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B, % CRBRARE LT TAEE], Btk GPe 9 3 WM E XA KL, ML RAN, 5AE
BN, R I RR LM 8 B 8% MSNs A 5423 SNro 55, AR M T ¥4 STN-SNr R fik,
B A XA BB T A, B 8 A BB EAAL SN P Z A AR, miFsi)

STN & M F %)y X 7T AFHde & STN-SNr Rk Z4p41 09, LETEMNEFwmk (S409) Iy
#] 49 GPe-SNr #r A&
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FEAR LA 27 v R — A B 2 i) el AR R 15 5 i Kl o 00 A 2% T E o R A A g e
ZIC AN — ARG BAREE, A S PR TR A AT A 2 02 A IR RS B
SR, SRAMAE 5 1 5 15 75 2R Ao 1) — 0 sl 199 00 ot &Y 17 P9 s AT AR A, 3 8 o5 A0, 455 o 40 )
KIAR AT I8, IX L] B AP HF 23140 (Abbott Al Regehr, 2004) . Kk, FEfiif
T By SEAE PLE FLAE PR (Bl e (1 R IR D B I AR AR L SRAAE — B [E) A HE S kAT AR
AN B e B E AT O A 22 G b S22 A LG DO R (R S BRE B0 A, o an s s 4] L 15
Bk yE. HARN. EIFKHHCIZ (Abbott Il Regehr, 2004; Deng il Klyachko, 2011) .

FLA R AT S () SRl R B B AR, IR — S 5B B ARR T ST 1 iR
T (Mink, 1996; Redgrave % A, 1999; Grillner 25 A\, 2005) , {HIXELZe il ThfEfE
TIATEHE . ERRM AT LSS AT LUK ILAE 100ms (IR (8] )UBE_E 28 D AR 46 1 5 4k
FIAMH| %Mk (Hanson Al Jaeger, 2002; Sims 2% A, 2008; Connelly 2\, 2010; Gittis &5
N, 2010; Planert %A\, 2010) . BJERHETHTHREBERIRZ . SR, KT RAGERMER
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R T7 2 EATRETT 73 M, JJo R fisk o] 28 1 R B AT I 5% fisk o] 9844 1) (51 4o WL, Bar Gad
ZEN, 2000; Terman %5 A, 2002; Humphries %8 A, 2006; Leblois %5 A\, 2006; O Reilly,
2006; Houk %5 A, 2007; Kumar %A, 2011) o FARFEJR AL 1) 5 fi 4 1 T PRI 5,
{H T AR I FE AT B v SRR

BIRME TN NRSE TAT RIEE . TARILIZRAE . 755 2 FE 417 N sath 2 >J
(Chakravarthy 25 A\, 2010; Kamali Sarvestani £ A\, 2011) o SUIRRRI DA M5 N\ A2 FE R
PREETT ) FEAMA B, Lok B ORI JZ A #4> (Gerfen #1 Bolam, 20100 , LA
2. EWN. BRI DL BT R (Groenewegen, 1988; Smith 25 A, 2004) . FEEMHZL
A A RE S TR A PRI A O i DA A AN G, 225 R RS B AT O R R AT
PAT (Smith FE N, 2004) o 5> Bk R T 10 X8, = AR RIS AN Sk Bz s ) _E i,
LA S5 B KkiZ5) 72 ] (Gerfen Fll Bolam, 2010) FIALPAIEK /135 (Takakusaki 26 A\, 2004)
P RVAT A% . ST IR (SN ()58 =N 3 250 2 [ AT I R i 83 (SNe) P&,
DL 4z #] SNe 2 B IR JuiIiE ) (Tepper Al Lee, 2007) . B T EFERMET
Wt INC A=A F AR, HE BN %S (Nambu, 2008) o HARHLDE, %t
WAl SORMR R A 2 ELfE 24K D1 (MSN-D1) FBICIR #4270 (E#@E) ALl & [ Ek
(GPe) FIEMiEAZ (STN) FiAZ Ef&Z {4 D2 (MSN-D2) ) MSN ([H4&1%) HIHIA,
HENK T STN GEEEZIRD) « X =FlBRER A F RN S8 E Yo 174
HIE T AR FXAT NS e 4 5

STR. GPe Al STN 15 ‘5% B AP 42 155 thAZ TG s A2 4k (n SNr) - A s ikik AN 2E
WANTERE SNr 175 30 19784 T A 2 338 sl 00 | B X P9 2R 0647 4 o SN St o o AR i = [X 455 L A5 411
PEEEHIVER (Deniau 25N, 2007) , AR s FEAK SN - G2 328 1 FH 10 38 vty A 0 1)
F (Mink, 1996; Redgrave 25N\, 1999) . it ISEIGEHE S FRIX— W A, JEEIR T SNr
FREE JC U] 38 N s> HS 2 54T M9 & (Fan 28N, 2012) . 34J1 MSN-D1 5% GPe [1)
BN LAPEAIK SNr 36 PE,  TTidd GPe ZAMHIEIE N STN H2% w14 A\ nT DLER &1 SNr & 14 .
PESZES RS H (1) SNr 1% 20 138 DA ek J2 e R Ee iy N SRR ), X ATY AR 2 — A BT AR
Al @ (Fan 6\, 2012) o iX28%F SNr (51K 2238 R I H K A A aT 288, DRt e o5 I (] (1)
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FEA Y CRRBEAT R BRI 750 AR D MSN I M FRARFAIE 2 H 3E & b BT R A FE. (Wilson,
1993) . MSN AL BERIERBAUH AT 0.01 & 2.0Hz 2 [8], 11 7E 2 & WA J 055 2 7F
17 & 48Hz 2 [A] (Miller 58\, 2008) . BERKKEWEN 500 ms, XHLIHLER—5, L
W, MSN#EH K 100-1000 ms (Miller 25 A, 2008; Gage %5 A, 2010)

GPe t£8 TOAE R AN A s B, R R FZ BT (Jaeger Al Kita, 2011; Kita Al
Kita, 2011) , #EIRIEEMGASIKNA 17Hz (Gage %A, 2010) . 26Hz (Walters %A,
2007) . 29Hz (Kita fll Kita, 2011) . 32Hz (Urbain 22 A\, 2000) . 36Hz (Ruskin Z£ A,
1999) £ 52Hz (Celada Z£ A, 2011, 1999) . iXH ) GPe A K HFE KL 30Hz /47 .

STN #1122 JL I A TR AR ERTE 10Hz /247, X 5 KRR id % —5: 6Hz (Walters
&N, 2007) . 10Hz (Farries 25 A\, 2010) . 11Hz (Fujimoto 1 Kita, 1993) #1 13Hz (Paz
N, 2005) o 4 MSN I NIAZE] 0.1Hz, GPe i NiAZE| 30Hz, STN ¥ HtiA %] 10Hz i}, SNr
FHZ JCIBEA TR AN BRTE 30Hz /247, XAE KRR IL# RS EIEE N : 22Hz (Zahr
2N, 2004) , 24Hz (Walters 25 A\, 2007) , 2427Hz (Maurice %5 A\, 2003) , 1 29Hz (Gernert
N, 2004)
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70 F= 100 +4) 49 5% 3G e -F BARAAALH LA BRF $ KEIE hoo F AT, 500ms H 4k o 18] 69 R AL R bR 89 R te 5
EANCRBAE GBI S ZER LR, EXARNLANOFEREE— ARk, (F) FAFEEAS %,
REFZTTBIRPAYZ AR L FEGAREZ. (G) X GPe. STN. MSNDI = MSN D2 # i+, SNr. GPe #= STN
HEHFEAGEIR (F) 4k, BARFKET T A SN Faphl STN Rikeg2 R, M KL T /A SNr F1EA# & STN
Ehkeg4 . (H) GPe-ref30Hz (£ #,) - MSN-D1-refMSNPly (3£ #,) « MSN-D1-refS"Pl.,, (42 &) Fo STN-refSTN
(&) Kfikey SNr R fikjz w42 (PSP) o A Rt —F M, FAM T &k, (—) refMWPly (&) | refSNPL
(&) o fac™NP! (ghir) MSN-D1 R fikfL SNr W #9484 IPSP (Pss) #i#& 5 1 Fl R4 F09ndbvim (P1) 49K 7,
(1) 5 () ¥4aFl, {24 SNr & 3 ref0™30Hz (£ &) #= dep’™ (F &) GPe Ak, (K) SNr P MSN-DI #= GPe
REED A K GAFedpdl PR L. (L) HAZEMMLHEA, @15 15000 MSN DI F= 15000 MSN D2 #98E 5040 N, AR
M E 2] STN # 27, 189Hz ¢4 4 et N, 2B ¥, MSNDI R4 8 —AF8, X %5 SNr F 497& 538 R E1K.
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N T HEA SNry GPe A1 STN #Ze7e, FATESE T HIEN I HCE S KRR (Brette A1
Gerstner, 2005) o S5HERAIEYVBEBRALL, ZBEHSHD, Tl 1 xR SER
it 2R RE G 2 I AR a6 A0 by, LSRR IRIRANR TR B & B . BT LA
W DL UL A R AR AT, I AT 9 5 AR A R4 A R 228 e v I S AR # AR AL
PERTTREMRREA T, e VR EAL, w A TR HLR K DR -
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2.2.1SNr £ LR

TEB AT S Ahdm NI DL T, SNr #1420 BT S4mV (W EAL A 5K 1 ok
(Richards % N\, 1997; Atherton Al Bevan, 2005; Chuhma % A, 2011) . H A0/ A
A TTX ASEURPY ] B RS = T 60mV A1 TTX BUk i s e RIEBE . B E —
ANAIE ) SKEIE A5 L, DT R AL S B S RS B AR U] B 32 9208 C Atherton A1 Bevan,
2005; Zhou FE N, 2008) . FHEIFAIZIH 7 AP F K SNr #2270 i) B e i -

1. £ 80 #| 65mV Ju[E NI HIR-HEXK R, 5 80-400m yulH N KA HHMfE (0
1A; Nakanishi % N, 1997; Richards % A\, 1997; Lee 1l Tepper, 2007a, b; Chuhma
N, 201D

2. R KRN 0.08-0.2 Hz/pA, JEFEA 0-300 pA (JLE 1B; Nakanishi 55 A, 1987b;
Richards 22N, 1997) .

3. MK T-ARUE BE R FF AR B, TN HIRLE SpA 224 I/ INE b 2 PUEAHZE T
MER B AR N EE R (LK 1C; Atherton F1 Bevan, 2005)



4, 54mV PAFTEA (Richards 28 N, 1997; Atherton Al Bevan, 2005; Chuhma 25\,
2011)

5. FBARALRE IS (1 e g (LA 1C; Nakanishi 28N\, 1987b, 1997) . 5%|{ SNr
WA TR S E R 1 s,

Table 1 | SNr neuron model parameters. Table 2 | GPe neuron model parameters.

