A, 2004 4; Kringelbach
2N, 2007 4; Nambu, 2008 ) . UbAh, AFrEAL, EIR STN (1M
BRI (HFS) WA #0677 PD REAR, (HJESHPEACHRIE (LFS) HZ=rAehnE
izBhERS (Eusebio 25N, 2008) .
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B 4|STN A= GPe 2R P a9 T AR Xt (A)VEIFIRY (EEHT) FkFHRE (FEih
) P A 100 A ARAFEG GPe AP 2 TAE A X A B (B) 5§ (A) 4R, 123 F 1000
Xt pRAFEY STN A¥22 Lo 5 GPe ARtL, &% A& STN P 3l L3RR F (X)) o (C)GPe
AP EARK B G R G A ARG KRET, Olcorr R (BEEME) . REHELE
®h, BERHRET, —EELHELEAXEFRETRG Redhid) . (D)5H(C)
1R . 5 GPe M4 AR, STN £ % 694v & A3t A e LA X B 27k e dhid) .



E# DBS

9T B A B R BOR SETE R AR S AL, (EAR A B R &
L IR sh O %80 1 248 (Bender F1 Orszag, 1999) . fEXFE ARG H,
A5 22 8 SLRATZR AT ALA VL P 1 B S e N AT LUK L5 BT R i =, AT RE 2
SEIIRGIRIE . AR, G R AN & TSR, W RGEH AP AT, If
H AR 52 AP S N RIS B]~F- 38 52 0]

T MARIX AN AL, FATIE STN-GPe P25 1) KA 2 g K] 25 A540) S i 17
PRATAS 5] 1) JE S 37 7%

STN X HEs A B A TR R

FEIXH, FRATEIAFTHFAOCH STN & e e tEfE N . XA Y TR R #H
SHFNEOEN STN Bdgse, T & RN 5 BUX Se il 58 i () JRIE(F 1. RGuth
SO T M S A Y B R AR DA 9 AR G R Th R (B SF-D o FRATARIN,
AT RALREA AN H IR KT 100 Hz M8R% (B 5D, XTES6Hl
Kl (& 51D A1 STN-GPe 1% 7 A H #RAR B B WM 25953 (B 5D o AR 2,
STN i NFMEATE BE7E STN-GPe W21 50 1 =28 1 IR (138, SR T
Deger %6 N iEMIAMLEEEE IR . (2010). ARS8 0 B B AT DU R A A4
&M DBS 7fEF 2150 F =85 PD B#HNIE3) (Eusebio %5, 2008) . HJa,
B =ik 60% (1) STN #H& T NAE @A R e BiFe S, ol DGR (B
6B) .

STN #4122 70 H Jo 393 P4 1) ek SR A A\

7t DBS HIXAMECE SEHL A, FRATCLE 7 i) STN #h& o it 1 &4t
(R S AN o« FRATRGHLCE 7 ax Lo N P, DA L AN bR 1L
R (B 5K-0) o FATBERI, I RN SIHR 3 SR b A o
P3gEhnmE i (B 50D o SR, HZATHIPMCANE], e AR O R B
AR (B 5ND .

TRATTE) AT A 28 A5 A0, 1t — R B, X PR P W SCAE RS Ak 2 R T A7 (E 22
Se ERCOR A U 6 5 R ACCARURI R ) R, E RS R S N B 0 T B S A AR
IR EThEE C(LLECE SI. ND - R, IO IE] LFP B & v] H T8 75 4 1T
JE SR O B feT AR .

FH AR A A K AR5 K IR 18] %) v A0 S0 44 ol 3 T 35 5 5% fk w2
(Malenka A1 Bear, 2004) , iXFJREZHI55 DBS £ PD & HIYT . SR80,



