DHEEZEVERE 2025, Vol. 33, No. 4, 565-573 https://doi.org/10.3724/SP.J.1042.2025.0565
Advances in Psychological Science https://cstr.cn/32111.14.2025.0565

INBREEESIMMELERERHXR

wiEE " e’ %o oW

(RIS KA IR SR e, I, 200241) C AR K 215 D AR BT 5 32 3h T Bl 36
O SCERE, b, 200241) C ARG RS IR S R BE AT ST R, TN, 510898)

H E ATIEABRAEARBEZN 10%, 26458 XRG4 2T, RAT, DIE— HAA S 235 Ak
B R, AR FRM AR S HIEREARNIEEET 2E. EEEAR A LIRE AL, 2L Sk
HARGAT ., BB, MEFFATS SANEL T RBEWARX, P @I EH £ A (Autism
spectrum disorder, ASD), AR B H &, INIkE, £ — KRB G ZEF KRRH, AETEF ., TIL2AKRTH FE
TR A ZBHAE, SEHEAAER R FT . AR R LI, ASD EFBFHANREME SRR T, AELH
A, £ ASD MR P ALK IS ALMGG D EFF AR, TR, FFHR D EAZTE ASD AR T
FHBEX DRI B A G IBEAATA, RT D EFF A FH A F 5 ASD 09 X EERBEAE Z — . BRIE R &
KRR BAF W WA DS ASD 89X &, 4 ASD 95 i A is ;T R T #709ALA .

KEEIR IRghsE, D, MR, XS

3KS  B84S

1 58 AL FEF AU WL T LA T RE ) 4 (Prati
etal, 2024). NIk, AHIFCE I, /DK HERS
ASD A K Jre 25 U AH G A B IX. 22 — (Stoodley
BRAHE LR PO . BT ey o 2 2017 WEMIRRE BRI G 5
LI 5 3 (Hirota & King, 2023). &gk, ASDABFAVN BT e e 2 S H)ir sy e
ASD [ 55 SR AR [T ek 1oer  AIL HE- B ICRE TN ASD 1

s A

LA Bouzy et al, 2023), BF5c damikoy, JL  OREE 9K, 2016). ASCHRREESIE D E

PIMAE 1% 2R 5 i (Autism Spectrum Disorder,
ASD)E—FIt & R A K E FH MEH, HAZO

T ASD 9B TR T bE (R s 45, 2022, XT3 ASD HUMISRBTIUMERE, JFREL TAABISE
Alaerts et al., 2016), ASD i U] 5[ i A58 23 ERCE

&, DT R WAL IR IR 2 A Hok R h i 35 56 2 INBEAZEHRES KR ERE
HE4E H (Cheroni et al., 2020), &M, 1K HG

IS W FIA T SRR ATI IR R IR, 45 BB 3 G e A AN OAS BT e N LT 5 SN e )
LM TEACHMI . B, WA ASD B FTFR. B 3R ph R 0 A4 SRR 1A 358 9 L
AL 4 LA T A I PR B9 S SRS AT /NI R (R g, A TR . BRI

AN AL G T EE AN TR A a2 FERAZ AR . /NI B =2, BT
Bl B AL RET R A4 R G (Carey, JZ(Molecular layer, ML), i 5 2741l )2 (Purkinje
2024), R, K2 AT IR R, Db cell layer, PCL) LA K 7 40 ffd )2 (Granule layer,
S50 2SSO ATIEE, BRI FE. GCL), KEH&HZmi4in, Wik
(Stellate SC)., 54k 40 il (Basket cells, BC). 5 ¥
4l ffd (Purkinje cell, PC) . /= /K % F 41l (Golgi cells,
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* [ [ RFIE LS T H (No.31571225) % B . GoC) I 90 Ki 411 g (Granule cells, GrC) 4% (Farini
BEEA: I, E-mail: bxu@tyxx.ecnu.edu.cn etal., 2021), EZHi AR IEH B L 4 (Mossy
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Fiber, MF) 1454 £ 4 (Climbing Fiber, CF), [ik:
MR L ENT2, EHTEE T 7
Sy WS, LA R 5 T i A R il AT,
BEFR AT 4 4 (Parallel fiber, PF) (Pijpers et al.,
2006), TE/NMiK R JZTE A I AR o, 4 e SR A Y
o7 20T fL 3 5 T RE IVER, Y S T R 2R T 0 il 58
N AEG], 7N R J2 AR I A ) P A T
Wl /NI R SR AN R B, B BTE BT /N
AREEH