Name Value Description Name Value Description

a 3ns Subthreshold adaptation El 2.5nS  Subthreshold adaptation

b 200pA  Spike-triggered adaptation b T0pA Spike-triggered adaptation

G 80pF Membrane capacitance C 40pF Membrane capacitance

AT 18ms  Slope factor of spike upstroke Ar 17ms  Slope factor of spike upstroke

E —558mV  Leak reversal potential E; —55.1mV  Leak reversal potential

gL 3nS Leak conductance agr 1nsS Leak conductance

lnvira  15pA Iy 10 obtain in vitro firing rate without synaptic input lovirco  SPA linj 1o obtain in vitro firing rate without synaptic input
lnvive  2B4pA I to obtain in vivo firing rate with synaptic input lnviw  47PA iy to obtain in vivo firing rate with synaptic input
T 20ms Adaptation time constant Tw 20ms Adaptation time constant

Viaak 20mV Spike cut off Voesk 15mV Spike cut off

Vr —65mV Spike reset Ve —60mV Spike reset

Vr —55.2mV  Threshold potential Vr —547mV  Threshold potential

TR E AL LS SR S 4 E (Nakanishi %8 N, 1987b, 1997) , B Fid&
N a /K158 3nS, B[R] Ble, BN 20ms. XA BT S B A RRIE M S RAR AL A Y
(Atherton f1 Bevan, 2005) Fl— MM a #{R B SNr #1228 JC W UTER B E 7E 1Hz
DL yE N LR B0 NE 4 (Atherton FIT Bevan, 2005) o PR JEEIE g BB N 3ns K24
SNr #£2 JuFa7S 1V 5¢ & (Nakanishi 5 A\, 1987b; Richards 5 A, 1997; Atherton Al Bevan,
2005; Zhou 58N, 2008) o fEMTRUEIBNNT, &N AR HRE S KRR AT DEE LT BT
ITHE, AL TS AE B A7 ) F s 2 /Do B (Platkiewicz A Brette, 2010) o %f T #5411 (1)
SNr #2270, 15 K% 54mV B MEFER E]920% (Richards %8 N\, 1997; Atherton Al Bevan, 2005;
Chuhma ¢\, 2011) , £ 52mV R RARIERE (Richards 5N, 1997) , & X834 BTt
#7910.2mV/ms I, A E AL USRI K T E, Ve 23904 55.8.55.2 A1 1.8mV.
JERL, 1E Richards 28N (1997) ™, 2 ETHSNEKAAN 5% M E S0 E AL I . AT
— N ENE AL FATRRR COREE WA A58 10.2 mV/ms. 1% C X & v 80 pF (Nakanishi
N, 1997, SRUEE LI YRR R IR TTIR b BLE Y 200 pA,  BLIRAT SNr #H£E TR
JINSH PE RO R UEATI 2 [ 3E . (Nakanishi % A, 1987b; Richards %A\, 1997) . R4 CHk (Lee
Al Tepper, 2007b) , £ 65mV I, RIEHEENL, V., RIEVIW, View 1E20mV K, &
G B — G AR IRVENRE o Linj=Linvino W E A 15pA, LAY FRLILHIAS Bl FL - L AN AT 26
MZk, MMM ere 14Hz (LK 1A, B) 24 AR R fldm N I1E O R, 14Hz 75K
S//NBR YA il % 7Hz (Richards 28 N, 1997) . 9-13Hz (Atherton Al Bevan, 2005) fJSZ5
M E~FETEFE M, 16Hz (Nakanishi 58 A, 1997) . 16Hz (Chuhma %5 A\, 2011) F1 16-20Hz
(Lee 1 Tepper, 2007b) o A T #HAFE 1A,B H ¥ HF-SUR A R 2R, ES2XUE Lnvivoo
TEMSEAEIAA s L =Tin vivo B BN 254pa, LAIRTSAE W A 70 A B 42 S il #2112 30Hz
FLHBEZE (LB 1P

2.2.2GPe #hZnE R

GPe 1A JUMAFIRR IR Z 0. R4 AR BRRR I, Wit . B FH . H AR K
o RS R B AR AR, BT NI (Kita M Kitai, 1991; Nambu £ Linna s,
1994; Cooper #il Stanford, 2000; Bugaysen %5 A, 2010) . %A1, 7E—TiHE R &AL
Wi, KIL GPe & o HIMEBUAE — L 1) 2 [ R AR Ak, A AR ART Bt 4 0 2R 4l )



(Giinay 5 N, 2008) . Kk, HAENEAEEWTE L —> GPe #& A . AT ITVE
SRR — GPe M IUHAL, iZMALE R T LAF GPe 4 JG I — M S RRAIE -

1. 80mV 2 65mV i A ) FRLIA- FBLR 5C 2R 5 90-560MQT il 9 B4 A\ FEFEL s (LI
1A; Cooper fl Stanford, 2000; Bugaysen % A, 2010; Chuhma %A, 2011) .

2. AR SE RN 0.2-0.6 Hz/pA, JEEIN 0-300 pA (JLE 1B; Cooper il Stanford, 2000;
Bugaysen %8 A\, 2010) .

3\ BEIRGHAT AU IAE , ER A I E AR T SR AS ISR AR R (LB 1D
Nambu Al Linna s, 1994; Cooper 1 Stanford, 2000) -

4. f£ 53mV LR E (Bugaysen % A, 2010; Chuhma 55N, 2011) .

5. AR RS B g E (DL 1D; Nambu Ml Llinas, 1994; Cooper I Stanford,
2000) . 13EIH) GPe ML LA S E N 2 FiR.

AL fih & 2% (Nambu Al Linna's, 1994; Cooper Al Stanford, 2000) #id ¥ & T i
N a W BN 2.5 nS FIE 8] Kz, BEE A 20 ms KAHHE . 2R)5, #idik g2 4 1.0 nS K=k GPe
FZ TEIRa A H-HE % & (Cooper Al Stanford, 2000; Bugaysen 25 A, 2010) . HZ C
BB N 40 pF (Cooper il Stanford, 2000) . j¥&E, EXEESZET, GPe A LRI HIE
Feom B (SIREIRIE TR BB/ IR B TR . Touboul 1 Brette (2008) £, H
TR G R 2 TORE AL R R I B A B (IR Ik T 28 as Cy g e,
FAETH R TTHE 2 F1 3 (5=Clgr) B KA. XTI GPe #1480, 1E K% 53mV I A FFER
FJUE{H (Bugaysen %8 A\, 2010; Chuhma %5 A, 2011) 3 HAE 43mV B B A I B {1 (Bugaysen
N, 20100 5 & XA ELA IR0 E P A 21 e KAL) 50%, Bugaysen 55 A (2010) ffiit
N 1270 mV/ms?e §ERHEAL. B BRAARERE T Ern Ve RlAr 2051308 5515 54.7 A 1.7mV
QUG ST I TR ST FELURL DT R b BN T0pA, DIBEHL GPe #1148 0 I A6 T AN AR I A % 3
M. (Nambu 1 Llinas, 1994; Cooper I Stanford, 2000; Bugaysen & A\, 2010) . 2RUEH
EEALL, Ve £E60mV, RIEVIET, Vieaw, £ 15mV B, FAE 2] —A 5 @A SR E
¥ 3CHR (Cooper il Stanford, 20000 o Lin=Iin viro X BN SpA, W HILHIFE 3] HL - FEL K -4
Rk, EM&ITE 15Hz A K AR A A (ILE 1A, B) , XAEEFY) Fr il
8-14Hz (Cooper # Stanford, 2000) F14-18Hz (Bugaysen % A\, 2010) . A 7133 1A
H - AR A R 2k, 7ERIMESMUR T B line fEMEERIIF, Ly=In vvo P EHN
47pA, VISRAGAE M 28 A v B 4 S i #211) 30Hz B4 K (LK 1F) &

2.2.3STN ML TR

P FE STN #LL TORRL I S8, 1 AR5 STN #14 Je i) —Le45ME (Bevan Al Wilson, 1999;
Bevan £\, 2000) . {EARSNIBEAE Rfhd NFIHHL T, STN #48 yuR I H m AR
Na (Nav) BB H E R RS, EHRENG I 7E 250Hz ¥k (Bevan Al
Wilson, 1999) .

1. HJR-HE R ALE 80-70mV JEE AN, 5 150-250M JulE W % N\ B FEIES (LA 1A;
Nakanishi 25\, 1987a; Beurrier 2 A, 1999; Loucif 25 A, 2008) .

2. MR RN 0.4-0.8 Hz/pA, JElFA 0-300 pA (JLF 1B; Bevan 1 Wilson, 1999;
Hallworth Z£ A\, 2003) .



3. B EMALL) 500ms J5 1 5 2 MR Ak R 2R i Ta) R B R Ty N LR SR (L] 1E; Bevan
1 Wilson, 1999) .

4. 64mV DL F#EL (Kass 1 Mintz, 2006) .

