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o= B MK EEF! o W1
CILTIWE R DR, K 116029) (G K E/INEIK A MR LB S .0, KiE 116000)

W E AWMEEAERASD)A MR TILEMOTELE R, ASD 69 F Z 2 MATH L5 47 #1142 % &
RA %k % . A Go/No-go. Flanker A Stroop % 56 K 6947 50 L I, ASD & ¥ 42 4] 2 4 £ R I A A 47
H Ao FHIPE e N BTG, HEE2Ha R E R SRE HORFHAIRAE, R E R Aol W 4R F AT
BB, MiadafelRAVET, $ANEIRETELSRBYE. -RATRE S-RERMAW2EFK. Kku
BB RN, o JBAEFRE . MRIFIEAT AR 4 R G Foh, A& AT K BA ey T HAEX.
KR A MEE AR WRiEE; B R, M&iEdE; Ak

%S B845;R395

1 5|8 D4R B 7S A FEAE (American Psychiatric Association,
2013), K5 K I ASD A7 LM il 4
BRFE, X SR B T T . — 7 T, R
1 ASD ARSI 4 94T S RE D Z L,
TG 2 HAE 555 2 A R O R AU TE R SO0,
Rz N A RE D AETERR RS, B0, HdZ ASD M
FE R R R AERE (I L), (HOE LIS

il 4% 1l (inhibitory control)J& P AT T fig A A%
43 Z —(Chan et al., 2011; Diamond, 2013), J&
W s R p 2 O BT R i B A AL (Clark,
1996), s&—Fp E oK, HBrEcER 1T R 1 EE
(Diamond, 2013), FI N MAELETE L B Fr4E 55 A
XoF IG5 i S I 9 A ) BE 7 (Chan et al., 2011), ST T3 T G A fh B
gggiﬂ;ﬁ;ﬁg%ﬁ?&i@ii%ﬁeé@ AT M AE S HE B 1) 2 T (Geurts, Var‘l den Berghi &

’ Ruzzano, 2014); 53— 7, R AFEM T B brfl
XML BT RS (Diamond, 2013). AR gy s g sty oy 2, BT
OEA IS B R R AR LTI Sheridan, gy b o 552 9 69 (O L7
Kharitonova, Martin, Chatterjee, & Gabrieli, 2014), (T P B 6, 2 ARAR), ASD JLEE A AEAR LR
B RE I TN 2 i HH L 2 Rl RN I 52 AR T Y R T B0 25T R L (I ), AT TG £ €2 10 58 1
(Howard, Johnson, & Pascual-Leone, 2014), 04~ {15 (4515 7) (Sanderson & Allen, 2013).
253 BE(Faja & Dawson, 2015)F12ll sl (Titz B ATk E B 5 ASD /i
& Karbach, 201)H9%RE, (iR (Lustig, Hasher,  yyig 539 > ) f7 4 5 FE AL e Carlisi et al., 2017;
& Tonev, 2006)L0J H i L4 1 (Titz & Karbach, Chan et al., 2011; Daly et al., 2014; Geurts et al.,
2014)# AT HEAR 2014; Mosconi et al., 2009; Mostert-Kerckhoffs,

F FTAE 1 & i fi (Autism  Spectrum Disorders, Staal, Houben, & de Jonge, 2015; Thakkar et al.,
ASD)J2— MR I TILE MM Z M ZHEE 2008), Mosconi %7 A (2009)4: % F#:45 1 ASD 4~
B, DAAEACRREAG | VA8 B A5 R 200 B AT DA K VRAESIHIRE 7 I s B8 2 HE L AT 48 2004 10

B Z— . B, %% ASD AP 0 %
WCR - 2017-05-31 %,ﬁ&mlﬁ, 5 410 i 42 E‘Jﬂ%ﬂ?ﬁi%ﬂ%ﬂ&m
ARG H(ATVIA 00 e, e RERSE ASD HRIA R PG TSI I
EIEES: 7N, E-mail:sun9199@163.com A H M
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2 ASD MAHAIFIEHI B HE KR

2.1 ASD MEAIFHEH A RTER

F 5 5 30 R A0 45 7] 20 S B R /AT S
(response inhibition/behavioral inhibition)#+ 3/
& (interference control/interference inhibition)
(Diamond, 2013), Go/No-go (Ocklenburg, Ness,
Giintiirkiin, Suchan, & Beste, 2013)%5 Stop-signal 1T
% (Schevernels et al., 2015)WF57 50 4 A4 % FH
T, AT S5 1Y L R R AE 2 T 2 AT S5 v
PIIASE 4 A PL RN SN A M T 55 T 22
[ (Geurts et al., 2014),Simon f£:45 .Flanker 5 Stroop
A 55 W) 25 Z 4 70 0 T A 0 % 430 )
FI T B 71 (Geurts et al., 2014), 2% BN T+
PR AR PR, W, &1, 2016).
2.1.1 Go/No-go %

Go/No-go 1E55 8 1Z W FHF ASD M Adl
15 il /9 BF 58 7P (Christ, Kester, Bodner, & Miles,
2011; Sanderson & Allen, 2013; Uzefovsky, Allison,
Smith, & Baron-Cohen, 2016), %% 4R Xk
PPN A RE . AR, BRI
R o N S B (Go B130), T X H At ) 5 AN
U (No-go I35,  [R] At 55 52 7 B R IE i 4
A Go/No-go i =X T fiff FH A4 I 22 hy 13 B ()
SCF R ELTETE, 2508 ASD AR I 5
il B8 715 1E H #5iA % A 22 5% (Sanderson & Allen,
2013). TEBES BIWTSEH, BFFE R AR R ft
BUFA LIS, WA, Pk, ZME L B
B, BRGNS G 15 25 ALY B 3547 =
IO, ZERR BN, 5 IE R B L, ASD ARSI
il e 1 BEfS(Yerys, Kenworthy, Jankowski, Strang, &
Wallace, 2013) LA K2 i (X 43 2 5+ (Shafritz, Bregman,
Ikuta, & Szeszko, 2015), AJ UL, SHF5¢ i 62 5 (1 /2
H— 255 PR, ASD AMARTT BE SR
S SR RRAE TR R S A5 B AT T, A
RN, MmAEE AL —ZRE, lHEE
X4 AT IR AR AR 0 T, SR SRR IE 4
15 SIS FF#EAT 4028, AT AR £ 40 B, 3 B
TG ASD AR il 2 i ) FLSE K 5 — T
T, X 2T 55 BEBE IR, e ) 75 2 DG L Y
SR Z, FIREEIE A TR 1B &1 ASD.
2.1.2 Sop-signal 5%

