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Abstract

Obsessive-compulsive disorder (OCD) is one of the most disabling and most difficult mental dis-
eases with many subtypes and complex comorbidity. However, its pathogenesis and cause have
not reached a consistent conclusion at present. In review of previous studies, most of them are
from the cognitive mechanism, brain structure, neural mechanism, social factors, psychological
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factors, genetic factors and so on. As the therapeutic effect of serotonin reuptake inhibitors on ob-
sessive-compulsive disorder has been proved, the genetic research of obsessive-compulsive dis-
order has become a hot topic. It is precisely because of the therapeutic effect of drugs acting on
neurotransmitters that the possibility of studying several candidate genes for the genetic me-
chanism of obsessive-compulsive disorder has been pointed out to researchers. Future studies
should further explore the relationship between loci polymorphism and the pathogenesis and
cause of obsessive-compulsive disorder, locate specific abnormal loci, provide direction for the
exploration of pathogenesis and cause of obsessive-compulsive disorder, and further provide
support for the treatment and prevention of obsessive-compulsive disorder.
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1. 5l

SEERE A& —FEVA PEAS A, LI PRERIE & BRI iR 5 o L A7, B aiEminilg, A2
HTCER ) O AE SR o I S AR NP R DL R e sl s B v . 2R G4t 8. B A4
TATH AT, & 5 R EN 1%~3% (Murray & Lpez 1996; Bebbington, 1998), {H F &l A 5 ML il A Ji
A AN B, OO 2RO R AL, S B0 e ARG . DU T ASRGEE A AL A2 L)
KIGEER . #haxRZ OEN R FEEIREEEE 5 T SRAECRE [ R AL AR KA T TR, 34 T 9kia
fEE—FZBERR, faFlR, OHEREZERNZLFAFEMEN . ST UARAFEAEERET5
—EIEEW, ARSI AL 2 (1 A P R PR I B LR [ 56 DR AR AL, X SR 19 4% 38 35 DR AT 45088
LI RE M IF 7038 0 Bt 3 JEE DR AT 9 7 1Al Al — A DTk

Alsobrook et al. (1999)ifiid 5% 5T, Nestadt et al. (2000)i# it 27 9% 74 KB LW, SRIEEEA K
RIS, AL TE SR (Y AR AL G A BRI, 7[5 25 (2007) DAF B e i i AR 2 51l
HEAT 101 BRI, TS EORIERE N R B R R S KRR R Z M E R, 45 R LRI
I 20 28.1%, SCRFR S T2 R 2 MR AE D¢ R ECH 0.697, SRIERF —. = =ZZCRBIHT
RN 2.3%. 0.52%A1 0.37%, X AT He MR 1 9 IEAE AR AL 5 R R S e R R A &
—EMIBR, SREERA — L mh .

TEZINIETT J7TH, AR T — G 58 R 299076 7 G HE = ISR 25 WA B 8% € i PR A )
#)(selective serotonin reuptake inhibitors, SSRIS)ZEZW U iyl A fbk. SUKMBA. BRIV EH. M2
TT5E)Z N3] OCD HIRYT R, MRFIET ] 8~13 FIANSE . —EZRAIiRIT A s i Al 254, Haimatk
M4 . AACAP (2012)1A 4 SSRIs 5 CBT IR A VA YT I8 F THREMR ™ H AN, 128 70 A an S 34~ OCD
MERBEHESZ CBT J7ik, I ARG Z) T 37 i6YT » IE R TEH T3 M ZAviaT A —En
ST A T O T BERAECRE B A B 00 LA B DR v R . DAAE A 7R 3R B s E B — 2 1
A, FOR LA R S 8 A% K A A IO &R, A B T 2238 IR 291076 7 R siaE e B A VR T
RS SHIERE FUE B, DR — RS, SRIERE BRI AR T #GS, B AN TR T 4R
SEEUIE (1) R R B G AL A, D SEAERE 1YA T HE BH AT RE R8T e i

il
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B, k]

