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2 MRS CiEL

1 5|5 [INTRODUCTION]

MERm (PD) 2 —MEAZMNFALZ SRR A 2B T M MmE . MR B, 100 2 BT 58 o 305
WE EERE M T TR K. 2 EEEMAPE O SR R AT . S — g, ok
A AKBEMYET M EIEELY, ZEKRZ R T HAETEE N — 881, FAREERMET (BG).
£ PD AL T8/, GAEBRINE (GPe) FEMER (STN) HEZH - &’ (15-30Hz) K
(Brown Z£ A\, 2001; Tinkhauser 25 A\, 2017; Raz Z£ A, 2000; Mallet 25 N\, 2008) Bt 403 K i3 Inim
H P (Tachibana 25 A, 2011; Nambu 25N, 2015) . fESUIRAR, ik D2 A% ML 2K BOR S SH 4 T
(D2-SPN) W8OI IG N, 17 D1-SPN HI A FEAC (Mallet % A, 2006: Sharott £ A, 2017). I4h,
HIR D2-SPN [ J i A998, {H D1-SPN M A k55 (Ketzef % AN, 2017; Parker 58 A\, 2016; Filipovic
BN, 2019). bR BG iGEhMEEHIARWIFEAAAE, KU BG 1 “#RAER7 KAE TN, HIXEYEIHFRA
it PD 1T A6RKG S BG i A IHLHIEE R o

TEAT RIE BB RAT S5, BG #BUCk BA R R E XSRS HIA (Gage 55N, 2010). FL, T#E/E PD
FAET BG WS8R B R 2 N B SR W o R AR B ). EARRRIRAST, MR ERESE BG f
iz (BDfE A ERA B (GP1) SR BTRPIRES (SNr)) BIRFAKT Eol = AHm R (H R ar . S0 3 %
%) (Sano A\, 2013; Chiken Fl Nambu2013; Ozaki 25N, 2017). —AHWIN 5 BG (118 5 FT 5L 1 710
TW—50 ZERP KRB E R, MM ERERR (Albin 25N, 1989; Jacger Fl Kita, 2011). #&iM, SNr
(Sano #l Nambu, 2019) 8¢ GPi (Iwamuro %A, 2017) HHHAN#HZE o 0] DLE R SURH R AR M. . 7E 2 B
FERMIIE DL, 2~ UCRH 0 B M S92 PRI 28 7 0 B A8 2B AR, AT S5 500 A i IR P %

NTHE AT ARE T BG BRI N AR, AVEH T BG i E A (Lindahl A Kotaleski,2016) .
BATRIL, 55256545 (Sano F1 Nambu, 2019) 1 BG RGBT (Albin 25\, 1989) —3, FEMEFRR
BT, WTHEGMEFHN, SNr /R H AR N . B2 RS T, EBIAEE T, SNr B
JERUAH . AR, 3 AR B AR IR 1R (D2-SPN—GPe-TI 1 GPe-TI—STN) 5l i, BIfE7E(KZE
ELEORAS Tt T USRI = AHM R, AR E, FRATKIL PD ARZS N kA5 e S 1) A8 A AN K 11 JB i 452
(tn D1-SPN—SNr) 324k, 0A4E BG WAZ N A EAEH, 11 GPe(GPe-TA—GPe-TI) NAHI GPe 5
STN 2 [B A #AMEER: (GPe—STN). 4% FK, AT D2-SPN 5 GPe(D2-SPN—GPe-T1) fZEKE 2 1E
WAE, HMEERE ERRAET, AT DK E 51 BRSBTS . Kk, D2-SPN—GPe-TI {EH
S BRAS I N B AR I T . AR, FFEMBERE AT LR B— EEBHEY (Kumar %A, 2011;
Mirzaei 58 N, 2017). Bltt, FFERIASAL, 7R BRI BARG I H L, ARSI SO #E . DR, FRATRIBT e 4h
R T BG PEMEEN T AR ASE B E M, JEEH T Tl i .

2 HHE7®
2.1 MWZTIER

AT AR BRI 2 e Bl J12E R RE ) 2 [V HUAS AT P4, FRATE BG W& HRER] T AR
M IUEA . SURME D1 A1 D2 U 2 B2 AR A P 490 (D1-SPN #1 D2-SPN). fRIERIEH a1 #1470
(FST) fil STN #2870 K F b s - 28 & - R & o0 (LIF) B84, B V() BT 3 225220 1 34l
LAV ()"

¢ dt

+GT V()T = Vi) = I""(1) (2.1)




2 MESITE Eyawit 2.1 G ITRLA

A, 2 € {D1 - SPN,D2— SPN,STN}. 1 11, C% G\ Vyesr S HIFRRBHE . R B35S H

Bio M Ve kBIBERAL VE B, flk—ANRIE, Ve SR Ve, RE, FREERIA] ¢ = 2ms. Iy, (t) BN

PRZ TTHMUR) L R i N R (L 1 X2 ST S A AR) . D1-SPN. D2-SPN. FSI. STN HJfif %

BAE AN SAER 3. 4. 5. 8 o GPe-TA. GPe-TI fl SNr #1£ ul @ A A 8ECE MM LIF M4 0

(AdEx). XEERREE IO N B e -

40N
dt

Twwz = CL(V(t)m rzest) I

ce |+ G*Ar exp(v(t)—_VT> —w® + IV ()

— G V() -V x 02)

rest

K, v € {GPe—TA GPe—TI,SNr}., 3 2 W, VF NRIERME, a A b 535 50E N BIE MG fih K iE
Rio MR AR 2, 4 Vo KB AR, P E—ANEE, VE R w® 5AHE Vieses w*+b EE. I,,(t)
B 22 Jo el i) S R Al N R (LT 1 SR LM T & AR ) o GPe-TA. GPe-TI. SNr #ZJuHI#f
LR HNE 6. 7+ 9.

A Fs| - Fsl FSI
(16) (11)
D1-SPN l D1-SPN D1-SPN D1-SPN GPe-TA D1-SPN
(364) \ (364) (84) (392) (10) (16)
e SNr Cortex-- GPe-Tl Cortex .-
Cortex (500) ortex (500)
GPe-Ti
D2-SPN D2-SPN D2-SPN D2-SPN (':3) D2-5PN
(392) GPe.TA  (84) (504)  Gpe.TA  (504) )
(10) (10)
D GPe-TA H = D2-SPN
-- GPe-TA
GPe-TA - GPe-TA (25)
(5) : ®) SNr
STN ; STN (32)
(30) (30) B
GPe-Tl i 5 GPe-Tl . T¢|30)
(25)  GPe-Tl (10 : (25) Fs| (295')
@5 7 : (10)
GPe-Tl ; - :
(3‘;) GPe-TA [GPe-m'\ —
| opema \ (329) A (988) (500) \,
(30) \ . -
STN Thalamus
Cortex - - » SNr (30)
(30)
GPe-TI
GPe-TI (32)
(30)

----- » Excitatory connection from cortex =~ —— Excitatory connection ——— Inhibitory connection

K 1 BRI (BG) MEHEADREE . (A-G) — MR TTAE BG A R R A A A4 R A 7R
BEEE. (H). BG M5B RIREER /NI . £ BG 2R, KA 5 ) ) SR 2 AR 5R
iR, ST ERACTR M A MR A . AT SRR BB s PR BGo



3 ZERFSMAITTMRMEZENSH e 2.2 R

2.2 ZRfMFER

Mz uld R T RS T RAER . MM RRIGER AR AT n 2 [ e FER )5, 5hE—Ap
IRVE R BO IR B RS . H S B S I TR) I A2

N ijnT exp (M) , fort >0
Gont) = = (23)
0, fort <0

Hrh syn € {exc,inh} M x € {D1 — SPN,D2 — SPN,FSI,GPe — TA,GPe — TI,STN,SNr}. . 3 1,
Jo NSRS, 72, RARE RE R B MR SR Al A 2 A

I3, () = ggn () [V (t) = VT, (2.4)
Hrr vz

@ JeR#E 2 € {D1— SPN,D2— SPN,FSI,GPe —TA,GPe—TI,STN,SNr} HhZ e s fih i) [ %
AL, FTH RMSEE 2 B,

2.3 EIRHETIME

BERAZTT (BG) HRKESMILUIRE . I Fi% (STN). & EHERSL (GPe) HRJ5 S (SNr) FlI45 13K
W (GPi) BRI Rk NEZ (EPN) Ak (K 1), N 7 &8 BG, #ATKHA T Lindahl A1 Kotaleski(2016)
ZHTRFRIBEAL, SR, 5iZ#EA (Lindahl A1 Kotaleski,2016) ANFAJE, EX B, FATELLE/NSCIRE (D1-
SPN, D2-SPN, FSI) (RN REEARIRATHE IS I [ R 44 . B A% T — S b 22 240, DLSEILTE
fEFREAN PD 24 TIPS PERE . X MBS 2 1011 32 2 X PRELE 7 130 20 IR G T 7 VE4E A 41

FAH) BG AL 6539 ML T K. SRS uHiE . SRR AERESH IR 1.

