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Advances in research on the role of basal ganglia in motor control

HUANG Hao-lJie, LI Yi-Ting, HOU Li-Juan, LIU Xiao-Li, QIAO De-Cai*
(College of P.E and Sports, Beijing Normal University, Beijing 100875, China)

Abstract: The basal ganglia is a group of subcortical nuclei responsible primarily for motor control, motor learning
and emotional cognition. The classical basal ganglia model shows how information flows through the basal ganglia
back to the cortex through two pathways for the proper execution of movement. Now it is considered that the
occurrence of multiple dyskinesia diseases are considered related to the abnormal basal ganglia, however, it
remains unclear how they account for control in kinematics of movement such as speed, orientation or motor
intensity. Accordingly, in this paper, we summarize the research process of the functions of basal ganglia in motor
control, which can provide a reference for further study.

Key words: basal ganglia; motor control; kinematics; motor learning

iz i, PR ME RGERHE ) R G K H
B2, RIS BOAR b S 4 B AT 5K LA % 7= A2 da
2, MBI 2 iiash . WA 7 s
BRI, IR R PAT & R R o 1, tud,
VA2 By A AL A At 3 I8 — s 0 B (W B )
B B 2 1) 0 8 RV (A0 2R RERHEAT B4 ). B
FONNIE R GAFAE — FILIR] B D00 1 30 B 40775
AP B AL 2 B R R - BRI TIR
B, FERAPLT (basal ganglia, BG) /& M AT
1 — e A0 B G R ) B2 JZ (cortex, Cx) N #1£4% 1 1
itk Y, FEEMHE . SURAE (striatum, Str). B Bk
AN (external globuspallidus, GPe). 75 F Bk P ]
/PG RRE A4 (internal globuspallidus/substantia
S E

nigra reticular part, GPi/SNr). [l (substantia

nigraparscompacta, SN¢) F1 Frfixi i #% (subthalamic nucleus,
STN) %% 5 A% 1,
TSI C B TR SR AR BR ], A TR I
2T QAT RIS B IS B o DA IX LS AR S e
B2 SRR IE A RARIE 2 . dpiln, AR GIBHE 2
TR 5 SR R 22 B B T IR S S g A SR R 1)
I, R R 22 B I 4% I AH SS I L IR T AN D
BT, ArE g R Rt R, i3
T L R A 28 1 L {RT S NHIZ B ()32 B 2 R 45 L FLAE
EF IR

S HER: 2019-07-24; 1&EIHEA: 2019-10-26
EemB: EXRARFIEESIH (31571221, 31971095)
*BIEIEE: E-mail: decaig@bnu.edu.cn



1100 ERER A=

ERIESS

1 ER#METHEEMEESRLEETE
ERIRIT

B2 - BRI, SUREERCR B L
TR R E (B R E L T R E AR R 2 )
(LT HEHE 5, KB4 % AMI UK A4 (dorsolateral
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4 #%% (Parkinson’s disease, PD) 3 At th B [1K1i2 5)
DI Re RS o
22 &5iAREEE
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155 B A Aor B LIS HUATUREXS 1738 B 5200 o 2470 B
YRRl ) AU, B A T A% A —— B
JoE R 1 GABA BE A 28 0 Y TSRS 1 ) A
RN o 22 0 PR S FRL a2, AR 28 e ) S BAH
SRR 2S5 RN, FE AR I D Re A
Jii b A fai BB A0 B AR AT 9, Hh S5 &
Iz 77 B . T RE R E RS IR
5 F RS PRIE B I E =55 R, Barter £ B
1) 573 — TR 5 33— 20 R TR 22 45 B o R 4 22 T
(I LA 26 5 /N BRIE Bl 2 Sk RS B 5 n) S TE A
KBS, FFRIAH — A B A L 2 1
RO X 7 H YRR A 2 T, AR M4 T
ERFE R (B By £y A) Nieshid g o
NS, T AEAR [ 7 W) )18 B0 FE A 2 s B0
CLEE LI B N, R FP R B AR 2 T - — 4
ZIu AR ) FIZEh G R, BEE N Nissh
MRS, 3R I x HISsh K7 B 1
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Xy y EEEAR, AT LURE A T s H s )
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) 2 (A A7 52 RS 4298 R AR . Yin P AN 2
Jo7 X R0 B H AR TS S ), e s e A
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RN Al Tk T o 2 5 i N AR Y SC N
M FARE )7 10 B BRI R E Tk
#hizzh, FrbhH RHEATE R R 5 iE A T
Gk HAR AL ()12 8 77 [F 4. b4, Markowitz
2 PR R BN RAEPAT H B =4E88) (LA RTE
N ) i, DLS AMEZmSAER, M HAE
¥ T X Se A 1A X 32 W8 IE A I HR e — R A e B
KEEEH, DLS M4 47 W 2 T B 1 X pk AL &
BRAE—ifD, BEFANE)fea s 2 (A 1) BB e e (e it
X = YEis S G D o
2.3 S5RIREHRE

1BB)BRIE RIS iR —E T 1R B B
ROl . REma e sa R, o
S R TR R JEC A 8 7 98 AR 7 A 1 I PR RE IR R L %%
B S IARE I LB E S w2, WL IEA R
ACE) 5Ty R P Biltn, PD R H
BENRGE, 18VERTT 4R GAE (chronic fatigue syndrome,
CFS) &5 L H 5% 55 FULTE J1. SRT, AR MEM
RGP 22 7T PR I PR 5 s v HE BT L IR DR . T,
HRIZBNIE 5 (exercise fatigue, EF). CFS 1 PD
Bt Tk — 2 g A gt 7 R