IIMTALESE R A SRR TT,  SRIERE AU AR R S P BB =38 —RILIER RS, 0 5RO,
Z WM Z IR LB R G REE R, b 5 (i RIE D, A% 5-HT s A B B2 . 5-HT %
PRIEDR s R LR HESRIE A, A4 LR By i UL TR SR e RS A A L PR S B[R] . 2 32 AR A
—REREIRIZEN, UHBBRARFISHEEN . BRI . SAPAP3 B L . AH 7T SR IBAE )
ORI i i R [ A T iR S SR A% LA AR G R BIE 7, 5 (8 5 R SR AE B AR L) it PR it
PR, CAIYIRE S JEUE ) T TR OB ARR YT 5 170 o

2. 3% %, & Y (Serotonergic System)

W 5-F2 Culi PR UL 1 5-F2 (Ul H AR (SERT), 2 H AR T IR i N A R 2540
PRl B AEAE AOAR 22 SRR FE A W S MG R 2R N, HL R B ARl IS s (i i i S AR, 5 Bh
RHE L) 5 tufle, (45 SRt RE fE A e I RAN, AT KR Je A IE AL S 1 B gy, AT
KB AE M5 .

2.1. A-BEREEEEHRERE(Serotonin Transporter, 5-HTT)&H

FIRESLG-HT) RN EEWMZIET, A 2MRMATEZ AR, Hee 1R GBS (G-HTT)
X B — B S N ST AR 22 70 5-HT T M S fish (] SR B B B-HT 1 ¥ 58 R 5 2 AN 345 5 = FE
FAFFEEIT[R], ATIAE 5-HT M &A% 386 (o ke S (1 241555, 2010). 5-HTT =& —MZ)74 630 MR
BERRIRBE R T, EAFRE AR s fE T, SRS H AN ER . TR Ak G-HT)H
PR TC I A A IR AR S Ak [0 B, AR n R R P AR BRAE P J5 K35, 5-HTT ATl fst, REWe B iR
H Ak [RIBR 1) 5-HT, {EMZEICANAME B5-HT ik 2] — /P (1R 4 (Murphy & Lesch, 2008).

22. A-RERFEEHRITRERSSMG-HTTLPR)

B[R 2 A VERRABAE— M EMD R A, [R]IFI 2R 1 A7 16 A b B 22 Foh AN i 482 1) A S Y Bl K] 784 (geenoty pe)
B AN B K (allele), TRFRAEAE 2 251 (genetic polymorphism) B3t (Kl 2 &1k . WA Fiff, A4
RAT IR ERAR S, —OR AEAERE DR 7 51 AN [ i ) i 1 1) XA 95 A B 21 1 D e 0 X33, xf
—AMMET S, B 2 SRS 2 S AR, A SR AL . AN ZREE DN 2 A MR RE SR R T 2k
DRI 20 Hh B 7 5145 DUBORN ], RIS T 548 DUF B AR 57, DA ROOCSE A BR (0 e e B e o 45 /2 R0
MRS, "R 3 K35 DNA FEKEZ AN, DNA EE A2 M. REHREZ S,

Ti-B ik B 5 1 X JE K 2 B (5-HTTPLPR), AT i3t Esh 11X, A Fistiaah s by
KL 1 kb Ko 8T IX, ZALEAFTE 44 bp F BURAGR Z M, WTE 5-R AR B R K.
5-HTTLPR FLA WA S SRR, R B3 PRI () R B TR (1) . 548557 | LA R AR AR B, #575 s U5
R A B BRI 552 Bl i 18 R B S KT, BRI AR I8 1A KPR ) 5-F2 B i FHEEIUK P Heils
L(1996) MR B L WA B S AR LS E, LL R A (5% 37 40 i 50 20 237 AR 1)
5-HTT ) mRNA J 8 F 3L L SS BRI R AMA 515 2 . 5-HTTLPR A e NN J7 THKEZA 5-HT 1=l
W R — R RS R (R S i i, RN 5-HT & AW ThEENIT S8 T 5-HT REThAEAF. S 5%
RLIERAAST T L S50 3 R B /b 5-HTT LR (36 A 5-HT A RIRIE, KIfd 5-HT f9ERILERIRD .