W ERTR, FERFERN . FIERRAURI T, REAASRERIB R AR . Rk,
AT 7 AR A R 75 AR ] A 4R -
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K 5DBS #9/% 5, (A-E) T3 —3 4% STN #P 4 3t STN-GPe M %435 69% k. (A-C)
L —34 STN AP 22 TAL K, REEFHGZAPF, w& AE L7 Hw. (DERTHK
STN #¥ 42 L4409 & 49 STN A2 E ) 6990 i% . (E)E STN & 893k % 35 845 A STN 4
Z UK KK A F, & afE X AREFH A SD, MmABR A EET
A TR M AR e EAAER (LE2) . iHiERE, RAART 0% AV 2T, k%
BRI 2HEIK. R, BER T0%8940 2 TitEk, —RRSNREAERS. (F-J)STN 4
57 Ar A N B B AR T T2 STN-GPe M &3k % 89 %570,  (F-H) % STN A& T A
AR R AT M E T A TAR, REFHG=APF. (DIEH STN A2 T4 &t
AR P 6990 B 09 & #4069 STN A2 & 3 6995 . (J)STN W 694k 5 4540, 15 R STN #7242 T.3%
5 PEE NG B EAME R TR IR E A B, MR B R A & T 100Hz 6974 123 % fe A 808 ) F 2
#Hho (K-O) FHMApH] STN 4b 22 LY X &M A5 A3 STN-GPe F 43k % 89 %7h. (K-M)
Y E AR R E AL AR LT AR EIEN STN A2 LE, STN AP Ta) K%



EH G =AM T (N)VEA STN A 2 7B B M 30 4] 4 N IR £ 69 K 2K 69 STN A 25 7& 50 69 3R i% o
(O)STN W &93R % 455, 454 STN A% 2 7T JB A ML 3 ) k)OO & 695 3.

filtn, FRATCABENLK R E B RS 10 ms 55 T8 B bk o A 76 2B A A 30 1 )
B, BORIERRA EIR . FRATEREX AN E M SL 2 A e SR B & BRI
MBS, FFHFTLURE S A IR 43T rT B DBS R4 (S WA KR,
% .

AR, IXPPSEAL R AR AR Z 7 R A R (B 7A) .
FSL b, FEA RSP IR AE 2R, 3ol R S ek s b ) S SR A 2 9 T,
100 Hz [ HIEH RS ECF ARG a5 ~0.3, M EAH AP35 2R ik 3
P PR IR TR E] ~0.1 (L 51 F1 70D &

H:8L b, XM AR ATE R TR A (LFS) AUANTR E AT 2P (HFS)
ZHb, A H— AR BL 100 Hz B S s i AT ) A iR #E R o BRI,
e DBS RN AR T JL4F (Kringelbach 55, 2007) . A,
B TR R A, FRATTHE H A AR R A R EOA AT DA K Bt A e, AT N 7 H
Fgf ] BE ——X % T4 5 B 0 R R U R AR R — M

A Aperiodic inhibition B Periodic silencing
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B 6|STN A% 2 7T, 849 30 45~ 1 8 7T VAFP 41 35 35 o (A) R 5147 5] 3 A3 369 STN A% 22 T 69 %7 o
BEREI R —ANEARE—HAHKEOR L, D EHT AR EPTL-FHE. T THA R,
BAVENT Bsbegaks £A s N (50Hz) MR LN, st TEERL, BpfEpH]
50%%9 STN #¥ 2 LA R AR Y k% (O1<0.3) , Am, F¥HdmF, LIPH =70%49 STN 4%
Z A F RS (01<0.3) o (B) XA AxT—3F 5 STN 4v 4 a9 B At Bk (B 5F-J)
B %om. EFIN(=100Hz) T, BPAE 2204l STN 4942 T (=50%)4L 2 A%, STN-GPe &

B5F 893k
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B 7|4 A 2R R T E . (A)STN-GPe M4+ STN (L&) #= GPe (&) APZETHR
g (3R AedP 22 &3 UR3R) M. £ 750 A8, STN AY 4 T A I AT 2 24 [
10 2A4F . FELEAGRRT 18 [3 2K —B A FRAG T ALE T AL : 5. 10 4= 15 B2 (KM
BAeTrix) o (B)G(AR, A2kkp 1 B EH K D AedE (TAEA9MA: 10, 20 #= 30 =4)) o
(O A s pkor A [a ) AR H A58 MR B XIAIEF IR RAEE RS T BE S 5L

iy JB B e HFS — 44 2o

STN 12 TU AT X 4R 3 KR

FATHIBTY R IR ORI, ISR GPe #Ze o UM M A SE I STN
M TT IRk, Sad ok, STN s meEsh e sh 7 k. Bk, J&
W, RGBT LB R STN A2 oM AT MERVAE K o 31 BLAS HY 10 g #
M2 TeAR Y, ] LI I AR R U R T (R 2 e B i, (B 5 BRI
ot e R R (it 1 AR IOR B o A . SEs b, SRAT R BT U I A
STN AR Te Mg PERAT R il IR (B 8)