3 ZERESHZTMRMINTHESE

NT R Z ERE I, BRATKA T Lindahl Al Kotaleski(2016) KA. £ EfZHEXT SPNs. FSIs.
STN. GPe HI SNr #1457t J e 5l i 422 () 52 i 8 0 R 15 5 S S HBAL (B ) RIEEIME (Vi) ISk B2 55 2240
KA. AT @ Z ERRHEA, RATESE o, A 0 BUEF] 1. FATH EFRERN anorma = 0.8,PD
REEN agop = 0o

3.1 ZEREXMEATHRNEN

£ D1-SPNs t, D1 %% % 32 ABum AN OUE LI IR o 17 80 (KIR) AR DL A A RN, T Hoad
Xof e SR LT 7 AR R RUSE (Gruber S5\, 2003) . FRATTIE Ik 238 2 W6 o) (1 1175 S50 JBE Fl A2 SRASEADLX 15 b 57 R

Vi TIN = VY (Lt By, )

(3.1)
E[[/)l*SPN — Efl*SPN (1 +BEL¢)

H ¢ = Qgop—normare B By, T Er (WK 3) ZMRHE Humphries A (2009) EF 1. R Planert
N (2013) $RHZ ERIKE AT D2-SPN FIXastE, EEZERGKE N 60uM FMEZ ERIORE T, HX
PR S B BB AR, F, #R¥E Lindahl F1 Kotaleski (2016) %A 4y HAHERE, IRATHZEE T £
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Kingshuk et al. Transient response of basal ganglia network

Name Value Description

Npetwore | 6539 Network size

NDZSEN 12000 Size of D1-SPN population

N2 STV 12000 Size of D2-SPN population
- 80 Size of FSI population

NN | 388 Size of STN population

NCTe-TA T 329 Size of GPe-TA population
ce 1T 1 088 Size of GPe-TI population

N . | 754 Size of SNr population

KEIooN | 364 Number of D1-SPN connections on each D1-SPN

Koy aon | 84 Number of D1-SPN connections on each D2-SPN

Kb ooy | 392 Number of D2-SPN connections on each D1-SPN

Kpba—orN | 504 Number of D2-SPN connections on each D2-SPN

Ko spn | 16 Number of FSI connections on each D1-SPN neuron

Koo apn | 11 Number of FSI connections on each D2-SPN neuron
orestx | 10 | Number of GPe-TA connections on each D1-SPN neuron
aresbn | 10 | Number of GPe-TA connections on each D2-SPN neuron
KLt 10 Number of FSI connections on each FSI neuron
Gl Al 10 Number of GPe-TA connections on each FSI neuron
LT 10 Number of GPe-TI connections on each FSI neuron
GreTI 32 Number of GPe connections on each SNr neuron

KE 2PN 1500 Number of D1-SPN connections on each SNr neuron
Koy 30 Number of STN connections on each SNr neuron

K27 57N | 500 | Number of D2-SPN connections on each GPe-TI neuron

KoY oa | 30 Number of STN connections on each GPe-TA neuron

KRN 30 Number of STN connections on each GPe-TI neuron
S 5 Number of GPe-TA reciprocal connections
e 5 Number of GPe-TA connections on each GPe-T| neuron
ng:%‘ 25 Number of GPe-TI connections on each GPe-TA neuron
ey 25 Number of GPe-TI reciprocal connections
e 30 Number of GPe-TI connections on each STN neuron

Table 1: Network and connection parameters (Lindahl and Kotaleski, 2016; Bahuguna et al., 2015).
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3.1 ZUEXMA ORI

Weight Values (nS) Delay | Values (ms)
i opy | -0.15 (Lindahl and Kotaleski, 2016) | ABI-2p% 1.7
o | -0.375 (Lindahl and Kotaleski, 2016) | ABI-SEN 1.7
D1 _epn | -0.45 (Lindahl and Kotaleski, 2016) | Api apn 1.7
D3_epn | -0.35 (Lindahl and Kotaleski, 2016) | AD3 Spy 1.7
ol apn -2.6 (Bahuguna et al., 2015) AL ooy 1.7
g apn -2.6 (Bahuguna et al., 2015) AT opn 1.7
T 00 R
D2 SPN -0.04 ABY spn 7
a 04 AT 17
035 AT 7
T i Y
gole Tl -52.5 Ay 3
DI=SPR 15 ADLSPN 7
NE S
R 106 A
8eipe-TA 0.24 QE*E_TA 2
gf,];’;* TI 0.175 AZpe-11 2
011 5SS I
T 13 T
CreT 035 Y
e 13 AT 1
STN 0.3 N 1

Table 2: Synaptic weight and delay parameters in healthy condition.
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3.1

Name Value Description
V_reset -87.2 mV (Gertler et al., 2008) | Reset value for v_m after spike
V_th -45 mV (Bahuguna et al., 2015) | Spike threshold
tau_syn_ex | 0.3 ms (Bahuguna et al., 2015) CR(;ZZEQ;?;QXGTMOW synaptic
tau_syn_in | 2 ms (Bahuguna et al., 2015) E;iislcng;n(c)i inhibitory synaptic
E L -87.2 mV Leak reversal potential
,. Magnitude of dopamine effect
P, 0.05 on resting potential
E_ex 0 mV Excitatory reversal potential
E_in -64 mV Inhibitory reversal potential
| e 128 pA Constant input current
Cm 192 pF (Gertler et al., 2008) Membrane capacitance
gL 8.04 nS (Gertler et al., 2008) Leak conductance
By 0.205 Magnitude of dopamine effect
Ttk on threshold potential
t_ref 2 ms Duration of refractory period

Table 3: D1-SPN neuron parameters (leaky integrate and fire model).

Name Value Description

V_reset -85.4 mV (Gertler et al., 2008) | Reset value for v_m after spike

V_th -45 mV (Bahuguna et al., 2015) | Spike threshold

tau_syn_ex | 0.3 ms (Bahuguna et al., 2015) Rise time of excitatory synaptic
conductance

tau_syn_in | 2 ms (Bahuguna et al., 2015) Rise time of inhibitory synaptic
conductance

E L -85.4 mV Leak reversal potential

E_ex 0 mV Excitatory reversal potential

E_in -64 mV Inhibitory reversal potential

e 0 pA Constant input current

C_m 157 pF (Gertler et al., 2008) Membrane capacitance

g L 6.46 nS (Gertler et al., 2008) Leak conductance

T_ref 2 ms Duration of refractory period

Table 4: D2-SPN neuron parameters (leaky integrate and fire model).

% N AP 28 TC P 5 R 2
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ELX D2-SPN M. JATEL Y FST Mgk SR, B 7 IEd D1 B2 AAR0E 7 T 10 2 kR L)
GRIIVE

Bt = Er° (14 Bp,¢) (3:2)
Name Value Description
V_reset -65 mV (Klaus et al., 2011) Reset value for v_m after spike
V_th -54 mV (Bahuguna et al., 2015) Spike threshold
tau_syn_ex | 0.3 ms (Bahuguna et al., 2015) Rise time of excitatory synaptic
conductance
tau_syn_in | 2 ms (Bahuguna et al., 2015) Rise time of inhibitory synaptic
conductance
E_L -65b mV Leak reversal potential
E_ex 0 mV Excitatory reversal potential
E_in -76 mV Inhibitory reversal potential
I_e 0 pA Constant input current
C_m 700 pF (Klaus et al., 2011) Membrane capacitance
g L 16.67 nS (Russo et al., 2013) Leak conductance
B, 10.078 (Lindahl and Kotaleski, 2016) | agnitude of dopamine effect
: on resting potential
t_ref 2 ms Duration of refractory period

Table 5: FSI neuron parameters (leaky integrate and fire model).