Stop-signal 1F:55 28 & B g FH T 400 il 4 ol 1 7

R (5, mFEE, KER, PEK#E, 2010),
TR SN #2875 38 (Schevernels et al.,
2015)0 AT 55 B R Bl X H B AG Ha0 8 e o 42 B
N, YRR B LS R E S R, E R
TR Z A B ) B . Adams il Jarrold (2012)fi
FH Stop-signal {145 %} ASD JL 3 it 47 41 i 42 1 G
HIII A, FEAE S5 TP BRI XTI A R (R 5 3h
YNIEATFIEIT A0 e s g, S 5 —
55 Y R R B B, B SR R N U
I, Stop-signal 44548 /0 i T ASD /™4 4 #01 il
R T, W RE R B A 7Rz = R B )
X AL {E B AT R, IRy, Tk g
RE IR R 2280 ASD SRR AR F RIMERY, [ itk BR
TZuN s R

2.1.3 Flanker {£5%

Flanker {45025 90 T ASD MA&H i
FEHROPFR . BRI BRIy
H AR 3080 A B 5 7 AT U S A, Z g TG
S TG #2845, 2016), Christ, Holt, White
F1 Green (2007)ffi ] Flanker 1£:55%} ASD JL#E )
T 4% B8 ) AT AT, fEBAES b, EEER
it mhE S 2R RS, BESER =
T, TR = b ] EE (B fr ) 9 #617
SN, 72 g W 00 £ PR (4R, 2 38 4 = b
Sl —BEE . AR Th A 4
R, HIEHILEMLIL, ASD JLEAEAS B
T B B B, 3 BH A a4 4 e T A AR R A,
1B Hy 92 58 v B RN JLAT (88, HLLFR 2%
ZH I, TOTEHERR RS T X S e 4 R
BYSZ IR (Christ et al., 2007), A WL, Flanker 155 &
— A R I A A FE S o R, IR SR
HEEAE S RS, LA G Y ASD 7E B
il 2 Tk A R i TR B, R TR
il B A RS F B
2.1.4 Sroop 5 Simon %

Stroop 7 X 2 W 2t 41 4 4% il fg 1 i 2 MLy
Ko LR P Sl 2 W05 F BT
T, TR WO 2 T 0BT iR 0, s E
Z WM B A, B M) Stroop 1T
S5l BEmAl T ASD AMARY I il F5 4 §E /1 (Sanderson
& Allen, 2013), K75 ZRCMH M5 B0 A 1
& R, 1 ASD AR /D sh R 5% T 1 1
Mo KT HIE A TR ILE KRR AR A, R
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%26 &

R HY Stroop JEAK R T 2R, WF KR
1% . J/%% Stroop 114 . Luria ¥F(E5 %,
Worsham, Gray, Larson #ll South (2015)¥ Stroop 1T
55 S AC R R, R AL RS A Gk, EOR B
O T LR AT 403, W T B A SRR
S5 ASD A BT A MR RN,
AATT A S 0 A BB, {HLIE A% %R 5 K (Worsham et al.,
2015), XFAFSAEFA Stroop TR AR EFIA
T AL G — AR g, AT LA Ak 0 4 ) B Okt
Fofth BE S GG A 52 HR X R R IS S T
Tife ASD, T HE:4E ASD X% 45 R A7 7E B fs,
SIS R A SR

Simon 1T 55 £ N T TP 4E il 9 WF 5
(B #ZESE, 2016), AL 55 ZOR P BT LA
2o A B SR AT e S, T R €, B
EAREE R HAR G B, S0 EAE N TIE
Ko Simon WA — B T IEH AR, 1
A WFFEH AR A I 2R 4T 55 (Millner,
Jaroszewski, Chamarthi, & Pizzagalli, 2012), %
R ASD A AT
2.1.5 ASD MEHIFHEHIREIRAR

R TTIIRE A0 L5 Z —(Diamond,
2013; Chan et al., 2011), B4R G Tl —ut
A Y47 B S (Coxon, Stinear, & Byblow,
2007). HATHATIIREAR RIS 5. OIS
B ASD MALHSTT A KL (Barendse
et al., 2013), Ml FE I 7E AT B h 200
FRPRIS & JEBr= A 8 T 52 (Carlson & Moses, 2001;
Carlson, Moses, & Breton, 2002), i 7& JL # X4~
R e K (I8 EHE, T, 2015), Carlson
Moses (2001)+: 22 LA Sk 3 il 2 il £ AT DI B 5 40
PR R OC R R B TOCHEE N, BRI T E
S TARICZ R sZ R, 0 AR 5.0 B S
FAE R EAHOG, X —4518 5 Hala 58 AW — 2
(Hala, Hug, & Henderson, 2003), IAh, X A[E SC
TR F AT S O BB Z [ By 56 R 5T &
B, Ak 25 5 X 3K 06 & 4377 A 5% T (Sabbagh,
Moses, & Shiverick, 2006; McAlister & Peterson,
2013), Xt ASD MBI 5t [F & BLI AT Sh fiE
5.0 HHNS ) & R A7 7E I3 M ¢ (Freeman, Locke,
Rotheram-Fuller, & Mandell, 2017; Kimhi, Shoam-
Kugelmas, Ben-Artzi, Ben-Moshe, & Bauminger-
Zviely, 2014; Kouklari, Thompson, Monks, &