EF J2 48 WL A4 B B AN Re e RF HOL R 7E — ¢
KT BB R4 TUE SREE I —FP AR BRI R, 4b
R NIBERE AL B, TH4Edk, ASz
5% EF X AL e T 1 — R A A 22 70 LA 5 it skt
FRKI, EF JGHKBRECRAE & T s, Bk
JBCHEL I B S5 25 8 B, 38 I ERAMIN 5 4 22 0 A A
g AR LR B, R AZ A2 T FB IR
S B8 L BR P R 2 B R R A A4 T
RS R B AR, AR EIE R
D2DR 5 155 F T SCR AR Bk 17 K B EF H 30,
My D2DR s I 4EIR | EF (7= M, ixsbgh
N, HBIRSUIRIE Z L RE 24200 I 1] fe 2 5 3%
EF, D2DR wJ{E Nk EF (88 . ok, Aszig
FICAERRE TN & R A fMRT B AR I %
B, EF Ji 55 i A 28 1 R0 e o X 38 8 0k 07 7K 1 B
Bk B, Nakagawa %5 "2 45 20l & B, EF 2
£ 5545 W AN SURAR RN 3 BRSMIUSE ) -39
(MD) 5%, JedRZUiRMAk. Miller %5 ™ {i ] fMRI
KIEE R, CFS B3 A M SCRARFIA 15 H BRSMI
BB B 7K T 0 R A A T 3 PG, HLBOE kb
LRGP 57 3G 0. A B 57 RN iE Bl B 3 A O
M CFS B [ 55 hE R v] B 5 5 E BR 3 o
7 J2 X 8% B B R 8 5% o IX Ui 5T 45 SR AL [ 4
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NS FBUS N RER R R Be S B A T e
F A K

XA S 5B E ) E 5 — N EEUE
P>k B X PD 12 2R 2R A 9. A SIZIG = 117 44
WFL R, PD Wi RE P Ais 3R 241 1 5 PD
FEBR 1™ EREEEADE B, SORMAB I Z TC I 254 T T
W FT 22 AR PD KR (/MR Mg shiB g ™, 4t
HoAtAE PD /N AR EREAT A FE ORI, BEE
i DA 2 ICHIERHITE R, Hsh Y RERPAT AT )
[ Pt B 2 R, TR R AL BRI B T
FESURAR B, T A ERAMI S BT ORT FE A% B (e
2 GG T W 2GE PD /N AR B IE BliR 2R
BEAL, PR X 35 i A 48 1 AT IR R R T
A (deep brain stimulation, DBS) A %4 {3% | PD &
2 2R g e R I Ja, EE WK, PDIEZ)
IR WPRER S SR B R R, BEAZ AR
JIMIEAR, AN AR X e it 4 Sk = U A, T2 —
Fffii i) T R e A1 1ie 3l B,

3 REMEHSSEEE A

FE AR AT R vl YA, R I SR A 28 PN BB A
Rfil, METCZ A K X DIRERERH T I &
56 01) 5 i ST TR 1 L LA kI B I iE B
A IR (SR RN EPAT T 4w, REE
AR 25 ), 2 BRSO I AR R R
AR, FEIRMP AT E S 2] hiig g 20 EE
FIER, HEEAEREKZE. EMA R RS S s
B UL iz s P, Yitri #1 Dudman®™® % 40CHR
PRFE I P22 T AT 58 DGR FE R BN, 4/ B
PATAT IS — AN ] 5 1 B AE DA UK 22 Rl i, AE
AT AR PR B X 12 e i b, B R Bl A 2 e i
IS A DA™= A2 R 5 LR R R P 4 I sl /b, X
POz s ARSI R AR, RGBT 1 5 e 4k,
JF1E DAR 5t A fFE R TH Ko B F 45 SRR,
L[R]30 B 2 W] 0L ) 45 i) ia s B2, HL R
PREE NI Bl A 1R 9 (1) e e AN RV Ak,
Rueda-Orozco &5 P 3 i Il 251k K B2 =) —Folr [R] o
HEFN T, FRHIE A BP AR A A, BUIE
N7 73 ) RS T] R B 24 Il 254 25 19K B ) DLS
g, HE R B 7 B RN [E] A A DG
FhE, TG DLS GRE T PSS, RS RE
& T HZ oakse f A e e . XUl i@ IS 4% >], DLS
AT HE 5 541 55 A OGS B R 20 RSk > B A () 3R
17, WIReA BT 25 S sh VR BOE 30 7 21 2
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B FE I, FERFAIBEE IR, A ahE
TR Z RN sz . BRI, 75K R
AT ASFT PIALA 32 R 7T, SRS E TR
TR TR ER R A E TR B, TS AE
TCRIEFHIENEFR A BRI, MSaMEITRZIH
PRI TR . G 2T A BT AL A2
J&, DLS KIiEsh 5 8ASER L, 15 FHIsh7ER
BRI, BIEGEI 751 3 /E % DLS 1 42 5 55 .
Sheng 25 7 f F XU 745 B (% id 5% 7 /N B DLS #f
£: 76 DIMSNs f D2MSNs f HLi% s 28 1k, 6 K B
TE 5 2 2R 2 il W38 B AT 55 v A 2% 8 12 (1) DLS #f
K IUHHARAEIZ BN ) JE TR A 1 AN RIS (A IE AR () A e
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Z5IEMAER KIE, (A0 B 7 STl A R s
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gi b, BEREHNEIES, ML, M
L g 3 R KRB E MY, HAP 2 AR
0 YL U SR O Ry IR O B R RN, R
A s 2@ i R A T B R —— R &y
0 N VR i H A% AL 356 & oo B2 Bk, il
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7G . Dudman 1 Krakauer " 1) Ay 3 J&S il 28 715 %
HAZ AR NAZ B R4 A E R AR & o=
[/ B E E 318 25 5 IR4E R IR (183h R
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