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[(HE] B8 Hif MMP-7f MMPI ERESHFRKEEHESFEIL T AL FEABRRAE
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friE B % A 160 & AL ot B MMP-7 2 H 5 30 F X-181A/G 25 A H MMP-9 ZEH R 3 F
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EH OR HK2.71(95% CI:1.19~6.16), MMP-9 5 C F1 T %47 5 B8 45 2 75 7% 41 48 F vt BB 42 43 51
#88.8% .11.2% &91.9% .8.1% , FIAEREHKE ¥ T (¥’ =1.64,P=0.20); 5% H4 C/C.C/T #
TIT HEBFESH578.3% .21% F10.7% , % AW 551 483.8%.16.2%F 0% ,FiEERFEL
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[Abstract] Objective To investigate the association of single nucleotide polymorphism (SNP) in
the matrix metalloproteinase-7 ( MM-7) and matrix metalloproteinase-9 (MM-9) promoter with the
susceptibility to endometriosis. Metheds The SNP of the MMP-7 and MMP-9 gene promoter region was
genotyped by polymerase chain reaction-restriction fragment length polymorphism (PCR-RFLP) in 143
endometriosis patients and 160 unrelated healthy women. Results The G allele frequency of MMP-7
among endometriosis was significantly different from the control group (xz =6.59, P=0.01). The
genotype frequencies of A/A, A/G,G/G in the case were 86.0% ,13.3% ,0.7% , respectively which were
significantly different from that of healthy controls(94.4% ,5.6% ,0% ) ()(2 =6.50,P=0.039). When
comparing it to the A/A genotype, the risk of endometriosis was significantly modified for the G allele
carriers with a adjusted odds ratio of 2.71(95% CI:1.19-6.16). The frequency of the C and T allele
among endometriosis patients and healthy controls were 88.8% ,11.2% and 91.9% ,8.1% , respectively.
No significant difference in MMP-9 allele distribution was shown between the cases and the controls()(2 =
1.64,P=0.20) nor the significant difference of genotype distribution observed between endometriosis
patients and healthy women()(2 =2.31,P=0.32). When comparing with the C/C genotype, the risk of
endometriosis was not significantly modified for carriers of the T allele and the adjusted odds ratio was 1.41
(95% CI:0.79-2.52). Conclusion Individuals carrying MMP-7 G allele could significantly increase the
risk of endometriosis but MMP-9 promoter SNP was not associated with the risk of endometriosis.
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FENERMEEM)R—IHEEES&E
BHERILFERT R ENSERBEEER ", %
HExEEMWREH, —&5 EM ZREMHALHE
HEASHTRELREETE—E/FEH, e tFF
RS W N-2 B AL 5 5 B 40 B €5 R Paso™,
H i & B E B B (matrix metalloproteinases, MMPs)
R—ANE B KRB RIE, 7T R Ao 20 M S0 25 5 Fn B
BEMBN%BREIEFEEEER. i F
EMBEYETIERTLRLBERARMERRE. T
Ab B AR M BB AR AE , B b MMPs 3T 4 3Rt R
AR EMREERMEERA, RI1E £ X MMP-1
HMMP-3RN £ 5 EM #1155 BRIk M X R #t1T
THR, BAXRIAMMP-1331 FK 2G SN EER X
MMP- 15 MMP-3 % [5 2G/6 A 5 {& & 7] fE 3 il EM
BHNEKS . MMP-7HIMMP-9% /& F MMPs % i
WRR,EMNRE RSV SERRYEEME
BEEAXTY, ERMTEANBESREN T
MMP-7RHIMMP-9#) & R, 8 EATE EM K B
i —E A, BFRAH, MMP-TE 3 FX-
181 A/G MIMMP-9J3 31 F X-1562 C/T M EETF R
%% (single nucleotide polymorphism, SNP) , ¥ 7] 5
MR R EETY SR RES REA
K AR 5T R A 6 % BB 9T 3 X A
EABRN FRAESNRE EM W RRHBFTT
#Hito

MR 57 %

1. BFZEXT4 143 41l EM B# 52002 — 2004 £ 78
HLAEMREENER AR FRBITESE, ZRA
2N KRR BEEIEL I W~ VE EM, BH/4E
B AZE EELRRESERBHERT RS
185160 ZLHEEEXEERAR - X, G @HEE
HEMFE—-ER ST ABRT BEEME D SEER
AN A — M1 I B SR I T B ) R B T BT o
PAANBEARN AR B TEBELAPRELY
BB D, TR RERIIARSP),

®1 FASH MWMFRRE RILE

i I E R

EM# 37.87+7.43 14.49+1.58 2.13+1.52 1.05%0.74
XHHEZ  38.42+6.88 14.12+1.64 2.18+1.55 1.01%0.79
P& 0.81 0.83 0.86 0.53

2.77%:

(1)DNA $2H: fhBUR & Boxt R Bk M5 ml, X
MR AT EE, R B A K- ik B BA
Y DNA, Hik &% C#k(15]1,

(2) BB Z &% M : MMP-7H MMP-9 % [ 2 &
i 3#5% FAPCR-RFLP %, PCR R R 825 ul,
H A & 100 ng # & DNA, 2.0 mmol MgCl,,
0.2 mmol dNTPs, 0.2 pmol £, F ## 51 #1,2.5U
Tag-DNA BAEEM2.5 ul 10X PCR & WHilo

AT MMP-7Y 3 LT #5195 5 4 5 8
5 TGGTACCATAATGTCCTGAATG-3' fi 5'-TCG
TTATTGGCAGGAAGCACACAATGAATT-3"™
PCR RS 4514 K7 :94°C HAEHES min, #RJG 94T30 s,
5830 s,72C 30 5,35 NE 3G, 72C E 5 min,
PCR 7= ¥ K & 4 150 bp, % 7= 91 4 R &) ¥ 1 U1 5§
EcoRI 37C I UG , F 4 % J B 45 B8 J8C B Tk 43 47
HER, AAERBEZHEE R=4150 bp—N
B, G/GHE: R B 2 7= A 120 F130 bpBi A i B, A/G 2
PR AL 7= A 150,120 #0130 bp= H B (B 1),

1:DNAFREY; 2.3:AAREAE; 4.5:A/GEER; 6.G/CGEHER
E1 MMP-7 PCR B ¥I7=4)

AFMMP-OY M L. TH#sIMFF 55 R
5'-GCCTGGCACATAGTAGGCCC-3" # 5'-CTT
CCTAGCCAGCCGGCATC-3'™ ., PCR K K % #
H7:94°C Wi ¥ 10 min, 2R J5 94C 30 s, 62T 30 s,
72C60 5,35 MEF)G,72C M 10 min, PCR =4
KB H435 bp, Z WA R BN TIEE Sph 1 37C
MR, T 2% BRAEvESE BRIk S T H &Y, C/C
BRBEZBEAE 4435 bp— MR B, TITHH
RIE = 247 F1188 bpWi ™ B, C/TEREBE =4
435,247 #1188 bp=MHE(E 2),

H—Ht PCR R ¥ LR 18K & £ DNA 1E % B3
MEXTER . 10% B DNA AT T R4 & LU E
NEFER TN, SREY RS- HREN
G/GEC/CEE BIfEXT 1R ,

3.8 N R AN REAERERRA ¢
K sy KB 2 #T B 41 MMP-7 /1 MMP-9 % {7 % B
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RERBYAHZESR, LIIER MG logistic FUE ¥
BERRNLELE(OR) KH 95% Al {5 X 6] (CI) (4
WERIE). BB % BB L% it o i 4
(SPSS 10.0) #4740 3
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1:DNAFRER; 3.5: CICEERM; 2.6:CJTHRER; 4.7. T/ITHRA
B2 MMP-9 PCR ¥ =%

R

143 %1 EM B & FHFER H36.04%5 £6.61%
(22~49 %), 5% B4 (160 £ )35.49% £ 7.84 %
Q1~51 Z)HUEERITLKIT#EBEX(:=0.64,P=
0.52),

MMP-7# i 31 F X-181 A/G SNP:EM & #
Xt B4 MMP-7 % B & 50 % ¥ & 4 Hardy-
Weinberg F# (y* =0.08, P=0.78), EM B # G
SMERMENT.3%, 5 RAQR.8%)HILE R
BEH¥BEX(¥=6.59,P=0.01), EM @ #
MMP-7= % 2 B R 45 & (A/AA/G.GIG) &+ B A
86.0% .13.3% f0.7%, 54 BABAE LR (Y’ =
6.50,P=0.039)(F£ 2). G/GEFAE R ERAIHK
Wi 161, SAIAREBAME, #H GCEUNERAY
MABEB B EM R R X, 2FERKIEMN
OR f§52.71(95% CI:1.19~6.16) (£ 2),

MMP-9 % H 3 3 F [X-1562 C/T SNP: J% # 4
MXT B 4H MMP-9 # H & 4 i 9 ff & Hardy-
Weinberg 45 (y* =0.44,P=0.51), C#l T %{i
EEFEAE EM X B A F 4 5 788.8% .11.2%
F91.9%.8.1%, ZREHITEE X (' =1.64,
P=0.20), EM B#MMP-9#C/C.C/TMT/T=#
HERFES N HT8.3% .21% F10.7% , 5% BAH
ABE(83.8% .16.2% M 0% ML ERELIHT¥E
M(¥*=2.31,P=0.32)(%2). 5C/ICEHAH
¥ TN EEMMAKREH BN EM 84
W ERRE , 2 FRHRKIER OR HX1.41(95%CI :
0.79~2.52),