Heh g, (WFE 5 WREMSEE ERKF R EFST 2 B R EEST AR 5mV (Bracci 25
N 2002). X GPe #1470 (TA F1 TD )2 ELIZRE 2 M A0S R NI AL BOE A% IR 1145 (HCOND @
TG I (Chan ZFN, 2011), XHEAR ESETHEICH BB T ERUX AR, FRATEDL LT
75 % GPe TG B HELA «

EFPe = BE™ (14 Be,¢) (3-3)

GPe-TA 1 GPe-TI #4701 EL 8 (W& 6 F1E 7) HEEMFEKEZ ERIKT T GPe & CHIHHES
HLAT B 22 KT R IEAR 10mV o X SNr M4 0 2 EZEER N, (Zhou 28N, 2009) s&iEid g As His S
JIEE AL SIZEAL )«

ENT = BN (1+ B, ¢) (3.4)
Hrf, Be, (LR 9 KIS 2 ERKE T RS AL TR 2 ERKE T EAR 5mV .

A (6 = Quop — norma) IFEIT B (i€ By, Vi) — TEEWH PD &M T (ki)
R BHGE TN, BAICRLISES0 AR 250
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EASNEN A

Name Value Description
a 2.5 nS Subthresholded adaption
b 105 pA Spike triggered adaption
BE, -0.181 Magnitude of dopamine effect on resting potential
A 255 ms Slope factor
tau_w 20 ms Adaption time costant
V_reset -60 mV Reset value for v_m after spike
V_th -54.7 mV | Spike initiation threshold
tau_syn_ex | 1 ms Rise time of excitatory synaptic conductance
tau_syn_in | 5.5 ms Rise time of inhibitory synaptic conductance
E L -55.1 mV | Leak reversal potential
E_ex 0mV Excitatory reversal potential
E_in -65 mV Inhibitory reversal potential
|_e 1 pA Constant input current
C.m 00 pF Membrane capacitance
g L 1 nS Leak conductance
t_ref 2 ms Duration of refractory period

Table 6: GPe-TA neuron parameters (Lindahl and Kotaleski, 2016) (adaptive exponential integrate and
fire model).

3.2 ZEEXRMNERFMN

% CEIG R | RN D1-SPN I, JaS 1 EX D2-SPN [#3dt (Herndndez-Echeagaray 5N,
2004). SPN [a] 5 fish 5 55 R S 52 00 IR R e 1k 1 PRt U IR T 2 IR KV #€ (Taverna %8 N, 2008). M6k, 45
i, 2Bl EK FSIFST 28 GABAergic RAMTIGEE (Bracci %A, 2002), % EHFESHMN FSI M
D2-SPN 2 [H &R (Gittis %A, 2011), MAZ D1-SPN. £ GPe H, £ EZHFESINGE GPe>GPe
(Miguelez 56 N\, 2012) fl GPe—FSI &4z, #id#uG D2 2k, Rtz 4, Bilhnss 7 GPe-TA—SPN R fil
(Glajch %5 N, 2016) . 2 EIZHFEIL 280 > d2 ZARKEEE R IR D2-SPN X GPe #1142 e (Chuhma
&, 2011). [FFE, M2 EHERE STN—GPe 585 R fih (Herndndez 6 N, 2006). % EIE 2K GPe-TI [
RADIHISTN Rfilt (Baufreton F1 Bevan, 2008). M4, &2 EIIELHIFS STN #1270 E R Z Rl (Shen
Al Johnson,2006). % —7J51H, &% E/KF T, DI-SPN %] SNr [FEEMIL#E, Kt Igapa M D1-SPN
FI| SNr FREALH Sl T [FIFE 0 (Chuhma %8 A, 2011).

%2 CLEREXS RALSR L RISEI (g2,0v) BREBON g2y = g0y (1+82¢), b 2,y € { FSI, D1-SPN,
D2-SPN, STN, Cortex, GPe, SNr } il 57 [EFER 10 aiih.

3.3 SMEREIN

FERATI N E A, P B PR 2 TOREAR BN T AR RIS w PR A K P 7 41, B4 T R E =
BT SN ZEIEH A PD 2600 N, BN ARHEAT 7 IHRE, DU DR K BRUAS [F) M A 11 Al 5 R 6 5 4
AR —8, B, FEIER 24F T D1-SPN F1 D2-SPNe [0.01,2.0](Hz) HIZEL A IEZ (Miller Z5 N, 2008;
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Name Value Description
a 2.5nS Subthresholded adaption
b 70 pA Spike triggered adaption
BE,, -0.181 Magnitude of dopamine effect on resting potential
Ar 1.7 ms Slope factor
tau_w 20 ms Adaption time costant
V_reset -60 mV Reset value for v_m after spike
V_th -54.7 mV Spike initiation threshold
tau_syn_ex | 4.8 ms Rise time of excitatory synaptic conductance
tau_syn_in 1 ms Rise time of inhibitory synaptic conductance
E L -55.1 mV Leak reversal potential
E_ex 0 mV Excitatory reversal potential
E_in -65 mV Inhibitory reversal potential
| e 12 pA Constant external input current
C_m 40 pF Membrane capacitance
g L 1nS Leak conductance
t_ref 2 ms Duration of refractory period

Table 7: GPe-TI neuron parameters (Lindahl and Kotaleski, 2016) (adaptive exponential integrate and
fire model).

Name Value Description

V_reset -70 mV (Lindahl and Kotaleski, 2016) Reset value for v_m after spike

V_th -64 mV (Lindahl and Kotaleski, 2016) Spike threshold

tau_syn_ex | 0.33 ms Rise time of excitatory synaptic
conductance

tau_syn_in | 1.5 ms Rise time of inhibitory synaptic
conductance

E L -80.2 mV (Lindahl and Kotaleski, 2016) | Leak reversal potential

E_ex -10 mV Excitatory reversal potential

E_in -84 mV Inhibitory reversal potential

|_e 1 pA Constant input current

C_m 60 pF (Lindahl and Kotaleski, 2016) Membrane capacitance

g L 10 nS (Lindahl and Kotaleski, 2016) Leak conductance

t_ref 2 ms Duration of refractory period

Table 8: STN neuron parameters (leaky integrate and fire model).
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Name Value Description

a 3 nS (Lindahl and Kotaleski, 2016) Subthresholded adaption

b 200 pA (Lindahl and Kotaleski, 2016) Spike triggered adaption

By, ~0.0806 (Lindahl and Kotaleski, 2016) | Magnitude of dopamine effect
on resting potential

Ar 1.6 ms Slope factor

tau_w 20 ms (Lindahl and Kotaleski, 2016) Adaption time costant

V_reset -65 mV (Lindahl and Kotaleski, 2016) Reset value for v_m after spike

V_th -55.2 mV (Lindahl and Kotaleski, 2016) | Spike initiation threshold

tau_syn_ex | 5.7 ms Rise time of excitatory synaptic
conductance

tau_syn_in | 2.04 ms Rise time of inhibitory synaptic
conductance

E_L -55.8 mV (Lindahl and Kotaleski, 2016) | Leak reversal potential

E_ex 0mV Excitatory reversal potential

E_in -80 mV Inhibitory reversal potential

I|_e 0mV Constant external input current

C_m 80 pF (Lindahl and Kotaleski, 2016) Membrane capacitance

g L 3 nS (Lindahl and Kotaleski, 2016) Leak conductance

t_ref 2 ms Duration of refractory period

Table 9: SNr neuron parameters (adaptive exponential integrate and fire model).




4 FATIREALE LINDAHL 1 KOTALESKI(2018) HHiA - 7] ) 3= 5 2

Lindahl Ml Kotaleski, 2016), FSIe [10,20] (Gage % A\, 2010), STNe [10,13] (Fujimoto A Kita, 1993; Paz
2N, 2005) Al SNre [20, 35](Kita fl Kita, 2011;Benhamou fl Cohen, 2014). GPe-TA I GPe-TI {32k
T35 Mallet 5 A\ (2008) [ LAEAHICEL . [FIFE, £ PD 6, T 5cMei A (Hz) WA 21 Sl i B il
% D1-SPNe€ [0.1,0.5], D2-SPN€ [1,2], GPe-TA € [12,16](de la Crompe % A, 2020), GPe-TI€ [17,20] (de
la Crompe ¢ A\, 2020) F1 STNe [26,29](de la Crompe A, 2020). XI7T SNr, Sano 1 Nambu(2019) FFE
PD 41 FRIFEREUR iR TR, SR Al A (Kita 1 Kita,2011;Ruskin 25 A, 2002 4£) %A W% PD IR
A FBER M. Fik, FRATRFEEEAL SNr A%, HIEHIRE € [29,32] M.

