137 B4 10 ) B R R S Sl (SRR )
2017 4% 10 ACTA UNIVERSITATIS MEDICINALIS NANJING (Natural Science) -1357.

ERE£EZEARE-9-1562C/TE E £ 14 512 14 B ZE M4 i 5 5% 2B 5% XU S
& Meta 447

BRZE L RRI, AAREE L RRS L RARY 2 B R, EGRLE Y
(L BERRCE IR RS % R L AT IE 05001132 b B A% 5 DU B B 43 TAE 9 F 9% Ik 4% 050011)

[(# ZE] B#.i2H Meta 5387 14 )7 6254 VEAN 3 % 4 J8 25 1 i —9(matrix metalloproteinase-9)-1562C/T(rs3918242) 3% A £ 75 #k
5 Pk B ZE % Jili 95 9% (chronic obstructive pulmonary disease, COPD) % JB&PE (1 & & . FiE . 38 33 11 B HLK: R PubMed .EMBASE |
FMJS il CNKT £ i, JR25 4 ks i) . F TR RS ik, WA 556 90 A bR k190 03 BRI 5T, 1 T Meta 53 BT 5 JF
MMP-9-1562C/T £ 415 COPD Sy J& bk 3¢ R 1 OR {H, I #F 47 W 4140 Mr AUtk 20 0 A0 SCHR 0 % R R A 30 . 25 8R . AR IR Meta
AT g A 13 5k, BT B 2 295 4 %I 2 539 fil, 25 R Bon  MMP-9-1562C/T £ 454 5 COPD i KRS A G (M 3t 1%
Bi# . OR=1.40,95%CI:1.03~1.91,P=0.03); % N Fh47 7. 41 53 H7 , 45 5 2 W] MMP-9-1562C/T 22 2514 0l 84 i3 Y\ COPD 855 XU
(P 3L 0 . OR=1.80,95%CI ; 1.04~3.11,P=0.04), AHF 7T Bt 98 A B BF 55 7] 5 HL3EAH K R W, 4518 A Meta 234745 3
B ,MMP-9-1562C/T Z &1 5 COPD 1) 5 &t A 5, If LA T P st AL B A0 R #EAE HT

[X8R] Meta 587 ; 3R 4 8 & (M BE-9 ;153918242 5 3 [H L2 25 1 5 12 1 L 2 1 il 15 5

[FESZES] R563 [XEiRERD] A [X=HS] 1007-4368(2017)10-1357-05
doi: 10.7655/NYDXBNS20171033

Meta-analysis of association between —-1562C/T polymorphism of the MMP-9 promoter
and COPD risk

Shao Zhiting',Zhang Tianjiao,Su Qiuming ,Chen Tianjiao ,Zhou Rongmiao®, Huang Xi*, Cao Shiru?*,Huo Xian-
gran®, Wang Na*

('Department of Clinical Medicine ,Hebei Medical University ,Shijiazhuang 050011 ;*Department of Molecular Bi-
ology ,the Fourth Hospital of Hebet Medical University ,Shijiazhuang 050011 ,China)