ZINIVG 5 R i 30 5 2 A i 205 I T B, L AE /D
o i T30 B /I B A% 1A 5 R R )2 Y R 2R 4T 4 R
ez, LR /IN G 38 2 T A A AR S B R R 2O
PR 9145 B B9 %A 3 % (Sokolov et al., 2014),
X AP Bz Sl XTI L g R
Al = SR 2 T RE A IR T G L, (/NG A
B RN 4 R G RS VR I A S o (E 20
4§, 2020), ASD fEF BRI s 3R SR 1 T fig
RS, R R A B B 3 e AL R ) S i
SROIKIY AE, 2015)0 [FIEE, IR 570 i =2 [ B4 32 3%
Q=S

3 ASD M/ R E RIZEHER

ASD R /N i 25 48 S5 38 H B M AR FR
SEHE L ANIRISIERGAE, LL RO B A2 TR
DR 2 0 K /N AL (Courchesne et al., 2004), &
B HEINR ASD AR/ i A PR 3k 352/, ]
Piven K LIRS 4% SR 7> ASD MA /A R
HKR, X R ASD MARAY /i R TR R 5 IR 3 i
TEAE R BEMESR /N1 Bl (Piven et al., 1997), Rt
PRI B AR (MRI) [ 20 {22 80 4R LK 2 H]
ForbT ASD AMAR il FE L5 . ASD AMARY MRI
(Magnetic Resonance Imaging)521% .7~ /MK 1) £
AR, FEAE/NE VIR VI 1R N
TN i DX A N8 A R R KRB A S
AR, ARG RWES BRI K, X5
TR B 55 v LI — AR Rl FRid, SRR
A ASD g KNG & B A B4R =5 4 mla f
(Courchesne et al., 1988; Hodgdon et al., 2024), 7£
ASD MR, /NS T R R R RE B RS Bl R
INFTIEE, R/NS 6T . T B A i 22 [8]
FEAEEE T, XN 78 7T 68 6] 2252
K32 5y IANVRUZEGE (1) 70N~ i 34 4% 22 9 1) 1
% (Strick et al., 2009). /M5 A BEE B2 HY

SEHT ASD MR RZLGRER, Tt 32 RN {4 i A
VR EEMZIMAT N, BAEEEM, XERE
B0 /I8 — K ) e 2 7T e S5 ASD AN
B bE JE A Y W TE # Z PL ) Z — (Zhang et al.,
2022), /IS T RERIR ASD AMAREE 9 /)M i —
A st T e itk . 76 ASD JBE T, /M5
NG =2 [) P 328 B2 S SR I R R i B T
Al BE 5305 B AL 2 37 PRE AL BUR AL, HE 17 52 0k
. A AN fE (van der Heijden et al., 2021),
BRSR UL, /N5 I Bh B 2 2 I ) 3 0
B, 75 AN T RE A O B Kk Rz 2 X 8 2 ) Y
% 3258 JE U8 /D (Noonan et al., 2009; Khan et al.,
2015), PP F 1Y B F R H T/ KR B R
SR, TTRES 50 ASD M4 & 7 Wk .

ASD W EZFHEZ —REE ZIMRAT R, il
REMT . WM. WRE LAY A%, 5 ASD
FEARL, /NI M| FR R L /N Ik A R DA B /N i &
B AR A B0 2 A AT N
(Hampson & Blatt, 2015), /Mg 28448 H 2 1
s S U R AT, WAL PR R R B AN R
(Flament & Hore, 1986), £ ASD /M [ # L 5%
2 5 /N AR AR AU 12 B P JH AR . ASD A
H)IZ BRI NIZ 3 & B R FE kG, 1
FOH KR AEHZ s A IEIR, fEia g | F
5 Py VR AN 25 35 O T AR AF E 61 B (Thomas et al.,
2022), &3k 80%M) ASD JL i R iz s b b
3, X5 ASD Ry ;™ 5 AR B KT iR B A 5
(Rudolph et al., 2023), 5245 th, ASD JL & XL
HATAG R NE, XATRESHAZHEREMNT
KL BHFRIEAR, DhAOK X SeRIE 7 AL R is 3
TERIAHOCI . X R R, ASD AN 4k b
T A BE 5 25 [ RARWIE B2 0 . RATF AL B RN
THIOG, XA RE S ESTM | HIE 3 Mz 30 3R Y
SR oy A B L A 58 78 X (Dowell et al., 2009).
ASD (133 2632 By [ A5 1] e B 42 0l Rl 4 55/ i = B
FHOG, A AHCHLHI A S RTE R