N T ARALHE ) B JZ RO SN A28 Te i B2 RS20, AT — AN B R SUbK P R B SOIR AR AT STN 44
20, AT R PTA BRI 2 T S — A kel B R R R R AE Totimulation (RPN [|]) I, [ D1-
SPN. D2-SPN. FSI Ml STN & JoiE i AN IE . B E N BIA R KA b . Zm A s A NEST
117spike_generator” 2% EH &L (Gewaltig il Diesmann,2007). HH B i JBE BRI R yE N, F-ATTATBA
T S TN AR O VR A S HL AL (EPSP) B4R R f Hl 5 AR R . BAh, X R VFRATIRYE
Z WK TSR (202 BN R RSS2 TR a0 S 0 R Al AL LA ) o 7R IR
HPD 2640 T IR RS i R

4 FHA1RVHEAES Lindahl #1 Kotaleski(2016) HIREZ B EEER

X BFAVEA T Lindahl Fl Kotaleski(2016) IS : SR, A TEMNE SO RARAL F A% T — L8248, o
AR 7 H BG TS R A o tiE .. SMATMEERUATE (Lindahl 1 Kotaleski,2016), SCHRAAFT STN #1470
WA VA AT AR S P (R T S LIF #2870, BT A RALES R BN, ARSI ok, BATERAD T 80K
AN TCIBCR . T IRANX — AR, FRATHSCE T T it B2 A — L ph 22 o A 28, GPe #1 GPi/SNr #1471
4 R fykdify A5 Lindahl 1 Kotaleski(2016) {8 H BB RUAH R . X8 7 iZA8L 5 Lindahl M1 Kotaleski(2016)
MR TEAR R 26 T Ig AT Ak, RAURBTA M RME R EEMN. w5, AT A AR BRI R,
BAVEHA T B2 (9) HIME (W 10). BR TIXLEAZLAL, FATEBI L O oM RSB, b
NPT Ei

4.1 HEPFRMYE

LSS H IR AR B, ARG, B s n iR i rm B fh e o 3% 2 PO B AR #1482 T A 8
flRE Ve T TR AT . BB R AR R A I S0, DARE 2 S B A B L A SR 1 B A T R P 5 A ELAE
Mo JeAb, fEXAMER A, BrE RAGEZ FR A1) . TATXFEMOE A T I BLL ) TR R 5K F-A1EZ ) Lindahl
SN (2013) $EHH, 24 STN By, S fiJi B v SR P06 T = e N 2 B . AR, IE QnFRATI/E IX U 5
HRRT N, =B R AR T R AT B A . AL, ERERATT AN, A SIS R R B AT AT SR M — A e
MR . FATRFRE T 2 BRI RIS . BG FIBEA N A A GELLRE DA /K BEE ARl . Xk
M AT o BeAl, FRATAES TIRZ LR d2 -SPN fysgm, RERAEL BN PD &4+ D2-SPN )%
A I (B AU, XA o AT AL, 1 PRI SV v (B AP T, T 2 T AR SR B (R RR 2 T . BB
I, — ANTEEBI RS A A AL (Hjorth 58N, 2020). fEAKRHIBHFLH, AT RESfE FHIZ I 28 1 10
WAEAT BG 8. /o, FRATHBASAE LB R ORI N BG B B84, PR 2% P 1 3%
BGIRERSE G EZpTvwl LT o] 1) 2R v
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Fi B NEST Bl 38347 (Jordan %5, 2019). Ao i FE3 R A ebs-FEEE IR Sy, IR 2D
KA 0.1ms. BRI github ERRKIFHE.

6 Data Analysis[##& 7 1]

6.1 BRZSNE N 34T

N T A A TS AN, FATHEAT T 100 kds, FFHdsk Tl 1200ms BIMN . SRR T, BEES
i NI TR BEATLIE PEAE 700ms B 900ms 18], 2 Ja R [ X R AT E— B 0 BT . BRI
SEFRAE T00ms — 900ms 21, BIHEBRIRN15MHT o 2 22 M R 1R DI AIR A5 7 AT 8 B2
WU Totimutation BIJG SNr A TTHIMINL, 1 fEBEIHIEOS SNr SRS . GnATATE, RO AL
#E Totimutation > & Totimutation JFIRE L~ 350ms #18 FUK/ANRBLIUEE MRS IR E o 06, RAE T
WUSRT 100 ZAPRRIBUSUS 250ms [ IR E .

S8 3ot M E I R BT B (PSTH) AR, S MAREHR M 1ms 5540, AT 447 SNr HIBRA
MR, FATHE PSTH 484 4 AKX (W 2). XL AERH A X (R HREE5 58 EE fl LE) fI
AMHIX (BT M LI WA RS REEAREZR (P <0.05); X EDPAIESER FAE (2ms) (Sano 5
N, 2013) BATHE Z tl. ISR BN BN S — A bin B ELLRIN . R, 20880 T
T B AT, KR . 2 [T R M AT B — A bin (1. W& — bin
Bl JG > bin (B SCHINESE) 0 I (5455 S I TR A g A DX R T ) o DX 35 1 TR AR RT3 B2 X3
SRR 2 RN, ALK A (area/time) Fn iz XA . Kk, FATAEAXIT PSTH
RRE T BARRFAE: BRI (L) SEEEMIR) (D). (AR RO AR TTR (A)s GREITEIE (H,) A
% (H,). U4h, TATENE T % KIRMEEIRE (H,) (8 Hy € {Hpp—mee: Hip—maws Hol—mins HLi—min}) -

WJa, Fii € {EE EI LE LI} Z—AN%M&E ({L D AH, H, H,}). i35 7 ANFRME L T XK
W) Fo A8 FIRR) L B 500 B8 BF B AR FE A NI I M 2% (TestNetwork) F1 PD 24422 [a] A AU «

24

DistyE i network = J Z (Frer — Frestnetwort)” (6.1)
k=1

H, REF = {normal, PD}, N 7T W5 LRRFEEIER M PD &4 SN, FATHEE T —4 SNr 4

ZICWHE . WEEAS SNr M oMEET, BENLEE —MMETTH S (Ns%) RAEK—MUELER . B 2R

I (ABLH Og = 100) BUXLE SNr #2480 AF I BT I9ME, ARG HEEUA X RRIE . B — IR 5E 0

NS% WAHFHFEFRRAANFR, HET T REMHENE (Os). XEEWMESE KT LidEGA EE. EI.

LE 1 LI XIBFHERPIEMbREZE . fEIXE, FRAIHEE T Os =100 Al Ng = 50%.

ESLIGHEFUH (Ozaki 2%, 2017; Sano Al Nambu,2019), 7EFEREIRZS T, B0 N PR EIE 4 i B %)
53R EE. EI M1 LE =ANX38. 82 CHEARES T, Seie Mg 21 (10U I B3 T fe 46 =N X 3 (EE, EI
A LE) FHHAEM A X IR (Sano F Nambu,2019). SLIRHIRIERA, EIEHM PD &4 F, LE ZJ5& L1 X
Kita 1 Kita(2011). PEitt, 3% BIATE ST VYA Xk R A @ FRAS T BRI N (] 2A). Bk, BIEIRAT
ESCT UK, S T 5 SOk R TE AR FF— 2, FRAIIRNG HLRR A =AM B . fERATA L, PD %%
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W Early Excitation { EE) W Early-Late Excitation (EE-LE)
M Early Inhibition (EI) 1 W Late Inhibition (LI)

B Llate Excitation (LE)
M Late Inhibition (LI)

4
Stimulation Point Stimulation Point

B 20 BRAST R RAE . (A) BB INEOE R SNr — A MAR A R B B (IARERRAS ) o =B B N AL 35 %
#r (EE). YA (BI). MEXNa (LE) FIBEEHIE] (L1). (B)SNr FBUHR bR s B A 2 1) 7 & B R
(5 REBOR LA T AR S ‘B M EE. LE M LI K. BELAPIS KR L7 5 2 RIS T4 (BEd)
fil K R A 95% BAE X |

RIS B XU R (K] 2B) f04E EE M LE, T EI XEAWES|. ¥4 EE XA LE X&IFE—#,
PATHEE PD- XU 32 RS AL o

6.2 ZREMEET]

FEMEARRANEFAENL T, X RS SIIRGAT NEAT 1Pl FRAVE A TS A 5 00 T 1847
TEEKHA] (5s) MBI, PARVFIRG AR ERSE . EALRBIAT T 100 2065
i H Fano (K1 (FF,,) it MA Tl BOERK A (Kumar 4, 2008):

Vpo
FFop = 7 (6.2)

pop
Hrt, Epop Ml Viop 70 AN EESIIIER TS 220 X TAMKRIIARERES, FF,,, =1, HthgméT
KIS, FF,p, > 1. fEIX B, RATHFFLER N 3ms AR A TTiEs /28 XANE HOR/ANS Z B 1wt
FE A E I EIARALL (Mallet 28 A, 2008; Lindahl Al Kotaleski, 2016).