GPE M & B35 8/E B

TATRERIRE, B8ORS H AT LLEE S STN-GPe MIZSH 1R - 18
EFRET, B2 GPe MSUIRAMZ LALLM Go-NoGo 1145 i #NHIT %%
WA A2 IE R (Frank A1 O'Reilly, 2006) . iX M B (@ BEIRAS T,
GPe tH B8 MSUCIRARFLSCG il N, JFH GPe I (173X Ff b iof 14 1 vl g



51& STN-GPe WZ&rh BN HRY; . v 7 X Mrl RedE, ALK T GPe M
LRAEZRIET (20 AP YA B A N\ SRS (0 % H o FRATTECE T2 I GPe
PR TOELEMRBOOR 22 . AR = (~40 Bg) B, GnfE{@ R shYh %2
FIMIBEE, 10% GPe #HATTHRIBUE L FBSIRY (B 9A-C) - —RIME,
GPe i 3L 1415 5 5 FBE T o N o B RS2 e 22 e ) B 36 . e, 24 266
IR EL (~17 B B, WI7EZ BRI MR BT WS R 1), GPe H il
FS B SIRYG T ERRRMEI (B 9D) . B, AT

1. fEAEREEE T, NoGo 174 LM AT H MBS IRG H S 1.

2. i PD pyit/E, BEEKMETMEFHIARIRG . KH GPe [iXFh
FRELAHIE 52 MEF BT

3. DBS AFEVHBR TIR . REH GPe WIFFEIRGE S K, BahJFiEn]
AR

4. SRTM, DBS ACHEAFEE GPe WK M) R KF. L, 06|51 AL
I SR 3% MR 2, NoGo 117 8%,

g LR, BiRie ST DUAMA S AR R H IS8 A sh G A1 DBS AN EHE K
SN AN PR SEBEHE 2 IR, A NoGo 145 HH & 1H5 5 S DL B[] 1) ZE
(van den Wildenberg %%, 2006)

AVth=+6mV AVth=+9mV AVth=+12mV
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B 8|STN #% 22 73X 4 P 9 TEAK T LA HI 3k % o (A)STN (&) #= GPe (B &) P K%
Fa (M) Aetb B &5 (JRIR) 69MAS. £ 1.5 A8, STN APL& T 545 thil i F L K%
BAEIE A 6mV R IEAK, X AP 54 69/ Mg 5 1K A4 STN-GPe 4 3% K8 T 29 50%. (B)5(A)
AR, A2REBREERT ImV, AXE, KHORBAME K6, THEE XL 20%. (O)5
(AR, 2K EEE T 12mVe ARG UFHIHR T, ™ STN 4= GPe AR AR A4 £

R EL,



4. TR
PD H LA R 3% H # 2 ML H

FATNER R FUERE, M B3R X I8 (BIanseiRs) E| STN-GPe 4% 140
A A N A AR TEORI I 1) 5 SR 22 4 P PRI IR 355 o

WATBERLTN, /£ STN-GPe W51, GPe HIHIHEH AR INF STN %
BN BIE AR AE B R AR 2 T g AR . T 8CiRiE T RIE D2 1)
H &R Z P2 T TR ZRIG N, GPe BUAMHIA ARG N, Fek b, —SESLIRHE AT
35 T SO R I N B (Liang 25N, 2008 4; Mallet %6 A, 2008 4)
Bl (Raz 5N, 1996 4F; Tseng %A, 2001 4F) UEHETE PD b,
TX PR SCIRAA TR 22 (1) 38 I T B2 BH S0 43 2 IR e SR ik (1) 3G 98 51 A2 Y (Smith
&, 2009 o HEEAN. (2001) RESCIRARS S 2 T0 DI EARAS 1 238 AT DA ik
B R AT R B A A T AL, AT EC PD MiEsER. fEIXE, RATCE
R, SORMIE SR80 2 5] R AT IR - SR, BT SOIRIR M2 1 )
A, SURARTE BN A L EERG NN I ZIG I SORAA R A\t AT LS ISk
IR SR, INIMHRYE “HEERRON 7 £ STN-GPe W 5| Kk . Kk, Al
R S MBI A2 — 2, JF Haehr B34 T e M SR, o, 2T
SN N AT DA INSCIRIR I R S 5. shabh, RZisshifinEksE STN #i4 e
A, RPERATPBA, XAl AR IR & ARG I 7 — AN A

B2, FATRER N IE RIS FAEERY - 2 IR R AR
PAJ DBS 7t PD HIIRRAE T i —fg R .