Tsermentseli, 2017; Leung, Vogan, Powell, Anagnostou,
& Taylor, 2016; Miranda, Berenguer, Roselld,
Baixauli, & Colomer, 2017; Pellicano, 2007, 2010),
ffi Ffi Stroop {1:45 %+ ASD 5 ADHD JL# .[» F B
FPATIIRERAHOCHR SR & B, ASD JLEE AL H 4157
f5&5 Stroop fE55 1155 W E MK, XL ASD
JUEE O BB IR 1) K Je 55 40 i 4 ) 1) i Joe 2 5 DT AR
X (¥ 5%, 2008; Yang, Zhou, Yao, Su, &
McWhinnie, 2009), ASD JLZ {94l B J) R % il
L0 BEBLIE BE 7119 % J'é (Kouklari et al., 2017), #H
T IER JLE, ASD JLEMGIES 5.0 B A &
JRIM KR E Y], XULH] ASD JLE AT RETR 25
22 0 00 o 455 T R AR 5 ol O BB AT 45 (Oswald,
2012). SRTXS T ASD AL E IS T S0
1 2 1 45 1 23 22 T 18 OC 28 ], o A5 AR 8 3 2ok X
I A T IO 2R, AT 0 ST B RE 3 T 4
FEO LB EE Sy, AN SO BRI ASD A4
i 42 DO BEES I SEI S A 225%, ASD A
P S0 B RIA Z I X R E R 5 IE
WL B & BB, X 2L ) U 5 T 2
W AT IRV o
2.2 ASD MR HIHI = B S0 F 2=

RUE KRB &I ASD A ALE AL il 45 i
[&A%(Chan et al., 2011; Faja & Dawson, 2015; Geurts
et al., 2014; Kenet et al.,, 2012; Larson, South,
Clayson, & Clawson, 2012; Padmanabhan et al.,
2015; Pooragha, Kafi, & Sotodeh, 2013; Solomon,
Ozonoff, Cummings, & Carter, 2008; Solomon et al.,
2009, 2014; Uzefovsky et al., 2016), {AATNA #43
WA I T A —BUW 45 R (Brian, Tipper, Weaver,
& Bryson, 2003; Christ et al., 2007, 2011; Johnston,
Madden, Bramham, & Russell, 2011; Sachse et al.,
2013), He# Christ 25 A (2007, 2011)ikk ASD 4>
T LI HIaE Ty 2 B8, 5 SR i B ) 98 45 OT
SRR R, AHLETIE R #0K, ASD MEM 2
AV B8 T BE T PR ) B8 ) A7 7E B R BE (Geurts
et al., 2014), Sachse % A (2013)f#i i Stroop 11:5%,
)R 4 B e I RE ASD RN 4 4100 1 E 1 BEAT 2 48
XL ARG — M F S A R UL, ASD AN A4 il 2
il B8 ) 2 AR BTy i — 2D 4R . B4 28
WFIE A — B B R R 2 A A Wé 7 HATid i
AWFFEXT ASD A A i 2 1 14 52 o DR 3R R AT 2R
GEAL ) A FESE, P FRATH AL S5 RS L
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B AEIE 5 BORE S5 JL T T X ASD AN (4410 i 42 11
R 520 PR 3R A T A T R e
221 (EHIREXT ASD MEHIFHESIEE 2

ASD A RI 2 1 BE 71 5 S5 AT 55 R A
2254 &(Carlisi et al., 2017), 256 H iF FHAT 55 X
JE 1 22 5 (Chan et al., 2011). 1T 55 u A0 A H
(Luna, Doll, Hegedus, Minshew, & Sweeney, 2007;
Schmitz et al., 2006; Mostert-Kerckhoffs et al.,
2015) . 25 H i) i) 22 55 (Luna et al., 2007; Solomon
et al., 2014), LISSEIR RSB A AN ] (Riby, Brown,
Jones, & Hanley, 2012)#8 23 % I A — g 5% 0l
Christ 25 A(2007){#i H] Flanker {451l & ASD JL#
FR A 2 R BE 1, SEER R D IR LATIEE, 4
KB ASD JLZEAFAEAN G KBRS, {2 Sanderson
FI- Allen (2013)HK¢ 52 2 JLAAT P25 4 4 ] B0 P JE
A ASD JLEEASFE LI ] 42 1 R I o

AN BT 25 R ASD MR AT REFAE A
8 A7 E A0 T B 0 e R R, TR A A S
#HL(Kohls, Peltzer, Herpertz-Dahlmann, & Konrad,
2009). 7 & (Christ et al., 2007; Sanderson & Allen,
2013; Tye et al., 2014). T {Fic{Z(Kana, Keller,
Minshew, & Just, 2007; Sanderson & Allen, 2013)
LR RATIIRENL > 2 5 AL S5 ASD A4 K
PIFEATZ£ BN T . Mostert-Kerckhoffs 2§ A (2015)
A A L 5 T 3 5 I AU AE 55 % ASD A&
il BE ) HEATIN 455 A B ASD AMATENT 58
HL A 95 R AE TR R 2 e b o 7RSS 3R PR T
5T I BRI A, 3 T X Ok F AL AT i
A3 T 045 AT N AR B, IR 1T 5 MR,
XA REW B ASD A AR B FEAT 1 — B
o 78 H AR A& R DR e 2 2,
BSOS AR B 0 B AT RS i, T HL H R
AT T AR R A1 B S AR A S S
FAEZESE, UNSLH 2 5086 vh 2 2 Bl R 48 = 1A,
FORBOATE S I B BRI S, ik ASD MR RT BE
2 B B BRI T A PRAE, AT BEAS T il
AT A R 42 1
222 F#AX ASD MRHNHIFESIAI R

SRR XT ASD AU i 425 1 4 % R A AE 5 TR
(Padmanabhan et al., 2015), ASD JL % Fl A\ #B1E
TERIFEE I BE ) AT, BEIX R BRFETE ASD MATRY
KB TR A — HAEAER (Luna et al., 2007; Mosconi
et al., 2009; Solomon et al., 2014), & EIAH