NTHE [— WBARGMZ TR, TAME TIRGTEE (OLep) . J9itt, FAUMET T A CEBIH
B (Spop(f))e BITIRAVEH 3msbins Kits PSTH, RAMZE (Fs) N 333.3Hz. N TEiHREES, &
TR T B— BB A AR D

Olpop = fﬁ%(/)zspop(f)df

Jo o' Spop(f)df
M PSTH 5 GPe HJMARISER (A BRI T ) Z ALY STN Z (B R A ARAL R &, bin K/NA
Imse HTIATN 3 HTRIRIE S— RGO, BA PSTH WRNTE 12 F1 30H 2z Z (BT W@ g . A, &
BRSNS b, XN TR, A KBRS RN AL VS, B Ims THE XA BRN A AL
%, ®a, £ 0~m WHIN, A 100 MESRMAZERETTE.

(6.3)
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7 Results

BG bR TR A S0, R B0A S 1S shiE i B (R E R IR, BRI B R O
SNr T FE AR, L b, FEMAETT, BOMEMBRE T, EARNMHSERIH =M. SR, e R
M2 DR FERAE T, AH 2 — 35 P4 Te i S AR 0w 2 1 = AR S JEAS (Sano Ml Nambu, 2019; Sano 4
N, 2013; Kita Al Kita, 2011; Ozaki %A, 2017) fath 7 BG AWM R EMEEHER . AT Tk
SUIRARFN STN A2 Ik B, AN R AR 2 oA X 28 S 40— AT 2 SN far i 16, FRATEH 1 4 i 4
270l BG M RIEEARL. EiZEA b, RINRGHMMAE T2 BHKT, R T BG PRI R
QA S0 e R RO & AR08 25 A N IR AS R TR . AEIX L, FRATEE 2 B B BN 0.8 F1 0.0, LUK
BEALVR A i FERT PD R (Lindahl 1 Kotaleski,2016) .

7.1 EBRELBFET SNr g

NT WS BG X R E R Z RN, FRATE 50% FISCIRAAT STN #Z o [FB i T — N — R4
g (WJ5%). 5 BG BIRTHA SRR S o0 5088 0 T — 20, fERREIRA T, SNr #h & Jo i & — A~ =4
W, EREEMINA (BT STN), ##] (1T D1-SPN #5), 52 M &, £ PD %4 F, SNr #iL It iz
XFHMRL (BRIA PD 44), Q4R ER R a A A (R EE-LE, W&l 3B). Kit, AR, 20
feifs SR (L7150 10) MU BG MZSHIFRE (B S—oscillations) 17 H. 48453 55 SUR A4 P Ik 25 01l 1
R SNr, K955 D1-SPN Tl LA K 58 3 & sl v M & 4%

SIS HE SR, BMELE PD &4 R, 40% () SNr #HZ&u LA =4H77 \mi B (Sano 1 Nambu, 2019). fE
BATRER G, A THE PD 00 FreE=Mmin (B 3C), FRATTE ZMHUH EU AR 2 B R R 1 B8 5 2 () 24028
B, AT T D2-SPN—GPe-TI, #1 D1-SPN—SNr FI[£MK GPe-TI—STN &8 (CHENFE 10). 1
B XA IR A DAE PR U7 2R e 2R 2 M

EVEH UL, TEMEREAIAS AR AT, BERBE K B IIMA, EAEMESHRRALT (FHM =), 7
LT R ST B R P A TR R 2k Ao SRR RN 2 LRI FE AR T B @ BRI, it i e
KT SNr M TN Ar. B4, 76 PD &M, SIRATREE = A = AHma R, SRS (B EI) B9%F
L2 F [ VS e e /N T RE SR A T (FE RUAH I 7 HR 58 A A R ) . B e, SEERDIRESAMLEL, PD &4 =
FE I N7 (RS HAN A A (LE) REERS AIREK, (HARMRIRTS . B A5 RARF R 3 — 20 22 S 415 WAk 11. 1IE% A PD
ZAF N HIRFIE A 34 5 S8 85— (Sano Al Nambu, 2019; Ozaki 25N\, 2017).

IXUegE AR, 2 PRV FE R s e LA ] XA M A X . — 0T, 2 BRI AR T D1-SPN 1)
MAgME (Gruber 2N, 2003), /0T D1-SPN FIEEAEECHE, MIEMT D2-SPN MICER ., Kk, BHiB@K%
WiHl55, SECSNr RIS ( “EI1” ) Wb 5—J51H, GPe-TI (I3 FFFK, GPe-TA ML R 10
(Mallet £%, 2008). X-SFHWRIERTS, “LE” XK.,

7.2 STN 7&£ SNr 7 3| iChR7SNm R

N T o B E R AR B AR DTER, FRATIE OO STN I (¥ SNr i (B 3 JH—4T, R
). TEAEREIRES, FFA LI (Maurice 55N ,2003) FIRT—AMEALHF T (Lindahl 25 A ,2013), STN #il¥ 50
AT — P =AHMA L) SNy, SR R ZE B XSS, LE X BESS AR, L S . X5, STN % SNr [
ERE T EE X, GPe-TLiHM5 T EI X, LE X&H STN-TI-SNr i@# 51 1. /£ PD %4 F, STN
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K 3: %% GPe-TA. GPe-TI. STN 1 SNr /M. (A) GPe-TA. GPe-TI. STN F1 SNr i 5 #£: ST
¥ PSTH(100 Kik56). (B) pd -XHPRAE T GPe-TA. GPe-TI. STN Al SNr &£ 567 PSTH(100 Kik
). (C) pd -=A%MF GPe-TA. GPe-TI. STN Ml SNr #4011 PSTH(100 YKik4e). S f) 6 F Lk
FORRBGE LA 5. Eh a2 FRR SN MU STN RIS IS [N o



7 RESULTS Hotm 7.2 STN f£ SNr H 5] As i
Name Value in PD-Biphasic Value in PD-Triphasic
pESE | -1.27 (Lindahl and Kotaleski, 2016) -1.27
B&Te 1 -0.53 (Lindahl and Kotaleski, 2016) -0.53
B&Ee | -0.83 (Lindahl and Kotaleski, 2016) -0.83
BEpe 1T -1.00 -0.48
ST 03 03
5C7e, | 1.04 (Lindahl and Kotaleski, 2016) 1.04
57 0,26 (Lindahl and Kotaleski, 2016) 20.26
3537 s pn | -0.90 (Lindahl and Kotaleski, 2016) -0.90
BN | 0.88 (Lindahl and Kotaleski, 2016) 0.88
B51shn | -1.22 (Lindahl and Kotaleski, 2016) -1.22
8355 spn | -1.15 (Lindahl and Kotaleski, 2016) -1.15
BEL—SPN 0.42 0.56 (Lindahl and Kotaleski, 2016)
larte 115 115
B -0.54 -0.24 (Lindahl and Kotaleski, 2016)

Table 10: Synaptic dopamine parameters. To obtain a triphasic response in PD condition we had to
change a few parameters of the network tuned in default PD state (biphasic). These changes are marked

in boldface.
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7.2 STN 7£ SNr 7 5| e A i

Normal (triphasic) | PD-biphasic | PD-triphasic
Early Excitation (EE)
Latency (ms) 70+0 70£0 70+0
Duration (ms) 30+ 0 2201 £ 0.1 300
Deviation of peak amplitude 4038 +1.01 | 84.63 + 1.48 | 150.7 = 1.82
from the baseline
Early inhibition (EI) *ND
Latency (ms) 100+0 100+0
Duration (ms) 508 = 0.14 419 + 0.39
Deviation of peak amplitude
from the baseline (Fl, — Hy) -28.62 + 0.22 -13.39 + 0.48
late excitation (LE) H4
Latency (ms) 1598 + 0.14 14.19 £+ 0.39
Duration (ms) 7.03 = 0.17 13.81 £ 0.39
Deviation of peak amplitude
from the baseline (F, — Hy.) 152.86 & 1.43 140.09 + 1.28
Late inhibition (LI)
Latency (ms) 23.01 £0.1 20.01 £ 0.1 280+0
Duration (ms) 12.14 = 0.40 36.78 £ 0.77 | 32.51 = 0.50
Deviation of peak amplitude
from the baseline (Fl, — Hy.) -10.41 £ 0.42 -17.04 £ 0.36 | -18.51 + 0.29

