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MIREILEER RIERHMEIH

E o# EXA EAF
(AR AR5, tRM 221116)

W = 4L R (Developmental motor disorders) & JKAk 2 i & AT 69 % JLAF A2 83 R 46 W B I8 k% )L
THVRREEIRGAEZHFRE, AN y-RATEBA S-RERRENE TR y-R A T840 £ % 94 Shank &
O EKFERRAREPEAYZRLANLE, W LEAEFHEMEEL IR A XA, 3 W8I E L
T AR R BB R AR S, INREILE . RRAY B Fe B IR AK 45 M 69 BT s A il A8 b R
AT REHR, AAEENNBFIEERGFFERFRT BARGFTF, REBRINVREILE G HERERE
B, ok, SR RSN EZCERER G Z A M IR ORERMNETEATL, L. ARWET
Ao S A% SLCTAS A= PTEN AB R L, ARAMRERXE LB E A X0 EAeir 2385, 4o T
e % R, RR AR EIFAY 22 W 409 3 S HUHE BB R BIHT IZ AR 69 AR ZALE Fe B ) S S R AY
ZAHE R AR EZAER

KEER R E A AT, L&, SRR, A ZHUH

3HES  B84S

1 5l

PIAAE 3% 28 [ % (Autism spectrum  disorder,
ASD) (VLR fi B MR ) 2 JL & & 5300 B Y
— R B R, BILE RO R RN
FEO AT RNTR S FEAT . GBI B L AT R 2R
Eﬁj@‘r’ﬁ'(American Psychiatric Association, 2013),
VLAE R, BOR B Z BT R B, BRA% O AE AR S,
EhAE K& JB 1S (Developmental motor disorders)Jf
S I L UL I ACIE o 12 B i B A A
M 59%~80% (Davidovitch et al., 2015; Dewey et al.,
2007; Green et al.,, 2009; Liu & Breslin, 2013;
Paquet et al., 2016), H:rp, R0 K 40 sh 4 &k TR BE
B PRACRE JL2E B 26 R 36%~63%; B KBEE
RS H L LLFIAE 52%~64%22 6] (Paquet et al.,
2016). INAAE JL S 117 i B di 1) i 3 4 H 4

il

Z B, B IR AT 0K B B AR 2 AL E A N 2
b

BhAE & J& (Motor development) &t F14% i
PR 5 T AS 7 2 e e 2, 20 R B T A A i
J R A Bz, SRR S TEY
T IRARE PR 0 A R VI S G A, FIvD, 20115
JEHER A, 2019)0 WFFEIRMUAE JL T 1Y) 3l 1 42 Jre e
Bty ER AR R SR U 5 i A . P S 4
T P R dte e K IR A ) A S e PR SR T AR
SR ETA LR EI: (D)IAE L 1) 3h1E
IR RN e A EAS IR B 24, AR
IRy B A 28 Fegas il s 1 1 3 U DI 9A FRI 3 (Bojanek,
et al., 2020; Fournier, et al., 2010; Isenhower et al.,
2012; Minshew et al., 2004; Xavier et al., 2018);
() FNAMAE JL B B = Bip 3 42 1 1) 8 5 BE ) 22
P& THA GRS N M LA R FE, £5
KWL EFH . 5 RS D REE S 1E R f
(Anzulewicz et al., 2016; Biffi et al., 2018; Johnson

i&fﬁ;ﬁzhgggz{;ﬂ%m%m BB 15KIB190002) et al., 2013; Kindregan et al., 2015); (3)JN M 4iE JL &
VL &5 B ARBLAFoE T H % 5 P . 2 TH & 2L 8L AR 5
2020 4RV A% BF G LI F 020 0OV IRAUREIRE RS LSBT J1 S 5

