OHEAYER 2018, Vol. 26, No. 12, 2141-2152
Advances in Psychological Science DOI: 10.3724/SP.J.1042.2018.02141

CHRM3 EE 5 JhfEiL A=

ExXsk! R HF' % #?
( RAUIE KA O H B, K& 130024) C K P EE 2RI RE b, KTF 130117)

W OE OKRE#ARRE —EAARERGILELRERRRK, L5, HRENASTREFEDL
R ARLAEAN Z R AR F HIRBEEH A FTHFFALEMENE. PERFT. ERES. hHERRT
HENEEZBAM ) CBIEBZ AR FTRRIENE AR EE WO R, ENRARB AT HFHR T,
Y i 5 B ABAE CEIEZ AT A 45 CHRM3 A B R & 25800 5k ik [ A . 24847 A F IR EAF £ I,
BT CHRM3 B 64 2h A4 58 9% 5 80 B 50 4t — o AR IR E 6940 X AT A AL, AIRBEILERE 7 £
8 ) E AR ) E AT

KEER  WRsE L A EAF, CHRM3 A B, W6 R4FAE; SRR

HHEES  B84S

1 3|8 2013; Gaugler et al., 2014; Sanders et al., 2015), B[
BE IR S 52 0 T g A ) AR B A0 45 4 RN D R
HEMTHOAE T Wl B RE 2 T, R BN B F A
HURIAT R RH o BUE F IR ik W st R = AR I
MhRE 2 B R E SR, IR XA A A
ME L BB KN 77%~95%, & T RO
“F 31% (Ronald, Happe, & Plomin, 2005; Taniai,
Nishiyama, Miyachi, Imaeda, & Sumi, 2008; Rosenberg
etal., 2009). Z R AT W, [A] i 8 oI
IILAN 10%~20%, KL IEFEE H BT A 9
SEML Y 20 1% (Ozonoff et al., 2011; Wood et al.,
2015), b HEN SRR S — T BB PIOMURE 1 8%
RUES KME R 10%~15%, H 552 % T 42
(Vorstman et al., 2017), H34 R BRAAE | S5 B4
I ARG 25 S DL B A8 () T AR ) A B B A BT, A
HURE (0 3B JL R T 35 91%~93% (Bailey et al.,
1995), fEBIFEF —ARMFHEAR, CRIAZHRE
PR IX 38 I A % D1 #0728 5 (Copy Number Variants,
CNV) 2> 3% fin P AE 285 XUBS: o 2 B o ik, A
YRS FB: 2018-05-19 4%~20% AR BAAEPEIRAIN CNV (Schaaf
* S EEEF R T TR R AR T L & Zoghbi, 2011; Pinto et al., 2014), E. &A1 7

T YIAE Y i R A 1) 28075 SR W T 58 "(EBA140364) B¢ CNV e taih 5 BEik 2223 4, i K Ir A Je ok,

B, ‘ BRItz b, JERB A 2875 (de novo mutations) 4
FLGA AR AL —

P IE i R B2 (Autism Spectrum Disorders,
ASD), i FRANAMAE, J& — K T % &)y L I
UL AL M R A, 5 R Y Rl 2 e
B S A A IR R o 38 DA s s T 0156
TR (Diagnostic and Statistical Manual of Mental
Disorders, Fifth Edition, DSM-V)#§ i JIUMUAE £
AORZODAER R B - FFEetE g H S At B
SNRETT BRI, DA T A 2R AT T
Ao & EER S5 7 0 (Christensen et al.,
2012) B A 25 R R, JLEIVHE B R 2 ik
14.4%, BN%E 68 44 8 % LU JLE Ay — 4 I
SEEJL, 5 2000 AEAH I, BAE R T 2.8
P PRI, PRSTHMUAE A4 0 It IR 2 28 )k B |
AP R E B Z —,