5. FHMZTEAE TomV BLF 2 ML — BRI 2 SEURBIER (8 1E; Bevan A, 2000;
Hallworth %5 A\, 2003) .

132 STN #& U R S HUNR 3 Fin. T AR 51 e S sl e A AR AL B0 1T 7 1)
HLI, U RREIE N a #7% E N 70mV BL R 0.3ns, 7, % & N 333ms, #75 333W=0.3(F+70)w,
I H N T 5 5/ NHIOIESN 2 E N (Bevan A1 Wilson, 1999) , a #f % & N 70mV LL_E# OnS,
545 333v=-w I # g BN 10.0ns KIKPAZAS HIR-HE ISR (Nakanishi %A, 1987a;
Beurrier 25\, 1999) . 4 E A7 NiEE Y 50mV/ms? (Farries 25 A\, 2010) I, AT 3k
64mV [ S AL (Kass Al Mintz, 2006) H1 35mV 404 BIE,  #5 A0 ERE H A7 LAY
KT Ery Ve Az 53 5% E N 80.24 64.0 Al 16.2mV . i IR NI N (Bevan A1 Wilson,
1999) 5| E R LR J5 F HeAb LA A RGBT IE  (Bevan A1 Wilson, 1999; Hallworth %5
N, 2003) L2 C. SRUEE AL S S F IR DTk b FISRUE HL TR ALY V., 43 314 60pF
0.05pA 1 70mV. #EMALFE R IRER (B 1E; Bevan %A, 2000; Hallworth %A, 2003)
FEIEAE w<0 WK VBN Vimax(w*-10, 10)E0E 7V BN V, Kifi 35 . Izhikevich(2003)
XTGBT RAIIE . VIWIRIE, View E 15mV B, FRAIE R T RFE SCHR 904
& RE (Beurrier 55N, 1999) o Lii=Iinviro W E N 6pA, W IR HNFE 20 FELI AL e A 26 28,
SRR 2 TOAE A AT AT A N B O R R A48 10Hz (WLE 1A, B) , XTEHZEY)
1) B SEZ B R 0 BT B VS A, 6Hz (Baufreton 28 A\, 2005) , 8Hz (Wilson 25 A, 2004),
8Hz (Loucif Z A\, 2008) , 10Hz (Farries 2 A\, 2010) 12Hz (Hallworth Z A, 2003) .
N IRARE LA F - AR A R 2R, SRR T RS B Tine FEMIZEAEIUAF, L=In vivo
W E N 6pA, VISRIGE M 25 28 ih BT 4 S 42 1) 10Hz 4 ki (L 1F) &

Table 3 | STN neuron model parameters.

Name Value Description

a 0.3nS Subthreshold adaptation (below —70) otherwise
equal to 0

b 0.05pA  Spike-tnggered adaptation

c 60pF Membrane capacitance

Ay 16.2ms  Slope factor of spike upstroke

E —80.2mV  Leak reversal potential

ar 10nS Leak conductance

fin vitro 6pA inj 1o obtain in vitro firing rate without synaptic input

= 5pA Iinj 10 Obtain in vive firing rate with synaptic input

T 333ms  Adaptation time constant

Vosak 15mV Spike cut off

Ve —70mV Spike reset

Vr —64.0mV  Threshold potential

2.4 MR

AR 25 FH—2H SNr. GPe Al STN #H1£2 Jn4l %, X424 o4 MSN-D1. MSN-D2
R JZ AU S0 ) 1k 2 A N, LA AR U SEIG BT DL o ABUIRE AR UG (RIS 1) 4 A SR R R 95 )
AR, R 45 T RARAFITAME ofis, 504 R—% (Oorschot, 1996) .
N T RREANE TGO R AR e, S0 SR F], SNry GPe Ml STN R4 48 JT IR AU HL R
BRI, BN TR E PR HEZE S N 0.2 3K L8 2 A7 e SO A A A Ao
28U N LT P AR 1



Table 4 | Summary of network properties.

Name Value Description

Nwsnm 15,000 MNumber of MSN D1 inputs

Nutsn oz 15,000 MNumber of MSN D2 inputs

Nenr 300 Size of SNr population

Ngp 300 Size of GPe population

Ny 100 Size of STN population

VISN 0-47Hz  Firing rate interval of individual MSN D1
neurons

VSN o 0-47Hz  Firing rate interval of individual MSN D2
neurons

VaTN 189 Hz Baser rate of external poisson type excitatory
input to STN

Nmshp,—swe 500 MNumber of MSN D1 connecting to each SNr
neuron

Nepo_snr 32 Number of GPe connecting to each SNr neuron

Nerr_snr 30 MNumber of STN connecting to each SNr neuron

Nmsnp,—cre 500 Mumber of MSM D2 connecting to each GPe
neuron

Nen_cre 30 MNumber of STN connecting tc each GPe
neuron

Ngps—_crs 30 MNumber of GPe reciprocal connections

Nepo_stn 30 Number of GPe connecting to each STN

neuron

2.4.1 % HEE M

RS E, e FAEGE, R HIERIES] (R4, 5) o FEHFBATE LTI
2% D MSN-D1 #| SNr (1358 1%

1. #E N SNr ISUIRMAR AT 4E 184 AN SNr #22 T IR RIS FE (Rinvik #1 Grofova, 1970;
Schwyn 1 Fox, 1974; Tokuno 25 A, 1990) , #hZ&yH& EMRHES] (Wu 25N, 20000 .
FT Miller (2007) (55 2128 T71) , FAMERBK H MSN [F AN RAE AN SNr #1228 FIE
B 20 AR fdfl, 545 EEK (GPD AHL. FRATE I B AR AL H MSN-SNr - H2 (1 R il &4 g
T FAMTT AP EE T0-5 A J5 40 22 70 8] B A7 9 22 ik () R0 R 2 SR R S ABEARY

2. MSN 7E SNr H & H I S H 1 FBRAZ 192 (Wu S8 N, 20000 . @ik 192 BRLA
20, BP—~> SNr TS filde b, FAETE—A> MSN P44 10 4 SNr #1227

3. RERSURAES A 280 71 MSN (Oorschot, 1996) , Hir—2f, 140 75, J&T SNr
FIEHEEMINE (Gerfen 25N, 1990) , HAr—ANEE R ENONERZ (EP) (5K
FUK GPi[EITED)  (Wu 22N, 2000) .

N

4. SNr % 26000 ML TG, EP A7 3200 ) (Oorschot, 1996) , MSN £ SNr {142
TCHIEE 2 L2 50 (140 LA 26000; {1 EP R 4%5% SNr 2&Jik)

5. % 2 M4 hEE B G EREY], B4 SNr A DIERIEE 500 MSNs U4 .



MSNp; —GPe

Table 5 | Basic synaptic model parameters. Tielay 17ms Park et al., 1982

EMSNe=GPe_gEmV  Rav-Acha et al., 2005
Name Value Source et 12ms  Hanson and Jaeger, 2002
MSNp; —SNr 52ms  Connelly et al, 2010 =0 0.35nS fitted to model constrains and in range of
‘gaba d e H p )
= ; anson and Jaeger (2002)
SASNm e 2ns constrained by Connelly et al. {2010 e ) &
MSNp, —SKr = i 5ms Ammari et al., 2010
Lieiay 7ms Connelly et al., 2010 swa-GPe
MSMp; —SNr - B omy n.d.
E —80mV  Connelly et al., 2010
e 108-Grs 5ms  Shenetal, 2008
PR 21ms Connellyetal, 2010 gaba
i 13nS  fitted to model constrains and in range of
Cho ol 76nS  Connelly et al., 2010 9 ’ g
gGUPQ_SNr L Hanson and Jaeger (2002)
Lilay 3ms Makanishi etal., 1991 rGF“Q*GPE — il
ECHo-Shr —72mV  Connelly et al,, 2010 s
TS 12ms  n.d. assume as for STN to GPe Hanson and E?;( ST B ik _assumed R ROMALE
P Jaeger (2002) T 4ms Baufreton et al., 2005
o i CTX—STN
: : . 0.25nS nd.
i H= S 0.91nS fitted to model constrains and in range of Shen ggm it
and Johnson (2006) {Saiay 26ms  Fujimoto and Kita, 1993
n _sTN
el 45ms  Shenand Johnson (2006) and Ammari et al. B amV.  nd
2010) tgapfa’sm 8ms Baufreton et al., 2005
pEI-Sh omv n.d il 0.08n5 n.d. fitted to model constrains
Ig;ir:nz—GPe Gins Shen et al., 2008 bl 5ms Baufraton et al., 2005
P on—5e 2ns constrained by Shen et al. (2008) e —84mY  Baufreton et al., 2009

N T Akt GPe M1 SNr Z [AIFERENE, BATME I BLR 75k

1. GPe HRAE H bR SNr #1228 70 J] B BT 1, 7228 2 KR Al (Smith 55 A, 1998),
A GPe M o Y OE 51 2K IPSP, FLH {41+ 76nS (Connelly 55 A, 2010) . iX#
] GPe #1422 JCiE L 22 AN S il Ml SN #1228 70 B A e s (1 4 4 skl VR T

2. ZWiF SN GPe FOHNHI S S0 AR I FE Al SN 78 M Y 30096 & 56 Fr K i 58 184
(Celada 25\, 1999) . FRATIEIIIEN IR (254pa) AN STN 4\ (10Hz) HKiff iR 2%
HR) SNr #1270, fEEHAERA GPe M ANITEIL R, B GPe JE KT 300% LA ER K. ¥
B, PEikiE, 7EH GPe MiANKITEM T, STN HN&EENEN%] 20Hz (Farries 25 A, 2010) ,
KB STN RFEFAE 10HZ LT 2 85 R k. SR, 236 (Moran £ A\, 2011; Rosenbaum
EN, 2012a) FIRERLTM (LRI S R, STN FI SNr 2 [H] [ 5 fl2& ik ity . BRI,
FEFIF STN A1 SNr 2 [8] I ER A Sk i AR R, FRATA 22 STN g i, DL G s il
STN X SNr 52 . AL, 32 /> GPe AT CREAN P TUHI I AR 2y
30Hz) #1176 nS HHIHI 4R fid (Connelly 25 N\, 2010) {E A& KH FHE, T2 SNr 4
TCI TR AR A 2421 30Hz.