4 INIRZER ASD HFER

Schmahmann 4§ A 4§ i, /I iifi 45 AT g5 3%
JINIRIA F R 25 G MiE (cerebellar cognitive affective
syndrome, CCAS), HAMEEIEHRITIIRE . 1B F A
B A [RGB T B G, SX SERRIE S
ASD [ #%.0%E R A & & (Casartelli et al., 2018;
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Schmahmann & Sherman, 1998)., /NS4, %G
RMENKETTE . /NI . Joubert's ZRAE . /1N
Wi % B IRER/NGZESE S, WMITIILEMAZE LR
R AR B KU, JF AT RE 3Bl ASD fYAT IR
(Bolduc et al., 2012) 55 KA /N i 4 T £ L 3
TEAE M R 28 % 7 43R F ASD i Rl A& 1E
Xof— 78 AR B 1 51 R /N i R T 8 8 AT SR 140
Mg &, XefEh ASD MAkEREN 12%
(Pinchefsky et al., 2019). Ik, 29 25%H9 Joubert's
LEENERILBIZWT N ASD, Hih /N3l & & A
42 J—A A (Geschwind & Levitt, 2007). J&
PSS LR A AE BB L /NG AR 4845 R A 5 ASD B
1T M B & A= 2R Tt 1= % ) A ¢ (Catsman-Berrevoets
& Aarsen, 2010), /INGZE 42 ASD A& s L
PP R E, TN/ NMKZEE S8 ASD kR
MRS YA G, U IR A R L i A
e FHEBRITRARMIEL, B LM A A 3B 4R
T, XL Hn T R R ASD BYRUE (Rout
& Dhossche, 2008), [Hitt, WA/ NEFH X E
5 ASD MRE WAL EZ

5 MNEREXHFS ASD H/hREE

REWRZGREFRER DM FFEEES
ASD A7 BB ARG, B H AT 6= &
FERYE RO RUEYG o A PR AE ) FT DU 2 1l
R EREER, I LR 57 20 34 % )2 T 40
RN EHLE . SCPR b, FEMG 2R BIIRS ASD £
R b -2 N A e O G S ST RN T
B CAE | /N BRI 22 (Yang et al., 2015), T %
40 My 2 % (Sudarov & Joyner, 2007) , $URi#h 28T =
B 5E (Wefers et al., 2017)L4 J 28 fih 7% 5 7 4 (Lai
etal., 2021)55, HeAb, H¢ 5 HLSE /)N B/ IN IR #f 28 K
BT REEEAL ASD (R, XRR/NMEEE T
WRIREJEF| & ASD MR R Z —,

51 /MR ASD IREITFEE/MERSE KT

P92 (VPA) 2 — B Tz F T30 97 5 R0 4
BREVETH), X AE N 32 PR 47 B2 vk . SR,
AW R, VPA EATRERE/EA, 7 aE S8
TR R 2 K F R 2 S RYEWE (Chen et al,,
2024) R, SHTREE T VPA CHCRBLAT R N
JLEE H ASD B9 XU (Gholipour et al., 2024), Kt
VPA 7RI 5% C 8 — e WA IR 5L ASD
IIYBLRY, FEBEE fa G 5 25 3 h AR BT IZ

Fi o 3T R BRI R, VPA B85, /INRiEEs
12 BRI AN A A R, [R5
FERI VPA 575 5 R BN R A% 141 4% TR 4
N BRIERE . S H B £ (Wang et al,,
2018), BLAh, VPA Z @ik S ORI /N
20 60 2880 5 T O, /N S I A AT SRy R v ) 38
Y, 38 H 545 R B R R R SV (Gifford et
al., 2022),

IR G 58 3R (MILA) ) 37 0 155 280 ok R e FH
TG e N T4 & B RS PER., 40 ASD
TR R, FOL IR WoR, BERZA IR S T
1 ASD &R fF7E— E KB (Tartaglione et al.,
2022), SZH AT Poly (DAbFHZ BUBTHLEE{AK %
PEWE, WEE B H AR R B AL 22 A7 Rk /b Fn &
S ZHUAT I ASD FEAT N o it — A OB 5 48
7, Poly (DAbFEZ R F BT/ U BL/IN i v 5
S 240 6 Sl 2 RIIORE 240 R RS AE AR, XN /NI 1 T
ATz gh AR iE sh AT R 7= A T 5 A% I (Shi
et al., 2009), BMKIME, XL EH MIA 2
ASD KAM—AREEHE R, [HH 5/ Mz [
PRSI T B — A5 VR A B IR R TSR .