R AL AT R, KYY 10%~30% AR
KRR R R 5 S 20 (Huguet, By, & Bourgeron,

N iy = K S, B A i
WAEVEHE: E %35, E-mail: juxd513@nenu.edu.cn Ay i A S A 09— A TR JR A . SFARI
%3k, E-mail: xuj391@nenu.edu.cn (Simons Foundation Autism Research Initiative) H
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B &Usk T 990 A IRAUAE AH G K, (46
SHANK3, SYNGAP1, NRXN1, NLGN3/4X, CNTN4,
NLGN1, UBE3A, SCN2A, RELN F1 CHD8 %(Michaelson
et al., 2012; Pinto et al., 2011; Roohi et al., 2008;
Neale et al., 2012; Bernier et al., 2014), HA 34>
C 2 S50 Bk O AT 2 SR, 4 SHANK 3k
[RS8 5 I A 28 JU R fib R B R, S BOZ B R
I3/ BRI ) 22 3 ML TR (4 IO AE 47 K R AIE (Durand
etal., 2007), CHD8 J& X A& flif% st id Fe 4 i ¢ 1L,
SFEG YA, BOR T E A RS A YIRE,
We) P 28 TCHE FE . WO H S ME L B, Bk
AR T EIMUE A Y 2 XURS: R 2 (Bernier et al.,
2014; O’Roak, Vives, Fu, et al., 2012; Neale et al.,
2012), AUTS2 SER RN T X H2A 1
A, AN B LTRSS UA T R (Gao et al.,
2014), BEROFFTIUESE T L P D RE 5 o 2 I E
KR EE A

H AT & B I B BRI 2 S & R 40
REAR, WAMAAMMZ 55 . #ETT
AP ST  BE SR BB | S O] RN 4R 5,
SR AT E A B SRR BRI PR
0 M B SRR R A A O R DA OC
(Pinto et al., 2010; Sanders et al., 2012; Sakai et al.,
2011; O’Roak, Vives, Fu, et al., 2012; King et al.,
2013; Donato, Chowdhury, Lahr, & Caroni, 2015),
B K i 43 545 5 8 R Wt {5 o %
(O’Roak, Vives, Girirajan, et al., 2012; Mine, Yuskaitis,
King, Beurel, & Jope, 2010; Okerlund & Cheyette,
2011). 5% 1558 #(Yun & Trommer, 2011;
Moretti et al., 2006). 144 K F F(nerve growth
factor, NGF){5 5 i# #(Riikonen & Vanhala, 1999;
Nelson et al.,, 2001). DI} G &HHAMBEZIKG
Protein-Coupled Receptor, GPCR){ 5l 55 (Zhang
& Alger, 2010; Maccarrone et al., 2010; Chen et al.,
2011; Silverman et al., 2012) AT WL, FEPR S5
T OCHER R 2 AL E S S, R IR
U AR B KU TR R 22— T4 ok DAUKE (R D
T EAIAAE B 58 C A 1 AH S U 5 3 G T
4 A o

KHILOK, AT IRAE 1A R 2028 I e
TTRHAT . A2EdEdam, IUMAE 85 M Z [ 17
TEERZ S, B[ P 98 28 A B [w] Pl hE
A7 M¥#{E(Happe, Ronald, & Plomin, 2006), —&&

BT X ZIARAT S FNAS i AR Y F 5T CUESE T2 %
(Cuccaro et al., 2003; Buxbaum et al., 2001), LA
Vg DR Ty BE AT R B ST I R ok, AHAEH 28 K
ME &AL, B RE AL IVMUIE VR YT AN B A (State
& Sestan, 2012),

2 EEWEIEERZEINER
(cholinergic receptor, muscarinic 3,
CHRM?3)

VB —Fh 20 i, 2 MEAE B (acetylcholine,
ACh)TE(R S A% 28 h ¥y 185 B 2 A (0, mlR s
REGRF AT, IHiRRE 25T
AT TR, W AR . AT . 1E S
00 DL B At 2 22 11 45 3 #2 (Bentley, Vuilleumier,
Thiel, Driver, & Dolan, 2003; Dani & Bertrand,
2007; Karva & Kimchi, 2014), JHAKAENS 5 18 i 5
A 5 SR M B 10 % 2 7 3 (Bowen, Smith,
White, & Davison, 1976; Whitehouse et al., 1982;
Deng, & Reiner., 2016), ¥ B 57 & B AHR GE
AF DG PR 9% 718 25 T B0/0N B B AE i HR (Zhang
et al., 2016), FE[AIIHE S 4 52 0 i N BH BB RE TS =
T % 0 A5 A% LA S IR B R A DG PR - 1 R KOF,
HEMT S| A IMAE o[RS, 38 A W58 A S AIOUIE AR
I PR B JBT RN i DX E B e A S B S
(Perry et al., 2001; Lee et al., 2002; Martin-Ruiz
et al., 2004; Ray et al., 2005; Friedman et al., 2006;
Deutsch, Urbano, Neumann, Burket, & Katz, 2010;
Petersen et al., 2013), Z341F57HF]H VPA (valproic
acid) K RUBCAY R B, 25 2 R BUTEST VPA BEfS T
HRB L H AR ImEE &2 R &AL, g
P Ay IRUBS:, (s B ACh i AT 751 751 245 40 % 2%
il G HE R Ak S B | AR A A B AT 2 AR AT
(A #5453 20 (Kim er al., 2014), HEIEEE R4
)% B J5)(Food and Drug Administration, FDA)E
Ul AT ACh 55 B 410 i) ) 2% fif It A AE AR
(Dineley, Pandya, & Yakel, 2015), [F Uk, AHBKEEH
IR 38 % 17 A A AE BIF 58 AR 7 Hh A2 B B 22 OG T,
Ao E 5 5 A AR SR WA LUSCH B 5E . 2
FNE 7 I B2 XA P A ) WY 2 Y — >
BSEARR .

