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[RR] K& HOHILAP 24 4R (5-HTR2A) Z R -1438C/A B A 5 ¥ (OCD) WRER M B ZRERTE. ¥8
REPLENEL 127 #1 OCD B fE R WIFENTAR, & HiAk (55 B3 & 200 mg/d) 3037 8 J, R A ARG - A B BB B 3% (T-BOCS) W NT
oo DR MRRE SN - B B AR BE AR T RIS OCD 535 A BEXT R (R4 , n = 224 ) 9 5-HTR2A ThgeEE HIE1738 1%
RERSPAT. % & 5-HTR2A FL[H-1438G/A B4k R R 4R 25 B At (R 3 5 A S50 A9 53 A 5 0 B o - OCD 41 5% Rl 5 fr 22
B GSENERFEI PR (P<0.05) , HERBF AP ENERTE I E B (P>0.05) ;5 MBI H P45 X34
SRERFAPENERLEH FEX(P>0.05) ARG A EHNZERFTEIFEL (P <0.05);0CD X HEHER
2 R A SR 0 TR ok LR AR, 2 R YR SR 2 B (P <0.05) ;OCD BLR 41 5% it 4 i 25 B BT S 2 IR A3 A B3R i
ERFEIFEN(P<0.05);0CD B g4 Sk 82 RNB RS H 53 A4 PR ER YFEHZ R (P <0.05) ;00D LF
WA 4 5% A R E ARG R A PUR LA, 2R WHEH PR (P <0.05), # % 5-HTR2A EH-14384 S
B AT A OCD B W B MK -14386/7A A MRS 0CD ¥ Bk EBM 5 IUH MBH AH X &l ARy oCD
BE RIS 5-HTR2A £ -1438G/A A NEHBFAERE,
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disorder and efficacy of sertraline treatment

LIU Yan-hui', ZHANG Xin-hua®, ZHANG Li-xia’
{1. Division of Psychialry, Binzhou Youfu Hospital, Binzhou 256612, China; 2. Department of Psychiatry and Psychelogy,
Medical School of Qingdao University, Qingdac 266000, China)

[ Abstract] Obfective To investigaie the association of 5-HT2A receptor (5-HTR2A) gene -1438G/A polymorphisms with
obsessive-compulsive disorder ( OCD) and efficacy of sertraline treatment. Mefhods One lundred and twenty-seven
patients with OCD were selected, and were treated with seriraline for 8 weeks, with 200 mg/d as the highest dose of
sertraline. The efficacy was mated by Yale-Brown Obsessive-Compulsive Scale {( Y-BOCS). Polymerase chain reaction-
restriction fragment length polymorphism was used to detect -1438G/A polymorphisms of 5-HTR2ZA gene in patients with
OCD and healthy controls (= = 224). Results There were significant differences in the allele distribution frequencies
between OCD group and control group ( P < 0.05), while there was no significant difference in the genotype distribution
frequency between two groups ( P > 0.05). There was no significant difference in the allele distribution frequency between
sertraline effective group and sertraline invalid group (P > 0.05), while there were significant differences in the genotype
distribution frequencies between two groups (P < 0.05). There were significant differences in the allele distribution
frequencies and genotype distribution frequencies between females in OCD group and those in control group ( P < 0. 05),
between OCD early onset group and control group ( P < 0. 05), between OCD early onset group and OCD late onset group
(P «<0.05), and between patients only with ohsessive-compulsive behavior in OCD group and control group ( P < 0. 05).
Conclusion 5-HTR2A gene -1438 A allele may be the 1isk factor of development of OCD. -1438G/A polymorphism may be
associated with female gender, early disease onset and obsessive-compulsive behavior as the only symptom in OCD. The
genotype of 5-HTR2A gene -1438G/A polymorphisms may be associated with the efficacy of sertraline treatment in OCD.
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55 A 51 ( obsessive-compulsive disorder, OGD ) £
— i DA A SR O e AE , PR B B o 2h a3 iR
YRR EE IR e, RN 1% ~2% ", H
B OCD AY%% BLABRALAN M A B30, 25 I o ™ 3R
OCD 5 iR su i By 5 - ¥260,H ( 5-hydroxytryptamine,,
5-HT) hfg A B4 %. B, 5-HT™ 5-HT 24k .4
B ¢k Fo %A (5-HTR™ \5-HTT' %) fR T 0CD
i B BF 2 e B sl