i il i 2 & e A9 i 39 (Humphrey & Dumontheil,
2016; Oberle, Schonert-Reichl, Lawlor, & Thomson,
2012), 1 RHF5E %I ASD MAAY S0 il 76 L
HEAF DR, B4R (Luna et al., 2007).
Padmanabhan % A (2015)f# F 5z iR Bk (anti-saccade,
ASYFIAL 35| S HR Bk AT 55 (visually guided saccade,
VGS), 454 MRI A R DIHE ASD ¥ D AEFIK
N GIE ORIl 00 22 5, 45958 %K ASD 4
A 1 A1 4 B T O B A BE A % 1 T B
fMRI 45 55 3 B 75 7 400 1) 2 1 OC B il X 2 5 19
RRBAE S, ASD /D4 AT AR 31 X (Frontal
Eye Field, FEF)& A ##5G, HIEH% 806 H K,
Ui WA AR 20 X & R 2 AR 1 . SR, ASD
AMATENT DB N K ik b, S
A DG Y R o 2 [ B0 AN I, ) 2 ASD A
A S 2 SV A DX e R T R A A R
fiF, TERM U] & & MU #0, ASD AT
RETCA B KA D R Y e (% 72
2.2.3 #WINENEERT ASD AMARINFIIEHI A R0
ASD A5 TE Bl i 4 0 E AR SR A 3
MY 45 R — 2, AT AR N O 78 ke G 72
FEAC AR AN Ry BR VX He = T3, 15 %8,
ANFSERS(ASD . BT AAR 2R G E . R8T IZ AL
K th & B BEAT) R ASD MK, A AT il 42 i 2R 30
EAR—HFER (Geurts et al., 2014), DA FSBHF 578
AREALE ASD #EAT 4338 e AW 5T, (E A 13
RN MEZE, TR A S 25 AR ik 2
ASD, #R4L& TE« A MRS R G2, IRAMER
H:[X 43 FF(Howlin, 2003; Macintosh & Dissanayake,
2004), PHIHATEERESER X3 A RE RS ASD A&
AR A, T L 00 AN [ I AR s i A RV S “ASD
AR HEAT L BF ST, G Solomon 28 A (2008, 2009,
2014) R ST Y, P a4 4 55 A BT ks 25
FEAMR AR 43262 TS A Ok B RS R, X AT
BEJE 2R T BB R 45 R R 22— HIk,
H—EHREZF NN TRSS 50K E =15
t, BUE RN TR SCE H AW, PR E S
W EIIRE ASD AMAAE A 1 B DF SR A,
2 TR 1 BN TR KRR AR AR BE ASD
A-A, DT BR i T BIF 5T 2 SR 00 3k M A SE HH E
(Solomon et al., 2014), A #F57 & B EIME 2 5 2 fig
ASD, AT TR 42 T e ) W AFAE R A% (Uzefovsky
et al., 2016), MFEMKIIGE ASD MAH, flfiTAG D
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%26 &

il F it IR 58 4252 B (Tkeda, Okuzumi, & Kokubun,
2014), WAk, 788 —AphSE AR SR R T A B
¥ it /b (Solomon et al., 2008, 2014; Vara et al.,
2014), BRI T %48 %4 5P (Solomon et al., 2008),
M ASD X —FRERFFIAAS B fr e AR 22 R R 1Y
#¥ 15 (Johnson & Myers, 2007), [ A 57 45 SR 4R
KA. FEARMHR S, HRETUEHE
AN I REEAR ) ASD AN R 47400 31 423 7l
W56, [ At ] A AS [] 37 289 1) ASD A~ 440 1l 428
HIBE AT X S0 (Carlisi et al., 2017; Uzefovsky
et al., 2016), XHEREAT AR & B 53 A A 25 A
SRSy, SURTLLSRE RE A% T A DU A BN 4
R, AR BT 5T R AR

PN Y 7 A N N i 2 7 NI i <
ASD AN, AT A 4 4 T BB T A2 46URE B AR
T B Z AP0k BB, T B Ao B fE v,
HERE JIRBL(Bishop & Norbury, 2005), A= P i
28 7K - (Klusek, Roberts, & Losh, 2015), &k
J& 22 5 (Sachse et al., 2013)%51%5 I #f 75 B gk 17 1H
mEE,

3 ASD MAHDFIESIHY R E L

3.1 ASD MARHNHIESI A N X HERE

Bl XT ASD A4 i 42 1 0F 5 1 i o 2 R
A BE N KR, BERENT R ASD
AMRBEBE N DX T RE S, 5 R A G R 2
BB TTE ASD AR R AR R DRI B T B
AR XL X KA 28388 FUHAT TIRAR Y . WFRK
IR A o 2 ) o AT DG ) i DX 4 JBF I A (Alexandeer
et al., 2007; Giuliano et al., 2017; Just, Cherkassky,
Keller, Kana, & Minshew, 2007). [fffi(Daly et al.,
2014; Haznedar et al., 2006) . FijF/1% [7l(Chmielewski
& Beste, 2015) . FI&UH K2 = (Xiao et al., 2012) . #
I-(Sheikhani, Behnam, Mohammadi, Noroozian, &
Mohammadi, 2012) L & T (Vara et al., 2014), &
ASD MAEH YIRS IEH BOAATE 3 2 R, B
AR R 1, R A RBM -2 TR
(Naaijen, Lythgoe, Amiri, Buitelaar, & Glennon,
2015). 5-Ffafz(Daly et al., 2014)% #2538 R 1E
ASD WPl kA T E

R 1 ASD SIEEHIAMHIEHIHE I X BUE AL

FORLRIR Bl ARSI 55k M TH TFELE R
ASD A2 FRERM K )2 . 47 IFG 522
i ASD: 8 Go/No-go T P 3
ie0s w10 18752 S I B T A, 5T R
’ - P BRI
4] Yty BT 12
Kamaetal, ASD: 12 101345 OEATEIMG YRR el
2007 EEYl 12 193~257 4 Go/No-go 1T e IR )
Wi 1 GolNo-go {5 AR
Chan ASD: 20 7~14 . ASD 417E No-go 454 T i) ACC ¥
otal, 2011 AL 20 7-14 GolNo-gofl%r  EEG @FIEFES
Lancen ASD: 21 19-aa SMRI (structural MRI) ASD FIE M R A BUR /N IE
ol 2012 g, 2 1944 Go/No-go 1£45 DTI (diffusion W, SR T T R Z A
” A tensor imaging) P 5 S R R
1EH 43S VLPFC .DLPFC B2RiH
Duerden ASD: 19 19.6~39.4 LRGP MRI ACC. Hilsi&y . #aARE, TR/t
etal, 2013 JEH4]. 20 20.8~43.4 Go/No-go 1£55 Hirh 5], ASD 411 VLPFC FA Bk
EHEE PN
Daly ASD: 14 18~44 ASD HMET BRIX . SERAZET
ctal, 2014 R 14 20-42 GoNo-go fE5 MR . NRLEOR S
isg“ 12 12~15 TR AT UL S B 16~18 H41f¥ ASD 7E VLPFC FIALH
Solomon SD:: 16-18 AT 95 (Preparing to gy ACC ZIANINREEREH, 16~18 %
etal., 2014 IEHH 13 12~15 Overcome Prepotency o 17 T [H 3 e /1
L, 14 16718 “POP” Task ) 211 ASD 1 2E THU- i v /D
ASD;: 8 19~33 S e
Padmanabhan ASDx 11 1317 PUPBRIER SHbt ASD /0 AFFERS BEAT IR K,
ctal, 2015  IEHAL: 14 1831 91 AL (visually TR N R Ak T
EEG,. 9 12~17 guided saccade, VGS)
Velasquez ASD: 19 18~35 THFLERTE RS MRI ASD 41 I SBR[ TE K, ASD
etal,2017  IE#4l: 22 20~46 Go/No-go {155 41 ACC 5B H P
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311 HIwERE