N T A%TE GPe AT STN 2 8] (e, FRATEEH LANJ7 i

1. GPe 5 STN H M i FIEMERE, it GPe #14J6H 300 5l (Baufreton
25N, 2009) . kit B GPe g5 —A> STN 4iifuf5 2 AN 2 i ik (Smith 28 A, 1990).

2. WAV EE— DB GPe 584 STN T4 10 DofibfEfl, KRG, e 1, Al
it GPe 78 STN 14 30 4N i%$E,

3. Bk GPe fii ANBF, STN M o AEIE N 100% (Farries 8 A, 20100 , 1%
& STN % \H, GPe ICFEAFR % /D> 50% (Féger Fll Robledo, 1991) . GPe I STN 2 [&] ]
SRR AT TR, DISEIlX— .

N T At STN 2 GPe A1 SNr 2 8] 8, FRAMER LA T Jrik:

1. STN £ AR5 73 Aii T GPe Al SNr #HZ2 JuHIAZ A A 58 | (Smith 55 A, 1998) , GPe
1 SNr {58 fi #1524 1nS (Hanson Al Jaeger, 2002; Shen #1 Johnson, 2006) -



2. STN 7EA& N LA 10Hz HIHEBREE (Fujimoto Al Kita, 1993; Paz 25 A, 2005; Walters
%N, 2007; Farries 5N\, 2010) , FZUTBK T 5 GPe Fl SNr i 14 [£ 1k 50% (Féger 1 Robledo,
1991) .

3. R STN #14 J07E GPe B SNr 4 30 Ni&EHE, FAT1AK I STN-GPe Al STN-SNr i%
B S B4 4 0.35ns A1 0.91ns, FRATEARAE 1 FIARUE 2 BTG .

MSN-D2 7 5 SNr #* MSN-D1 BYAH{LL, 7E GPe FPAL S e e v At 58 _F 33k 47 58 fir 22 foh ( Smith
ZEN, 1998) o fEi% MSN PAZSLR /5 202 le e H bR, FAME % MSN-D2 1 GPe 2 [f] )i
BRI T MSN-D1 1 SNr 2 8] [P35

GPe 28 Bk i T

1. GPe Z8 ik >CHC B fAR NI s b 58, Wl FEHAL 615 B (Sadek 25 N\, 2007; Sims ZEA,
2008) , FEAMHZITCKLAA 500 DM (Sadek 25N, 2007) .

2. BAMEK— GPe #& 0 54 GPe ‘FIH 17 NRfibd%fl, K5, £ EHAHT
1 /R, BAME TR GPe ZEJCAE GPe A 30 NEH.

3. 34 MSN FlE| GPe # N FL BRI, GPe KBCRIEM 55% (Celada 22N\, 1999) .
4 FATRIL, 3 FI5E RS T AR AR B S5 BN 1.3nS, X&FFA Sims £ A (2008).
2 JE5 STN [8] 52 fi % N F Ak 11

1. STN #1£ JLAERSMAZ) 10HZ A (Fujimoto Al Kita, 1993; Paz %8 A, 2005;
Walters 2 N\, 2007; Farries 25 A, 2010) .

2. TEHAHIESR NI OL R, STN #1286 L 20Hz AR, (Farries 45 A, 2010).
3. B H SN 0.25ns, FADE R ZHNER K E AN 189Hz, LA L 1 A1 2 FIEK.

RS B FEBRES I TR 4 1, Frid RIS AkE S50 138 5 o ASEHAG % R 2% 2 ik
RIBCR AR LK 1G.

2.5 SRR

N T HR7S i SO T et 5% fid 4 22 TR IR R, S I A AR AU 45 R 5 A
&% PRI RARIE BT 7 HE 7 B R PR s A 5, (M 12 T45
e R EOE R OFfE4) .

1o
= - + o X 3(f — Ispike) (4)
dt Tsyn
XH g AT, 19n (syn=ampa/gaba) & RAGNS A1 E, g, R RMFIFNHERKET, tpie
FERAMEAT IS [E], /2 Dirac-OrREL. ZRALFTIERILRS, BT g M g B8, RIEFEIENHE,
P B I ] 7 Bz R REDR . RASE IR HT Ly=g (Ere V) Z M

N T ST RN S AR, ] T Tsodyks #i%! (Tsodyks 2 A, 1998) (%35
Al 6) FE WL FD JE3 (Abbott % A, 1997; Dittman 25 A, 2000; Abbott fil Regehr, 2004;
Puccini % A, 2007) . FD JEI A8 H S filng B2 e gt (F) Al (D) A &/F 1
PAREFH) . X — AR FRIR 7 S5 & R Al zh /) 1 R F L (Tsodyks Al
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Markram, 1997; Markram %5 A\, 1998; Planert £ A, 2010; Klaus 25 A\, 2011) . AL
A — A BRI S Al P kb T3530 (y) « B3 () FIRE (x0 WRE&E. FRibs y fl
z N0, x A 1o HTHLETTIEAE RN MK IR ZHT LUK IS [R]85 Htrec 8 B8 Z8 R FF— B
WAL T ARG BPIRAS, Btk R A M. FIHRE U M 1-u (ufE 0 28D WS IE
{HALZ S HE IR AR & u B T (R IEE R AN 1) FRTESR G 2 [R5 A 18] 5 Bloe F8 50RO FE 9k (7
5 o WSy PIEIEMEE L E x M u Al R At fsetRimign, 85
I B 18] B gy 1A F PR VS O FE 6) o S8fil5 FL T 5 U IRES T 10 5 bu g Bl b
e, o g=goxy ath, B ARG IR Ly=g (Ee-V) o

du u L ) g(y r ) (5)
o S X (1 —u) x §(F— fypi z
dr Tfac -

dx z

—_ = —IiXxXF)(T—rspike)

di Trec

dy g

&2 2 + u X x X 8(t — Lpike)

dt Tsyn

dz % Z

g P — (6)
dt Tsyn Trec

RARRMSH, 190 (syn=ampa/gaba) < gov teiay F Ere WEFIKYE WK 5. FERLILH,

R fipk 1) B B AN AE IR 52 AN 50% [ A% T2 go FHREIR faeray 1135 50 (] B% A BE WL AR EC ) o FRATT AN
MSN-D1 4 e 7 W N EaS 258 5l — A5 FR A Sl reMSNDY RORWIUR AR i i v
5, gMSNDISNr, - — A BRERAS RS refMSNDL L RORAFRA A e KR I L R, 4xgMSN-DISNr

(5312 W 1) . Connelly 55 ANAN 8 8 37 SOR A4 - 2 T T fih (1) B — 4% 58 B gMSN-DI-SNG (2010
B o AR, ARMEABATIEE, AR S 2nS, B A RN MSNs fi N\ 15 K 1)
D35 FEL 5 P 1Y) 50% 0 K 26 — ik P S Ak J5 PR D = 041 300pA B LAIKRZ) /) 75mV

(GABA =& RIS AL SmV, fRFFHBA 70mV) HHETFHHBE S . 5T GPe, HATH—
NS 98 fih refe 30 Hz, HLSA 0.15xgCPeSNr X 30Hz S i M S il RS A 5 (b
PR ATE) o 4 Connelly &8 NI, goPeSNr o ) — 0 FHLBREE R B N 76nS. (2010
fE) o SNr A HIEE A R ik STN R filfir 42 9 refSTN, Rfhsi ) )y gS™NSNr - & 1H &/ 7 SNr
ERASSARIS) 12 T REBERENE] SN H 5 fih, FAE A T M Connelly A (2010)
KRB B HSCER R A BRI R A . 55— DR R IA T7E 10, 50 AT 100Hz
IR 10 AR AE PR R Al i s, 38 AN ER AR BoR T1E 100Hz F 5 ANkt 5 #
£ 60+ 160, 560 3000 F1 9000ms J& il & ) P S WEEAE FIAHRT K /N e S T3 GPe H 1) K i,
BAMER T Sims & A— AN EHESE.  (2008) 7 20 A1 S0Hz i, [t FH X 2 fi B 70 4 4L 184
I 10 o KA /N 325t Tsodyks ZEfih S BOHATINA, i SZI6 BE 5 A5 70 o 370 %o Fik
WEAENE R Z RN . N TRBNER TR, AT Matlab {8 T 523 Nelder-Mead .
4liJE 772 fminserach J77% (Lagarias 55\, 1998) . & 6 ZIJH T {23t MSN-D1 Zfji, facMSN-D!
A AN H] GPe Rk 1S40 depCPe (FE SNr H1) A2t MSN-D2 Zfili ({1 S 5] facMSND2 (7E
GPe F1) , LLEFAEFAMLE SNr. facMSND AT depSPe (478, W 11-K fin. XF5ha 5 fin
IR E AT 7 A%, (5453 MSN i 3] SNr 5, GPe [ 5 — MR UE [ HL G 45 T gMSNDISNr )
gMSND2-GPe i GPe 1| T fih 2] SNr (1) 25— N IRUEI HL 356 T gOPeSNr . B )5, Moran 55 A

(2011) Al Rosenbaum %5 A 2012b) o ($75 STN 535 % Hi A% SNr (14l 4 F A7 5%
XTT SNr 1) STN Z¥fih, FATMBR BEARAE AP H 1 5 fih 220 (Tsodyks H Markram, 1996)
U=0.35, =800, UE[H TN 3.64xgSTNSNr o IXTFLR T 7E 10Hz HE I H0H] STN T fis ) 5%
fil R GBS T gSTN-SNr g,
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Table 6 | Parameters for facilitating and depressing Tsodyks synapse

models.