P58 K9 5-HTR2A HH 5 —2lg MW A X,
WLEEET SR e T AR %, XT
5-HTR2A #£H 5 OCD M RAZ, HE R A —
B b, A BT 5T 2 4% P 4 B A Y -1438G/Afir
A A A2 OCD B2 3 M A& il Ak )5 837 %
SERATEENRR BT BAHEA RS OCD BF
R 0] L A e B W AR T A B ST, R W
S rg il bR g R A

1 H#5hH%E

1.1 & Aad

1.1.1 $54ik#&  ZEHL 2003 4512 H—20114E12 A
EESRAZEZERBERELHEBREZHEE,
BEAGFTARAAL., OCD B3 138 4, R LR+
B3 11 81, Sehr g RS 127 B K s 75 81, &
#: 52 B E B4R R (31. 67 £13.28) B, AHtREE:
& 2 BN S % i T4 58 W i) (DSM-IV )
OCD 2 Wi 7 #E; @ B & -4 B 3 78 & 3 ( Yale-Brown
Obsessive-Compulsive Scale, Y-BOGCS) ¥4} > 16 43121;
@Al AT R M2 ek g 2 ML ;@QBUK 5
AR RR P E R EERMTKESR
BRARLTFHRE BESMAWE., REER
o 50 HEBR BLAR P2 AR 50K I M I 4 R
WHE PR REEE Z2ORBHE O,

1.1.2 438 #4348 Black 5% OCD B &M %
MR, RENERERI IR R (<16 ¥,
r=3) IR EH(>16 3, =93) , WH R HF OCD ™
BEREARE LBEERHEHETEEX(P>0.05),
HEERRALS R ANFH BERNZH (2 =41) .5
AHGAW S XA BMET I (RN 4T H4E,
n=56)MLABBGTRHHA(n=30), FHHAARE
224 A, Hb B 119 &, 8 105 4; FHER
(32.48 £10.51) ;A EH KZREZERMEBERRE

RpLITERERE . ALM GRS DSM-
NiaBif fEf R fR B DUR L B AR MR
B SCARAREE sHERR B AR RAR R DL R iR 2 g
AEGHEAE. OCD 4 55 A4 X tE 7 R
WEREHEIT 2B N (F>0.05), APFHEALTL
RERZRM B BB ER . iTH Adlx
SHEENBRES.

1.2 Wk

1.2.1 WRWKT PESAHFAAL,.REA4L
R&TFEMAR—ZHRT  WES A, SHlAER
FIE 25 me/d AR I8 B GG T 5245 00 & il AR Z B n
BT E (100 ~200 mg/d) . 37 H A9 A I B
FAOURE MR 2 B £ S ] AR IO MR R B
REFH Sk R H Ak & 5 - RAKEFERW
#474) ( selective sertonin reuptake inhibitor, SSRI) ,
1.2.2 FHW¥e WaRIELSZSERBI
R & AR TRl it F T E— AR &
—H R, Kappa {6y 0.93, 2 HFTHRITET RS
37 8 A J5#E4T Y-BOCS ##2, B Y-BOCS A% [ (18
SPRITESY — WY IRIES) /(IRITRTIE S - &) x
100% 1{ERIr Rt fatn 228 =35% A 8.8
2% <35% HEEH