RZHA R KA E T IRG BB 8 C7E STN Rl GPe 4% 2 [H] fI AH
HAEH (Terman %A, 2002 4F; Humphries 55 A, 2006 4F; Holgado %% A,
2010 4F) . EXERIRIG, STN Al GPe 2 [i]Zf#h& )52 Z 481k (Terman %%
N, 2002 %; Holgado A, 2010 4F) Bl (A% I ZEIR (Holgado %5 A, 2010
) B TRG . BESERGIREMEL, GPe WISUIRIAIM AR N T 2%, =
&, MEE A VEYH UL T 1X 4 ) B (Terman 4%, 2002; Humphries 2%, 2006; Holgado
25, 20100 o H—EAY (Leblois et al., 2006) ZH& | GPe MIMEH, IFANE
PEEEE (B RSO GE FERNER, GPi) FEE @ (& STN 1 GPi) &
BRI IRG R R . ARG AT, AR G RS
GPe 1 GPD) FEIRG I H I A RIEEH -

SR BT 1% LA R R 71 BE R AR 22 45 = AR 4R, (RS FE A RSB
RO 22 (1) 154 558 5 i (AR A AF 24 755 o S5 b, 70 BT S SR AR & R G, STN
F GPe W% 2[RI U RGN T Ge R IR 8h /12 R R A GE . thdh, Xt



B ERE STN M GPe BB RAlFE G LI 120 A B LA Stk . A 2L
(A2, X LA R E A TR SRR A 0T B GPe HISCIRM NG J0 R S 38 I i) &=
X, IEUTE 2 BURFE R I SUIR R TR SE I SZ B IR . B, AR 2 A AR Y
(Terman et al., 2002; Humphries et al., 2006) , DBS M EIRERAND> STN Fl
GPe Z [AIIRAMALA, [FFE, H AT A LR .

B, Gillies 55 N8 JE T4 Sk s 26 B RS 50 T $0 5 S I BRI 2
TR . (2002) LALLM van Albada 25 A\ (van Albada 1 Robinson,
2009 #F; vanAlbada 25N, 2009 ) . XEE/EHHANHI AT AELE STN-GPe 4%
Fi PD M RIRG R RIEMERRE T B X8, M HEREm
STN-GPe PIZ& Y, FRATAMHIN 1 5L Tk B SRR I (Gillies 5,
2002; van Albada F1 Robinson, 2009; van Albada Z£ A\, 2009) 1 H&EY JE T
XYL LR T R DBS iafEHIELENLH],

EIXE, FBFRGHLHE], STN HH] SR 5 5 AL . F58
SLICKHERY] DBS AIfgs il STN #4750 (Benabid, 2003 4F; Kringelbach
2N, 2007 4E) , RIS K GPe MUK, SR, SULFIR, —seszh
XK, 7& DBS HAlH], GPe & JCHIAHERASZEM (Moran %5, 2011) B3
B (Hashimoto %%, 2003) . MRIFRATHIEAL, 24 GPe L0 A HE R FFAL Gl
LU D2 WA TTHITESIE D B, STN-GPe 4% H (3R 5wl 2 Rl
K, 3@ DBS 91 GPe #2070 BB B RN EIIRZ Ak PD SEARFE R A
BRI LR 2 — 5.

IR IR 91 37 (O HE 52 THAE R Je Rl S Ee A A AU R B STN-GPe W48 1 LA
A8 25 RS A 220 R i 0 4 )R T A S R RS i B AR R aE B E A (Frank
O'Reilly, 2006 %; Frank %5 A, 2007). FRATIBERIFRE, FLJRHPLE Y R £z
(ISR FNEIE & PD Wl MR M R BRI . SR, BRASHRY bR AT REA B
FRIRAPLATITIBET 5. £ STN-GPe M, BRNHREY AT LUEE GPe #H4&
JCHIBT B ERIHIA/EL STN M BBk E S (B 9 o XFPAEAL 46
AT BE 2 HH S A A0/ LBz d B, S8 STN-GPe W 2% H [k f 7] 25 7% 3y A1
BiAH. IE40 Frank 55 ANPFTEEWCRIIREE, 72— D B8R TR R X P
P 155 TR 75 DA B AT E B A I B B ah A ) e 4 Dy 4 = PR S 5 AR