Synapse u Trec (MS) Tfae (MS)
facM=Mo: 0.0192 623 559
dep®Fe 0.196 969 0
facMSNoz 0.24 1 73
depS™ 0.35 800 0

2.5.1SNr H BHE GRS AIEHR 545 ) E 3L

SUIRAE MSNs 7R [ 547 e 58 B 2647 Dy (1) 22 5l s FIUH 22 58 0% 1) KR A2 A (Tto
Al Doya, 2009) . SNr #Z e [FIFE 2R TGS, I 52 BB A 4922 I R]RIAR SRV 1 15
(Fan %8 N\, 2012) o SNr #HZ 0n] REgm AN ETF/ R B 73 RENEAR/ B35 1 o AR ARE R A
LB HHEIRFNESF (Albin 2N, 1989; DeLong, 1990; Mink, 1996; Redgrave
N, 1999, i AN EEE, FitshifER T, WA NBIE RS, HHE%
B A, ATE 4 SNr M T il 28 T F& 3 SHz LAUR I, ShERE(E 5 /1% +% (Chevalier
Al Deniau, 1990; Humphries Z5 A, 2006) o Bb4bh, FLEMLEAT v GELEg IS A H s E(E
(Samejima 5 N, 2005) SahfEREME (Redgrave 55N, 1999) o XM F-IWF 5L R, M
SET R A s E R B R & B STR #HE JT R 2 4w i 1) (Samejima %8 A\, 2005; Lau
F1 Glimcher, 2007, 2008; Pasquereau 25 A, 2007) . ItAk, SNr #HZ8 56 H AR BE 8 1F
RREEI AN AT B2tk 1) A0 S 3 A0 FE P (R 3G A& /> (Fan 58N, 2012) o FRATRRZ
afid, DRIUHIRATEHE T 7N E R ARk, 18 i S O 5 il 8, ol 78 B i Bk 4
i,

2.5.2 52

)5 5% F] NEST #41l 281217 (Gewaltig 1 Diesmann, 2007) , 2%f# il PyNest #4 %,
PyNest »& NEST A5 1) Python #21 . ZhZA Rl BRI A 7E matlab 158 il 1847144 iy
T A AT )L ModelDB  Chttp://senselab.med.yale..edu/ModelDB/)

2.6 451

2.6.1 fi5 4 Ay R R 22 50 B S o i N\ B RFAE

% SNr. GPe il STN #1& USRI BHAT R4, DLE RIXEEAh 2 e ERANBCR IR, B
INESRRI BB (B 1A AR KR (B 1B) o Xt SNr & oA 471, PAE R
7 54mV N AEFERBE T 1Hz RGNS (8 1C Bl , thah, Bk R TR ILE
SRR HEE (B 1C FHED « GPe & JuRILH Halr I U RE e 75 75 x5 (Bl 1D
F—H) , REEEE RN GEE AR (B D B8 o BRERT
BB AR 0 S e (P8 1D 58 =3 o STN & soRERUREIL 1 4R AE v A AR AL
Pk, A kP A K B Bk TR 1) (B 1E S — SR =) FERE (B 1E SBPIS N
) o B ER T IEEMAL 500ms G I SR RIS, 5 — RS0 HH IR B ] AR R
(B 1E %8 . T 3K SNr (7-20Hz) . GPe (7-17Hz) 1 STN (8-12Hz) #1427t
PR AN R IGE BN, RANSEC L, (R 13) 2B E N 15, 5 F 6pA. R (£ 5)
TR S AL T 5 PRSI0 — B A AR ) — S 2 (AR 578 842 SRy Y
BEAT T B, (EAS LRI BRI 5256 A i) SNr. GPe A1 STN BEAA (FE 28 R MU 5 ik — 2
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(B 1F. G) o {RRESCIR AR -2 5 A SORAR- 1 5 DA S A 1 )5 - B JoT SR flh PRI A R A5 5 Ak 1
SRR (R 6) o Bl ik IR 1 SNr by SE I R AR AL E) J12% . /E 10Hz B R AFa s
o FEE A B AR (2 52E M MSN-DI1 #I| SNr Rl K22 SRS G BImuAs (B 1D ,

£ 30Hz T, —/MRE T £ GPe-SNr Rl F2 25 LR 2 N ARSI N 15% (B 1D
SNr H 4] STN A TA y BA At (40 R filh 2%k (Tsodyks A1 markram, 1996) .
TR SE B AR Hy SN GPe Al STN #HZ42 Ju i, EFE SR 4, W24 383 73 51>k H MSN-D1
MSN-D2 F 3 2 (el g sh i es (B 1L

2.6.2 fEH R TR R T S B AHEIR SNr 1]

FESUIR - B JFUE S 1, (2 HEAE 58 fid PR A7 AE T DUR 25 SEIR SNr TR R, X0 R R
/> B SR Ak AT MSN AE AR SERBMAR RS o A NI EH A ref™SNDL i refMSNDT L AT
facMSN-DY G i BTK I, SN fih e 2 f) FAIR AN S A IYI18] AR (] AR AL AN B (I 2A C©) o FER
B, 4%[f) MSN 1£ 20Hz FREA . WIRR A BRSNS, AR refMSNDL o e 2 5 M A5 11
RS 2 R A BB 3, T refMSNPL g SRAMAE R, SN M2 Te A 22 52 23 R . SR,
SUIR - 2 T 38 2 v (1 (R O Al 75 2K 2 200 R0 A BRIk B 5 18 Y reMSNDY S S et
R AL Fom . Bk, 25 A DBORAET MSN 4 TG SIPIRA I, BEALEIER 200 ms,
TR WY P A 38 AT A 5 AR AR SN 8 o 2 T B 5 N T PR RS ST 1 A

A B c
15000 ————= @ -
’ % 24} Bursting ‘3‘50
125001: Bursting MSNo, <3 *| & _ [ MSN,, 240 facMSNo:
= 10000+ " 8] § 18 230
5 7500, " 5 e
g 02: A2 Average =220
= 5000; i over all @10
2300 Non-bursting MSNp,- | & 4 B ol tiEE e NS e
00 400 800 1200 = 0 400 800 1200 0 250 500 _ 750 1000 1250 1500
Ime (ms Time (ms ime {ms
Time (ms) ime (ms) Time (ms)

FIGURE 2 | The delayed effect of facilitating synapses on MSN D1 to SNr  resulting inhibitory response in SNr over time. The facMSHo1 synapses

inhibition. {A) Raster plot of the emulated activity of 15,000 pre-synaptic |magenta) need time to be fully activated, delell\xinng the threshold crossing for
MSNs with 4% of the neurons bursting (red) at 20 Hz for 500 ms and the rest 200 ms here. With the ref;ﬂ?"m (blue) and refmasx 9" (green) synapses the

of the population (blue} firing at 0.1 Hz. (B) Firing frequency of pre-synaptic inhibitory effect appears immediately {triangular kermnel window 100 ms). The
MSNs shown in {A) averaged over the whole population (blue), and over the standard deviation of population activity between simulations is shown as
bursting inputs (red) (triangular kemel window 100 ms used). (C) The shaded areas around the mean (solid or dotted lines)

2.6.3 [HEREEH B ZAN K AV AHN # GPe {E3)

2 MSN-D2 FH#EH ) K 580 GPe F#f i (1 {5 1], 7EHDH] SNr /7 T fe A (B 3A ©).
GPe 2 JOAE A P B AT MR AR SR . BT TTE AR A DA 30HZ 76 45 B iR A 76 R, #i i
RAVZRSTW (Jaeger Al Kita, 2011; Kita Il Kita, 2011) . fEZERAFERNEN T, #K
AT BN, BT R FFAR R P38 R B . 12 EURRFER I T, GPe #A TTIIA
FUMES RN, $IC T T B4 T 5 A% (5 B A2 (Kita 1 Kita, 2011) o 7EXH
AT 7 108 GPe Z itk AFEI ) GPe FEEIME %45 SNro FRATIE T 5 B M7 5k
DARIX — p o 25— P D2 24 S M iy S Al S (1) MSN-D2 SE#f LAY #7048 5t BT
Rfil5 GPe L ICHT, {§15 GPe #1£ JuHE HUEK AT MSN Fig A\ 1)°F 3424k (& 3C) - MSN-D2
A R A 25 530 GPe BEAR IV RIS ME R % RIS R, %Mt (ref 30Hz)
AN PE S Al (] 3D) %t SNr FHI/E 5 a8, DR BE A I R) BOHERS ,  #i P4 S8 fil /e SNr
H RN SR B 22 B A5 GPe SRUEMURIPERIM RS, Ht, TERKIFUEES, SNr A
Frm. PR, FERXFREOLT, v 5 Ml 61 55 4 MSN-D2 K J5 74 SNr 1% & 241 .
55 T RE LR SR AR AN AR ZE MSN-D2 LAY 7 A (RIHBTE ) #8358l 5 GPe f
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270, EIXH, FRYCR B RINERI R ARAT MSN-D2 HIHIA ] GPe #1270 LT 2 ITER,
ok B ARRAHR I R A AT MSN (%5 A\ fK) GPe MRERE— BRI e 1R (TR A
HASZANHIE) GPe tiLe oMMl )  (ILEI 3C) o K& RARAET GPe i1 o £t i (1 5 fih
HOHHD S ERMHE (B 3C SO 5 ERL) , HXFE OB RAI T E AR
Mo SNr (B 3D) o XFERE, Cad Ik ITERCR R GPe M2 IR Rk, H—D
BN T e NIRRT, AR AN, PR TE I A LA P R R (4], XM S AR AT
FERL 24 SND2 £ GPe (I RIRGRETAIT , S nT iR GPe WA S L K R 5%
I HLAE SNr FR AR S B M SR R F XM BN 18D o DRIk, AT 4G
KW, R GPe 2| SNr ()T B R AEIE AR A A, EAMNITESI GPe IHEFEL SNr
AU 0 o X T S I e AR JU0 [ B JER e 22 i A5 5 AL IR R 2 —