AN, —Se{R5F i) ASD SR R [RIRE X /1N B
BN & B A B E I, #il4n, CNTNAP2 JEF 78
NI B AR R T ek, AT HOE A, HE
AR AT DL BUN BUNMREE, I3 B0 5 R/ i 3
BF R VALT A BE i (Fernandez et al., 2021), % 4b, #Y
G R B2 j&—Fp A W iE (5 500 7, il Rk
fitf-2 (COX-2)R Mt % 4 A i AR 3 ok o [T,
COX-2 112878 /N FUR 7 /NI i 28 7T 58 FIAR 28 1
TEA MR, PEREH I ASD BEAT R, (L35 HE38 bk
. AT R F£E B AT O (Kissoondoyal et al.,
2021),

52 /Mt REREERBRTT SN ASD HRE

N T — IR/ ASD B sZ I, BFE A
SR/ RS RLUEAT T R G404, i /N i 4 5+
PR R s AR AT SE . BRTE M, FRE/D
I 32 IR AR it ok 2 ml LR BUN R B ASD KE
FTH, XUFFHALHE TSC. PTEN., SHANK
CHD8. AUTS2, SCNS8A %,

PR B A E (TSC) A2 — i Yo €k 5 1 35t 1
PN, SRR RGEREAEM LA L) B A%
i . WFFE I, TSC M A5 /NS, 5 A E,
/NN AT, A ASD BXE:, TSC1 5
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TSC2 H:F % AE 255 mTOR {55, 5 ASD
FHOC . FE/N UL b, N 1 P4 Tsel 1)
Ze A TSl A B e v 530 ASD BEAT R, At Ac B F)
SR FIE S AT K (Tsai et al., 2012), M HMHFEZE
J7 Rl TR X AT S o X R AR R T Tsel 7F
/NS REH R TE, A ERfR ASD A5 I\ S A HE 4L
TH T Hml

PTEN (41} 9 9 2 it 1 5K 7 2 11 1) 2R 490 3 ik
i PBK/AKT/mTOR {5514 S %, 7E4MI4E
K BABA B R EREIEH . Hoks
T B 2 R R 2 fih W 98 R A 28 T 40 i 45 44 (Tilot
et al., 2015), 7E/NRAEA A, PTEN A9 2L o 2 fig
R 5 Hh 2 T REREAS S ASD #EAT M HIE, fudfit
TRESI AR . EEAT M ESERA, X5 A
2% ASD K (Clipperton-Allen & Page, 2020), #f
FEFEM, KA 2%~5%11 ASD HJLAE/E PTEN £ 4
AL, FEREAE A B SER ASD AMAH, X —
e BT fE B 1 (Kaymakealan et al., 2021), #f—3
WEB T PTEN 7 ASD 9% B & f& N i o
PTEN k2 72 i W BOE & 28y . TR 2,
/N RESE PTEN #k 2 RECZ SR BERS, X
AR 55 /0N i SR 240 B A B KA O o il T A4 e
PTEN {2 (PTEN-KO PC)£:5|#2l ASD Y
FRAE, FEAEsCHE iR . EEAT AMIE B
BRBE o EAE (1 1 T 4 2 B R AR K L B
R LER T H . 24T HERRAR, LA ATER 4
L A A 53 fol 1) T Iy, e 2 5 5040 R R 4t
To, XULL5RIER T PTEN 7EIH 15 BF 40 i sh g b
BIEVER, FFEET PTEN $tsk 5 ASD #EAE
(]9 UIBE 2R . PTEN 78 /DN 2 9% e 5 4 it = A
B S8 Lhermitte-Duclos WEEGELAIfT
R, GIEBH T PTEN £ /Mg i A= & FiE % v
HEZAEM, 5 ASD HAT MK (Kwon et al.,
2001).