T B 0% ) £ 1k JE B AZ 44 T I 78 (cholinergic
receptor, muscarinic 3, CHRM3)/Z/+5 ACh {55
& 3 W Z Ik 22—, 7 R 2 JIE B2 1A
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(muscarinic acetylcholine receptor, mAChR)Z % —
B, Tz 504 TG | LR EE AR R, TE
I AR 28 5 A% S R AT S A S rh B A R AR
(Levey, Edmunds, Heilman, Desmond, & Frey, 1994),
CHRM3 & T G HEHMBKZR, E—FREEDMm
TEMZE R G0 1 28l J B AR AR B 2 1A . TEAE %
ARG, CHRM3 21503 £ 15t M8 AF 5 1) U
i1 Gq # H S R C (PLC, phospholipase C),
MR T4 (51 =Bt H il (DAG, diacylglycerol)
M =W BR JLEL(IPs, inositol 1, 4, 5-triphosphate),
VAN R IG A A, 20 AR R 5 ik T 9
(Matsui et al., 1999), Hi T CHRM3 434i) iz, *f
AN 1R G 220 Bl 8 R AR A B R R VE T, A
I CHRM3 BRI R B RS R A KK H L
EEASZI, 1] 58S BUBN (Koeleman, 2018), #5
43 Z49E (Devor et al., 2017) | Bl /R 21 BRAE (Tsang
etal., 2008)55 Z P &2 RGBSR - L AE R, Bk
Z (55 % FF IR 51 GPCRs L& Gq-PLC {553
S0 ST 5% 22 (Chen et al., 2011; Silverman
et al., 2012; O'Connor, Bariselli, & Bellone, 2014),
WAL FIITIESE, 2 F Gq-PLC {553 % T Ay
PTEN & A J2 9 il AE 55 J&% 2 [A] (Spinelli, Black,
Berg, Eickholt, & Leslie, 2015; Cupolillo et al.,
2015). Z5W0F5¢ K B 45 DIV AE 45 8/ BL BTBR
T~(/T 5T mGluSR FEHUFINTF o/ B %)
MAT R FnAt 3247 A B B SR (Silverman et al.,
2012), {E87E 42, mGlusR 5 CHRM3 % G
HEARIBZ AR, Bl S Gq & S IBETE PLC,
X— RIS R CHRM3 & Gq-PLC {5518
A REXS IR & A A T BRI

I P 1 155 B PRI AS I 25 51 24 %6 1] CHRM3 &
FTAERT 1q43 Je a0k DBl 6 5 DIORE A ¢ (L
2% 1, Perrone et al., 2012; Petersen et al., 2013;
Soueid et al., 2016). ZEENRALBH R A