SRIMATT B-HTTLPR (87T, EWNAM AR E A ST . Greenberg 55 (1999) M 7ifg K A
BC“L” RISERIE ML B “S” 1 2.5 £, 5-HTTLPR A fig il i S 3 R i #4835 PR A 5-HTT B
Dhfemiszme 5-HT i HEus e, (f 5-HT Dife A kL. 4R (2005)8F 58 IA A 5-HTTLPR 5518 %5E T
FHIAE . Ramoz %5(2006) i xf 352 A EE KRR BAFIW 5T, 4518 1AN 5-HTTLPR A& fi% A 25 OCD.
X5 Camarena %5(2001) fHfF 7T — 2L, 1M Baca-Garcia 25(2007) B I 70N 5-HTTLPR fI 2 &bt L 2%
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A5 OCD WIKAEA R, McDougle 55 (1998)ff Fith i/~ 5-HTTLP R J: K 281 L S5 A0 R K 5 i
iE 2 IEASE, W58 5-HT FEUMHI 528 (SSRIs) K97 34 £ fiki <. Bengel Z5(1999)MIAA, HHibfE
5 5-HTTLPR A L/L 28 E M. Tri% (2013)WF T A AT 7t 45 J S 7 i 3 2 o L DR 7R b
PR S5 R 22 5, SRIEDRE & 3E LL R 59k LL RS LefE Lo 1.086, BB LL &K
AU AT (1) 00 KU IE I T 1.086 £, ESRIEAE S E H, LL BRI Y-BOCS ZHEH R & T LS Y
SS Y, iRH LL RIEA7 LR iR ia fE ™ AR B IEMIOG. B T AE N AT R 2 LA L 7E S aiE 5 1
WE P AA B, R TIIAIEE VR 2 5 /N EEE N (2012) W AR B T ARG SE R 22 5
FEEHN AT, L SR BE DR iR 0 e R h A AR W) iy TR R ZE, L S5 L DR 2 N AN B S i 1Y)
fak ik z, W AHE 5-HTTLPR 28 ME I MEA I, 5-HTTLPR A7 st 507 JE R L AR AY LL 25
EIEMER A2, JERA SS aRiaEM AR K& . MEm IR AR 5-HTTLPR £ & 5-HTTVNTR
ZAMESRIBIEMI, 5-HTTLPR f7 5 SS PR A2 sl iE ()l A %, 5-HTTVNTR 7 &%) 10/10 J&
DRI 28 it BERELRE DR AP PR R 2%

23. AR aRZHER 2A ZF{F(B5-HTR2A)ERH-1438G/A %351t

5-HT SZRE L4 HTR2A 2R K, HTR1B 2R F1 HTR2C SZAAKE[R . HTR2A A TGt fhk
13914, 4w 5-HT2A SZ4&(Tot et al., 2003). 5-HT2A ZKEEHA T NI R E, 5 ANEFLZ m50A
HUMTA K, I HHZST 2P 250 /e FABLE], BT DUEERS S92 s i 78 o o B B FE bR & . 5-HT2A
AR E AL T N 13 5 4tk 13q14~21 X4, HRIAKIL 5 Fl DNA £4&M4:, Hi T102C £
fERERE, HAEN DNA 25 rE . Nichols & Nichols (2008)#F 7t 48 HI7E SRIEfE T, WA EHZ K
HTR2A £ 2514 /2—1438G/A(rs6311) Al 102C/T(rs6313).

Meira-Lima %5(2004) W 5 IA A 5-HT2A JE K 7] G2 OCD A& i — M a2 —; Walitza %5(2002)
IR 7 R B 5-HT2A FE[H-1438G/A £ 57 /D4 OCD BE IR Tot 25(2003) % = H-H A s 5 il
FKRDLIZIER T102C £455 OCD fAAEATLfI <8k, 1 112 (2006) A E i K JE 1 X B A g
5-HT2A 2N L &5 OCD IR, Xf 124 4 OCD 3 fil 104 4 1E % 44 (NC)f 5-HT2A RK £ &
PEBEAT 7RI, BFFCASH BGOSR NBE 5-HT2A JERI A A8 5 0 0RIA M Ak RS IR SR A AE e, A
SERAE NS TE 538 N 1) B3 T RE A AN R (R R AL o X128 % 25 (2013) ifF 7L 4 H 5-HTR2A JE [K]-1438A %5
RrFERATRE L OCD B AWM Z; —1438G/IA AN At S OCD B Nk, & E. UHM
BATRAEXR, X5 Walitza 25(2002)8F 78 —2, HE—Brds &t &wamiasrst, &itliskiasr ocb
BT S 5-HTR2A 3£ [K—1438G/A £ 251 1) 35 [K A7 AE L HX