XKT227). VEPAT IR M AR A2 32 3 T RE B AT = PR 36 19 5%
WEEE: FESF, E-mail: zwangl9@jsnu.edu.cn (Marko et al., 2015; Paquet et al., 2019; Stoit et al.,
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2013; Whyatt & Craig, 2013), LIfERFSEHE H1, —TF
T, P JL B Y 3l AR K Jr B e A A 22 e LA
R ARACRE 18 R 1) 7™ 5 2 )& B8 3 AH 5C (Fitzpatrick et
al., 2017; Gong et al., 2020; Hirata et al., 2014), 73
— D7 T, B R R A A AN S HIA A A A i B
KBRS IR, L A i ) e R 5 1 —
#84r(Ming et al., 2007), % T b, A LZ ML F
U K, R AR R INAAE L 1 & e B i
FR A 2 AL DA R 32 400 5 A O i TR A g o B A
PRIER, DAE—20 1 i JIOMUAE A4 A S50 A i L
I 0 H 5 T WU AR BG 7 SR

HIA DG T IICAE (Y Bl 45345 . i 52142 Fn 3l 4
W58 C 48 75 I L3 20 1 A S B 1 A DG 1) i
X o SR 5 P R A 3 A 224 DA &
T JIE A &5 #4 5 5 %8 Y AH 56 (Barbeau et al., 2015;
Hocking & Caeyenberghs, 2017; Kaur et al., 2018;
Qiu et al., 2010). A& 5 H FHE B M EZW LK
Jiki )y BE i A0 1k LA Ko /)N i [9] % % %% (Floris et al.,
2016; Mosconi et al., 2015), shE# 2] fE 1 24 &=
LN Tl L5 40 1 B3R A 9 (Marko et al., 2015);
BIAE ST RME S /N 06 DA B R G 3 e X 4% 55
] FH e (Carper et al., 2015; Mostofsky et al., 2009);
TR 2 B ) e B A 1) P2 A R A TR e X R
B3 X I 6% 5 8 (Nebel et al., 2016). {H A&,
A FCA Ik, T3R8 OF R AE L2 S 1E &
JREBE AT R P LRI FEAT RGBT, T, A
WEFE B A AL L o 24 il LA K% i Dl BE AL
il =N J2 T R G L IRMUIE L S AR R R AR
PRZEALE], 38T T SR A Ji B 0 R IO AE A% 0 SE
ARIEA BB ZEREAl, DU SUB 7T 2 i 7R

2 MMEILENELARERSNHESE
AL

1 25 3% 5t (Neurotransmitter) & — ' 25 2 fif) #i
A EY BT, TES il i 2 TR B AL 8 iR )
T EAE . AR )L 3 2l 1 i e i 1 ot 22 2 Ak
B 32 B [ S8 45 b Ao 2 356 o 1) Wk B8 o5 B DG 2
FIIY R Ik e e T .
21 y-EETRRKENERNMNEEBRERE

v-2 3 T iR (y-aminobutyric acid, GABA)J& A2
ik PR g B A 0 A il 22368 BT 2 — . Gaetz (2014)
iz FH W JL 4R I 1% (Magnetic resonance spectroscopy,
MRS)E AR T 17 2 I0AAE LRGN -2 T

PR FNILIER (Cr) Ry FU (B 52 1 1 00 o S5 R B, IMUIE
JLE RN 2851 X GABA+/Cr (% T % L
., Puts 55(2017) & BLARAAE JL 2 K Wil £z /2 )R i
BB X - AT RAKF IR 351 T i L
Umesawa 45 (2020)25 517 R 24 I L PR 0 i AiF 5%
R, RNIRGBEHIX -5 T Bk BE (4 U2 73 5l %
7 IR SR A AN R ST (Y B A e i« IV
BEVHIS I B 1Y y-5 T TRk B R
ZEW MBS R IO, T Bz 3 X AR
y-2 AL T IR U B D 5 L S A B o IR YEAG G . k]
REJE PR y-2 5L T 1R AR GE Y S 2 1 LS Ml A
P R ) % 2% 1 (El-Ansary & Al-Ayadhi, 2014;
Masuda et al., 2019; Pizzarelli & Cherubini, 2011),
HETTRZ e 1 AR A8 25 R M b PR 2 AR5 4T
1752 (Uzunova et al., 2016), M2, BiEisshX .
WIS XCRGHINIZ B X y-2 B T IR ok B 1 e
AR AR JL B AL BAE AR RS . T SR
AT FIEAT S AR TR ) B2 4 ) D R S Y
JELERL, i3 E— 20 S BT H A R AR R R R