)RR L AT R e AR . IR AT L 2
oh & H IR 554 )8 (Silipigni et al., 2017; Luukkonen
etal, 2017). Gai % A7EQ2012)4F i@ i AL TR Z
A4S (SNP microarray) B AN} 1224 4 g
i R O SEAT S b, SR BOR A BT
CHRM3 % i X I EAE CNV (Gai et al., 2012), It
Ab, FFH A PR 2H QIR 3 A 55 5 vk, 2 ST R
$2 4 CHRM3 JE A AT B2 IRMUAE & I 5L R (Hussman
et al., 2011; De Rubeis et al., 2014; Butler, Rafi, &
Manzardo, 2015; Ch'ng, Kwok, Rogic, & Pavlidis,
2015; Li et al, 2017), M &1t 2 A BEGESE T
CHRM3 ik P 58 718 2 418 e IICHUAE A6 5 KUK o [7] I 4
FEAE SN BIIO5E hts e B, 410 ) ek B B0
CHRM3 #2552/ B BUAS [R) #5211 I
S H 4T M (Alexander et al., 2009; Wang & McGinty,
1997; Amodeo, Sweeney, & Ragozzino, 2014), [ it
SERUL] CHRM3 JE A 5 ICHAE % A 2 [ A7-AE 5
PIBK R .

3 CHRM3 EFHSFErINME S FIE K
fix

TWEAHA WK S CHRM3 KK 74 & UIH ¢
Iy SHL A I 5 4571 A 2 477 3

HiE— . Perrone FHAQOIDIRIBET —% 7%
YRR PR IRE J8 3 o R AR SR AR
T, RAS A HAERTE 3.4 kg, B 34 cm,
T FLIT I A R ME, [ ARz sh Ak & B iR 22 (12
FigaAe, 4 B00E) . BIOMETE | B BRED,
AR EEFIREURAMAEST HERE . EiRER
Ko A R B, I & 4, I+
A FAE SRR S A PRI AT T 1 ] T
SRR AR MR SR T I R T AR A A E R IR X A [A)
Fit Rz iR A 8. HEENERERES 1
SRERER 91172 bp, WHAERAE, ZHKX

F1 MMERZHARHPH CHRM3 KT

RAFIHY S BE A AR RELR AR
e ¢.1762C>T p.GIn588Ter
i LR c.1504A>G p.Ile502Val
i LA c.1423A>T p.Ile475Phe
[ER — —
(R — —

AL E=PCN
KFRifE Li et al., (2017)

B 5 De Rubeis et al., (2014)
B AR Li et al. (2017)

i g AR Perrone et al., (2012)

AH Petersen AK et al., (2012)
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2 % CHRM3 EFERE M IIIME S & B IR KRR

pug-d
P E Perrone % A\ Andrea Klunder Petersen
S i BimE SRR
i \_ it M T8, W 3BT
— REBRE + +
\ PAEEAT N + +
A LS W - -
N ; EET TR + +
TS B Vil kg 3| b/ + -
~ e N TR (R + -
B 1 CHRM3 {55 SHE. CHRM3 T figid i i . ~
“GQq-PLC-55 {2 {5 45 318 % Vi 42 it 25 240 f. 1 "
BGE . SEE . Ak SR KM FHL * *
[ Vit 1) + +
B4 £ RPS7P5 SE[H . FMN2 3K . CHRM3 3t[A . M R RER W EH
Herh, RPSTPS R IED, RI7EEDN 2 b gk D fie e te] * +
PEFER 4 DNA $2 01, — el o0 T Aol s, B FIRRTTIRG * *
T £ 2 B S, FMIN 2 [ Al CHRM3 3L [ 1 55 BRI N NA

T A RERE AR, BEWENIORER., &
# MRI (Magnetic Resonance Imaging). [»Hi, &l
i ER AR A I

i . Petersen A (2013)HIE N Z—4 3
% THARBUERE, BER G3PIAL (R4 31K,
i LR W L WOEER R AERIL, AR
3.3 kgo4 A H IE LA AT MRI fo & LB R
B LA R 2 BRI AR, 12 N A AR
MIES A FIRE, 3% 7 1HBZ ADOS (Autism
Diagnostic Observation Schedule)iZ i A IMIE .
BERMLZI. 5. FE2Z. AKGIT
T T i AR 5 A S R L AT N ZIR L 4R
B )™ B A2 A AEAT BB o DRI 5 2R s A
# 1 BREERER 473 kb, NEERAE, FAK
WHNHEA CHRM3 S K  tesh, B BB
7RG BT A A AR

H W4 CHRM3 J [ALBR G (14 Ik AE £8 25 1Y) I
IRFB AT L, K08 H BRI AT g2
1. BEBRZ., #HERMERREGER2). Ik, 1
H AR 38 A9 H A CHRM3 JE R 25 A 11fs PR 22 1) v,
BERBITER . TR, REREUSFEETN
RS S 4 REDRES A XA RHIE (Shimojima
et al., 2012; Luukkonen et al., 2017),