5T, T EF 4 PTEN B985tk (PTEN-
KO PC)S 3BT ASD il Z F& 5 iy 3 AU A,
AR RE IR . AT RS B2 S B
BEAb, AR (4 T 1 T A0 A S N A R R L AR
R T LER T8 . MR RAR, DIROTPAT A4k
TIEE G 2 24 5% fil () v 7, e 285 S50 L ) 38 R
T, XEERFSE SRR T PTEN TR 5 B4
e HEA, #F—L8UET PTEN AWieE
AP B S ASD FER AR KA Z 0] Y B Uk &

(Cupolillo et al., 2016),

SHANK FJ%E 7 /Ml vh 235 4 5, 7l
LI MIE N . PR 2T 5 153 RN I 2 B i 9
5 ob & 4% B B4 H (Sato et al., 2012; Uemura et al.,
2004), SHANKI1., SHANK2 #l SHANK3 4 T
— DR ARG, EATRA AR B %E fil 5 % B
(PSD)IY — 8 43, I B 3% 52 52 1k 5 WL 3h 2 1 4
Mo B 25 5 /5 i (Sala et al., 2015), SHANK1 I
SHANK?2 #8/IN i 5 B 40 B LR 98 3R ik &=
B, T SHANK3 M) 3= 2 7E J50 240 Jift v 22 35 (Bockers
etal., 2004). G5 LK, 1£/DBRATHE BF 4
R 5P Ak SHANK2 25 T80 ASD FEAT R, (46 &
AT R R R P A2 A RE A B i (Peter et al.,
2016), XM SHANK2 7 /)N 4 i iy ke 2 il
fit5 ASD MUk A4 %,

Yu o T iERE DNA 45454 8(CHDS)MY
FE AR F ASD i 28 B At A 8 B XURG: TR 2, HLAE
/IN BRI I T I T R B M i & R 42 RS B
Pr A BEAS, PR 4 38 F1 AT o8 3% 7 (Kawamura
etal.,, 2021) WFFE & B, /INEL/INIG UKL #2870 4H 4
JibLE S 11 CHDS8 il B 25 T BUfE AT 38 A/ 1 56
FH SR S H 1922 8 (Chen et al., 2022) X 26 % B
SRIF T CHDS8 #£/Mii k& H i s EM, JF B
PRf# /NI FE ASD &R AL b i BLAR STk BT

ASD 5 B R 2(AUTS2)JE 5 ASD i %
I 5 F 2 4 XU TR, 32 5 ) K A & T ad
B, AUTS2 fE/Ni A )2 )32 15 (Bedogni et
al., 2010), FEHZAE A K E SR A T
AN AN R AN . AR R, SRR
/N AUTS2 3 H 2 80N AR RN | i 5 5
i L (PC) R AE IR K G il & T 5 o ik /N A
i )2 > RS 5 38 T R AR I B R, %
WL 5 ASD AHIG B /NI 2 BE % 45 - 4E (Yamashiro
etal., 2020), K1, AUTS2 f45145 AT BEXT /I8 i £ 2
ek B R P EEL M, Y5 ASD M &b AH

WAL, /NI B B 4 A ) SCNBA Fik il 2k
Wk M FEONMKMZE LK Y ASD 1% &R
TEAH S HYAT 9 S0 . SCNSA FE [K 4 A v, [ | T 45 4
TiH 8A, TEYLOIA 12q13 ik b, L E 26 ok
BF, JTERETHRMEREMINAMAE RS
Mt oeh . LK RIBAE S 2Rt & RG
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95 1) K TR HIL I 25 DA O o SCNBA FEPH 287248 4 &
R G R R A%, R0 R R A A il
PR BB G TR ES IR IR, /N & 5
A LR SCNSA 3k A A /1N LR BA 2 1 /)N
106 ¥ 5 T 40 3t 2R A o) SR AR T, BORR AN ik
AN . Al XS NRAE R AT N Pl
7 Ak 22 B LA Kz 3l B R iz Bl 2 2 Be T Y i
[ (Yang et al., 2022), [F Ik, W LAHEM SCNSA 7£
AN T IR B AT BE S R BOR LT ASD AT
HFH