24 I-REREEHFE_ASTEISMEGHTTVNTR)

5-HTTVNTR (36— & T2 BT 5-HT #Fig A HF N &1 2 1 17 bp A% H R EE 7
HI(VNTR)Z 451, 435 10 (STin2.10), 12 (STin2.12)MEE 15 WFFIF1 9 (STin2.9) 1 E & K5 WP 4
(McDougle et al., 1998). +#%5 (2005)0F 7t 42 H BHTT-VNTR A7 36K 12 52547368 10 ML, T LA
AR R RIEKT, A TR L 10 1 12/10 JEEAY . BEh T X 8 LIL FEE A A A 2 ih AL o
SELAE ) XU BRL 7o 177 4] /N AHE 25 (201 2) F 72 28 B 5-HTTVNTR 57 55 () 10/10 35 PRI 74 2 58 6 i A4 1k 1y R 25
T H 4 110 255 7 35 D] % 356 TR R P 43 A AT R RT3 A M EE IR 535 2 5. Devor %5(1999)RJE7E OCD ¥
AR R I 5-HTTVNTR %547 5 R B4 5l 3[R 7 A 5 1B % R4 2 [ B35 % 575 Ogilvie %%5(1996) 4k i
5-HTTVNTR 2 251 i Hb B 52 B 2 R SRR B AG 1) R B Ok . T HiREE(2005) B 5T 48 HH 5-HTTVNTR
1) 3 DR 28 A7 AN SE o7 BE DR A%/ OCD 40 & IE W 0 BRAH 2 ) B35 22 5 o H AT 9RIEAE 5 5-HTTVNTR 2
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N 2 35 VEZ 18] (5% 2 CAR B A AT FE 8 T2 BT 7T, (H il X e e 2 MO MEARRT 7T, A DR S
HEERRE, SRR B, WREERAIR R A S, KA 0 2O L0 T 45 R AT & I 73
e

3. ZERREEFRSGE(Dopaminergic System)
3.1. JLESER R (i R B #88 (Catechol-O-Methyltransferase, COMT) &R

TEREIERETRTT SR, A I ik 2 R IR 28 B 5 T SSRI 8254 e IH i [ B, {H & I IR 77 & ks #f
TR 2R TG H RS G IR ACIE R, X BEoR T sRIEE R 2 EREREITE R, O A 2 LA DG ik
RIFR AL 1445 - COMT 2 [ CA PRt i (1) KB B —, Jmh COMT FEEPRIAL T4 ik 22911 (Liu et
al., 2011), ZIXIRAIH N R 2 S EURFE HIURIEAE . RS 0 RO SR P . LA ik-O- F B R il
(COMT) [ & 2 5 2 E Jiic i W A 1 10 B R 22 B i B ol &6 4% 34 1) G R R YT 28 . COMIT %: Rl 158 fif
(Val158Met, rs4680)% i1 L1 G # A Fi B, FEOZIEH I 8 M IEIREE Val 5 Met Bk, BHS
COMT BEFITE PR & 1/4~1/3. Val158Met (rs4680) % A5 1 & A W A 547 JE A, Rl H (Val158), L (Met158),
LK HHL HIL, LIL =FpEEA, o L S50 LS COMT B is PEFEAK, FEME CA RIS, mTLLS
 COMT V& MR AE I, K 22 B S S 3m, DRI L 857 6 R mT R s e 11 KU R 7 H i gt
Iz T e I 78 . 3 — PR S 2 2 A5 N—287A > G (rs2075507), 12T COMT %[ 5 81X
B, &7 A, G WASEAIER, LK AIA. AIG. GIG =FEERA, 5 AIA FERAHIEL, GIG FEHAK
COMT MR X UK (Wang et al., 2009).