7 : NA, date not available

4 CHRM3 fEXE4E R R

41 CHRM3 R ESIMIEZIRITH

B AT R R INAEE 12 Wt b i — T B AR
e TECRHE MR IZ W 5 81T F S A (DSM-V)
H, ZIMRAT AR R — R EEE . BRI
7k, Mg sh, HEERN N A FRMET N,
AR | FERE SR AT, R
U PE AT R, EA R A B K AE [ 52 Y A I 52
BRI 55, ol & 22 b DL Oy AT S T
IAE, ZIAAT T EE RN R I E H ARG, X
FBE A A 2 ) 1 R AR

Petersen 55 A (2013)# 1 i) CHRM3 3L A ¥
HEE R ZIRAT . FmMacrkk. A
LtEsk, RizBEE Wy, W8l s T
B AT R B I IRE 5B 2 B ZIAR AT R T RS
CHRM3 JE [ 7 5 45 56 o £ IMUIE /) 3l A B B 5
W, B CHRM3 R Y T REAS {02 52 Wil I AE
INER ZIARAT A, 304 5 ) 1E /N U 75 2 H B
PRAIEREST AL o

BTBR T~(+)tf/J (& FX BTBR)/ & —Fhir z8
ZNEL, BN [EAMA ] 98% LA I A 3 A J8E Sy 4l F
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REBNET R, PI BT E AR AL, 3%
F/NRBETEA FACF AR Ro v M R 2 22 1
A2 Uit Bk P O ZI AR AT A L R A MU A T
g, VAR PIOMUIE SR SRR I A & SR . S
AR S B R URFAE (Yang et al., 2007; Bolivar,
Walters, & Phoenix, 2007), J&— 7 K U I IE
WHoE SRR, WF5E & 8L BTBR /) UK 4 £ R AR
Bl 7K T i 25 0% T B 4 AN B (McTighe, Neal, Lin,
Hughes, & Smith, 2013), Z3/NREST M A7 (A%
B 3 S 1k 732 Bl & (Oxotremorine) 7] LA & 3 I 2 7]
U B 3B AR T2 208077 S (Amodeo et al.,
2014). FAMEIRIK S B2ADF R PR KB, 44
P 2B 3 {8 FH A T ML 2 Ik IR 32 1A 19 A A 2
i i5, B A 2R R AT S 2 5 i (Martin,
Koenig, Scahill, & Bregman, 1999; Hardan, Jou, &
Handen, 2005). {HJ& DL A 5T HOE & ek AF
M BISZ AR 45 55 5 D RE 23 52 0 JICMUAE 719 8253 2
HAT R B, JF AT TRAIR T X M S 2 15 2
T CHRM3 JIfig 5 # ik

Alexander 4§ A (2009) B9 #fF 55 iE B, ok A8
CHRM3 Dy REHs 23 5o mal/)s B B o 52 20 A 1 Il
REREAT 9o WFSE (B0 S A9 CHRM3 (human
M3 muscarinic DREADD receptor coupled to Ggq,
hM3Dq) 4 [H & /N BRI P IE W £ ik, T
hM3Dq Joik 432 W IR 2 Bk IG5 5 s, T
I B B A F--N-E 1L ¥ (clozapine-N-oxide, CNO)
LA 0% CHRM3 R (RS g, &2 i
G CHRM3 AUBICR . TF9E 34 & B4 A4 hM3Dgq
ANEE AN PE B A CNO i, hM3Dq /I fL5 374
RN & T bR B i 22 5 . 4R/ bR
TEST A R Mk CNO J5, CHRM3 #iad B 0,
hM3Dq /NI ZIHRAT R 35, 23T g 2
HIBBUER AR . RSB /R T CHRM3
TRe 5 INPHAE 20 AR AT M IR 56 &, 2 JIAH A A8
AT T FER L TR R B B AT v
42 CHRM3 R ESIAHMINREZ R

NI RE 52 51 A JMUE 12 Wrbs v v i A% O
IR, AH R 4 R 22 B IO S8 2 A A A A [ A
BTN 0 2 BE 3% #4 [) #81 (Wing, 1981; Crane, Pring,
Jukes, & Goddard, 2012). 3% &5 ¥ i 5 U
L>(CDCP 2012) &2 45 R B IR 42%~60% 1) FR
i 8 R B AN D BE 2 A RRIE, ELARIR B
BETEEEAME NG 012y R E I E N