OEjikis [/l f7 JZ(ACC, Anterior Cingulate Cortex)
70 DT AE U0 4 ] o R v X b O R R 0 AT M A
(M 755555, 2010), FFHIEAT 55 2RO B IRTE
AN TR) i DX 8] BEA T & BRAT RO I, 2 5] s vz (2%
JEE, XI5, 2004), XFIE# B MRI f1 EEG
W R B, ACC TSN AN AI Tt #e v
T HEAEH Beste et al., 2012, 2015; Chmielewski
& Beste, 2015; Chmielewski, Yildiz, & Beste, 2014;
Nieuwenhuis, Yeung, van den Wildenberg, &
Ridderinkhof, 2003; Sheridan et al., 2014),

Mo % B ASD TEJ 4T 45 40 Go/No-go
{45 (Chan et al., 2011)F1TF3AT45 U Stroop 155
(Schmitz et al., 2006) ACC #i% F 4 . 9REKE
AR5 K B, ASD MATER R ACC H BT IX Y45
5] 574443 B4 (fractional anisotropy)f#{(Thakkar et
al., 2008), M5 Il i 82> (Shafritz, Dichter, Baranek,
& Belger, 2008)., Kana %5 A (2007)7E— 35 { FH 24 4
Jii Go/No-go ) fMRI #F5TH B, HAFRAE 5
DEC Y TE 8 AR 1, i RE ASD BUATE SN 4
TS5 ACC MBS FREEREAR, [ B (L 5 F0H H
(], v E] AT [T i 7R A AT A R D RE AR
Jigq 1o 245 18] [] 28 PE K P REAIR . Chan 25 A (2011)ff ]
Go/No-go {T:45%F ASD fRil = Hil kA1 2, [F]
PRI ASD i ACC SRR FRAR, 7T AREIEJE i
FXFhSEEAE, FHCT ASD AR B s )
i}, TEIEW 4P, ACC 78 No-go MM T
B )RR L ASD 40 TE 3% (Chan et al., 2011),
ASD MEFER Zf5 BTk B ACC B 7
FERBE, XA IEE SR R W] ASD MAXT: 55 %Ak
DA K o 5 RIS 158 M 425 0 BB ) A AE B e, 400 ol 42 o)
RE ) 32400, 78 58 UT: 55 19 3 A v A B PR A A
TEAN [ SR 2 () A5 54 . {H ASD MK ACC 1
ZARFERE, LA RGX MO R IR N, 5A
[Fi) i X 8] Dy B i H2 9 OC F/, 0 HG 2 5 0 DX HL At
G DX 1] Dy B8 348 4 1) G AR G, AT39K A LT £ i
FERIEATHRVS o
312 HIFMEE

ASD ARG 285 5 A2 14— A i Wik 2 FRAE S
i B B AR, JUHGR T 2 (PFC), BE5 M
ﬁi‘ﬂ?}”iﬁﬁ‘ﬂ(Lowe, Staines, & Hall, 2017; Xiao et al.,
2012 YHHRATINAE(Chew et al., 2017)4 3¢, Hi#it K
JEIEE YR 4 FB5: BAMIETAR I FZ )2 (ventrolateral

prefrontal cortex, VLPFC). ¥ ZMU i & it i )2
(Dorsolateral Prefrontal Cortex, DLPFC), i T [1]
(Inferior Frontal Gyrus, IFG)FIHEAf I {7 /2 (Orbital
frontal Cortex, OFC),

XML, A 2 T0 5 Wi 25 44 ) A DG IF 9T kB,
ASD /MA PFC ) # £: JC % & (Mukaetova-Ladinska,
Arnold, Jaros, Perry, & Perry, 2004) . % (Kaushik
& Zarbalis, 2016)F1-K/)N(Courchesne et al., 2011), A~
[F)2E A 28 TT 1) L 2R (Zikopoulos & Barbas, 2013).
F1 R FH (Just, Keller, Malave, Kana, & Varma,
2012; Langen et al., 2012)% 5 1F % @ A0 LU AR A7
S, M H S E R, PECH ST BT
WM& ff ASD A A H B 42X Bl (Mukaetova-
Ladinska et al., 2004),

Schmitz % A (2006)f#i F fMRI £ =Fi A7)
REAE 55, 4GB M . NI HIAE S 5A
HREERAES T, B ASD A SIE® KA
PG IR A, SR EZ B S IEW AL, ASD %
N5 B E AA R A AT OFC, 4
IFG FIZc 5 & 9% 3l . 25 39 5 . Herbert 55 A (2003)
X E W ) R SRR 16 > ASD B 1% LK
R R, Bl @ A X PR, 4 PFC
BN T 27%, 220 PEC B R/NEI T 17%,
X 5 R LR G DI RE A R MIAL AT 5C, WTRES ASD 9
— IR R . HEHIAM L, ASD MATE
FAS DX %) 48 ML AR 5 e 1, g B AR AR /N 43
HE, THFEM#E:E] %5 [6] 8 /L (Casanova, Buxhoeveden,
Switala, & Roy, 2002; Casanova et al., 2006),
Duerden 55 AN (2013)7Efli JHAE AL FR, R fL R
P Go/No-go 1155 9 tMRI WF 5T 1, % B ASD 1
AT T AL PO Al S i #2vh, VLPFC
FAT AR T B 2 1 R 48 T A0 B iz R VR, R
BAEAT 2K IR B E WA R 25, Bk
F, HEA K ASD el fEhd b, PFC k44
YRR B A, BRI is NS M R
3% PFC &5l il A 56 iy A DX 22 8] g AE O,
It 5 ASD WG IRAEIRGS Sk, 16 A, HI
AMRKREE G280, WAL R E R BT
BRIE, M e, 0 H E AT, BRI
WAL, WSRO VR R 2 200, TR R S Bt
ZE ] 2 SR T RSO A R AT IR AR
313 ERMWET