FIGURE 2 | The effect in SNr of depressing GPe to SNr synapses

—:- following activation of the indirect pathway. (A) Raster plot of a
W 24[ Bursting population of 15,000 MSN D2 with 5% neurons bursting (red) at 20 Hz for
18 M3Nps 500 ms and the remaining population {blue) firing at 0.1 Hz. (B) Firing
; ‘mja 12 frequency of MSN D2 input populations bursting- ired} and total population
z Average (blue} {triangular kernel window 100 ms). {C) Firing frequency of the GPe
: e v CE0 over all population when they are assumed to be diffusely inhibited by the whole
‘.ND‘ st MM % ¢ pre-synaptic MSN D2 pool (magenta) and firing frequency of the GPe
06200 8001200 € 0 400 800 1200

population when a non-diffuse (topographic) MSN D2 to GPe projection is

Time (ms) Time (ms) 2 2 p

c assumed (bluel. This results in some (almost} pausing GPe neurons and

£60 Non-Diffuse MSN, to Disinhibited some with increased firing. MNote that together the GPe neurons have the

§45 gpe Prajection subpopulation, same average firing rate change as the diffusely inhibited population (blue

= iffuse MSN,, to non-diffuse i I

@ | GPe projection dotted) (triangular kernel window 100 ms used). The standard deviation of

& 30 et TR population activity between simulations is shown as shaded areas around

gls Averane rasponse, [ su'{f;;gu'.’;ti‘u;,e the mean (solid or dotted lines). (D) Resulting disinhibition in SNr when the

& | non-diffuse (dotted) e pre-synaptic GPe neurons receive non-diffuse or diffuse inhibition from
MSN D2, magenta vs. blue in (C) for depressing (solid lines) and static

0 230 500 Tirn?es(ams} el R (dotted lines} synapses. When the pre-synaptic GPe neurons are diffusely

inhibited {magenta) the spike elevation in SNr is decreasing over time with
depressing GPe to SNr synapses {magenta solid line) in contrast to when

" static synapses are used (magenta and blue dotted lines). The disinhibition
- reff,quz of SNr via the indirect pathway is most efficient when the GPe projections

75} Non-Diffuse MSNy, to GPy
GPe projection — dep™™®
Diffuse MSNy, to
GPe projection

Rate SNr (spikes/s) O
=)
(=]

4 are assumed to be non-diffusely inhibited such that the GPe has pausing

30 subpopulations (blue solid line) {triangular kernel window 100ms). The

15] standard deviation of population activity between simulations is shown as
o 250 500 Tin:ezs?ms) 1000 1250 1500 shaded areas around the mean (solid or dotted lines).

2.6.4 Hi8 %% MSN-D1 S22 WL ARl

i RAMA i e IG SR = A N, SRR N S — . XTI RBIR L, RUONGUIRIA T
[ 0F 5 1) MISN PRI B2 TP A0 45 5 PRI B TR) SR AR (Wilson, 19930 o RV /DA 58
ik 7 42 % MSN B, X 48 MSN DUAEFE b L se i R AR (17-48Hz) B (Miller
EN, 2008) , FEAEFRA N SNr glsmZANH (B 4A) o ERMKI MSN-D1 WEE AT,
MR ANEE 5 75 EEBRE gD, 5 ZEH0E B E B s A =2 N S Al T MSN (1 BE R 7R Sk 5
e W TRE 2 B, B RIEHERS, S ABE I 7 X RARATE 5 KRB, 2R, g
BERFFSEIL 100ms, ZEFFAH SR TR LoD (B 4A) o Bk, b5 ER A
R A - B e 2% rh R S R (RS 5 O o ¥ A rh U 5 1) ER T RS 5 R AT 7 A R A
K (Klyachko 1 Stevens, 2006) , FEASE, (ERMPEFR bG35 1 5 i AL B 7AH 5 ) i i
H R PRI\, 3K 3R BH X ] R (o R A 5 Ml P — AR D e

{32 % i B B K At N 7T B 9 1k bR 175 5% MSN-DL & PE IR B % SNr R IBCREAT A
RrsE RS . HAEMRM AT AR N RGE R, (et R A OREF S (AR refMSNPU i BB, BRI
TIRME SRR (B 4B) o BUUASREN], HEARAAT MSN-DI1 b )5 55 sh 1Y
INE 1.2Hz i, SNr o HIEBRMEE IF A KA . BRI, (it 5% ik 22 s AR N\ AT 28 2z B A
BRI E] -

o5 — P E AL HEVE SR A A (TR AN, (ELZRP I SRBOR AR I D5 I 4C B,
2 N B A I R A B A R IA IS, 0] SNr Bl B0 R A S F/AD - (400 EE 600D
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BRZ, MAREANSCIRA L MSN-D1 R R A ARRE e I (i Sk Rom 18] 2C
MRS

FIGURE 4 | Effects of synaptic facilitation in the direct pathway during

A E steady-state. (A) The number of MSN D1 bursting with a certain frequency
330 First 100 ms of the burst ﬂkm. facMSNo: (748 Hz) which are needed for action selection, defined as decreasing SNr
E ;g \ 'l;zf;twu msofthe 7 9 2a] 1, firing under a certain threshold. If facilitated synapses are used (magental,
% 15 ¥ i @ 18 \c. refiSNo only a few MSNs are needed v:‘ré('aqn bursting in the interval 17-48 I\I-,I%Nand
20l it f‘_" Mang ] 212 % S ot with performance closer 10 refmax o' (green) synapses than to ref;; '

g st __af____ :g B o g :~____'_rr_|r_ {blue) synapses during the last 100ms of the 500 ms burst. (B)

2o refmastm = 30 TEFXZJE"" ., Steady-state firing rate in post-synaptic SNr cells when all pre-synaptic

=0 B0 30 D 00 0f 12 18 24 MSM D1 successively increase their firing. Facilitating synapses (magenta)

Rate MSN,, (spikes/s) Rate MSN,, (spikes/s) allow background activity to increase up to 1.2 Hz before suppressing SNr
c D to action signal threshold. (€) SNr neuren activity when increasing the total
EBG Increased activity @ sy number of MSN D1-3Nr synaptic avents (#/s). Significantly fewer synaptic
; 30 in all MSNy, ‘ g 200 . Le it _____ events are necessary to bring SNr below threshold if the pre-synaptic
2 54 :’r;cl;ﬁ::;ggswze § 15 i inputs come from a sgbpopulation of bu.rsting MSN D1. Arrow corresponds
518 subpopulation ';’ 10| fac""° to T..hg synaptic E\«fem intensity used in F.|gure 2C. (D) Example of SNr
@ 13 5 sl- TOE- o - activity as a function of number of bursting pre-synaptic MSN D1 when
% 6 facooo ™ Thr % o7 R e o T keeping the total number of synaptic events constant (450 events/s). The
N T .4 'E#rfax o facilitating synapse (magenta) enables the SNr neuron to detect a change in

200 400 600 800 0

00 1 =2 3 & input patterns resulting from a few bursting MSN D1.
Synaptic input SNr (events/s) Percent bursting MSN,, (%)

EREERERY], etk S 5 A AP 22 TTRE RS X > B RLANAE SRAK Y MSN-D1 i 1k
R, BRIV A 7 45 2 B0 (0 R A T A o 39 I e B A MSN (B, R P4 MSN-D1
MILARE O B0 SORTBCR, DI, WRABBE refMSNDL i B refMSNDL o RS 580, efhJm SN
MRZE TP R A A B R EE R AR A O CE G R sk B 4D) o SR,
e a2 SR A (ARG, 5 ) R ik T TR AR DA it 5 R i T 22 T8 2 ) SR I A4 1R 1 T
T FEAR A SNr TR (2L 4D) o

2.6.5 il STN-SNr il GPe-SNr SEfl %} [ A18 B 1 {551 B R

STN & 1 (48 5 v] BRIk SNr Al/EE T GPe #1] SNro W15 SNr # /Y GPe #1 STN
RADHEFRSN, ANMISHBETATEEHRNE, i, e 2nTaesH EHKE, (E13 STN
(35 sh34 i R 2 S 80 SNr HaAEF /MRS (B SA, BEEEZL) o H2&, BT SNr H11
GPe A& HIHI ) (Connelly 25\, 2010) , KH STN MG 30K S HC SNr H 1 m vz, Kk
STN H % a3 N T2 SNr TGS N (B SA, BEREMAO o 102 A M 28 il 7]
Tt A R R () 38 0 e R B A S PR %€ (Tsodyks Al Markram, 1996) , [Athid i
NI GPe-SNr it (R HIHIME 5 MIAE MR, TR H STN (1675 14 4 N K B 26 490% 1) 438
gk n. SR, 7R R B ERHT SR R S XM B AT &, Mk, RY
STN 5 ) I A 2 5 8L A 2 5 A% GPi (55 SNr 2880 FI3 il (Maurice 2% A, 2003;
Kita 2 A\, 2005; Moran %5 A\, 2011) . KFEH (Moran %5 A\, 2011) Flk K EH (Rosenbaum
BN, 2012b) WRACEBIRIF s MR RE Tx — 450, XU AR, STN #ife 5 SNr a1
Sl AHE o K FHARTEE ] STN-SNr Zfilt 241 (Tsodyks Fl markram, 1996) (% 6), U=0.35,
=05 Tree=800, FRATHIREIULE R 5LI0LE R —2, B STN XJ SNr fy At dliess (B
S5A, D o xR, W@ GPe HATEIEM, STN JHAJE SNr i3l 5 (1) 3= B 5T