Gamarena 25X} 210 5B iE B AT X IR S ik, DRD4 2647 2E[K 5 OCD A W EHK. —RK
T 261 {5 5EIERE ¥ SCHRIRTE AR, 7474 Yale-Brown IR B 83 1 [ A R B (1 35 5 COMT
) Met/Met &R RUAEAE BB AHSG . IZERBFEAENE . =8 SRIR. SO EMICHIRE, LR SR AN
SRIEAT N, WA, (Niehaus et al., 2001) M| &I COMT =& 2 R U7 s 2 B (1 58 iE 38
BN L. {H(Walitza et al., 2008)7E - & 14 5 EE (I 70 H1 FE80H KB COMT A& 38 AN F 18 1 AH G TEH -
HAM TR, COMT BRAF/EMEMN 2, Hi 74 R HA—E. Melo-Felippe %5(2016)% Xt B P 5 ia
i B R — D R T, RIS A R AT AN Lot B L, AR vall58Met L %5
RLEEDN Je LU FEDN Y o3 A A2 5 v o

3.2. HPRE W EE(Monoamine Oxidases, MAO-A/B)

F AL EE (MAO) AL PR I AL, B35 MAO-A. MAO-B HiffifE.. MAOA F1l MAOB Hi /M4
AR X et R L DR g i, 1 AR S TE T g A7 E — L6 2% 57 (Karayiorgou et al., 1999). EAR%T MAOA ¥
FIRIATT, {2 MAOB 1E AR A A B y-2 25 T TR (GABA)I AR H [ G ER g, 7E SHIERE 1Y A
ER) 2R EERI/EA (Yoon et al., 2014). BRItz 4b, &IEJLAS MAOB H:[K 4 4 i B 5k #f 7 2L0E A1 H
MPRE S99 A1 % (Andreou et al., 2014), [k, XFF MAOB %: A [ 71 th A g 200

&9 EE B 40 T8 22 B FUROR IR N, A S8 70 5 B R BME R T AR BRI EAU R A
Wi, ARG AT REIA R, M LA BAEH B . 2016 4, McGregor 45(2016) {5 @ 46 [E])1
TR St S R RN L R (GXG), PR 53R 385 ( AH HAE B (GXE)iE4T 1 1At . Herb GxG W5t & Bl COMTrs362204
53515 MAOBrs1799836 I rs6651806 #H L2, HYAN 1 SRAEKE I A& KRS, BiF 70846 H MAOB HR.fA& Y
rs1799836- rs5905449-rs6651806-rs5905512 il iEAHok, it Z w4 EfE, #iEiE{N5 MAOB,
CACG HARRIFHSG, Z AR BIIGIN T HRIEE M XA, 1 CGCG Al TGGA HR A 28 i 1] T PR AR SR AEE 1)
RIFINKr. GXE WFFTIEsE, RSG5 COMT, MAOA 1 MOAB i SR RUF H 820, {H R MEE
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AT I 5 M B A 4 A AT SEHE I BERAELIRE 1 55 R «
4, AEBEFH % (Glutamatergic System)
4.1. AEEFEEHFEE(SLCIAL)

SLC1AL fi T-Jetifhk 9p24, HmtifL i s MR ILIZ IR (EAAT3), HAL T FL3NY) 30%~40% 4 £ 5% fil
JEME b, EEAAGIESCIRAE, R4S X S (Nieoullon et al., 2006), EAAT3 it s £ 5 58 H 1A B 1 8 2
PR K R T 2 BR/K T, DR LR % 0 R (R N 4% 52 OG7E . A T- etk 9p24 E s & e EIR e iafA
(SLCIAL)HE PR 2 1 /b B it i X B WA 5 A7 1) BB i e BE PR o 28 S R A2 Wl FL Al W) AR 8 R G f B (1)
P, WMRMBIMEERRIRE S &, 2l M E AR IR RN FEM A RIET. BTN H
RE AR, FORAZIR LT 58 S MO 2 0 DA AN 28 i S 240 B T 1 48 S R 5 i Ak IR B R
TRFF E R BE AR AR E