Table 11: Features of the transient response of the SNr neurons. Here the variations in the features were
obtained using multiple observations (100 in number) of the simulation output. In each observation, 50%
of SNr neurons were randomly chosen. ## The statistics for EE in PD-biphasic are given for the complete
excitatory response comprising of both EE and LE. In this case, the El was not detectable using statistical
test, hence the two excitations (EE and LE) were merged during computation of the parameters. Here,
the deviation of peak amplitude (H,) was measured with respect to baseline (Hj,;). *ND denotes that
the zone was not detected using significance test (See the subsection Data Analysis).
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RIEAE FHIBESTN A H EE X (AL, EEFIRSTRERN EE XA LE X&3F 8N —HXEX).
£ PD ZAH45MH, EE XIBEE ARG Z . XL UESE [ /E@BIRS T, BEBEERMIE 7 EE X, HiE
BT BI X, (A&l | LE/LI X,

7.3 B BRI B XSRS R B9S2

L R 50% BUSCIR AR STN BEARSRIIR . B Tk, ff i 75 ) L i %
HoE e RIR/D PD AR I T B = ISR A2 5. it TGN T 362 5 J2 W
SORAAT STN M2 TERMCR (DU 2RISR EE) . o T B S A RIE AL, RATIR T fHERA
(&l 4B, C) FI PD R (& 4D, E) A [ 58 A8 I 1) o G [ AL (T /)«

RATRBL, TEARBER PD &M F, IIMKBEOIRIE (B 4A) TEHAIFIER (2 AT E0 2 SRRy . 55—
JTT 247 X ML ) P BT A0 12 X7 SR E USRI, T 0 T/ T 98 0 3
R, XT38 R R (10%) (15 SINAE R B TG TR (B 4 B, C), TifE PD &4 F (&
4D, E), FRETIRIME R T R TR

PABIR B, XL RN, MAETE PD &4 F A SIRIORIN, TRATB R A IR RN T R R 5
o 0 5 5 ) AR A 3 7 O 2 5 6 O £ F J B -BG AT, T EER T BG
P B B

7.4 Effect of change in Synaptic connections on cortical evoked transient response
in SNr

FE BT, FRATEW] 18— S it B2 LA 1 = R AR . AR R A S5 B (1) 22 4 (3% 2),
DR AN R el it 528 P A (R R 2Ok R 50 FRATTI 45 R AR 21t . BG Bl VERI L5 R B, = A R
2 D1-SPN—SNr ) (F04H]), GPe-TA«GPe-TT Fl STN GPe-TT (MG I A5 /M) ERE. R,
TV R SARIX N R, FEAL T DA DI = AR W S ) BRI 1] (area,/time) FROHFEEIN TAJAITEIAA . 2% 5% fih
BUE I 5 KAE AR /ME. (D1-SPN—SNr) SR fi) 737l BT 7 Jie 2 455 Ak i sh S (LID) 1 PD %44 N i)
B PA D1-SPN—SNr Ayl 5 firh i) e /IME A KA 23 %6 BT PD S A4FA LID 641 (W3 10). WRAE PD 5%
PET, REBUEAR T IEH %A THE (v) 8 T —ARBT m e RY, WZRMBUE S 7 8 v m ZHFH|
v/me

FRATT R I = A B 2 P9 PG A DX 33 14 4 88 B [ o 3 7S AN AN [1] 1) SR A A B R AR e Fai i) (B 5 A-F). 4
AN DX I TR AR/ F ) 6 2 i 2 2 () AR AL LA BURK . 940, D1-SPN—SNr HEER4M | ET XIS THAR /i 1E) (1
5G);STN—GPe-TI &N | EE Al EI XFHEIAR /i8] (K] 5 K) 1 D2-SPN—GPe-TL #H0 | EI LE
A LT XA /B (B 5 H)o 2R1M, GPe-TI»GPe-TA F1 GPe-TI—STN %45 M AT ] DX 35k fry i AR / Fef
& (K5 1,J,L),

MZA M KFE, D2-SPN—GPe-TT 7EAR S LA 22 LA T, ST SR8 W B ) B S B S 4. D2-
SPN—GPe-TI (IRAEENLZ CHOIRA T, H4e. MDAy A /I RS &, e S 2 BRCIRAS T, w4 ]
X 84z k.
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FHIE, {HTE PDORA TS, PRI =AM, VR, TR 26T B v i b 6 7 R FRAT T AT ARSI 21 AH B
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7.5 ZERRERMIERREX SNr B R MRS

NTEL PD &4, BATMAE T IUANERZESE (WE 10). B2, fEaf—T5%, FAVERT DI-SPN—SNr
A D2-SPN—GPe-TT XF = AHWA R 520 R K. Bk, BN RBATRH T — AN AR R IRATE 4%
4% (R) D2-SPN—GPe-TI 8¢ STN<>GPe-TT 35k GPe-TA<>GPe-TT), A LICKF =AM 5 (i LR PK B F i FEtR
AT UERITIR

Nk, FATELHET PD OIRATH BG WL (& 10), I SNr B RN =AHmR,. SRE%E D2-
SPN—STN-GPe-TI [f]/Jf&, GPe-TA<GPe-TI, D1-SPN—SNr —/NE—A . WK 18] — 61 A% 2 18] 1) 28 firh i
F2,(FR) Sl FLAE IR 2 55 1E (1) 8RS A 28 Eh AL T I T8 I SO T RO R B SR, (3) BRI
fif e SNr —E —FEIIER RS . AT LB BRSHA PD R (WKE — 2 (R S i BUE A AN 55— 5E 1 S A
B) W=AHma R, FAVEH AR 5 WE T PR &R R R (W7 BOEE 4 )

BATRIKE D2-SPN—GPe-TI H Pl Fl 5k GPe-TTI—GPe-TA AJ LA 5 2500 B R B IE#IRE T
MR IIR (B 6). MEELZ R, PKE D1-SPN—SNr ZfiE Bl TGS A R T PD FfERESME T (B 6).
XSEFNTE PD %A, BRT DI1-SPN Xf SNr SRAhHIRIGS, KZEXF D1-SPN H% A HI#55 7 (Lindahl 1
Kotaleski,2016), [k, HZHFMA GRS D1-SPN IS5 R, HKUbIRATMEE S, B D2-SPN—Pe-TI &
GPe-TI+>GPe-TA ffi PD R T B i B 5 B T@ BORAS, HEPEantt, SRS R A %A .
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TR R 2 SR 2% 2 R EE B (AR 5 115, 4 kRR PD M4 S5MNAM LS 2 RIFEE S . X 8K
MR L FG R — A PD NS (FEE A=Ak = A R), Horh AN A R (78 x Flh 3R 3) Bk 2 2R .
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7.6 BG MERIFFEIETD)

TERFEEEPIRA (BRI F, A BG WAANIA AN b BRI L AN PD ORI E
FhrE (Brown 5N, 2001;Mallet 55 A, 2008,2006). Kbk, T RBATMER T FATH K= 575 1 =AHFIXL
FEWE R (25 SHOR WA LG B— WBHRG . ik, 1 BG W4 B R —AHEODURH BRI BRI, FRATT/ %2
T PD %M BG P&, JE T IEESAT I (ORI &30 kG A E 4 .

FRATTARI s 77 Az S5 5 W 2 e 2 PR ] — 2H 2800 S DALE AR A = AR i AR 51 RS T TR b B (K
7 A-D). #E Nk, JATE T BG AR ZAAHK R, Mallet 55 A (2008) fi& GPe-TA 1 STN %
TCHITEMAFAERIFOC R, GPe-TA HI GPe-TI MZ JTAFAE AR R FERATHIBAL 1, GPe-TA F1 GPe-TI.
GPe-TA fil STN. GPe-TI fl STN Z [AIMAHKX R (K 7 E-G) 5 SZI0 %0 oW a2 B AR ¢ /AL, [Rltk, dxde
SIRRW], 1E PD SRAFT, LR IERR A SSBA AR A0 A AT e 57 I 2 1) I A 45 58 3 ) ) Al

A GPe-TA B GPe-Tl E  between GPe-TA and GPe-TI
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Bl 7 B— WBARG IEAEATIEEN ) BG. (A) f@5R (4%fh). PD-=A4H (ZL¢4) 1 PD-XUM (KRfh) [ &AF
T GPe-TA i&Mi%. (B) 5mit A MF, HFT GPe-TI. (C) 5 A MM, {2 STN. (D) SHK A
[, {2 SNr A[F. (E) GPe-TA il GPe-TI £ 0 fl 7 JuF N IAEN R R (LUNERR). (F) 5 E M, Hi&
GPe-TA 5 STN MK &R, (G) 5 E #[H, Hi& GPe- TI 5 STN WM K R 7E e FiaRIARN B 7 -4,
GPe-TA Ml GPe-TI WML ZELE 27/3 ILIERE(. /£ F A G 950 LLEF] GPe-TA-STN [I[FRIM K HR
Al GPe-TI-STN KTl AR R

