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A U A R B2 B R (1] o B AMEF BRI el st By e 5 P05 25 2% T AT A w3 Wl 4 e 1 IR S -
AWML (glutathione S—transferase M1, GSTM1)FERRZA&MEAISC[2][3]. GSTMIFER 2260 HAH B K
i X R 22 5o ASHIFFE Y. FH 2R A5 B S Y. (PCR) 2 AR T ZR U A e £ 8 A P b ] e GS TM Lk PR AR g
ATRRI, AR GSTMI BRI 2 280 55 ) AR PR IA 2o N Sk S PRI R &R o
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MR R T6M, h20004F2 H 7200112 HAE S — B R IRITEERE . F TR, R R s — k=
Boe 28 5 I B M s 5 T R S o BRSOk ) R E I B B . TR 21746 %, $% 3[R F i 2B IEFRUE (PAFS) 2
Wi T oM, TH#TH, TIH2240, IVHBLISH. SFREZ N RIIAR hy ST ab g BSR4 & S on e vy & AR %%
FERBAT TN TR AR R T 5 WA AL 80, ILrh A i gre24] . ZRLF 16451, i
GREWIAAR)G2H, HER23741%, CELREE L . AT MR REEDUEA &, Fig. BkE
oy A, JF HIS7E JFE RS e R A3 LA B

1.2 BF5LJTik

1.2.1 FeAWEE M ERPANRE DRSOk A 03 ml, FrEmREpUEE, -80 CORMEFFN.

1.2.2 JERZIDNATHIE ol R A SRy R R ZHDNA . SRR A% & 11 5ol 2 A (& [F Eppendor f
AT ) WEDNAZERE (D, /D, 0 > 1. 8) AR

1.2.3 PCRIM. R SR [3] Bt GSTMIEERE 5[4, P44 Eiif5” ~CTGCCCTACTTGATTGATGG G-37,
I U5’ ~CTGGATTGTAGCAGATCATGC-3", ¥ 38 v Be 2219 bp. BEATPCRY MM, [FIN LLEEEEEBE A NS
W, BT SIES):  F#5 ~GCCCTCTG CTAACAAGTCCTAC-3", R A5 —~GCCCTAAAAA GAAAATCGCCATC-3’ .
P39 B BRI PCR™ ) 41350 bpo GSTMLA [ & LR 260 51 W) [FIAE LA S S AEPCR . PCRIR) S 45 A1«
RNV EAAEFB0 pl, EAH200 pmol/L dNTP, GSTMIZEDH K Haz AR by F#514)%0. 4 umol/L, JER4
DNA 0.4 pg, 1 U Taq DNAZEG W (Promega’Zy ™ i) o FEPCRAL (P4 2R FERH A PR A RDTC-3CHY) Ly,
YK 94 CHIAMES min, #8594 'C 30 s, 60 CHEMS0 s, 72 CIEMI45 s, 35AMEHET2 CHEAf
7 mino

1.2.4 iAW H10 pl PCRI=WIZL. 8%BIENEREAENL (50. 5 pg/mliRAk £5E) H1IK60 min, HLH50
V, {ERANRIESAL FMEREE R . Y R IIPCR™ G219 bpdkaly, X W7R350 bp4eaty, WIGSTMIKEPK bk
Ralia1 (GSTML 0/0), AR W7R219 bp &350 bpgkafi, WIHGSTMIIERIZES 1 (GSTML +/+) Bk K& 1
(GSTM1 +/0) .
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A E A B A AL R RUR A0 AT . P12 TR BE DR R LU A 06 . I LA LK (OR) &2 95% AT {5 X
(8] (95%CT) K/mAHX fE b o £dind HSPSS10. O AFREATSE 1730 HT

2 R

GSTMLHERL . Py 2 1 21 B DRIPCR ™ 4Pk 45 L WL PR L. GSTML 445 o 3 K180 £ i X .4 oy 1 5

A=

Ao PILALSE R R A BAT S P22 5 (42=6. 03, P=0.014) , P9 BIL1GSTMI FE R B 22 £ 13
R R B S i T Bl . A PAGSTML+ (+/+, +/0) FERIBIAMARIORTE K1, GSTM1FE A 4l A6 R ANA (0/0) HY
ORfE M2. 24, 95%CIAN1.1774.27,
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K1 GSTMLIEDR f N 2 R E 3 B ERIPCRy™ ) Lk &6 1
Fig.1 Electrophoresis result of the PCR product of GSTM1 and albumin gene (as internal
control)
M: 100 bp DNA ladder marker:; Lanes 1, 3, 4, 6: Genotype GSTMI +/+ or GSTM1 +/0; Lanes
2, 5: Genotype GSTMI 0/0

1 GSTMI EE BTN 57 E R0 RA B
Tab.1 Distribution of GSTM1 genotypes in

endometriosis patient group and the control group

Group n Genotypes
GSTMI+ (/% or +/(0)  GSTMI- (0/0)

Endometriosis 76 26(34.2%)* N 50(65.8%)*

Control 80 43(53.7%) 37(46.3%)

¥[2<0.05 vs control

3 e

GSTMIJE A J& FGSTHEIE R 205, & BB 1) 1L AH AR 2 AR i . GSTML nJ AR g FIF ST #E 5,



AT RIS o GSTML I PRI (R il 2K A8 AT AN [R] (R N AR thAN ], TE 5 ABEGSTML 2% 11 ik R R A4 I B 71 29% ™ 66%
[4105]c GSTMIZEDBRIEIAGE ™ AW IERIREEE F, MEHUAX ISR R AR R Re ) R, KEWT I
GSTM1 3L [ 22 5 A 538 30 B8 A Q1K) IR 2 Ik AT %o
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eI R FeATAE W BAHSCHE (6] [7] . GSTMIAE N WS Se S5 bA I 7 s T 2L 1) I A e AR, IR 238 S A 57
KE G EVER) S R 2 B FA . Baranova&s [2] [31HFFE A i A A HE 1 P AE B8 AGS TML 2 3 B DR AR 401 1
Fii O IR AL, GSTMIJE DRI e e 288> 44 R I . 85 0 A Sk ) A0 XU o (HLGS TS PRI 22 285k Al HoAT W B ) b
I 75 57 BedltHadfiel d% (9] HE 35 [E (TR AGSTMIE N 225 5 N e Bt % 2 B TC B0 R . AR
MR s, GSTMLZS AR AR AL ] 2R DUBIA L N S Al AN I 22 [0 2 25, NS iE /s 1
GSTMI 7% [ J5 PRI R A0 4 25 vy 10 L2 o GSTMIL 24 1 i DRI 2R ) A A £ P i 1) XU A2 GS ML 2% 11 B PR R AN 1)
2. 244% . HHULFRIRGS TMIBE PRI BB AT BE A2 ) AR DU I L N R E AL S IR R 2 — o WRiE e — P 2 R R 20
i, AW R D, BTN Rk Z AR R FR R TR TR, P R KRR Sade A HExs
WHEATIFS,  [R] I PE IR 9358 DR] e g AP S5 5 25 2 i )AL ELAE DR N SR A RS, ANTTT WA GS TML 3 TR 2
STEH WA R R
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