/A # A (Parvalbumin, PV)J& 5 A FI
Bl y-Z AL TR 2T R AR, TE/ il
H BP0 (Purkinje cell, PC)ZEfil iyl ¥4k [ & ¥
ﬁgﬁfﬁﬁ(Berdel & Morys, 2000; Schwaller et al.,
2002), Soghomonian %5 (2017)f# FH JF {7 24 38 21 4N
k2245 R (In situ hybridization histochemistry, ISHH)
ARG EE IR A8 5 /N /) 1 AR A RR PR R s e A
TR . BFIEE A K 2 R IR £ DA )
BYESE FRs RS- A S &2 IR S 2 DRS AN RPN
TR Z R y-Z AL T TR AR o kAR S A, it
T 072 IR S8 3 DG iz B ARz 3 D RE . X
iz 3 DI RE R U T RELE T/ LA LAY 530 3R 38
P TR ok 1) 1 3 DI RE, T /NI R 22
R HE IR B b R, IS B0 iz Bl D) AE 2k R
(Courchesne et al., 1988; Jaber, 2016; Wohr et al.,
2015).
22 HMHERRRELXTREXEARERE

BRAOIAE L y-22008 T R 57 S /N A
AR TEAL, — LA A ML )RR A 52 56 R 3l
Wit — P . FEMERETE T, iR A B H
FEAGH I 2 245y 1 9 50 0y ki oA Ao 8 T o R Y R Ak
M, TRARER T IICMUAE 30 1 5% B i e A 1) A=
L]

5-F% 6 ¢ (5-hydroxytryptamine, 5-HT)dz R 7E
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MEPH AR, XA MER, BRANI—EE
I PR 25 T, BESERI], Z1K 30%E 40%
B AR MY TP Y S-5 0 Bv E v, X T
A F0PSHAE 1 95 2 2E BRAIL G ¢ (Azmitia et al.,
2011). LT 28 1Y Sl 2577 4 Z2 M IHUIE 55 A7 1Y)
12T BT, AR S IMURE B A 505 Y (McNamara
etal., 2008), Hough #l Segal (2016) st
MYSEE R, R RIEA R ST INE R 2
RBBIRG, B BN RAZ B 28 T 28 45 4 il
G fRRIE A Y 2 B, 3X AT RE 2 AIVMUIE B AR 2
~J SR VS Bl Ak RO S DA 2 BE B A 1 22
Bent o FEIETER B MR, 5-5 6 RGN
Wi 441 2 1) 2E RS2 Mk (T B, T ELIB 7E 95 SO HE
B GON R TR B AT S LA s bR 1
(Bacqué-Cazenave et al., 2020; Bonnin & Levitt,
2011). P, iy S-S0k HE T e i ) SRR 4
U/ AR 22T & S T BE X s 2T B
P18 R 3 FRCAE A 18 67 T 5200