LI M £ 75 (Basal ganglia) 2 — 2H 5 i P ) J2
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BT M, HERE . . B, KRR
WA LR, Hoh R 5 58 % B Pk 8UIR
AR R G 2 3 o T — SO R AR [ (% ) A )2
HI4E BN T3 72 (Beste et al., 2012), & 5 il
4N T3 #£ (Chmielewski & Beste, 2015), #F5% %
MR AT E ASD WEE ZIWATHZ M fFH
HH2&(Conti et al., 2017), FIEH BLHXAH L, ASD 4
A FE AR 22T A6 & B 5% (Chmielewski & Beste,
2015; Prat, Stocco, Neuhaus, & Kleinhans, 2016),
HARRI R ASD AMAFE R 225 (R R AR K
(Herbert et al., 2003), 45 EIRE(Qiu et al., 2016) .

Foi%(Estes et al., 2011)7E P30 igi X PR ARG I, LA
Je s FERIR A (Sussman et al., 2015070, 7E—
T S IR R 55 119 EMRT AF5E T, BFoe & R 80
ASD #F ) 7e ¥ 4 1% 18 1N (Padmanabhan et al., 2015),
X ULHIE R ZAMHZE 6 25 1 SR BRE 551, ASD
AR T 3k SR AL DX S SR R AT R 2y R BT 55
My SE R, T — RS AT S i T
o HRTBLA IS 28 b TR M AT 5 ASD
PR AL A F A2 Z0RAT R Z ) B DG ZR DT, AL T
o 410 il s ) AR S T T RO AT, PR L R Yy
5 ASD iz 3 % i (motor control) & #H 3¢ Ay
(Chmielewski & Beste, 2015), B3 Ao oAH 26 58 3 4
ol LR A 22745 A P PR 19 AN [R]85 X ASD A4
TP 2 A A 25, AR 2 2 ISk
Wit

32 ASD MERMEHITNEEERSRE

ASD A AAEAE 5540 42 1 3k R A G AN 9 2%
R REE A K (underconnectivity) . Just 28 A (2012)
AR A AN R SR A T 5 A X 2
) PR 2, U S 20— T VW) 4% 378 2 5 0 — I 3k i IX.
ERGKIS, EESE, a1, ERI%, 2015).Kana
25(2007)7E B YR TMRI L& A TAEICAZ IR
i) Go/No-go 1155 I 5T Hh % B, ASD MR B0
LSRRI U 0, T 3 — M DX A2 00 ol 2 o] ) 5 A X,
ACC 54T M &5 (G454 AT [, b s
AR TR ) G BETE S, 3 BRI 1R A AR
(Thakkar et al., 2008),

Tt e R TE TARICAL h & 5 46 A =5 [l B
HIVEFT, B XRS5 o g AL SR AR AR B, M F
YT 551 B (task  sets)iE AT Wa P i, ToU 57 238
S TR BRI AR o BT A EOE SR 2 Die
K, ANAEASTR) IO G ) 1 7 2 e Ak, 95 LAA

VR ) R LA b Sy R 1l 4 T AR, A A
N Bl S T PR B A A A . AERAT
il w55 1, ASD AT ZARFE AT 5515
STEZ N T, [ IR 2 50 S B I 147 1
i, Solomon 45 (2009)f8 F M £ P AT A5 4 S5 L #0)
{45 (preparing to overcome prepotency task, POP
task) KA 5T ASD R BTN SR o 14T 55 ZoR
ITEAER B[], TSR EOR R X R R AL N T
DL R A S N AR, WIS & B 1E W AR HE,
ASD ZH Y FiT A% L TO0 I R P 4 T B 2,
TeE X B HEAT BV A A5 i W 4%, [ e 45— Tt Rl
K UIREE R H o TEMEJE BYFFE Y, Solomon 48 A
(2014)%54 tMRI %t ASD AMMAHEFT 445 1A 228
PRSI 5 ML DREE AT, KEDE
Je ) ASD ZTERTATT | P ONAS RIS 22 ] (1 )
e £, HIAIH AN ACC (ACC bilaterally)
Z B 1) T B2 5 B AR 7 D AF 5 01 ASD 4134, W)
A RITAS T L PR I 0 T R 2 ] Y ) R R
TEF AR W1 ASD 205, X SEAIF 5 45 R R
TEID I N Tk F o, ASD M7 45— 15 W 4%
MR AR .

EAS VR R, AU 55 A G X 22 8] 9 ) fig
ARl ASD AARFEID 4 W4T 55 b =2k
ARG XA A B2, EX R R K ST B AR 3 T
FHABEW L = ZONAIN TAL 5 175 2, Vara %5 A
(2014) % BUAE 75 B H LR Jin TR0 il 4 AT 55
o R T AN, ASD LI T ¥ R AR ZIA
SN T R A s DX AR O, R 5B B X 5 4l
Bhiz gl X A AR A0S, T 15 5 4L ) ) B G T
ML B ST X . Ak, BT & Bs -
SURIK I8 Y S5 ASD FHImh ¥ s
Ko TCAT BTSSR K B AE M S AR b, S
DLPFC H1 VLPFC, BF AT M ACC 5l PFC
(t/dACC/MPFC), M5, Tom 0 R R A% 78 9 19 85
=S RAR 0 Kl ) 4% 47 7E 538 (Carlisi et al.,
2017), {H H FiA7 S8 —S0R AR 45 1 F DG 5T
HARZ, AL s X % U B 5T
3.3 ASD H#AMHIIEHIMHEXERFRIR