1.2.3 HFELM  SEEH 2 ES KL
10 mL, BT EDTA H#EH, M ET - 20 CHKH.
SR R S hl 25 SR B I 41 DNA 3 ¥R
JARREAL 2 50 ng/mL, BT - 80 CHKERER
H. 5-HTR #£ A -G1438A &4 PCR 3|4 7 :5°-
AAGCTGCAAGGTAGGAACAGCS ( | ¥ ), 57-AAC
CAACTATTCCTACCAC-3'( F¥#)o 25 uL PCR X
AENSE 100 ng H H 4 DNA,O.2 mmol/L dNTPs,
30 pmol3[#1,1 x PCR &% ,1.2 U Tag B, PCR §"
RN &4 :95 CHWAS#E 5 ming 95 G 30 8,60 C
305,72 C 60 s, 36 35 A 0% s B J5 72 C I fia
10 min, BEHMER (10 pL) :PCR ™45 5 pL. . BEH
¥ 1 pL; B W8 Msc I3 U, Al BZE KRN
37 CHUd®. H3% HNIRMMEK B, 2 BHER
FEB™H, BB AR, Gl438A K H M A/A(BE
#U) 2y 468 bp , A/ G(ZE 1Y) 2y 468,244 1 224 bp ,G/G
(28458 ) 3y 244,224 bp,

1.2.4 JR#FMBH OCD 4740 138 8, B H S
JRACHR ¥ 11 81, Hrp 3 B[ B A HoAb ™ AR ,
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AEAEUEE G ;2 AIESFET ;6 BIA A RS
Y. TH 2 BRI, BREZREF BT SEMAA
W) 25 B R e H B Th iy OCD 41 R 127 #il,
R T R
1.2.5 REEN ZPREENLSN.25EHE
fr B TRAG 25 3 P2, B &5 N BF S R R 2
T o Ay — B R AL, PR SR MR U O R 1EAL I R IR &
B G 6 R ER—KEHL . ZIERY
o AL , FRAUE R4 % ME R ROPEAG R ) Y — Bk o
1.3 Sty

¥ F PSS 17.0 kA 294, HHER
o B A R P B S R PR RE AR ¢ R0 ST BB b
BRA R, FHEFHEBAXNER,P <0.05
hE SR 28 X,

2 B R

2.1 Hardy-Weinberg 3%k 0 4 Wy & B R R
g EF My’ =0.20, P =0.66)%5 OCD &

HB(y* =0.16, P =0.69) ¥ ZEE BB EY S

¥R 47 A6 Hardy-Weinberg P48k M

2.2 5-HTR2A #[H-1438G/A £AH:

2.2.1 OCD 4l 53 M4l ki OCD 4l 5y H4#

HESAMELN B REHEITFE (P >0.05),11

S A 5 A A R A 2 B T B X (P =0.03,

OR=1.41, 95% CI:1.03 ~1.92) (& 1),

2.2.2 HHMITRSEALZEBHEIHHXR OCD

EHMABITHERE S XX 4 R 5-HTR2A £ H

438G/ AZ B SAR A M E LR LR

THITEBX (X' =1.40, P =0.24) , TG H B 4
R s B ST R X (x° =6.86, P =0.03)
(&2),

2.2.3 EAHZELELAYE OCD B 7 A% F
kR R XR O :0CD THHSW KK
HHMERAM(y =7.32, P=0.026) AIHUEH
(x*=7.47, P=0.006, OR =1.93, 95% CI:1.20 ~
.11) PR E R HITERE ;00D BELH S
B KRB (K =0.46, P =0.80) MEfr
HH (¥ =0.12, P=0.73) R PR B R EBH T
2EN, QRMER:0CD B4 53 A ERA
R(x* =15.77, P =0.000 38) MM EH (x° =
9.53, P=0.002, OR =2.27, 95% CI:1. 34 ~3.87)
RAPRMERA HiH 2 X ;00D B &Z4 5 K
HAMEHERB(K =1.29, P=0.53) G EH (X =
0.97, P=0.32) R HMBHERLHITEE N ;00D
HEASHEHAMEFM(K =10.39, P =0.006)
Fsfr A (¥ =4.98, P=0.026, OR =1.91,
95% CI:1.08 ~3.40) B E RH AT EEX
(F3)o @ RFEI:OCD A 8 W gl 53 K
HAMEHERB(Y =1.97,P =0.37) MEMEHA (X =
1L.70, P=0.19) R HME ML R BHITZE N ;|
HWEATHE S RAMEHAM(x’ =0.95, P =
0.62) MG A (x° =0.72, P =0.40) 2 HiHAEH
ZREGTTZEGHNARBGAIE SN RN E
EE(y* =8.98, P =0.011) f&efir A (x° =6.16,
P=0.013, OR =1.99, 95% CI:1.15 ~3.47) 345 I
EHBERFAEHEITZEN(FEL .