#2  PAAE MMP-7. MMP-9 & B A4 2 E 47

45 1E % %t B8 (n = 160) EM(n=143)

MMP-7 2 H &

A/A 151(94.4) 123(86.0)

AlG 9(5.6) 19(13.3)

GIG 0(0) 1(0.7)
MMP-7 % A *

A 311(97.2) 265(92.7)

G 9(2.8) 21(7.3)
MMP-9 ZEH R4

c/c 134(83.8) 112(78.3)

c/T 26(16.2) 30(21)

T/IT 0(0) 1(0.7)
MMP-9 %47 3 H

c 294(91.9) 254(88.8)

T 26(8.1) 32(11.2)

¥ P=0.04,OR £ 95%CI:2.71(1.19~6.16) , EWH K IE, H
MAIAERB, A/G+G/GEZEHBEMHREE; # P=0.01; A P=
0.32,0R 1 95% CI:1.41(0.79~2.52), “F# K IE, M3 C/CEH
B, C/IT+TITREBHRRE; & P=0.13

W i

BMNHWHRERE S MMPTERE B 31 F
X-181A/GHEBETREZ S S EM K155 RHEM
X0 GEMERMAFER LM EM 8 &R X
B, MMMP-9E & 3 3 F X-1562C/ T #) B #% F B
£355 EM W15 5 Btk R B 8 XHK.

MMP-7TR—F R G E B R, EEA F 1121~
22, HEAS TERE MMPs ZIEH &/ —4 {8
AREEEEED EREEED AKEER . VAR
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MMP-7EERKXE LS  AEFHRF AR
Ho MBEHRHFMMP-72 & FiE, X Fd Faik w68
M EREEBHEX, AXTHEAES
MMP-7 R R 3% F 1 {0 9 BRI 78 1, T 57 o2 P9 346 7
WA MMP7 R Y . BT, % FMMP-7
HEE5 EMXRHBIRMEBRD

MMP-72H B 31 F X-181A/GHEE £ 51 S 1Y
CHENMNERTHEZERME ZEHEE"Y,
Giorgio AL BF M R FXHMMP-TZEHE £
BESHBESREMERXE" & EAIA AGH
GIGERE® 4 M N 24%.36% 1 19% , X BAH R
31% \49% F1 9%  MAMEKERERITHE L, &
MRERSEHARSEEMERE, FERRT G EMNE
HM LR LR R EM B R R, UF K IEH
H AIG+ G/G Z B R MM & X F 7 AJA
EEBANEY 2 fF, BAXHIBAANEY
MMP-7TEHBF RS Giorgio EMRREME BE
E5R,

MMP-9 X F% B5 i B B, 2 B {3 F % 8420912~
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ql3,2 MMPs 14 FRRANEE. HIEARYEE
ORIV VAR B RS, Horp IV A B R R 2 R B B &=
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MRFH, MMPIEZ M B AR P 2 A%
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5 EM XZANHRBEADHRE, HARER EM PH
ST P B B9 MMP-9 2 34 1 B & T 78 47 1 g2 L B
MMP-97E EM W Rmif B R EEEH, B2
T 5L 40 25 40 i 48 R A o R P L B ) AR R, X
EM &R R LB

Zhang %™ R B £ MMP9 & B B 3 F
X-1562 bpit HE—NC-THRBEHERE S, FEK
SNEWIESE T S EE A E XN E AR5
B o Matsumura £ S EBHOARER T EM &
E AT BRI 0 MR B RIERE S . AXMRLERE
FEATEHMERBRETFTE NBRRALAE S EF M
EFEXMNBAABPEAEER, HAWRFEHNORK
BIHAM~NEEM B& , BRRIMNHEREBER
B TSMNERS EM #1155 Bk fg iR i i g
BEHX, RIS EAMMP9 C/ITERBHRS
B A1 SCRR AR B B Lt Fob e X R A A B i R A R A
WRMLEEREERPY,

MMP-9JE 81 F K C-1562T £ & S F EM &
WL B EMRE, RS R ABEMMP-OK & &KX
AT AHRF &, B MMPs B 36 3% 7 B8 3 H At 8
EHLEIR RS, B RS ER LB EABMHIR
MEEAFHATE,

A 5256 5 MMP-7 i MMP-9 3 B £ & 4% EM
KR KU R 9V R AT R T, O 8 3R AR 1 X R
R T EARFEFER MERE . RELME =K
5RMAMLERHATE. HEAERAARLRE
RMERNEEFAENER, BEEFNEZEHRES
SRR REZE T, BT LABE ST 45 R 0 R BR A O R 1 v
AWk B b4 X, L AT 8 450 7T RE R B8
REPELZHEAFH,
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