Shank £ /24 AR ZE fil 5 U8 W) (Postsynaptic
density, PSD)A) EH L 2EH, ITER AR M E1E
1 P D S B FH (Boeckers et al., 2002), WF57 & 3,
Shank3 58728 f /)N AN AN 3 B 4 OICHUEE 1A% OB IR,
T ELAE N8 e A 55 v I 28 B sl 2~ SR 1)
SH, X B Shank3 5 M 28748 1] fE-5 IUMAE A9
BhAE2: > k34T ) (Yang et al., 2012), %3 5b, Shank2
ZRAF By PIIAE S8 2 R B AE & R A /N i
IhfERE S (Leblond et al., 2014), Peter Z£(2016)f
55 B 7n, /b Shank2 F& 2K 55 A00RE /) B
AN AT 2T 0 T R A 5 i ) K AR Y R
(Long-term potentiation, LTP), [dH}, /NRIEITH
BRI SN EE T RE I B A2 . AT HE,
Shank?2 £ [ 1Y 2 AE 12 2% 7] fE 25 5 EHUMUAE JL 5 /)
G T T 00 L 5 S T ) BRGSOl R B
R el . BRRE, 8 R A L 4R
RIS K e R i i B 98 AE L /b, A
FERIRANE AT DA R RN Bl A R B A 1) % 1)
PEIE T — 25

3 MMAEILENELRIERAKLE
E i
31 MNEREEWE S ENRE
NI AL AR HEAE SRS 38 AR —,
LG TR I TR . B VAP 1 (R AR 4

AR, &S 5TZ B O RE,
RSN e I o= SN [ E E o R € U LS I o
JB#I, 2006; Adamaszek et al., 2017; Booth et al.,
2007; Stoodley, 2016; Vokaer et al., 2002), BF5t 3,
PIAMAE 6 3535 3k 47 72 /N 5% (D'Mello & Stoodley,
2015; Jeong et al., 2014; Wang et al., 2014), Hanaie
% (2013) iz JH % 3 ¥k L 14 (Magnetic resonance
imaging, MRI)Fl ¥k # K & b {4 (Diffusion tensor
imaging, DTI) &3, FIE@ JLEA L, JRA5E L
FE A/ _L I (Right superior cerebellar peduncle)
PR 43 2% o) S A (A 3 AR, X /NI RO 285 4
14 55 AL RVAGZ B R DL K k282 s R |
FAARE . Marko 25(2015) & B, Rk )L #38 it
PLBE A7 A B R B % DT > 45 B AR 1) 2 A %
W LF . ABATTHE— 23 T 2 A GG TN I
S JLEE /NI RN S (VI ERD VI M) AR A B2
B9 /N T AR RR A/ o 55 X IS SR T R, /N
i A AR 4 2 T B SR I L B I ¥ A G b 3
PUBE I AT shVE 22 2 s 2638 o Lin %(2019)
iz P 806 1% i 1% (Diffusion spectrum imaging,
DS PFA T IR A 55 2 4 it iz 2l 17 ¢ v 1 5 A9 7L
WLAE AR, S5 R B, ICHhAE 55 2 28 7 ) o
2 AR 2 /I B SR ROV 45 R Y S 2 S B
IN PR RN ERE W (3 RSN N T P !
PIhAE L8 A 435 428 R 20 85 7 P4 A0 sl V3 1 6 )
A

B 2T IR IR AL, A B A Y
B, W EIEN IS 5T
(Barter et al., 2015b; Jin & Costa, 2015; Sheng et al.,
2019; Shmuelof & Krakauer, 2011), Qiu Z£(2010)
HIBIFFE R B, F M B JE W) 9z By IX 21 A5 5
A4 0 J5 5% 4% (Right  posterior putamen)% [] i) Py
7SI AT A A ICRE L2 Bl A A o I i g i
o bR, HzWZ Bl X 2R 4 45 51 HT 76 # (Anterior
putamen) Fl J5 5E A% 7 [ [a] A 722 T AT S50 HIC8 5 L
ERENFMHERN. £EH M, Nayate 55
(20051 B 397411 4% L 2 e St Bt Sk 30 /40K T 11 2 44
S S5 8CIRIA T RERE S A — 2. Subramanian 4§
(2017)TA g FIA A A8 A 110 20 25 3 o ) B 2 LR
PRETTNTRB L RY 45