1 OCDASRESHTR2A BEE1O8C/AS BRI (2,% )
Tab 1 Distribotimns of 5-HTR2ZA gene -1438G/A polymorphisms in OCD gronp and emtral gronop (2,% )

3P & B
- %1
GG GA AA G A
OCD #1 (N = 127) 29(22.8) 61(48.0) 37 (29.1) 119¢46.9) 135(53.1)
R (Y =224) 67(29.9) 114(30.9) 43¢19.2) 248¢55.4) 200(d4.6)

N2 OCD &M HANASENES-ATR2A EEH-1438G/ASHMSH (2,%)
Tak 2 Distributions of 5-HTR2A gene -1438G/A poalymorphisms in seriraline effective gronp and seriraline invalid gronp (»,% )

MEE & B
MM e
el CA AA o A
& A B4 (Y =96) 21(21.9) 22(54.2) 23(24.0) 94 (49.0) 98(51.0)
& TR (I =31) 8(25.8) 9(29.0) 14(48.2) 25 (40.3) 37(%9.7)
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N3 5ATRA RE-148G/ASHES OCD BE EHREMRERNEE(r,%)
Tab 3 Assoclations of 5-HTR2A gene -1438G/A palymorphisms with gender and age of anset of OCD (2,% )

i — i;!;ﬂ — - e ’
OCD K PE (N =52) 13¢25.0) 22(42.3) 17¢32.7) 48(46.2) 36(53.8)
L RE (Y = 103) 42(40.0) 47(44.8) 16(15.2) 131 (62.4) 9(37.6)
OCD BEHH (N =73) 16(21.%) 0(52.0) 20(26.7) 71(47.3) 0(52.7)
BB EEH (N =119) 25(21.0) 67(%6.3) 27(22.7) 117 (49.2) 121(50.8)
OCD REH(N=34) 7(20.6) 10(29.4) 17(30.0) 24(35.3) 44(e6d.7)
OCD IRERH (N =93) 22¢23.7) 51(54.8) 20(21.3) 05 (51.1) 91(48.9)
UL (Y =224) 67(29.9) 114 (50.9) 43(19.2) 248(35.4) 200(4d.6)

R4 5-ATRA RE-I4BG/AETHES OCD 2R A REFEBRN T2, %)
Tab4 Associations of 5-HTRZA gene -1438G/A polymorphisms with different clinical manifestatians of OCD (2,% )

HEE #H
an (el GA AA G = A
T RAH (N =41) 8(19.5) 23(86.1) 10(24.4) 30(47.6) 43¢52.4)
B W/ R (N =36) 15(26.8) 27(48.2) 14(25.0) 37(50.9) 35(49.1)
BhiA 47 B4 (N =30) 6(20.0) 11(36.7) 13(43.3) 23(38.3) 37(61.7)
HBE (N =224) 67(20.9) 114(50.9) 43¢19.2) 248(55.4) 00(44.6)
3 W AMER PN A7 ,5-HTR2A EH T f85 OCD 25 #4145