[Abstract] Objective:To assess the association between —1562C/T polymorphism of the matrix metalloproteinase-9 (MMP-9)
promoter and chronic obstructive pulmonary disease (COPD) susceptibility using a comprehensive meta-analysis.Methods: We
searched for all case-control studies on the association between MMP-9-1562C/T and COPD susceptibility using the PubMed,
EMBASE,FMJS,and CNKI.Additional studies were identified by a hand search of references of original studies or review articles on
this topic.Odds ratios and 95% confidence intervals were calculated by using the random-effects model and fixed-effects model.
Publication bias test,subgroup analysis,and sensitivity analysis were also performed.Results: A comprehensive meta-analysis was
conducted on 13 case-control studies comprising 2 259 cases and 2 539 controls.Results showed that —=1562C/T polymorphism of the
MMP-9 promoter was associated with the risk for COPD (dominant model: OR=1.40[1.03,1.91 ], P=0.03).In addition, MMP-9-1562C/T
polymorphism increased risk for COPD among Asians (dominant model: OR=1.80[1.04,3.11],P=0.04).All the studies included in this
mela-analysis were reliable and without publication bias.Conclusion: These findings indicate that —=1562C/T of the MMP-9 gene had
an association with COPD susceptibility ,and playing a role in dominant gene model.
[Key words] Meta-analysis; MMP-9; 1s3918242; polymorphism; COPD
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Table 1 Characteristics of the studies included in this meta-analysis
. 7;23% EE4 AF SE A m;‘;& FEA S (n) B4 (n) X BB (n) HWE
Ly (LX) vk TR gpgyatE4l) ¢ ¢T TT CC CTTT
Hua!! 2012 [ WY A PCR-RFLP HB 180/180 120 60 0 162 16 2 0.04
Cheng™ 2009 FEAE WM A PCR-RFLP HB 184/212 76 81 27 124 72 16 023
Ito'* 2005 H#A& WY A PCR-RFLP HB 84/85 63 19 2 60 24 1 041
Schirmer™ 2009 7 # % A PCR-RFLP HB 89/97 74 14 1 81 16 0 038
Tesfaigzi'® 2006 3 [ = mE A PCR-RFLP HB 119/253 82 31 6 192 55 6 040
TR 2005 WHI A PCR-RFLP HB 147/120 106 41 0 98 19 3 0.10
Zhou'® 2004 HEAE WA PCR-RFLP HB 100/100 86 14 0 98 2 0 092
Joos™ 2002 JE[H & AN PCR-RFLP HB 284/306 199 81 4 224 76 6 0.88
Lee'™! 2001 HA WU ABI ¥ HB 301/333 234 59 1 226 81 9 0.60
Minematsu'' 2001 H 7 WA PCR-RFLP HB 45/65 25 18 2 50 14 1 099
Korytina'? 2008 k%'t & m#&E A PCR-RFLP HB 318/319 248 64 6 241 74 4 053
Korytina™ 2012 &% #r  ® & A PCR-RFLP HB 391/434 300 85 6 330 98 6 0.67
M 2006 HE WA PCR-RFLP HB 60/52 25 26 9 26 20 6 048
PCR-RFLP: B il 1 A B K 1 22 250 3R A Wl S B 3 HB < 5 BE P 9 s HWE : Hardy-Weinberg “F- 8 46 5% P (i
Fz 2 MMP-9-1562C/T £ &5 COPD 5 B4 H Meta 53 #7145 R
Table 2 Meta-analysis of -1562C/T polymorphism in MMP-9 and COPD susceptibility
P KR T ST A 56 -
OR (95%CI) ZAH PE X A P{E (%)
Ak
T vs.C 1.32(1.02~1.71) 2.08 0.04 51.26 <0.001 77.0 R
CT vs.CC 1.40(1.03~1.91) 2.14 0.03 52.73 <0.001 77.0 R
TT vs.CC 1.34(0.93~1.93) 1.58 0.11 16.39 0.13 33.0 F
TT+CT vs.CC 1.40(1.03~1.91) 2.17 0.03 54.97 <0.001 78.0 R
TT vs5.CT+CC 1.22(0.85~1.74) 1.09 0.28 14.34 0.21 23.0 F
RPN
T vs.C 1.58(1.00~2.51) 1.96 0.05 43.75 <0.001 84.0 R
CT vs.CC 1.84(1.06~3.18) 2.17 0.03 42.64 <0.001 84.0 R
TT vs.CC 1.33(0.84~2.12) 1.22 0.22 14.32 0.03 58.0 F
TT+CT vs.CC 1.80(1.04~3.11) 2.11 0.04 45.61 <0.001 85.0 R
TT vs.CT+CC 1.16(0.74~1.82) 0.63 0.53 12.45 0.05 52.0 F
= IEPN
T vs.C 1.06(0.90~1.24) 0.69 0.49 3.18 0.53 0.0 F
CT »s.CC 1.02(0.85~1.23) 0.25 0.80 2.92 0.57 0.0 F
TT vs.CC 1.35(0.75~2.43) 1.01 0.31 2.10 0.72 0.0 F
TT+CT vs.CC 1.04(0.87~1.25) 0.47 0.64 3.09 0.54 0.0 F
TT vs.CT+CC 1.33(0.74~2.39) 0.96 0.34 2.07 0.72 0.0 F

OR: FEAEL FE 5 CL: A5 DX I s R : BEALZSOWE A2 F ¢ ] 5 2550 7 A 22
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Experimental Control Odds Ratio Odds Ratio
_ Study or Subgroup  Events  Total Events Total Weight IV.Random.95%Cl  [V.Random.95%Cl

Cheng2009 108 108 88 212 9.1% 2.00 (1.34,2.99) -

Han2006 35 60 26 52 6.6% 1.40 (0.66,2.96 ) -

Hua2012 60 180 18 180 7.8% 4.50 (2.53,8.01) -

1t02005 21 84 25 85 T11% 0.80 (0.41,1.58) -1

J00s2002 85 284 82 306 9.4% 1.17 (0.82, 1.67) 1T

Korytina2008 70 318 78 319 9.4% 0.87 (0.60,1.26) -T

Korytina2012 91 391 104 434 9.7% 0.96 (0.70,1.33) -

Lee2010 60 294 90 316  9.3% 0.64 (0.44,0.94) =t

Minematsu2001 20 45 15 65 6.1% 2.67 (1.17,6.08 ) E—

Schirmer2009 15 89 16 97 6.4% 1.03 (0.47,2.22) S

Tesfaigza2006 37 119 61 253 85% 1.42 (0.88,2.30) T

Zhang2009 41 147 22 120 7.7% 1.72 (0.96, 3.10) —

zhou2004 14 100 2 100 3.0% 7.98 (1.76,36.10)

Total(95% Cl) 2295 2539 100.0% 1.40 (1.03,1.91) <&

Total events 657 627

Heterogeneity: Tau?=0.23; Chi2=54.97, df = 12(P < 0.00001);12=78%

Test for overall effect:Z=2.17(P=0.03)

0.01 0.1 1 10 100
Favours[experimental] Favours[control]

B1 FIRABNMEERES(BEEERE)

Figure 1 Analysis of random effects model (dominant genetic model)

x3I ARREHFRR
Table 3 Tests of publication bias

Begg 5% Egger i 5
£ 5]
Z 18 P{H t1H P{H
T vs.C 0.79 0.43 1.69 0.12
CT vs.CC 1.65 0.10 1.47 0.07
TT vs.CC 0.75 0.45 -1.99 0.08
CT+TT vs.CC 1.40 0.16 2.00 0.07

TT vs.CT+CC 0.89 0.37 -1.89 0.09
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