TR B2 L SR J o A S A R )
JoT RE At R0 A BETHE, 0 AT 1) 445 ) IO 2% % I
iE JLEE 19 B AR 27 > B8 ) i IR L 5 . I BE T Y
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AR ) 25 T BOIOMUAE )L 58 SR SRE T Y TE B 1R
i, AESemf Al i, o0 2 S BOL IO I B4 i 3k
73 RIGEVER S ERLE, Tk A RO & A i —
FINE AR VES . (AT ER S, B/
B 221 BT A B OMURR 9 SR 15 B RE SR 2
AR IZE 84, BEERWELT, IR
5 F /I i 1) 4 B Ty e R A BLAVE A B TR
13 B e J2 T4 b e AR ok s LA . AR,
DIBRE )L 35 5 76 Bl 28705 4540 I i 2B A5 7T Re 23
15 /N kKA BT b A% A RN B T2, AT X Bl 1
2 2] D7 1 AR TET R R . B R S 3 e [ A
ZIN IR RV G A 281 4 S R AR AR AIOMUAE )L B 5
1B R Bt 2 ML B 9Y, Rk — L85G
WEILIR R . DHREPEREILIR IR SRR i U
S AR E ORI T R 2 W SRR R IMAE L
B )1 S B B 1) OB 1 J2 R B il 2 BIL R
32 BHRGEMRE

IO FIRCAAS R i J2 19 05 2 DR — 00 £ o) 53—
M, LIRS sE AR S5 B ik,
TR BRNBE T, 2 KMl BR rh e R i
-4 (Paul et al., 2007; Valenti et al., 2020), £
FERY, I JL B BRI AR 1 25 4 & AR T 2R
(Casanova et al., 2009; Casanova et al.,, 2011;
Hanaie et al., 2014; Keary et al., 2009; Prigge et al.,
2013), X AR PR AL AT Rl 23 ELH R ) H B AU
FIEMEBE J1, 3 AT RE XS R AR BR 2 18] 4 32 3 e
AT R A, T OB T B o B AR (Barbeau
et al., 2015; Hocking & Caeyenberghs, 2017; Kaur
etal, 2018). FRILZ AN, WHIRIAL BN R (Agenesis
of the corpus callosum, ACC)ZR 2 IINAHUAE ik 45 #4) 5=
WSS — 45 F (Lau et al., 2013; Paul et al., 2007).
BAMIKELEARNILESRA B MZEET
B TR REEE . FARME. LA
TR 2 L TR AN U S SR RS (Moes et
al., 2009) o (EAHT AR, DFMRA LS 55 790
iE LS LIRS 5k 2 1 B (Fingher et al., 2017),
PRpAE JLEALE 6 > I JF AR I 3 5 o 1 40 45
i) S PR AT DS S 0 2 2 A e i R ) S
FI (Wolff et al., 2017), XFhEGE S IRA o] fig
TE U 5 S Z R R RS B RE ) 2 40, S B
iE £B A TCTENA X A A0 R B Sl AR Ok A PR
AR ) % (Whyatt & Craig, 2013),

SR, D3 A BRIE AR B, R IR AR 17 2 0L B foW

ZEFRRAEAN 5 P E L3 A AC B E A 6, TS
SHAE BLBE TG (Hanaie et al., 2014), M4, PRAHAE
LR DF IR A 285 149 1) S5 3 A7 14 531 22 5 (Nordahl et
al., 2015), S IRIIMAE 55 26 F0 4 5 04 JPF I A4 58 T
TR FR I D Ay a3, H 2 3 0 IR AR £F 4 3R
2 d ) T HRAR M K2 JZ (Anterior frontal cortex),
0 55 2 (1% DU {851 1) e ) G HIE 51 52 52 (Orbitofrontal
cortex, OFC), 3 U B AN [A) 14 J3il IR i JL 2 1 IS
M5 ) TR T g 2 X AS [R) A9 i X 3 s e, DA
MR IR [E) B ShVERR RS . R RATI TR 4 S 5
UEPRAMAE )L 28 R A Ak 1) 485 4 R AE 55 L Bl 1 8 e it
RN R, FFREEG U5k 4t A [ )
POBRE JLZE JFARAR 52 8 & B AT R i, TR
AT S DR AA G5 ) S A 2 g DORE )L 2 3 4
R IR BRI Z2 Bl RAEAR