ASD & —Ff DL 25 35 S T O R AE Y A 28
9 YRR (Pilorge et al., 2016), HAG & BF By {%
PEHFAE (Rosti, Sadek, Vaux, & Gleeson, 2014),
FH 4 FE DAL I R 55 & B0, ASD 4578 3T BERY
KGR 61 4~(Yuen et al., 2017), 4T
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ORGSR S PE DI EUE 5 | A D S e
5 ASD MKIZEGAELN ADHD EEEBFF . H
HT, RIS ) TN g A [ 35 R 1 722 S5l A i e
P25 PE (excitatory) 55 4111 il 4 (inhibitory) # £ 4% 32
ZM T R AR, WX IE & ASD 1Y FEEUK
JE K 22 —(van de Lagemaat et al., 2014),

AR, AATTR 5 5 A G Y F 5 Bk sk
MR (RBEAR, PR, 2010). MNE AR KR,
B 285 BRI ZE BRI 28T 5 ASD AN A 9 i 2
il B8 71 Z IR e 2 VIR &R o A2 R #2(Glutamate)
5 y-Z AT R (GABA) 3 il 2 A v e ~F & 19 2%
%7 Pk (Naaijen et al., 2017) -5 31 il 4 #f 2 6
(Silveri et al., 2013), 33X B8 58 J5 (1) SF- 5 5 1
1 E1y R V2 K - 40 o A ) A7 G ) A — SCHR AR (7] ) T
W A4 EEL, Naaijen % A(2015)6 R FRE L
PRI /3 HT (proton magnetic resonance spectroscopy)
KI, ASD BUIRIKRY Glx 175 (¥ 2 R R 43 2 Bk i
BIGEFR)IG 0, Bt 5Tt GABA, 1 GABAR %2
PR FE 758 /0 (Frye et al., 2016), H GABA 5
ASD [ N A il 45 5&(Naaijen et al., 2017), {HF
R 3 T Aol bt 2 356 o 1) R AR AR IR L, H RIS AN
8, TEHE—B B (Ajram et al., 2017), 5-
PO D — RS 50 25 R (R bk, 2 BR5,
2010)5 KL 40 il 71 #2(Daly et al., 2014)#fi 566
J5t, Chmielewski il Beste (2015)% 8 5-¥ i 7E
ASD JL# P EA TH7E, 2~15 2 1) ASD JL# 5-
B A0 i 194 L BE J1 (serotonin synthesis)S& AF A ]
SEJLEERY 1.5 A%, 33X Fhoad BE G R 7E s 25 %)
ASD B RIK S RE ™ LE R

Congdon, Constable, Lesch il Canli (2009) M\
Z U N 2BV M B, B fMRI 535t
AR T EMYE S, BT TIE Stop-signal 1155
H e D] 2 285 1 X 400 o 42 ) AR O i DX 3 3l 7 2 0
ZERL B SLC6A3 5 COMT (JLAS e 48 or H 3
e % T ) A DR 28 S A A A 4 o 5 R v R AR
F, #597H SLC6A3 9 47 3 [H 5 COMT met 5543
SR AR LA SLC6A3 10/10 S5 56 A
ok COMT val/val 585 JE PR A4, A6 3l 2 44 3t
R R QA DX PR IAE 7K B el TSR it
S~ PR R B B 2 PR (polymerase chain
reaction-restriction fragment length polymorphism,
PCR-RFLP)X} ASD W5 &8, Z UL D1 3Z{k
) A/G 2815 SLC6A3 A/C L2502 M A71E ik

2 1) XUBS: 3[R 7 (risk genotype) (El-Tarras, Awad,
Mitwaly, Alsulaimani, & Said, 2012) ., Gadow,
Pinsonneault, Perlman Fl Sadee (2014)%} 110 £
ASD JLEMBIGE K, £ W RS DATI
H5Z M D2 %1k rs2283265 &S ASD KT
SR R I AR O, AN M A T B O 2 32 1 2
PANTRE I M (b 95 B S, 2010), H AT LA
M, 22 e BE PR 22 25 R S0 ASD A 441 il 42 1l 174
Mz = WAL AT RE 2 SLC6A3 55 COMT &N £ 35
G R AH DM DX, G 5 400 o 2 ) A SC i X
1 22 D e 2 o A AR R, AT 52 el 1 e % ) A
TIRE, BUE T AN PR AR 0 S B

XF ASD A A il 47 il ) o 22188 5 15 B TR %
AV IR ARA By, B BT SE T 1 Sy
FERARLIH ASD Peav k5l vk i 438 it =z
] ) Je Ay, DT BRI S T ARE, BRI AR
27 5 AR AR B TR ASD AR
A By AL 2T, JF 2 B R DY 2 25
B A, X ASD MG A TRARE, I
7~ ASD il il o i 2 A L, DA BOR SRR A
AR B HEA o AR T T ASD 45 il #2241
il A 22 S 1 A2 b, AR AT AR A AS [RS8 fly
f2s b AR P AL R B, DA B R AR S
AN 5] T PR DR AR IR 19 175 B0 (RS, 5KMG, 2016),
(R, 4 T P 90 5 PRI 8 S Yok ASD 1 il 428 il 1)
o, ATHAR S B R R R A YRS, RIS AE
SEPR A ARYE O g R LR EEH R AR, R AR
254, SR REIRTT

4 MRRE

HATXT ASD AU i 4% il A — B iF 5 45
BRI FATIIR N, BEL M T LS,
5 FEAS [ AT i B B RN AN [R) 1 80 4 R R AR A 22
FIHZ Mo B ik, 454 fMRI. ERP FIELLAk
(NTRS) i 8L B I H: AR S ASD A Ay 19 il 42 ol Ak
BE— LR o LU FRATTHE DASE el R 38 B B L ol A
T, BRI ASD il 2 il B9 58 75 18D o

H—, ISR 3 ASD AR 4 i A R AR AT
FMLHIATFSE o ASD A Féy 400 5 s il e st 2 i
PO A R AR T KR
o7 310 1 B8 S SE 4T, BT P30 68 1 Z 3 (Christ et
al., 2007, 2011), [FIBFATRWF5Ed 30 ASD )%
N 0 461 B B (D Y & R 4 & Wi B S (Luna et al,
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2007). HBCAAT AR B IR E, R’
LA S R0 R4 i BE 0 4 R T REAEAE AN — ERE,
Bl =34 B & R BGETE ASD MR i 2 il 40 i
1y, {5 BT IF R X P A A X 3 ] 4
PEFLHIIEAT LT THR D, RO Ok AT DX — il i
FIRARG . FIEFH T ASD AR A AR ™ 2
2 %410 425 T BB T 7 AR R e, DR R ORI S
WEE AR A S O . EE JE
AR LB XS ASD A AP 2, AT R
FVRf 28 25 7 T 42 07 L Y HEAT 25 o, O S RO S
Jite T T2 5 LAl