CHp 22T AR, 2006 4F; #H225a45 N, 2007 4F)

XIHA. BHE DBS HHHKIEN

B 1 BR AR L AL T D REAT DI ERRAG K — AR SCE 2 Ab, SRATT AR AL e 2
7 — AT MM A DBS PrXAT T EMHESE (Hauptmann %%, 2009) .
TEIXAMESEH, FATTX PD RIJLATE STN-GPe W45 Hr 32 IHL HH 57 41 3% 3 2 1Y)



PN BIETT T PR SR T BRI (1) B D2 Rk s ar e
FAHE K STN-GPe #R¥%. #53] GPe MISUIRMEMIZ T (K 2A-D) o (2)
STN  [¥1={E J&) P4 S8/ 0 it 41 35 77 THD BL 7 A (R0 280 3 T 140 o e il o A 3k
(B 2E-H #1 7) . (3) TR AR 2 STN M oy 4| ol &y, B
ik STN #HZJuHI A PR ] e A B HIR Y (B 8) . fE LiR¥i#in) DBS
WO, A I R A A SR DBS WA BERE. RFERAIISE H1, whl bl
ERILA 1 IRARHAER DBS RE0K S .

AR TR U A0 FR 5]

BATBI LM JZE] STN et FE B R 3G m. ix
P 5S2Ee 25 BA 5, SEER I M a A 2E STN I, B BEIR
2980, BIUNAE SR AT S5 (Frank 25, 2007) o SRT, SAESHMHEHE
AP IEITSCIRAATT STN BITA LR AR o FRATT v A 70 L6 23 N\ n T 4 EL A
HUASCEAT RS G iR aimi sy B BBIRY « KL T2 [ 55 N\ B R IR A 22 41
[T 55 FH R BRI 2 S5 4

AT AR AE IR 7 AN AEIR 7 RS TN BRI 15 5 S 3600 5 10 M <6 4k EORE A 1
IR FEATE A LR (Brunel, 2000; Heimer %%, 2002; Levy %%, 2002)
A FH 1) S 56 B VA e it ERE 5% v B4R 35 i B AP ELAH 56 1) S B A v, IX A4S 3R
AT R RN B 2 18] 1) L B AR 45 DR A

£ GPe IHLE T WS B4 BERAS T 1 B AR 37 (R A8 3R ATTH2 Hh AR 55410
HI R RIS KB SIRY . DBS R A PR IR Y, RIULIRATE I DBS B
HELLFE ] H CRIAT . 2RI, XIFAREMRE DBS 8 At 4 LR el £ s R
AT ATIR E (Frank 28, 2007) o iZAERIT T8, RIEAE S A FE
HRATS (Wm i RS E ) TR 4T AT R

B, FATH TR AT 5 2 R DL B H SRR g o A, DU RRAE 2 12
JEFEORAE TS EIN) GPe WM& TR (Raz 45, 20000 . REBAIRE
B, HE R DIRE 2 LR

® ZUWRARHNEE LU= PD AHORIIRY -

® DBS AJi b %A A0 H R .

® STN-GPe %5 1 (B A 9k ¥ 7T DALE RS rh RO SRR I, XL T

GPe TIEEZR KA E

XA FELE R Rt 7O T R & T IR G R R WA, B TR i
I (DBS) SIERMIHK, FRRME TR EE A PD B B FELL )\ AR Y
HE € i DBS.



5. Figt

PAVE Hagai Bergman Fl1 Izhar Bar-Gad WAz w. ATA LIS
NEST A (www.nest-initiative.org) #EAT o JE 5 B [ BE S 240 & AHE 78 56
(BMBF 7T 01GQ0420 % BCCN #3Kf&. BMBF GW0542 A%l BMBF
01GW0730 Mk dziil) HIEs o % 4x .
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e Striatum inhibition is sufficient to generate oscillations associ-

ated with PD.

e DBS should be effectively inhibitory in nature.
e Transient oscillations in the STN-GPe network which can play
a crucial role in decision making depend on the baseline firing

rate in the GPe.

Together these three main results provide novel insights about
the origin of the oscillations in the basal ganglia, their quench-
ing due to deep-brain-stimulation (DBS), and provides a putative
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