RYURTIER ILE . B2 EH 1A R RE 1 BUR
AUAE L TR X B AT -5 B0 5 82 0 TR Y
WU B RN, B T IO BB AR TEAR
[ P2 B 1) 7 5 1 3 TR M, T TR 5 2 Il K
KA, B a2 3 T iR Ry BE
fiF o PRI g AR A6 A AR BE 0 A A T4
BEAIERRE . WG APRACE . Wik E o
e CHRM3 7E K il B2 2 Flifg B 45 X R e 3R A
(Levey, Edmunds, Koliatsos, Wiley, & Heilman, 1995),
HWE CHRM3 AT i 5 A M EH 3¢ o Perrone
FI Petersen %5 A1 YW i) CHRM3 FE R AR 5 i
POMAE B WA TR O KBRS RS
B8 S5 AN D) RE 52458 A )it

Poulin % A (2010)7ERFFEH & I, CHRM3 %
I /S R E AR 45 4 )2 B (fear  conditioning)
S50 v ORI Y PRI FR P CAZ RE U 1 A
THEAERUNR . TN BRI 08 R AR 8 S g 5 BT
A RN 35 22 S, TR MORIE S A /N B R
IR A X FIA I RESZ 15 ] BEYR T 5 CHRM3
HESFH . X CHRM3 3[R 248 /N B A 5%,
Poulin % AIAN CHRM3 2825/ EU A A T ik 52
& B CHRM3 ANREIE W B R b 5201 . CHRM3
TR AL K AEAESE 384 S E M b, M
T IZ AL R IR (1 HE H 9872 J& , CHRM3 JCvk IR
WAk, ST B-arrestin 5 CHRM3 %5 & it 2,
FHEZENIE TR ZIH, B T HAES
PR AE S AL A, /N BRI A SRR ) 32 4
MYRFE. o T #E—20 T % CHRM3 4] 50 /s B
By 2] ACRe T, BREEE T T /N BRUG Shpp 2850
 c-fos kK kK- o TEIRIEER R k2 ) i 7R
Wl JE AR A TT %A R A K B AR 3 5 (long. term
potentiation, LTP)## i c-fos 5&[H . c-fos 5& K 4w T5
MBI AR 1 R i sk A F 5 DNA S5 &, ksl
IHIAE G R i Rk, AT Hy b S8BT 5
VAR ) 0 L PR A 6 R R B0 T 7 A ) % fh
APYE M BRI R, — HRIREE 2 IR A R
i, c-fos JkPH Y RBIKF- 2 g o, R =
c-fos mRNA 1% 3235 7] fig 2B i< B 10 A2 i b 2 5%
£ (Beck & Fibiger, 1995; Tischmeyer, Kaczmarek,
Strauss, Jork, & Matthies, 1990), Poulin % A {45
47K CHRM3 2248/ R S AR [FT 4 c-fos 2
R 2 18 7K - 8 2K F B A4 BRI /N B . Rosethorne
Nahorski F1 Challiss (2008)t % % ¥l CHRM3 X%t
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c-fos ik & I8 15 /E H : CHRM3 1] LI #F CREB
(cAMP response-element binding protein) 21k,
Ifii CREB BEfR L RE 51753 c-fos BEPR ik, PRI
i CHRM3 1] LU c-fos B kKK AR
M, CREB TEMZITLH . Sl M EE Ny |
itz R 5 T A9 8 15 Sh A (Silva, Kogan,
Frankland, & Kida, 1998; Lonze & Ginty, 2002; Carlezon,
Duman, & Nestler, 2005), Zi& UL EBFSEHEDN,
CHRM3 578 /N Bl 2 2] i A4 BE 0 AR I JE A 7 g
S T IC I A ZTT N Gq-PLC 145
B AR T B AR AL AZ B T CREB B2 AL,
HEMTIH] T c-fos A I Bl b % 255 501 38 S2 vz 114
TR R, K TR BOE 5 2 S0 G
ZETT, FRE X IREZ A, AR N7
I RE T BAR, TCRETE RIS ] P ) 75 1 X P45
A S o BRIt 22 #F, E Karvat Fil Kimchi (2014)
(BT FE s & B, B BTBR /) BUE PN SOk A
SF < Tt MLk P A1 1 50 5 T DA A R0 /D B A
> BE F1 LB Y 7] 7 (Karvat & Kimchi, 2014), H1it
A0, 7RSSR 5K h AT LAE i 7] BTBR /) B
T N SCRAARE ST CHRM3 4 5 P sl 7,
WL/ B A R = S 00 Re 1 28 4k, IR
c-fos FKikim itk — LRI CHRM3 K [ 7 I I
BE AR S e