5 IR B AR A BOE X SNr (RZ IR /NI T AE S, 24 N MSN-D2 B S0E
I, AECIEEE SR 1 SNr iR (& 5B) o fE MSN-D2 Wi s F 2Tk mi 5, SNr BL (WE)
L 7 SRR AN . 390 MSN-D2 X GPe F4I K 8 2 4l [a] 2238 0 STN (TG M
Ui STN-SNr Rl 2 FA M (K 5B, W4k) , ik kB E 0 SNr R MR FFIK
STN-SNr Ay, 7EFRZS W) o] LA 2138 o 8] 208 42 0 SE IR An i) 240 (B 5B, SRt
£ .
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MNIX 2t FERT AT, T8 B RN (R B B AR A G, 5 R (A1 B IE B X 5 ] SN
AT RE EEER . AR, WA 500ms T8 K FIAS [RGB 4 31 18] 25 R st 1a] R wi, )
L — R O SRR AR 1 STN-GPe Zfih, I STN % N LE 500ms 2 & 3 18] 7] 422
W% SNrmore 158 2 SNrmore, KA GPe-SNr Z it (& 5C thrfsed) o SR, FAlE
=3, BE%E STN A1 SNr 2 [8] L& GPe F1 SNr 2 [8] ) 2 ft FRAK, MeAFMERON A AT I (2R
5C) . VB STN-GPe-SNr id i [0 il = H - 7 STN-SNr i % i % A fE H

E F
A B —400 STN to GPe lesion o STM to SNr lesion
wn wn
w N Pa | - w350 B STN
%125 — deai ° 73140-— depSPe £300 £200
£ 100 -- refore. 2120 - - refShe - Ba2so 3160
& 45| Static 2100, - E;::gg STN 5120 GPe
r atic -
> Depressing | = 80FSTN-SNr _* i SNr v 80
i 507 STN-Shr _ | 2 St 2 a0 o~
_______ o S 60+ ~ T 50 GPe & i
% 252 = % a0l Depressing = 0 = 0
o SRR e e o STN-SNr 0 151“ 30 45 60 0 15 30 45 60
16 34 32 40 48 0 1 2 3 4 e e Tmei(ms)
Rate STN (spikes/s) Rate MSN,, (spikes/s)
FIGURE 5 | Steady-state and temporal effects following activation of
c D Control the indirect and hyperdirect pathway. (A) Effects on SNr frequency when
=I5 s Lagt »5;200 T T increasing the total STN population activity for n:1er.\"PQ (solid) and ref‘-?gﬁz
B 150 == stn-snr 100 ms .4 @ 175 STN (dotted) GPe to SNr synapses, and with static (blue) and depressing (green)
g 125| — Depressing . * X 150t STN-SNr synapses. (B) Effects on SNr frequency when increasing MSN D2
%10 STN-SNF . . = 2125 population activity for de;:uc‘ple {solid) and re{‘j‘ggm (dotted) synapses. {C) SNr
ur S8 ML i Ky GPe activity in response to a 500 ms burst in STN during the first 100 ms (blue),
= 75 .*" 250- Z 75 between 260 and 350 ms (green! and during the last 100 ms (red) using
W 50 5_5 - "350 ms o 50 SNr depressing (solid) and static (dotted) STN synapses in SNr. (D) Rate in SNr
g 25 |5 25 (bluel, GPe (green) and STN (red) after a brief (3 ms) high frequency
0 F'r$t 100 ms = 0 excitatory pulse into STN. (E) Same as (D) but with STN to GPe lesioned
F%Ut S'I?N {40k ?0’ 0 151_, 30 ( 45) 60 (F) Same as (D) but with STN to SNr lesioned
ate Splkes/s ime {ms

BARTERL B 24 A5 1 STN 28, 4B & [FI i #i i) STN-SNr il GPe-SNr Z i, &
IR B IE— RSN ms PR )RS . FEIS [RIBLTE STN J& 1 SN 2 5 B0 1 R ase 38 i,
BE 5 HBLEE], SRS SNr FIRIEIN (B 5D) o IXSERBRAGET G LS —58, Xk
SeES e, R KR ELEAE STN B 275 R IX PP = #H ) B (Maurice %5 A\, 2003; Kita %5 A, 2005;
Jaeger Fl Kita, 2011) . TEVER, FEBIH, {0 STN MBEUE B e LURE =M N, REE
IR Vi) 422 308 4% (1) S B 1T RECE R 2 I R PO RE 26 A R AR/ . S T) STIN 0E J5 SN 1
] S B2 AT DA £ BR STN 2 GPe BRI A (K SE) , X AT LL#RE A GPe F1 STN
ATEAHFE Ml f5 SNr #2270 B SR A, STN BUE K 75 B I 18] P 0K 42 SNr B iR . 51256
UESE | Gabazine 7EM GPi (SNr [FJYE4))  Hr (1) 8 FH A& 40 el 748 PN #0E Tachibana 56 A I Rz 2
Jei, PN GPi M PRI B et ROBE ). (2008) o WITHHAAARAEE, 24 STN 1 SNr 2
(B B AZ BRA, STN Kid i GPe [zl SNr A RIS E] (B 5F) o iXth1g 2] /5L
IS FE, SEIR R WG GPi HH ) AMPA 24k 2 S8 GPi I (R, B S B0 e
B) P v PR 155 . (2008) o Rk, BEALTIN, Wi GPe A1 STN WSl E| SNr #1122 T I,
FERE S B M RS LR, AT LB B SNr P ) AR LA M e A SR R . TR
KA STN 2%, STN SNr A1 GPe-SNr 2 fih A (1) & fir #1fi FHL1F 7 SNr H R RFSE 508 . [A]
W, BT DA, P SR A R AL RRRE T A N TR AR ) S0 45 2R, BVAE S N 1¥] STN ¥ SN,
HKBEEE I STN XF SNr HH AR A f2m, H 2 FF{S (Maurice % A, 2003; Tachibana
&N, 2008; Moran %A\, 2011) . &, 1% STN-SNr fil STN-GPe-SNr J# i SNr 14
Wk, STN IR A AIIR AT LLLE SNr Hr = A= B R Xy 28, 23] STN Rfuk (¥ 5h) 7 4%
il .

2.6.6 RfuEEA SHEHBM SNr

SURAAR MSNs TR T AT NIE BT R R M . IR, M e iExiks)
1 B 22 AR SR MO O AR (Tto Al Doya, 2009) o SNr #1486 R FE S AR EA TGS,
FE5Z A FR Sy (R A ARE AT (Fan 28N, 2012) o Rk, SNr R4 o n] DLVE TR H
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Gl oy WANVEAE B GRRIY) o Jy 1 i 5l 5 A0 A0 1] 2 dn o] 52000 3 25 b 11
FA T LW & MSN-D1 2{ MSN-D2 1 SNr #52% il 42 (2 AR5 (SNI/MSND BL AN [H]
HERRK MSN RENX — i BRI TRRLE SNr T Ui EEN wellMSN 14 A\ J# % .
INREERDR 2RI MSN S KA SNr P RIS 2 7K P 428 il e 38 BE 1R, 1 KR ] 1 T 26
B MSN ¥4 NATURAE SNr HH A 1R U (1R I

{33k 5 fish ] DL BE G ARG W 7 9% R R 38 — 8B4 BATE] SN [ MSN-D1 A& JBCRAR L (K] 6A) &
EFE 6A BIRF AR A3t — 20 U] 71X — 5, HALERT 100 ms BAE], AL/ 500 ms
KK HIHSG 100 ms AHELLL 3 IR F AN . IX—45 50 %1, MSN-DI1 W EEAE SRR BT 5 1
)BT IS ) N B SR S S R S sh R . X ] DUE R 3 MSN-D1 R 2 e f2
SEPE R TR R (B 1D o ERCK AR E][RIBE A, XF SNr FIA Rl (SUgAZ
Fe LR HE) 5.

) GPe-SNr Ffiht ] {4 S it Hif MSN-D2 B AR 75 %N 58 0] [ N #EAT 3 K 4 iy (€] 6B)
FRfHHT burstingMSN-D2 FEAR KK /N 1 1% s 50 G i (] B 2 B BRARL I o 0T TR i,
MSN-D2 F#f [P 5K/ ME 500ms & I BEROE N (&l 6B, IR -

0.0f L35t 100 ms Last 100 ms
A B 01 15
; - Z-0.2 z 1.2
First 100 ms of the burst First 100 ms of the burst 2 2

- 160! T 4 -03 250-350ms | 4 0.9
%30 — 2% Burstin = 3 % bursting 3 -0.4 306 250-350 ms
g it} @ 140f == 7 % bursting 4 _os 4 First 100 ms
9&24 -= 4% burst:lng H120 _p.g} First 100 ms g;
Zqgl -= 6 % bursting 2100} 0 z 4 6 8 1012 0 4 8 12 16 20
‘Z_ |Z_ 80 Bursting MSN,, (%) Bursting MSNy,, (%)
n 12 A
b 6 & 60¢ FIGURE 6 | Rate cading in SNr during a sustained burst in striatal
g n:’o 40 ==+ 11 % bursting populations. (A) Upper panel; effect on SNr firing rate if 2, 4, or 6% of the

oL pre-synaptic MSN D1 pool burst. The result is shown during the first

16 24 32 40 48

Burst rate MSN,,, (spikes/s)

Last 100 ms of the burst

16 24 32 40 48

Burst rate MSN, (spikes/s)

Last 100 ms of the burst

100ms of a 500 ms long burst. Middle panel; same as upper panel but
during the last 100 ms of the burst. Lower panel shows the slope of linear
fits to traces such as in upper and middle panel for three intervals during a
500 ms burst: for the first 100 ms, between 250 and 350ms and for the last

ﬂ., 30 — 2 % bursting - — 3 % bursting 100 ms. The slope is plotted against the percent of bursting MSN D1. The

a K u 140F __ 7 % bursting standard deviation is shown as shaded areas around the mean. (B) Upper

Ez.q, == 4 % bursting %‘_1 20 panel; effect on SNr firing rate if 3, 7 or 11% of the pre-synaptic MSN D2

0 -+= & % bursting o pool is bursting. The result for the first 100 ms of a 500 ms long burst is

i 18y, — 100 shown. Middle panel; Same as upper panel but during the last 100 ms of

% 12| E 80 : the burst. Lower panel shows the slope of linear fits to traces such as in

P o 60 upper and middle panel for thrae intervals: the first 100 ms (blue trace),

E 6 o _________..-—-—"'- between 250 and 350 ms (green trace) and the last 100 ms {red trace). The
ol e 40 -+ 11 % bursting result is plotted against percent of bursting MSN D2 populations. Diffuse

MSN D2-GPe projections are assumed here (compare Figure 3). The
standard deviation is shown as shaded areas around the mean.