4 MR AEILEER RIS H NI &E
P

4.1 MEEGERER-/NEEERE

PRAAE L3 /NI 2 e S5 E 29 B/ IN I 1498
T RSB~/ N [l 8% 58 . Mostofsky 45(2009) 7
FHYIREPERE LR AR 43 B T IMUE L B AR T-45 3%
SL R R 55 B B DS 25 . A R R, I
SiE JLZE [RIN/ NIRRT (Ipsilateral anterior cerebellum)
S 7K R T E LB, PR Ay X R
/NG TR ) 383 T ik R DI L B 1) Sl SR T TR
HME o Bz JB—/IN G (] 3 2 25 [R] R Sl A A5 5 R HU Y DG B,
[m] i B X SR AT R R B R I (B 4L,
REH, 2018). Mosconi Z:(2015)BF5EEM, /M
T 5919062 20 X 8] 56 A 028 P8 17 IBICAE A8 35
R R T RE R IE W &8, X BB FEAENIGiE
Bl AN BERR E I SV W 4 g i /S S
R ToL - [ (8 7 S BELAS: 1 PIOARE A8 3 S it 22 3
BLHI IE R 25, X SBREEZILEP ARG
RERETNMMENRLEM R, Hik, WXz
B G B R TOUR 5 /08 i £ T i S, DA R R
23 [] )3 9 (W 90 4 iz 20 IX 55 /0N i 1) [ i S T i e
S AT )L T 3 ) b ) A 1 S e R i
TE SEBR A S 0 S A FARHE B AR 22 TR (1 22, 4k i
T B AT TAE B AR 27 ) 2k 7 b DUJE SR A i Bl 1
B, XERFREE LR T AV R 23 1Em
BB, JMUE JLE A RER A s A & T4
B UL, DT 2R L SRR RE 1R R
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FE, FRRIEXT SR AR e 2%
4.2 KETheemEMUENERERE

PRAAE JL 3 R BRI 6 ft 0l £k ) Bl &
JERBI M . B R, JOMAE )L 38 R 5k
IR AN Ab 25 T BB A RS AR X FR (Esposito
etal., 2011; McCleery et al., 2009), Floris 5%(2016)
R Dy et e P pAR 6T 8 2= 12 5 19 = T RE A )
TG )L 2 AT K2 B0 B2 )2 P 286 32 38 1 1Y 43
MriG &, @ JLEA e, POMAE JL2E (1) M
B3 B 2 M 4 T Re A w4k, 3o i A0 46 R0 At AT
BT REE L T L S AENUT B 1IE A T 2
EAMADE, AR IAAE WL IR B4 & TR i A 1Y
HeAl o

TR0 D] 4% PR S R P 24 22 (1] ) 32 4 40 AR S B IR
SR PRAAE 106 ) 58 57 # I AR AE 2 —(Di Martino et
al., 2014), BF9E R M, IMUE JLEE B SIESAT Fn i
TR EIME . B0 12 B0 D) RE R A4 5 K 2 e i e R
AR K B, AT R RIME S T, R
A % (Corticospinal tract, CST)¥ il SR A () 957
RGE, ATl BE 202 3R T SR DY BT v A
g, HOET IR R A BRI Y & IR, 17 DK
PRAGM 2 B 32 5l Carper %:(2015)48 i, ¥ L
HAHLE, AT L Y B B RE R R A L T
L B AN L B At [ Rz 2 () R A e
[i) B S i [ ) R 4 1) 2 A A KBRS S BRI,
T B Ty B B 23 5 e AT L B SRR A 1Y B AR
PATIIRE. Mostofsky 4F(2009)K B, JRAAE JL 2
1 D SIAE AT IR DX A9 ) fi 2 42 08 55 T A B HLTE 8l
YEHCRE A Bk A2 b BT 2 9L 13 22 9 B R 1

