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Cerebellar neural circuits for motor skill learning
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Abstract: The cerebellum plays a key regulatory role in motor functions such as coordination, balance and posture,
as well as in non-motor functions such as cognition and emotion. Motor skill learning disabilities account for many
psychiatric and neurodevelopmental disorders. In order to clarify the mechanism related to motor skill learning in
cerebellum, we summarize the definition and characteristics of motor skills learning, and the possible brain regions,

and then mainly discuss circuits involved in motor skill learning, and the association between cerebellar dysplasia

and motor skill learning disabilities.
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MR GABA R ) AEEPh RIS, T
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5.1 MEPEFIFRIE(CA)

CA & — 4 H st A% A R DR 51 6 1) /) i B A
KREGINREFAT TR ERENG . CA BT UEE
R B SRR N RRE, n] RIS 1) /N i
G, WUPAILTR R, B3k, AREMEiE
NG, ) EFFESAIRERE . Hh, Friedreich
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(RER R, LB R U /N IR AE B2 T B . L
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JULK 3 B0 o — Fol UL IR KRR 28 S 8 WL i MR AIE
MR RGP, &H FEC B4R ES. 2R
SR TR R SRS I LK 77 B AG 28 /N ivB R AR

WAL, RPN 5 Rz UG 12 B X 2 (8] ) e
R AR 1 )P A 28 BRAR B A 82 38 5 A kL
5K I BEAG EE HRa B X L 3a 3l T DO TR B2 5T
BT B AN )N i P A5t 14 0 B/ A0 o e
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53 IMMGEIL RFEFS(ASD)

115 80% ] ASD L3 & B 32 2 P 1 Gk [,
Wk Z . BRFRE M2, XEEE S B FDE
71 5 R R i o E AR 26 VY. d2 Bl S & ASD #x
ARG R 8 22—, gz U

ASD B R Iz ) Th e %, nrLhiE
IR - /NI B8 538 B I KB R . IR
B, ANBEANE TV, VR VI 2R 5 980 5 8 R
WEPRAT B ™ R BEAR O T A T 4 IE % N
ASD B /NN AEIZ ST % TS b, T S 5L
SRAR UK IR s B I ) fE U, Skefos 2 T
RGFEEA A ASD B PC % B 11 X 384k,
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A AE 53 1 3 () /N /e X BRI, XA XIS
AT BE VTS« TR AL U DA R i i P A2 B 2 ik
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DAYERF B 1P
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FURI R I 2 — % /N o B AR AR A 4 R A A
ADHD B A KB~ ADHD JiEfk i)™
R B I /N O AR ek 2 R R T 3 o Y, e
T /N TE ADHD Iifs PR 12 Wi b i S ZE R . kAL,
# ERAS fMRI B9 27~ ADHD 23 19 K% - 718 i
HER S ™Y, ADHD JL# 15 _E 2 57N /N ik 2% 20
HILR B LEEMRNIIGEEREEE, X5FER
AEHFIPE) . 2SR EE M. Fik, Bk
R 22 [ UE R SR I T /N 7E ADHD [ 95 22 A2 38 b i
FE/EM . Ak, Hove & B RBL, KRR35
5 J5 18 3l XK/ XA R O, 1% /M i &
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