16 24 32 40 48
Burst rate MSNp, (spikes/s)

16 24 32 40 48
Burst rate M5N, (spikes/s)

2.6.7 HEE MEREE RN ILE BTE

SNr #1228 eI A el Fyg 3 547 A H) 9% & (Sato A1 Hikosaka, 2002; Basso A1 Sommer,
2011; Fan %A, 2012) . SNr UK EH MSN-D1. GPe £ STN % N\, FA] GEil il 8R4
MSN-D1 %t A\ A 3% 14 38 s GPe i N\ I35 P 14 01T B A, T SN A 3% 14 vT LUIE T GPe
AN B STN WUk FISEInmsg N fEAT A8 d, 78 SNr A, BN 31 3 0
Ak 47 T IEA L (Fan 58N, 2012) o FRATHISE SRR, 1E&25K H MSN-D1 i 14 4
ANFECT SNr (140, 1 STN @ik GPe [1IX S fih 4 A5 A 46 i E N R A 2 sgm (b
BES) o Mk, TATKI MSN-D2 7] L GPe il A4 SNr 3G 3G 0, 117 STN Xf
SNr ¥ P ISR /N o £5 656 SN (95 N, FATE 2] MSND2 147 25 an e[ 34 0 SNr Hh #3530,
e HIE IS MSN-D1 KEFIZMERES, Rl EH 500 ms RAEMWIWENE (Kl 7A,
SR o TERL, WTEUNLEIR MSN-D2, 4 MSN-D1 ] SNr ZEfilAH 4k R i, FRAT 1] Be
RPN —AERPENEE T U EEESY AR, FFEREM N W% STN
AT SNr 2 [B] IRl (K 7A; 428 , SN (REER) B Bl Kis S0
FEERAS S . SR, TEFRATTII STN-SNr FARHNH] 2 5, STN X SNr [ &y PR my LA
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ZEEATE (B 7A; ek, Wi BEmmE s o &ja, AT T Wk GPe #1 STN 7
SNr #Z TG AIEL, STN V&M RGN 52 md SNro BIAE, 4 #0i] STN-SNr Sl iS4
SNr #Z2 Jehf, FAVER] (K 7B; ML) STN Wifi ¥ MSN-DI1 1% 5h1%E S EE 5 &
iR 100-200 ms, X—%EiR B MM AL KI3) /17 duE . Bth, B3, AN B R0 i 1)
SR E T —MESIER, REXWAEBRA TR

i FIGURE 7 | The result of convergent and non-convergent striato-nigral,

— Burst 30 Hz in 3 % MSNy, pallido-nigral and subthalmo-nigral inputs. {A) Scenario when STN and
— Addedbust30 Hzn 4 % M3Ny, GPe converge onto SNr neurons. 500 ms 30 Hz bursts in 3% of the MSN
= Added burst STN static syn B i 5
—— Added burst STN depressed syn D1 pool: alone (blue), combined with 4% bursting MSN D2 (green),
a STN and GPe converge in SNF combined with elevated STN input induced by doubling the backround
ﬁ:‘; cortical drive to 2 x vgry Hz and using static (red) or depressive STN to SNr
E‘za synapses (magenta). The standard deviation is shown as shaded areas
Z16f around the mean. (B) Scenario were STN and GPe do not converge in SNr.
E | RO, .~ . N The GPe recieves independent poisson input, instead of input from STN

0 250 500 750 000 1250 150! neurons, at 10 Hz. 500 ms 30 Hz bursts in 3% of the MSN D1 pool: alons

B i GPEZ::O(tz)"verge S (blue), combined with elevated STM input induced by doubling the

240 backround cortical drive to 2 x vsv Hz and using static red) or depressive
i‘%zi _ ’ .W VAT STN to SNr synapses {magenta). In (B) it is assumed that the SNr neurons
216 \ } measured from receive increased STM inputs in combination with a

R DU Nvrcre® A T constant basal level of GPe inhibition. The standard dewviation is shown as
(-4

e shaded areas around the mean.
Time (ms)

2.6.8 SEEERXT TR R AR W

RS REZH, GPe-SNr Al STN-SNr iEH SR X SNr T (1) A JBUE 2 5210 52K .
BRE 2S5, —A BRI IR R BT R S B0 & e e o ATk B it i Ae
BN RARATHR 2 TT AR SRR N IEB AR R e IX /> )@, [F]B I SNr. GPe fil STN
WP AR TR AR . FRATT B, SN A IR T8 20 06 185 1 J5 R e i s 288 o 3 e 11 2 0 A e
}.—E_.E (lg] 8) (gGPe-SNrO‘ gSTN-SNrO\ NGPe-SNr;Fn NSTN-SNr) R #%%Uﬂﬂ’ éa&aﬁg% Eﬁﬁﬁéﬁ@%ﬁﬁﬂ-’
TATATLLE BIFE SNr F,  RIBER &AL . AV KR R AR RTE T, GPe
X SNr ARG HIHIEH . SNr #1228 707E 2:B% GPe (EPH 100%P4#1% GPe 3& 1) B, ik
B SEm 1 300%L0 E CILAFRIRI 75, RIS N GPe 5 SNr 2 [a] (1) HE 3 BUOEEHCK A 1R
PRIFTER . GPe Al STN MW KR ZREM BN, RS EUE AR T A Aa .

Solid: Effect of increasing parameter with 20 %
Shaded: Effect of decreasing parameter with 20 %

2 30f
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FIGURE 8 | Effect of increasing/decreasing parameter values on the
steady-state activity in SNr, GPe, and STN. Effects on firing rates in SNr,
GPe, and STN when changing the number of incoming connections from
each pre-synaptic neuron, N, or synaptic conductive strengths, gp, in the
model. Here depressive STN-SNr synapses are assumed. Solid bars: the
effect of a 20% increase in the parameter value indicated under the graph.
Shaded bars: the effect of 20% decrease in the parameter values.
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2.7 v

AT TR AT IA VR I R P 22 A B A T B S, FR A B Tk — b T AL R A e
BRI UIR LS 2 A 91 DO SR AR A T e U S 1% =

WATCEWIT T B (AR B0 1) B2 S k2 G ey [t 5 1 1) () HE RS 5 = b s
M) SNr #HZE JLITE B 1) Sk (1A 3R A1 7E 72 A2 SNr #1428 0% MSN-D1. MSN-D2 il
JEWRFEPEAE AR BB AR ) S S A S AR o I LA IR R, R DR e i 12
HIR SR R BA 2 DU 25 PR B 5 SNro XF TR Bl H, iZAE AT, T30 2 fi,
GPe FIANKI & B 7E S =1 SNr I V7 T SE A A%, FRATMB % STN A SNr 2 [H] f) 5 fi /2 417
HlTe, PR nT DU R SCIR R B, STN K I [A) S X SN filt & 6 IR SE M AR /N, 1 J B 0 11
STN #i N2> 38 SNr () =AM S o %f STN-SNr Z i1 (1 7500 LA K GPe % SNr (3015 1 H]
FIRE TR, 3T SUIR A -GPe-SNr BRZUIR /&-GPe-STN-SNr [H] 42238 % {15 5% SAE ThfE 1%
BIE S . BATIR I — DR, TESCIRIRTERE 500ms 3K IVIGEIT B, SR AR- 2T
AR (S EAEBS R E R RN TR, i R, 7k
R348 4 s 1) P RS CASE B0 N tH AT R 4 B o BRAULSE SRR H, N T RS B igiE R, R
B EAE A (R B A T S D BIS BRI 2 AT MSN (DR E b o BATE LRI, it
MSN-D1 fJ SNr Zfi 58 7 i1 28 il i MSN-D1 /NGS5 R EERE S, RNt T
RADZ X IAFAE, DRSO SUE sk ah 51 i AR e s B (S 5 . FIRE, B T4
T GPe-SNr 5¢filt, MSN-D2 H1#5 5tif o) (AR R Aa S Bl ZmE . Sz, B 78 I
TR ARG T fid 0T 368 I b 22 1t 1 100 5 ST, SR T AR T () T B AR A AR
SR RLAT NG REA

B T s EEEESL, SNr B2 SNe. SNe NSUIRAFI Ak iz 2 $ 4k 3 i £ % R
FIN o SNe #ER Tl k2 A 4 A% 1) 12 ZU 22 340t . 11T SNe [ GABAergic %l 11—
FERJFEEHMAR) SNr (Tepper 1 Lee, 2007) , SNr #1353 A 18] 43 A1 7 LA AT 4 H B i 1)
% SNe 1SN, i, JATHITH A RERH, J8CRAEINH N GPe fEFRRET, T GPe-SNr
RAMAETHIHRES, BOEH GPe S vl DALE LA 8] Y401 SNro 3X %t SNr [ 58 & #il v]
AEFE SNe FIEEHUR - SNe (100 200 ms) X Mg sh I FF LT[R (LLEE 3D) S5 T ik
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