T3 b, AEIRAME L BB EIZ B Y Re R A IE
B2 CUESE v 5 R G Rz J2 0 2k B i 3 el
TN B BT AR B INAE L 2 1) SR 12 B0 T e
5 (Nair et al.,, 2013; Woodward et al., 2017),
Oldehinkel %5:(2019)iA g, HIAMAE & /Ml . o8
FRR 32 Bl X 22 1] 14 32 2 52 A 45 i DX 22 ] 1)
PSR TR, X AT g2 IMUE B L B Bl
BB SRR, Nebel 45(2016) & BLNAMUAE JL 2
WLE X R B K I RE i B AFE 7, IR 4G
Z 1) B AN [ 25 M AT i B e T 400 R B0 4 1 7 5 ik
b SR AT T 15 Bl ki L ] (Blectroencephalogram,
EEG). fif Kl (magnetoencephalogram, MEG) 1))
BB T A AR A — 2 T I ICRE L 2E W G2 3
X, BEATIX . il Bz 3 KRR AR GE X . BT

B JZ B A5 4, LLUTBR AT )L 3 ot iz 2
DI RE BT 53 0 28 3 e a

5 HERRERSIMMEZCERLE
B fe 22 B

SRR R B A5 IR A O e R AL A Y i 22
Bl F B MR AT ARG ETL, B, BR
B2 RN 55 L & SLCTAS FI PTEN &R 2875 ,

o, LT KWGIZ S HT X FS M B8 400 /2
— MR IE B2 TT, AUTE SIE AT B B
T, TR N AR AR P i A AR T
(Rizzolatti et al., 2014; Rizzolatti et al., 1996), X )i
HH R ki B2 V232 3l XA A2 BE A 48 2 A AT R &E,
IR A AU A B AT, S E
3, RSN AR S . B
ST EUE SN AE )L 3 BE 18 i 28 0 R S8 Y B0 A X
5% (Dapretto et al., 2006; Martineau et al., 2008),
F O AT A TR IR A 14 5 R Sl Bt T e
RGNS I RS H 1 K (Fabbri-Destro et
al., 2013),

W, el R 22 /NG ) S5 BE VR
R ARMIE LB 1Y S & R s, UM OAEIR
A BARFEAR, IOMUIE JL A il F i
THURG I L SO 1) 3 e 2 A5 FIMUIE i FEZE L A
VI R 138 B AR O, [ B2 3 A AR K G g J2 32 8
DX Dy RE i 2 5 AR T ICICAE )L 38 9 3l 4 ke
(Chen et al., 2016; Nair et al., 2013; Woodward et al.,
2017). FEJEH 2T BIEAS 2 AT Sy I A
JLEE AR K R BERSA TOM 46 AR, A A+ 22 i
B ZIBUHEAT A B 2 A0 5 (Qiu et al., 2010, Schuetze
et al., 2016). /I 15 7 40 B ECEE 19/ J2 I
IE FAE e DL % g B A PR ARAIF 2 — (Skefos et al
2014; Wegiel et al, 2014), fEsh¥atsh, IRARIE
/N B Sl AR A S e 4 5 9 R A M Y 2 R A
O, I P K Bl e TR S =N Bl i L Y IS )
(Substrates) (Al Sagheer et al., 2018),