VFE W ARG T 5RIEE R R 5 SLCIAL K ILHHR M2 A AL TR 2 A M 2 MAF1E R, BERE:
1814 (SLCIAL) R gt B 2 R ¥% 1818 EAAC-1, ZFia A R rhid e 18 15 4 A A4 S R /K T R M 75 2
FRRERI IRt . AN SAFERAIHH, thi/R SLCIAL R A fE & OCD K 5 B A (Walitza et al., 2010).
TEBEAE G T SLCLAL Fil OCD X R W 7t Fh 4518 A 56 & —F(Arnold, 2006; Dickel et al., 2006)#f 5t fi H
SLC1AL F R B k% F7 1R % 251 (single nucleotide polymorphism, SNP)FI OCD 2 [a] 47 7£ IEAH2<(Shugart et
al., 2009), oW FLIE HEUR R £ A SNP AL AR AR, eS¢ SNP (Samuels et al., 2011).
W AMIE 5T R SLCIAL HE K 22 25 1 5 R A7 fdBif 98 3 E 88 v T+ rs301430, rs12682807, rs10491734,
rs3780412, rs301434, rs30978789, rs301979, rs2078657, rs3708412 Z5ILAfr 5 . Hrpwf w4t —
AR R A2 rs301430, rs301434, rs301979. [T 44555 (2020)4F1E#E T SLCLAL AT 3 M s
(rs301430. rs301434. rs301979)i4T Z A PERT AT 7545t SLCLAL A rs301979 fi 5wl BEs& 1 OCD
(1) Gy S R 5, rs301430. rs301434. rs301979 [ HLA51A T-A-G Al g5 v [E BU% A B OCD K JiAH K.
T A 4z 2 R0 E(2016) R FH 56 G 20U R S BRI Fr BL K FE 2 1 (PCR—RFLP) A, WllE 438 141
OCD %5 A1 467 filfi BEx 8 % SLCLAL LA rs3087879 A7 s FE AT, Zp#riZfir s dk R 2R i e | &6y ik
RIS 26 53 AT OCD SRR PERT 58 & B i E DU A BF 1, SLCLAL %:[A rs3087879 fi i SNP Al 5 OCD K
T . 7[5 (2021) FH 28 4 BB S M. (Polymerase Chain Reaction, PCR). Bt g bt 12 FL ik LA X% L 320
JFEIE SLCLAL BE[H H rs301434. rs2072657 A7 x5 14 67 25 PR A1 Ik (R BU A 2 f 93 53+ #7 42 451 OCD i A5
YTREZH, 79H SLCLAL %:[A rs301434. rs301434 £ & Al g5 5MIEAE 1IR3 il e JCORIE I o 17 2% (2020)
R FU(SLCLAL) A A R #4125 15 A FE K DU /M7 4 rs10491734, rs3780412, rs301434 Al rs3087879 LA H ik
(1) 22 25 V5 Hh [ DU N T 438 424 SHRAELAE PR O IBC A 7248 H 75 20 BR % da A4 FE K] SLC1AL rs301434.rs3780412
B2 S TELL B R G-A-A-G, G-G-A-G, G-A-G-G 5 HEIANE ) K I 2 IR AF1E KBk

4.2. AEEEZ AEFE (Glutamate Receptor, lonotropic, N-Methy1-D-Aspartate 2B, GRIN2B)

GRIN2B H:F LT 12p12, fiiidmhl @RIz E A N-H E-D- K[ T4 Z R 52 (N-methyl-D-aspartate,
NMDA) &[] — /NI HLAL NR2B, FETE5 58 AE &I A 5% (1 e N i X 75 5 3R (Grinblatt et al., 2014),
NMDA 324t NR2 W2 0 FLANI R p o ZE 0 XA P 3 RS2 Ak, R B R R SN I &5 A7 A
NMDA Tt 2 5MA R K EiEE, hAh, NMDA 1557125 & WI7E SRIECRE IR T b il iF B 2 24,
Rltk, A2 AR R 7l fE 2 5 iR RE I A LAl . Arnold Z5(Arnold et al., 2009a)ilksE GRIN2B
) —N AL TR 2 51 (-200T/G; rs1019385)F1 1, 2 3 18 S % H AT 1147 1 )2 (ACC) I A 2 BRIV FE I PR IS
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AR S T AN MAMEL, GG KN EH ACC BRAFRIKZFEK(Amold et al.,
2009b), ik, G SEAIFEHITI A& — PRI ER . TE M RE AR, Alonso et al. (2012) W22,
GRIN2B £ 7514 5 518 15 Y WA S B e AT A A7 1 i35 R HK