55, X ASD AR 2 i 1 bl 28 L ) 4 2
HEATIRAMESE, sk 5L KA SRR SE . R Z AT
FE 2K A 42 1) 53 DAy SO A ot AT PR, B
DA T BI04 ] g JLA S Ok EAT AT 50
— 7T, W RS IT 2R SE 0 7] 2 (ACC)
R A B2 2= (PFC) 2 40 il 42 ] /Y O 52 il 1X
(Chmielewski & Beste, 2015), {H T 524 51 H
B AR GG T BRI, X ASD &l LA il il
P2 AL W TR AR XS W55, o H R AR IR NS
DL 4 il 4 ] 2 e g ot 2 WL RIBIE 52 (Carlisi et all,
2017). —Jr i, BA MY IR 2
Ko fa b T ASD MG UL BOERTT, X
0 b 2 2R AR AL A R B B =, BV
A7 S ST ARAASLJRy R e JL Aol 4000 1 28 ot 228 38 o
FRIERTN o R IHG A R AT 5 VT LA o i Xof 410 o 42 o] ) B
T, GG AR 2 R | AR 5 Y
B2 AR, W PET. ERP. fMRI, NIRS. £f§i#
JBT -G IR S35, N ASD AMA 1 R ik ) BE
U2 NN ) < SN N 1 S = e AN | EZYa X7
Bt e He R A8 27 55 Z2 Bl i BE AR D ASD AMA,
HIR AR L FE 0 o 4 o 1) e R R 22 LT, e
A LA gk g vy e T RS P DT R G T ik B
BEEHE, =R AT = R, T
A B ER T ASD AN A 5 i K R B p
ZEYRE LS

W= MERAFEDEAL . AR PERIEY ASD A4~
A ) 42 1) A e 1) ] 5 o e R L o B G R
5 o I PRAFF 5T & BUAS [ SE L 9 ASD AN ARER A7 AE 41D
il ¥ 1 B % (Faja & Dawson, 2015; Padmanabhan
et al., 2015; Solomon et al., 2014; Uzefovsky et al.,
2016; Xiao et al., 2012), Bl #4914, ASD 4~
A% £ 400 1 42 7l BB 7 7T BE 2 & AE 8 (Luna et al.,

2007), Bk, M3 R ERE, ASFE A
ASD MR REAEAEILIRI I & bR ML, AT
FHE AR A R R AT E pp 2 iLH, HH
AR = REALESE, A S H—BUN4Eie,
[RI B AR B ) ASD A £ 40 il 42 1l 1) & J
A7 7R AR 22 30, DR IR R AN [A) I 76 ASD A1k
I A o) i R v e [ 5 e S M R R SR A A Y —
ATJr .

Yy —J7 T, T ASD B K HRAETE B v
225, RILXE ASD 53 Lo fe i il 45 iy 1 (947 R
S ablgl 22 5 0ETT, WKk i — T
] o ASD A (1 30 il 2 o BE 1 2 B 25 41 i 35 1 i
KA, B sR B kR R AT Y, B
T 5 H AN I RE I OC RBFFE AR+ 022,
PRIE ASD ARl 42 1l 0000 M DX 1) S 5 2
Wit A 1 RO A8 Ak A8 A, R A i X 2% s B
IREFE B2 50, X6 55 il X 1) % 4 5 ASD 4>
AR 11 0 ) 42 1) B HC b oA R A8 22 ] 7 G FR A B A
{55 ), RS L — 2P IR SR I

e Ja, W EIE RN N TNk, N
ASD Al 42 1 B 1 5 A (4 45 3 B 4R AR R
WRF o BFST A B RE T LU AL U 2R AR B4 S (R
., BRK 5, 2012; Benikos, Johnstone, & Roodenrys,
2013), AT LM 22 B o] S8 )2 1 kA T T 5T
(Cramer et al., 2011), TT R Bl ZALHIZ Hi % ASD
AN A AT R S R H Y, RN T
TER BT AF T ORI 5 H AR, DAk F e ik
ASD MR RE Ty dg e, AR I R
U & R B e ath o A H i 5C ASD Sl 4 i i 1
TSI AT T R AL . RGeS Ak i 14
R, P T EU 2 22 M A, AR
HHEAT T A BRI AT, (AR 2050 R i A
TR, FEREERE TR R, mA
FESER A1 T H#EAT 0T BUACR AR Sz AL B H AR
TR R AR . IR A IT T LR
R, WAl 2 Bl 2 R N B AR
(A PPA Hh 38 e T U A ot 28 4 A AR 1 R B W T
A R, [FEHINsE T W A 9N 8 BE 5T, O
KE ASD MW TE ALK B, RETT AR
A RER, DA SRR AR G5 F T AR G B 3 B3
BTG e, 3 AN A B R T Bt BRI
SEREANAL, B AT AR M AR, O R A
T 5 R SE B HOE Y2 Ak .
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The influence factors and neural mechanisms of inhibitory control
in autism spectrum disorders
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Abstract: Autism spectrum disorder (ASD) is a neurodevelopmental disorder in childhood. The repetitive
behavior of people with ASD is closely related to the development of inhibitory control. The studies which
used of Go/No-go, Flanker and Stroop tasks found that the inhibitory control of people with ASD was
mainly manifested as a deficit in response inhibition and interference inhibition. Task status, subjects age
and sampling were the main factors that affected inhibitory control of people with ASD. Previous studies
have shown that inhibitory control correlated with brain regions including: prefrontal cortex, anterior
cingulate cortex and basal ganglia. The genes related to inhibitory control including: glutamate, gamma
aminobutyric acid and 5- serotonin. The future study should start with the research of brain mechanism,
taking into account the influence of task status and individual characteristics on the research results, and put
forth effort to the development of more effective intervention model.
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