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1 sBRZFEEFRSEMES TD

TD # Y09 B AL TS B AR W], B8 22 1 BE fi 45388 T 1Y
B B VE AL T £ BB 2K (D2, D3 . D) By IR ZE TD 4 95 20 A4E 31
AP EREEAY . X 2O RZEENLZEES TD
WroE, BN K £, FE4E R F D2.D3, DRD3 3 H A g F 1
ser-9gly Z 25 P de L LV 9 R A 43 BLAE BF 5% di SR FH 119 DNA
WA, 20K D3 ZARILEIN B F 1 ser/gly ZE M H A
TR AR 22 IR 1 2 T 256 71, NI A 7T RE R IR 1 Hiks
IR 2 S TD Ak 5 4k, Lerer 5 JH45 T 780 K5 #f
53 B4 A (TD 317 4], 4E TD 463 i) % 1§ 43 20 A W% PR 55
R R R logistic 45 0115, 45 . DRD3 gly 45 {7 3 7 K
AL TD MK (3’ =4.46,P=0. 043y’ =6. 62, P=0.04)
P AR M IS U AEAEAR 06 (f =5. 02, P=0.02;y" = 7. 51,
P=0.002), gly 44 T4 sergly 2«4 F(P=.006) fil ser-ser
MG FHE @SSRS H FEB 3T 45 (P<0.000 1), Liao
SEUTXE 115 {1 o [ B H (K 50 45 3 2 . DRD3 (sergly) 244 F
# DRD3(ser-ser) fl DRD3 (gly-gly) Zi4 T4 9 @& 1 AIMS
5 Ik DRD3(ser-gly) 3£ AL AT A J& TD ) — A A % .
Bakker Z£1 % 1976 4E % 2005 4F 3 ] % B Medline, EMBASE
Fl PsychINFO # 11 43 WF 58 8088 24T meta 4387 gly S5 40 3 B
B ser N FEF BN T TD MR (OR=1.17;95%CI 1. 01~
1.37) L MM A & BLIE TR 5 A 6 . Zai 5 58 T 202 57
RN 30 Bl £ E BN D2 ZREER 12 M 285 %S TD 1
K FR R IIREE 22 CO57T FIE I C939T L2457k
5 TD AW BAHEE(P=0.013 , P=0.022), BT C939T £
D5 Rme TD M8 L1 AIMS #4504 3 4h . R % 3 DRD2 2 [/
Bl5 AIMS 3 (P=0.07D ., BA&4A C939T fil CI57T (P
=0.021, P=0.008 D A5 AT 5 TD J AIMS B0 4 K.
1M Hori 2 %F 200 ] H A% 3% (TD44 f; 4 TD156 1) ¥y i
5%, A KB DRD2 £ H 3 MIHEtE £ 3 ser3lleys,-141C Ins/
Del Fil Taql A 5 TD fF4E KBk,
2 SHTZGEARSHTHEZEQAERNSS®E TD

5-HT 3 A2 2 B REE 2 B HUR i 25 1Y 3 22 4F A
PR U T R 55 H0KG Bl 995 24 0 P A E AN R R A K. 558
o Jie 2 RS 7 F 13q4-24, 1 T102 C,A1438 G il hisd53tyr
S HRH WL 3 AN AR A, T T102C F1 A1438G X AN
MR AZEZ B X RHY, H T102C 8 RES5H
T X 1l 43 SRE (9357 30 R A 56 . Al-Janabi T BFSE T 5-
HT2A[102 (T/C),his453tyr) ,5-HT2C (cys23ser, —759 (C/
T),—995 (G/A) 5-HTT (LPR,—15370(A/G)]£ & 5 TD
MIOCR KB % IBAR IS R R Al L IR R 5 5-HT2C 2 4%
cys23ser Z5 S TD AR (P=0.07), HAth Z 5K L HAH K.
Boke %1 %t + H-H A (TD 41 47 1,3t TD 41 80 ], fekt X &
44 100 B B BFSE Hy: 5-HT2A 52 K-1438 G/A(rs6311) £ 7,
FEDH R S B AR RAE TD 4. 4E TD £ K % M 21 ] 25 = G
Giil#3 . Logistic BIA4#T B8 AA FEH AL (P=0. 025 8;
OR=14.34;CI=1.19~15. 81) & TD i A & B F. Segman
ZEDIRT LA H) L CTD 41 55 fil, 4 TD 41 60 f1 . il Jfe %t B 41 97
B (I 58 & B 5-HT2C cys23ser 23 % F iR TD 4
(27. 2O BB THE TD 41 (14. 6 %) KX BAL (14. 2% 5 y° =
6.4,P=0.03), A, 1t TD 3 cys-ser Fl ser-ser &t [K AU 4
I E (= 11.9,P=0.02), Segman SO0 — AR (0=