5-HTR2A FHH-1438G/ Al T TiEE A /S 30
FRE EFBERNGHETRATERXE. &
% OCD R4 B2 BF 30, ¥iF 5-HTR2A fgff OCD
R, AL 5S-HTR2A {82 (57 0CD & ) =%
fEM i B EH AL A HF AP SHTR2A HK H
-1438G/ AL 4L TE OCD 4 AN AL #9356 A 2 4 A
IR 2 G TT 52 L5 T4 AL B 4 B R Yy
XS it E X, H-1438A & 0CD — 2R A
o Walia %1% th R J-1438G/A & &bk ek A A
MG EAG I AMEE OCD FEXBR. X%
40 ZP-1438G/AY OCD BB BEEM X, 5R
TR BFFE 45 R 8 — 3%, H-1438A £ OCD —
B A BT R R R T AR R
RUS-HT2ARBEHA K L ELES OCD 5 Kbk,

AZPF B OCD R#F-1438G/AL BHMRHF
i 56 B oA 0 S8R A B o AT S0 A B L U A 2
EHTH 2B X, T3 H 8 27 MR 28 R A st
B, ERRE O D  ERTHEA SR
4R EE 5-HTR2A H A -1438G/ A H R 43 A IR,
SREFHPYEBREIFELZHAEG T . 5EHE
BB ERAETRR RETRAATERE LR
5 ,5-HTR2A & [H-1438G/A W B & OCD 8% B

SPBARA R

REPH ZHREHRERL R OCD FRAFE
HEBEER . AP REE WA R4
BERER 000 RRA S MK L RU SR RH
Fe-1438 G/ AfF b 5 R 20U 01 25 i B8 (R 43 7 B 7R 0 22
SR it 2B X, H-1438A £ OCD B9 f— M
AR, XS WGPt RA, 14386/ AR E
HRZH OCD FEXKRK, SR WPFIALE I — K.
SRR SRR £ ER OCD REM BERY
FTATRPIEE R —B . HEPILEM T 00D &
5 LA T AR AR FEEE B 2 S A WK, Enoch 5™ &
B-143BABNMHK A SR 4E Lkt OCD RMEA XK. A8
FEdAT R R R e B, 3 -1438A AR A
R ot R R R A A A0 R R 3 R TN AL,
OGD Ao 4 5 %0 i ok 41 A % B B0 92 SR R 40 A
PEHZRA HEHZEIGEAPARAX MRS
A Sk 00D B AW A KB .

LA RRAELGRZN RN, £
14386/ AfiL ik, (A GBAT 0 Y R R A
SURAFFRBE}RABHRRARITEZEX,
#3 -1438G/A £ AL T 68 5 (U B f1 v 9 OCD
CHGSBREEX NS HREEA, E
1438G/AfL i b, BEA S0GH Wik XA HBT N R E
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B HH B S A E H  ER S RN B R &
H2EX BR-14386/AL TS BHAERE
WS R OCD WAIM B BekA X, Tot
s USl g9y B AR B 9L 5-HTR2A # A 1438G/A %
BHEE OCD FH X HH XA TIELEHES OCD B3
BUIks BRAERAE XK . THRAT A AL & B 5-HTR2A
HH-1438G/ABEHS OCDF X, MAXA TIES
A S OCD RyRE By R RAH X o

£ b R LA BF 9L R B 5-HTR2A # 4 -1438G/A
EEETHES DA X, MEEIEF SRENHE
(&) ERER(RR) AKERA(NARE
fiR)FH R, 5-HTR2A HH-14383G/ A BT B
& HiAkIGIT OCD Ry ks JRI7 A X, 56 B B IT 8
FHENAF  HE5ENSHARZENRRESRS
—F, AEWRFEZFHTHREHA - EH
R EAHEE RN O 5 58T 5% B
BT W AT EM ARS BB = Rl
BAARE . B, S MARET TR EE,BMT
BRI, BAA 4 BB AR R A 6N & b Ao 52 /Y2
W, 2 T AR B A X A R M, A
FEWMT M RARA ., AL, EARERH
H— R,
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