7.7 SURR-EBEIRMEAK-TEREEN (- RSN

IR f— WEBRG & PD M— AN EE S, (HIXERE F I ATE . S2I03dE (Plenz 1
Kital, 1999;Hammond %$ A\, 2007;Tachibana % A, 2011;de la Crompe %A, 2020) FitHBEE (Kumar %
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N, 2008;Tachibana %5 A, 2011;Holgado % A\, 2010;Pavlides % A\, 2015;Bahuguna % A, 2020) A F32H
TrEAEIRG A SN EMHEEH . XBERNMTRT BG BA, FEEN T BEBRASWN, FERILFEFER
BRI AT U= A B— BRIk, TATA —DHCUARITEA I BG 229 WAl X o] DAFE BhERA 146 /)
PR R JUE &R

BT IRATRBAUA ] FH AL I8 H0E, GPe CEMN— N REERIMNES, WAES f— WEIRY . AW, &
B N A R R — AN P AR R G TR S E A ANIE R . G, A T 24k GPe ERIARNT TTER, AT
BREUIRIAST GPe-TI & JTIMIN, 8L GPe XTECIRIA FSIs )45, 5% GPe-STN A EAEH . FTf X L5
AWM ARF BG M4 AT, £ PD %40 F Rox HXCHEL = AR, FEPIFR PD 254 (P AHMA
AT =AHW ), FEBR GPe-TI #1£20H) D2-SPN i ANRF 4k 9 Al [F] 252 PR B A BRRAS B 7KF (B 8 ek th
%) XK T Z EEFESOIRAE T D2-SPN JEIE T BG #R% KU (Kumar A\, 2008;Mallet %5 A,
2006;Sharott 2 A\, 2017). B4, HILHISRKIERI], D2-SPN fy N2 T GPe-TI F#EHIIR (de la Crompe
25, 2020).
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K 8 LR A FD M 251k, (A) 24 D2-SPN—GPe-T1 Z [AZfiliE i1}, GPe-TA. GPe-TI. STN Al
SNr 7EIEH « PD- XU A FI56 A% 0 2% I (K19R % 16 50, STN«+>GPe-TI [A#%, GPe-TI+>GPe-TA &3 A1 GPe-
TI—FSI TikiEid. (B) IE% . PD-XAIRESRZHM LT GPe-TA. GPe-TI. STN #1 SNr ] Fano ¥,
D2-SPN—GPe-TI 2 [A] [ 5filti%#z, STN<«>GPe-TI [Al#%, GPe-TI+»GPe-TA #{# fifl GPe-T—FSI Joiki%
. (C) 5 A HWE PD-Z=AHANAHFE. (D) 5 B A PD-=AHIAH [

FIELZ . SUIRMK FSIs 1 GPe USRI 2 BRAHIR I AR5 A K KIS .. GPe-TA 1 GPe-TI #1470
Z A AR A B S B e T AR IR 24 BG 7E PD 4444 T SEom =AM R, 3 B3 43 i R s 2 a2 B
ZHIRGFE (B 8 B s%). AR, BMETELE GPe &L N IIMIEG, TR AE D M #F L AE f BOIR S
TITHER I ERZ .

L NIEVF I, 2Bk STN«GPe-TI HHIEALMNRY;, T PD &M T M RIBESm PR (

& 8 i
K)o IXEERIRY], LERaADH] STN ARG LTI, X5 de la Crompe 55 A (2020) BT

AL
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KB ARATRY] STN FeB LM AR H IR (21 Gradinaru SEA (2009)).

7.8 Diversity of transient responses[B#750n R B9 % 4 14]

WIHTATAR, |ATH BG WIRERZIAIN), R, FATTRT LATE W0 4% v = A OURH al = TR 14 % 25 1 7
SR, XA AL T R 8 g SC B K I 28 AH ELAE S X S0 B AR P B B4 i 52 TR AKURH A2 9 = A0 (R
D2-SPN—GPe-TI, D1-SPN—SNr,GPe-TI—STN) . 1% £ 52 1 AN I )840 AT BE A2 A P UL 452 1 1 5 2 e o2 22
YRR R 2 — o SR, IEFEREAT B03E Bl R 4Rt m] Be A B TR 25 LA 22 14, DRI D I 25 1 2 P 4R T
YT R JE RN BAE S (IR B B e b, S SRR BHE R, 2 PD ARG R S B A AERT, RS
AR 2 B (Chiken 55 A, 2020).

NT X —Ri, FATHEE T PD RS FHIMLE, EHRET, B XGHRmEL (£ 10), FEEIRG T
ANFEI B AL b i . AT M8, W7 “EE—FEI—LE”. “EE—FEI".“EI—-LE”.“EE—LE”.“FEE”
A CLE” ANFEMPImWEN ., XH “EE - EI - LE” Fon—" WA M4 (BE). ft) (BE1) M4 (LE)
E2 W5 R i< 11 ) A R = N <o 2 L IV 12 S 1 ) S B e A B 2D - S R I N T o 2
I 265 05 TR R e AR SRR R L, R 2 B R (47%) Rl 02 “EE — LE” (CERLVTE 3 B). 28T, RATHMWEE
T HUREAT =AHME L (B9 A).
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SNr Wi B[R E 43 Ee e (B) BRAS W S TR I TR ARG . W38 fEIR BENLAE AL (88 MHALE #: 7 SNr
SERE) 2 AAL) HIB BG SRANTRIBRS IR (4224 VORER) . Z0EIRIE: PRIBESIR (48 YORkK), 24l
WS SNr AR A2 “LE”. Brown trace: “FRIBRA )V (4224/88 = 48 i), X5 ZHi AL SNr
T LB B, HKAN “EE — LE”.

AR 32 B2 T B E R AR R G B B AN [F] o 9, SRR I T BRI p— R (M
NLIARA, ZEIR 1) 67 /7 LARTHIUEME), SN JCiERIXT hyperdirect 1 B A1 B IE 2 AR ILE) (LLEIRDE, K 9
B). Pt ixXSeSR AR B R “LE”. MR, RIBEIEIRG ) EH (58— AN EAE AR R A AL
SEIR 87 /7) I, FLIFIMGI A AT L, A sI AR (BRI, Kl 9 B).
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NTRAAF BG BXHEEM PD 24T FHEAW MK TR, FATEE T BG FILMERIRE (WK 4.
5)o TAVKPITA IXERIE PR, Ho R m EREE 5 (AR T2, FF T 1 b B ar
AeWE . XARMEIEL R, A BA AN R 0 A W 25 DL AT BEAR R AN A SN/ GPi IX Il 10 3 I 25 1 J34 )
. b, EXFEREHERITETEC AN PD & 0F PBESINE R BSRFUE (MR 12), X5
DIULHC. TX4ess S IRAS e MR L 1 P 00 52 21 B ma B AR 4= 8 2 A, BB TR IR I BRI SR Ak JE 12 1) 2 4
BRIV N S

Normal (triphasic) PD-biphasic PD-triphasic
Early Excitation (EE)
Latency (ms) 7.0£0 70+ 0 7.0+0
Duration (ms) 30+0 23.0 £ 0.79 3.69 = 0.46
Deviation of peak amplitude 38.02 + 2.76 75.84 + 12.53 153.63 + 6.43
from the baseline
Early inhibition (EI) *ND
Latency (ms) 100+ 0 10.69 £ 0.46
Duration (ms) 5.56 + 0.49 3.66 = 0.77
Deviation of peak amplitude
from the baseline (H,, — Hius) -20.18 + 0.54 117 +£1.73
late excitation (LE) H##
Latency (ms) 15.56 + 0.49 1435 + 0.47
Duration (ms) 7.66 £ 0.51 1421 £ 0.71
Deviation of peak amplitude
from the baseline (F, — Hyy) 156.72 + 16.24 139.45 = 291
Late inhibition (LI)
Latency (ms) 23.22 £ 0.42 30.0 = 0.79 28.57 + 0.49
Duration (ms) 13.17 £ 0.96 44.09 £ 9.35 318 £1.11
Deviation of peak amplitude .
from the baseline (H, — Hius) -11.81 + 1.64 -16.6 inhibition£ 1.72 | -19.55 4+ 1.31

Table 12: Features of the transient response of the SNr neurons, same as Table 11 however, by pooling
synaptic weights corresponding to Figure 5. Here the variations in the features in normal state were
obtained by simulating the network with the range of synaptic weights of a particular connection between
v-(v-v/m)*1/3 and v + (v¥m - v)*1/3. Similarly, the variations in the features in the PD conditions (PD-
biphasic and PD-triphasic) were obtained by simulating the network with the range of synaptic weights of a
particular connection between v + (v¥m - v)*1/3 and v + (v¥*m - v)*3/3. These were done by considering
6 types of synaptic connections corresponding to Figure 5.