635)Z b FE A (TD 41 256 fi. . TD 44 379 #iD #F 5% & 7w
HTR(2A) T102C B FH A (P=0.002) 5 TD 6. K B ¥
CEYER KT 47 ) KBJCH W] 8, 1 his452tyr B K 1 5
TD %,

3 AYREBERSSES TD

Yl R PA50 4338 2 0 A, £k 25 9 1R 0 i 5 B 22 S
5 TD X ZMWEs EZ L% F CYPLIA2 J¢ CYP2D6 JE A,
CYPIA2 25 T i 4 G0 & F B 57 55 SR 470088 195 24 19 X
. BARAENREES SRR ADLER 552008 25 K
HIE YT R A, CYP1A2Z A S — AR 2% 1 g i v R0 1y A 3
Mk TR, WEFRA R ML, AT S 20 13 QB & v
I B)) T S5 55 2 W BN L AR D 3R R A2 Bl R R 1Y T A 0 8 Ak
B . Basile ZM BT T 85 iR b 4y 20 (R & CYP1AZ B
(C163A) Z AW . CC EF M F -1 AIMS 43K 2. 7,72 A/C
A/AEERBAE 3.4 5 (Fos =7.4,P=0.000 7), FH
CYP1A2 ZFH (C163A) Z A RE LG M ZAE R FH B TD Y
B e KR . 28U M 202 i CYP2D6 4 AR, 3
LS B A W i 2 A, Fu %0 182 i+
FERS 1 20 2UE B 20 9 TDH (=91 53 TD 4 (n=91) . %}
H 4T CYP2D6 [ C100T Fl CYPIA2 JEPI C163A LA
5T :CYP2D6 C100T 22 7% 5 20 1) 3 [N B4 43 A G 4 it 2% 2 =
(x*=4.078,P>>0.05) i TD 41 T % v K& & 4 % 03 2 % Tk
TD 2 (y* =4.28,P<C0.05), A, TD 4 CYPIA2 C % {7 it
FU W TIE TD 41(y* =6. 38,P<C0.05)., CYP2D6 100T K
CYP1A2 163C % 2N 5 TD M. £ logistic [9] 94 #7 %
BIAE IS, 8 B2 TD iy fa b X, i v 50 JH 25 8 18], CYP2D6
M CYPLIA2 JER %I 5 TD &%, Liou U BESE T 216 i p [
BRI 4> 20E B3 (113§ TD, 103 4k TD) &5 2K 2« 5 1
3 CYP2D6 « 10 C188T H:(F Al 5 TD 77 78 H B LBk (P =
0.045) . KM £ & [l 14 5 B I8 42 18 2% B £ J5 . CYP2D6 x 10
C188T £ 45 AIMS Ml % (P=0.033), 1A M & 8 45iE
Tiwari 251 X EIEE A CYP2D6 fBFSE & & LS R £ 5 4 5
TD ¢,
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B K AL W AL B (Mn-SOD) | it 4 4k & i (CAT) . 45
o6 H IR Fi A (Gpx) 5 . FEPUA AL BT B, 45 8 A A Ak
fiff (Mn-SOD) X 7 B 48 [ 3 2 A S tE 1 A . Hord %070 %
B, H MG o BUIE £ R OB K M 0B ) B AR SR P, Mn-SOD  Val
G EF R RIS AN Ala EMNEREAS KE TD R
P& T Val %07 U2 &L TD AR N E . Pae 20
W T 107 41 58 =K P 43 2L0E /2% NQO1609C/T £3: TD
41 T S5 3 A SR B g &5+l TD 41 (OR 2. 256,95% BFIX
[8] 1.235~4.133); TT 3L H I AIMS 43 8 2% T CC,CT FH
HI(P=0.004) ;% H] NQO1609C/T £G5S TD A X,

4 b “@
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2 IR 52 35 R (rheumatoid arthritis , RA) & — Fh DA Xt
FRIEZ RV R A EERIAMAG T RE A S 5.
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13, RA MAFRMEMEIG KRR R 24> 32 S0 Jil 1B 1 56 90 0
ik HDRE T R LA R AR R B RIEM AR, RAENE &
S BE PN B FE RN T BEAEAE 2 R B B HUIk, T 2 B B 4t
PR RA o2 Wi B EAREET . JE4F K, [ A RA
AR OCHT LRG0 BIF 52 BRAS — S Ji , B0 RA A S Hrik i F
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A f B b Rl B BN TR BAS 2 B RA IR R . H
R T ARSI RE 5236 77 1 A T L 068 412 12 TG 30K 0 88 W 3 36
2: (ELISA) il 5 058 0 S WU bL 3 vk . SCHR e iE RF 7 4