)i, SLCTAS I PTEN JEPH 582547 B Ny
15 2R DIl Ak Bk 5 R 280 1 i i e i 1 35t £ 2 2
W17, Tarlungeanu 45 (2016)AMFFE & B, Ik 57
BE g SLCTAS HEPH /N — 7 T 22 R B 57
WAL BB IREAT AR 2 3 3
O3 — 77 W23 AL S S AR A Bl b, 91 L [ A O
FROE L R o O3 SMBIFOY 3l i 440 - 2
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Hi AR (Whole exome sequencing)#& il H 2 A4 Sh1E
PR RS A I JLFE (9 SLCTAS P &L T 278
(Tarlungeanu et al., 2016), 2 FIt, SLC7AS %
AR A T g S UL ZE A R R IAE 1 IR B & A= Bh
YEVMRIRERT . PTEN FE R 58 45 Y B 76 FIAICRE A8 35
LR A 7.1% (McBride et al., 2010)., Hi%3E [
SRR T | T A I ) S A R AN E S 2 BN
R AR A 2 B A RN 52 2R PEAT Dy, IR B B
YEMRBE 71 48 22 3F 7= 4 B VE 2% 2] % (Cupolillo et
al., 2016) o AR LA L & AT 4, AE JL 38 1) 30
A e JR Wi Ak AN A U i R TT BEAF A6 A ELAE A 22
FEAl o AR LA B SE ARIT AN RRIR A SR 3
EI PN TEDC R, AR 7 ZXT AUy B B AH 52 1L
il AT i — PR .

6 SEERE
6.1 HREBEALHUE] . B2 H B R AN B TH BE AL B
T HEAER

PRAAE )L 3 2l 4 & J i 0 14 o 28 A= AL
iy 235 4 5 Bl R A 2 B AIL ) O AR & A ST aE AR, i
AR MA A, Bk, e JLEMNS
396 SOV (R R B A DG B 1 ) 3R MBS
38 328 5% M /N Pl 28 T I R Sk BEL i 45 7 1 E R
KR, T HRF T 2ot a SE Bk, Ml
XoF 7N 0 R R G Rz 238 Bl X 4 48 G 22 ) Y 3 4 1
TS . T, IR L /MK . FEJE 2Ty
FDE IR 5 44 1) 555 AN B 3 AIE )L 32 1) 2
FhafE & R BES A OC, T HARA Al e e i e
TR G 2 T f Wiy 36 2, BELAS: K i 42 3l v Al &
HIE0 iz g A 4, I A4 % IR RE )L 25 9 2
VB K R r= A GRm R e i f 2 i . s, 9Im
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The neural mechanisms of developmental motor disorders in children with
autism spectrum disorder

WANG Lin, WANG Zhidan, WANG Hongjing

(School of Education Science, Jiangsu Normal University, Xuzhou 221116, China)

Abstract: Developmental motor disorders are the common feature of autism spectrum disorder (ASD).
Through a systematic review of the neuroscience literature, it is found that the alteration in the concentration
of GABA and of serotonin and the abnormal expression of GABA-related protein and of shank protein led to
not only the defects of the development of the central nervous system but also the synaptic excitation/
inhibition imbalance, thus in turn resulting in the changes of the functional connectivity between cerebellum
and motor cortex in children with ASD. The abnormalities in the structure of the cerebellum, basal ganglia,
and corpus callosum had a negative impact on the whole-brain connectivity in children with ASD. The
disorders in neurobiochemical mechanisms and the abnormalities of brain structure together triggered
abnormal brain function of children with ASD, which ultimately resulted in developmental motor disorders.
In addition, the common neural basis shared by the developmental motor disorders and the core symptoms
of ASD mainly included the mirror neuron dysfunction, the abnormalities of the thalamus, the basal ganglia,
the cerebellum and mutations of SLC7AS5 and PTEN. Future researches need to focus on other
neurotransmitters closely related to motor, such as acetylcholine and dopamine, to explore the dynamic
mechanism and formation of the neural network of developmental motor disorders, and to analyze the
interaction between the underlying neural mechanisms of motor developmental disorders and that of core
symptoms of autism.
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