7.9 Discussion[i7i£]

FERX L, JRATHETE AR TR 5 5 A A 2 T iy 520 K i B2 J2 5 S O A e N2 AT BG: 19 45 FR) R 820
SPRASI . B, K2 522 S8 SN /GPi (BG %) B =M. EREe &G, W
A <B R BQAE,  TX Ao N (AR S S A0 T o e 2w 2 ) AN [R] X 4R A5 B s 3 8 S AN [A) 5 AR B . 4912,
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HIEBINA, EE XEE T REES), EI XARFEaifitir, LE X{4#1EE3) (Nambu %A\, 2002;Chiken 55
N, 2020). W& T EI XESFEGE AN N Sz igA . F58 b, 1-2 EET7EUREME STN
H#HHREVKE EI X, HAEE PD Hi@shHkEE (Chiken 5, 2020). SNr/GPi I = AHNT N8 F il BG 1) EE.
T 22 N1 L B R T I ) 22 R R R ), X LRI PRV SR AE SNr/GPi .

FEIX L, FRATTR B, RS R TR RT5 PD RS R Z B R A F BG F%H] (D1-
SPN—SNr), {Ht i STN # GPe (GPe-TI—STN) Z[HMAHEA/EM (B 5 K), fEHEFFEE F, £IC GPe-
TA+GPe-TI(E 6). tb4h, TATRKI, BG M4 (GLHEFARAIELE 06 EVE) AH R A2 40 7T 5E -5 S0 2 i . 1Y)
#F, LA BG Hif- S BRIk 5 AN R 2 5 B

£ PD A1, #0270 ] LRI M AR B = AR BRI S (Sano 1 Nambu,2019), B3 E8E F 5@ HR
A NUEER = AR R E . FEFRATAOBI B IRATK S B A E ERRASES, PD 2 AF T 355 1)
XUREME N (FR 4% Lindahl A1 Kotaleski(2016) MR SR1T, Jy 1 3R1F = AHME N, FATH 2> D2-SPN—GPe-
TI, #1 D1-SPN—SNr £k GPe-TI—>STN #4#: (WK 10). XEHZ ERLMNAE BG AR A A2 1]
ARSI N T IR RERES, SERHR 2 AR R R PR R E 2 . 2 TR A 2 BEPE AR i 33
I (AR B B, S ) T DA 7E A% P L5 21 PR 285 T 182 1) 22 R

UL, Blenkinsop 25 A (2017) #2Hi, TEMEFERAS T, SN A1 R A AT = AH W 87 A2 7 [R5 B 1) 3% G\
F1%) ) Fie: oy 3 XA 2 W) 80 B AR R T 7 A 1Y) o FE AT DO RERR BIEIE 1) BG #5284, GPe P IK R FIR B /b &
EETE STN M ui ey (WRERH T B ETHA) 3 LE XHIL, AP AR (Blenkinsop
N, 2017) XH, FRAVEH 7ERAE IR S EE N BC B, AT REE, BC A Z AR
fish 358 JEE 1) 22 A5 14 1T e 5 B — e 28 50 L AR R, 17 5 — LS 28 0 LA AR B, . 7 A48 Blenkinsop %5 A .
(2017) EFRATAVERL RN LE B FRI8E B2 n] DA B (B 4) FRATH TAESR H— N5 OK (10 5 i [a) 418 %
(D2-SPN—GPe-TT) 75 F il 5% 25 1 B TSR E IEH A1 PD 261 X — M 845 5 5 Blenkinsop 25 A (2017)
I —5.

FUETRATRIIHAE PD RS N2 T = Hma s, B /e fis S e/ RRRA T W& R 1 M2 AR . 5
f@RFERSAHLL, PDOIRZS TR R MDA IR BEASS, (HRFEEN (AR . BhAh, I 88 =R B (1 22 S A e i 1
TR J2 SRR R SR DR, 3K 5 BH A2 45 ¥ R B i R AR 2 S ECZ B BG WA Z MM R S BAEH . X B
AR E GPe F] SNr Al STN #| SNr I RAMZFHAM . SR80, SLIHIERH, GPe 5 SNr Z AR bR
HAEHAFIAR (Connelly %8N\, 2010). Lindahl %% (2013) AN, 24 GPe X SNr Zfil & 8 H 45 BHHNAR S, STN
X SNt Ze it 8 1% K B H T HAHAR, DUARSE SNr MR/, Lindahl 25 A (2013) #F—53& 8, A% AFFLE 10ms
I, AT HAIAL 20 BG M R AR UM o X B, FEFRATAIRERL b, AT B8 T IR A R RS
I, FEARI SR Ak AT Be AN e s AT SE R . SRR, K B A E B TR A Y AT IR

Z WA Ot . SR A FE AN SR A T B Z A (W3R 10). 2 7 S8 U b ER AL AR R — )
kA R L PR TR 3, FRA I HRBN 1 6 DMEBORBEMSEL (B 5). GPe-TT X Bk i Sz (1 712 1 o B R Bk
(1, RN eSS 7 RS As X ARSI X (B 5). BtAh, DI1-SPN—SNr B I\ v A2 vk e S0 il 1 5%
. ATEIEE D2-SPN—GPe-T1 {58 83— D AESE T X o4 RO B AT R KT, [F B R RRARATT )
FAbZHUL L EHKF . X — B — WA ROt Al PD OIRZS ) = 10w 82 58 Bl T ORI 2 1

fEALE STN Fl GPe [ b B BIRY MEHAI T, STN«GPe %3 & 1E K RIR Y 58 S H0H I
(Holgado % N, 2010;Pavlides ¢ A\, 2015). FESCIRIEMNIEZBT-BG M) 764 BG #44, STN—GPe Al fg
A EE, 5L b, Leblois A (2006) KB, EHNE ERRR AR [AAHEAEFH 20 2 BLB KR . 8
ifii, fE Leblois & A (2006) MI#EAIH . GPe £/ ARG TIRAER, X5 3 (de la Crompe 5
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N, 2020). TEFRATHIBAE G, 5 &I SRHHE —20 (de la Crompe 55N, 2020) STN—GPe X} T /= £ &%
FAREE, FL b, FRAMERE, LB STN-GPe-TI EEF ARG (K 8 1), RUWsgE RS
SLICHAEA LSS (de la Crompe %, 2020) f&HH 17— WRAZ STN«<GPe M, A WRLL 2458 H.
VER =R o BAEAR TAE P BA BRITIXAN M, HOYIXA 0 M EE R 800, BATEMR T
STN+GPe 41, GPe [MIZSUIRMI S $0T LL K GPe PRIV S 524 ] LR B — AN 00 % -k i 2%, X
ARG TR EAE R, ZHTSEREIE (Mallet A, 2006;de la Crompe %6 A\, 2020;Sharott
2N, 2017) AFERA (Kumar 25N, 2011;Mirzaei %A\, 2017;Bahuguna %5 A, 2020) &4 7584 J1H03E
5, FKHIIN5E D2-SPN—GPe-TT E#:0  LAE BG HFFEHESIRE T BT 5— BBIRG /F2. Hil, £
H, FRAMRME T —ANE PD RA R 2B BRI RFSIG S SR — ke . BRATIEE RS T GPe TEIH
BG sl Tl g7 1 i) 521

JEIRAN B B, HEAERME 7 BiE BG BRI RURHE IR M AZ HAE, T HAZARNE R L 0,
BG VA% A A 2 18] 14D JE A 5 B AR R o) 98 3 W e v 2 28 G B TS o FRAT TR I, S [ DX 3 4 1 S ) 4R 482 F 1] %o
BG W25 AH EAE AL B AR R B SR, AN DX g T AR /e [ AN B S itk o IX SR FE AR P9 Hidls
mh, FRATREZ R IA 5] DX R BRI () 20 A A, AN 5] DX T AR /I TR) 0 AT e o FLOi, FRATTR AR T
R RN, AE PD RS T AN REVK I 1E 5 ARSI N JR o 1 — Fo I my DA i 33 Jon fl V5o 52 Bl m 4
IR 2 e B SRIGTE (B, AL RO 7) . fJa, BRETED % E D2-SPN—GPe-T1 [f1E#
SR (BUEL K D2-SPN [IiEdE), EMEAE PD 4504 N tH A0 B Rz Al R A% s o o7 2 245
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