W AMNEET GRIN2B FE[ 5 38 iE 2 (8] (955 R I TR R A + L0, B8 B S8 A IEH — 2,
FoAfE — DU I P sOE S R R R e, P T rs1019385 5 i A e A B AR R A FE 2 T]
(AR, WS R R a MR 5 T S507 3k K 2 18] ) 153 5C Bk . Logistic [F1 U5 43T iESE, 7245 6l RS R 1
TT DR 22 i 8 PEHE P A TI00 BR 7, 1T P Sl R R TR A A R o b4, AH SCHIE FE R IS 5 T S5 hr
() B AT AT 2 tH I A 1 A A RE AR (Kohlrausch et al., 2016).

4.3. SAPAP3 ELEH

TE/N BB AT N R AL 22 Ji b, SCRF AT SRR AE SHOEAE Th R HE A F B B R KR & SAPAP B4
DLGAP (AZK), SAPAP3 & SAPAP F i M —fFESCIRA H I gt £ 11 (525 75 5%, 2016). KW= R
ORI NRAE B A EE O AN R AP 28 il 2% o0 fE 15 5 8252145 - BRI SAPAPS X B (5 5
3TV H M AR B — AR T AR BN —ANERIT, BB 06 56 R 10 PR3 4 W 5 5 A I () 4 8 6 25 56 AT
%o NT Mt SAPAP3 fUAEFETHAE, Welch et al. (2007)HF 724l F F& R R BRELE R 1 /N B SAPAPS 2
BRI BN BRI 1 PR A 3 A R AL N SR BRIEE 10AT R, AR TR N B 3R 1 5-HT PSS il 751
(SSRIS)FATIBIT &, /AR ENE 4 A LB AT N EA BTz . BEJS Zarate & Manji (2008)8F 5t 15 Hixt
/NERBEAT SAPAP3 Gk 5, /BRI R R SUIRAA TAAFAE 85, 3% i BE B8 SAPAP3 ik [A 1] R 5 5 E K
WEAEAESCEE. Wan etal. (20100778 &K B, 7£ SAPAP3 Rtk /N H, AMPARS /S (1) A 71 b, Higr
RAEF AL B2 9D . £ SAPAP3 /N B A 2B 52 7K (group 1 metabolic glutamate
receptors, MGIURL)tH &A= 7 A8, X HE5Z24A7E SAPAP3 Flil% /N A SUIRAR MSN (v B ik 284 22 78) B 5
FEEXFHEZH /N B MSN BB SE IR H B3k (Chen et al., 2011). X465 & B 2= /0 B FE R 8 S IR 32 14
(AMPARs #I mGluRs)t5 SAPAP3 & U AH BLAE T, 5% M B E 1) AT AL o

VK5 (2009)BF 58K FH B AL A% AR 10 bR 2 SNP (tag SNP)AIT PCR-RFLP 5 A4 SAPAP3 JE[A F
rs11264155 17 ni, #RIT SAPAP3 H:[K 2 4514 5 58 E 1 0% R W 5143t SAPAP3 J&[X] tag SNP rs11264155
LA Z M e S s E R R AE TS B Lietal. (2012)8F 70 #2 i DLGAP3 s& SAPAP3 i ANZK[H VR4,
I H 5 520 K i A 5%, Ak 4> Z4RE AT Tourette 25 &E. T Bienvenu et al. (2009)%} 383 N5 BE )
FIGERIRH FU R I BN — L8 TR 2 A8 Ve SR BIE S R B A OC Bk, {H 2 DLGAP3 1% A
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AT R, rs11583978 SRk BAE W E AN OC . BEALE KR K B SROAIE % 5 DLGAP3 Hf% R Al
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L (GWAS)IRH T iZF N F 5 — A5, DLGAPL w] ft 2 5 5t iE (1) & 99 (Mattheisen et al., 2015).

5. INESRE
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POt R AR /N, IR 3R 58 R 3008 s i A 2 A B A o PRI AR AL IR 2R — B AR R 5 0 4 5% %
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