HHTC TN RE ML F 5 K 2 B vh Tl
% Z4t, CHRM3 5872 i JIVMUIE 8 25 10 IA R D) e A2
P EEPONN 58 S RE S A OC, (HXF AT
AR, AHFFE NN CHRM3 055
A% 368 3 AR T RE S /0N NG TR B 00 N R A B )
KLl (Rinaldo & Hansel, 2013), Xtk CHRM3 78
R PR AU S5 100 A R R 32 2 P /D B B A S
JrEL, XA T AL R ST i — 2B R
43 CHRM3RESMEEKLXFIRE

WFE R B, AR 5 h i AR KA H IR 82
7] LAY LY 1) 458 55 (Haglund & Kallen, 2010), K it
AFHE RN A KR FIR N e EIUMAE %
g H 4 M % Z —(Haglund & Kallen, 2010), 7£ 2.4
I CHRM3 LD S iyl REE (] b, B
T RFIBERAER .

YIRS & B CHRM3 bk /IRl 2 PR
RE D, Bl I PR R RS K
- i 2 AR SE — R I A KR T IR 22 I RFIE (Yamada
et al., 2001; Matsui et al., 2000; Meyer, Zhu, Miller,

& Roghair, 2014), iX5 Perrone 2% A\ (2012)#1 Shimojima
85 N (2012) 4738 I F 35 A I R R AL o BIF 58 N IR
S BRAE B A A/ N R N, CHRM3 FEZ i 1 K e
figi, 1 CHRM3 @BR/INBR T Fefili A CHRM3 £ 5
A AUNRAH TR TIE 50%, [A]A Ga e 4 ALt
WA /N B P9 2R A K B4R i K (melanin-
concentrating hormone, MCH) ) 3 ik 7K b i
& T 55 £ %L/ B (Yamada et al., 2001), &4 DF5TIE
S MCH X F i ik E b BA E2/EH
(Qu et al., 1996), H CHRM3 5 MCH #iiF 52754
M i ai Mg LRk, BRIE Ymada 558 A HEAE
AR ETRWRE @B, ERMES EEN
LW B RS R SR, 0§ MCH
giH, MTMEGE TR RN S, RS
TR, EZE ST SN i,
CHRM3 il i ¥ il MCH 411 4330 MCH M1 9 4%
AR BEEAT R, BRYAMUTS il N MCH 44
M B 2 BRI AE S RS, CHRM3 B TE,
MCH B s 4 3, AR AT . Rt
TE CHRM3 @ik /N AR A, CHRM3 filt 2k 5: 3 MCH
M JC WS B MCH, /DRI iR, it
T 2 B R E U 55 ke B AR % 1 ) AE R o
P98 2R IO T Ik B R T {5 S
FEET, FERESRENG S SRR
AR KR FREWIERMeyer et al.,2014), BFFRAL
I, 2L R B S BUR B IR0/ RAE B
EWI IS B AR KRR . AEaS24RIES L AT
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CHRM3 gene and autism spectrum disorder
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Abstract: Autism Spectrum Disorder is one of the most complex developmental disorders with a strong
genetic impact. In recent years, researchers have increasingly linked effects of central cholinergic system
dysfunction to autism-related cognitive and behavioral abnormalities at the molecular pathological level.
Results from autopsy studies, clinical cases and animal experiments revealed that aberrant muscarinic
acetylcholine receptors have a strong relationship with autism. In behavioral studies using mouse models,
the variations of CHRM3 gene, which encodes the muscarinic acetylcholine receptor subtype III receptor,
can cause autistic phenotypes such as cognitive impairment and stereotypic behavior. Accordingly, in-depth
functional understanding of CHRMS3 gene may have important implications to further explain the
characteristics and mechanisms of autistic behavior and may potentially provide new ideas and methods for
the development of educational programs for autistic children.
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