USRS R T /M /£ ASD R Bl
PR FEAMEH, I AR ASD A2 A 2 A
PRALT OCHE LA

6 RESRE

N R RE S ASD ZIAIFEE S Y i1 CEE,
U LA (1 95 B AR AL o T 2 — 2B ST, HIX
— B TRAELE ASD (1 & R ML B TR Y
WA o AR SO I ARBIF 5 010G 145 28 20 4 A5 780 19 )y Tk
AT SRR R, /MIKAE ASD fJ 3 A= B v
S/ RIEP S iy NI N TPt Y s #Z8 N2
fiE S BUNMRR 0, 1 AR N e 28 3R
FE LSRRI RE, TS K32 2h FA 0 Ty R i s
B NIRRT 12 T O A 23R R —38 4, 5
oAt i X 3 [ R 5 ASD AMA B4 A FZ AT H
AL, /NI SR & B AE ASD B K&K R HAT &
ZEMOLE 1),

HRT, &%/ NMBE R ASD IR Y7 HE & R BFFEHI
I PRS2 56 IEAE B A0 B HF . IR s R, ks /)

oG ) BE RN 25 F AT A G 3 k3% ASD BRE LSS
NN RE o 28 TR R 24 9 T 10006 i TA Sk 1T B
T 3k 1R /0N B A 2 B B Blk Bl ASD JEAR o
P2 SSRGS R e 2 [ B R T,
ZAE R0 ASD HFE R H— 8 BRCR X s
R 38 3 A 8 S 2 R 2 X /N DX A T
T, SEAR KT RERIEE A, MM # ASD
A ORER

FEARA, FET /NI A M AR 97 R R 2
ASD AT IR o Fifi 25 6T /0N I e 28 3 % 0 31 B )
HE—25 B, AR I 50K 4 vh T & B A
A FIURE W PTR YT SR o 25 F B 181 A2 R g 15
A, ATLURE B ASD B /NI R S S Y
RS, IR X R B B A IR YT T B, B
B AR SRR HES /N 5 ASD Z 1] 56 &
WA T fRAT, MARheE | e O BERIGE IR
EER 4SS ¥ MR ASD & 24 ph 28 R B AL
PEALHT B9 ARG T AR

MEK, INITE N ASD JRYTF LS B —E 1R
B, 6, HS5 ASD MHIRMM& kT R HI K
ZA WX E 2B D), R T/NEE ST v fig
TC k4 e R IR . R, ASD BE A
A 22 S RIS JB P T R A T R NI BIRIT SR SR
JRASTR], 100 E REIRYT SR 11 3 R0OR e 4 AT
T IAIE . AR W IT 1 AR SRR £ I R IR T IR I,
WIS A 2 R L2 X T3, LUEFHA
I 3 R A 3 A

2z BT, /NMIBE Y ASD VAT RYAE N BLA
BB TG R L o AR B FER i — PR R

NSRS A E S IR
HE SR BRI R

[

v v
asomaten | | dmgaey | | AAASOEE e T
NIRRT SR HBASDREATH NAPY, SHANK. CHDS.
CNTNAP2) AUTS2. SCN8A)
v v v v
AR ‘ - .
MBI, | | ARASDRATY MBS
TS| R, || GRRcBG. W | | MR
HEMATME | | iy | | iR | | WEEAREAS)

B /IS R S IR 1 R AR S R
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The relationship between abnormal cerebellar development
and Autism Spectrum Disorder
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Abstract: Despite occupying only 10% of the total volume of the human brain, the cerebellum contains over
half of its neurons. Traditionally viewed as primarily responsible for coordinating motor movements,
increasing evidence in recent years suggests that the cerebellum is closely associated with higher cognitive
functions such as learning, attention, memory, and language, participating in the regulation of various non-
motor functions. Concurrently, abnormal cerebellar development has been closely linked to several
neurodevelopmental disorders, including Autism Spectrum Disorder (ASD), characterized by social impairments,
repetitive behaviors, and language deficits, often accompanied by sensory abnormalities. Clinical studies
have found structural and functional alterations in the cerebellum of individuals with autism. Interestingly,
similar cerebellar phenotypes have been observed in animal models of autism spectrum disorders. Importantly,
specific knockout of autism susceptibility genes in cerebellar neurons can induce typical autism-like
behaviors in model animals, suggesting that abnormal cerebellar development is a key pathological
mechanism underlying autism spectrum disorders. The relationship between the cerebellum and ASD will be
briefly summarized from both clinical and basic research perspectives, providing new insights for the
diagnosis and treatment of ASD.
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