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RO I & A TOA S LR A5 ) C/C R B HEHF 2 TT g5 Hp B A,

[ FE R ILRRE,2010,12(4) :262 —266]

[ # W] EESEEAO; KR W TIEFFE; B - 2R men; LE

[FESHKE] R725.7 [ XHk#RiIRE] A [XE=HS] 1008 —8830(2010)04 —0262 - 05

Relationship between gene polymorphisms in MMP-9 and Helicobacter pylori-related
upper gastrointestinal disease in children

SHAN Qing-Wen, JING Cheng-Xue, WANG Lin-Lin, LU Zi-Li, TANG Qing, YUN Xiang, LIAN Shu-Jun. Department of Ped-
iatrics , First Affiliated Hospital of Guangxi Medical University, Nanning 530021, China ( Email ;shanqu333@ yahoo. com. cn)

Abstract: Objective To investigate the relationship of the promoter of matrix metalloproteinase-9 ( MMP-9) gene
polymorphisms with the susceptibility and clinical features of Helicobacter pylori ( H. pylori) -related chronic gastritis and
duodenal ulcer in children. Methods One hundred children with chronic gastritis, 32 children with duodenal ulcer and
102 healthy children were enrolled. The promoter of MMP-9-1562C/T gene polymorphisms were genotyped by polymerase
chain reaction restriction fragment length polymorphism ( PCR-RFLP) and sequencing. MMP-9 mRNA expression in gastric
mucosa was confirmed by reverse transcription polymerase chain reaction. Results The genotype distributions and allele
frequencies of MMP-9-1562C/T gene polymorphisms were similar in gastric upper gastrointestinal disease and healthy
subjects. The relative risk for H. pylori infection in C/C genetype carriers was 3. 1 times as high as that in T allele (C/T +
T/T) carriers in children with chronic gastritis. MMP-9-1562 C/T gene polymorphisms did not affect MMP-9 mRNA

expression level. Conclusions These data suggest that MMP-9-1562 C/T gene polymorphisms are not associated with

susceptibility to chronic gastritis and duodenal ulcer in children. The C/C genotype of MMP-9-1562 C/T gene

polymorphism might be associated with H. pylori infection.
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fa R RN R4 IR R -9 (matrix metallo-
proteinase-9 , MMP-9) K[| (1) Ji§ 3j 5 1| el 22 1] g 52
i) FL A SRk - B 2258, e nT e 1 2 (4 Py MMP-9
A LE D) E RO . AR L E 1 3 MMP-
9 JLH-1562C/T i s i Z A PEXT Hp JERYL i) B b
HH Rk KR ), DL K Hp JE e 1) &) JE v gk
Y5 E T AR e A A AR DG
1 #ZRERFE
1.1 #HRIHR

2006 4 10 J %2007 4% 10 H ) PYEFF K2
F—WEERT 282 BEA EIHLEARE FURIE
PREBJLEE 132 BB I, 1 A N A
N I 773 1| D BN [ = IR N i )
(NSAID) J A e il )& AR A HERR bR e . 2218 Bk
5 W e E R 100 6, T 48l g % 32
B 4F Y 3 ~18(12.5 £4.3) % Hih <5 2415 1,5
%~ 418 5] ,10 % ~ 2 39 fi, 15 % ~ 41 70 fil; 55
AL R 2.2: 1( 5 91 ], 2 41 f]) o HUICAT ]
THALTE AN F2 R AR 04[] 30 v /)2 A i B A4 46 2
102 {71 Jy f BT B4 s AR 8 5 ~ 18 (11.5 £4.5) %7,
Hr <5 218 fi],5 % ~ 221 f],10 % ~ 2 40 {4,
15 % ~ 2133 s B A b2 1.9:1(5 67 7], %
35 51]) o FPAFIAL 55 ) HRAL A AF iy Bk il EL A 48 22 S
TGt #E X (P>0.05),
1.2 RAERE

TEM R KRB E AR ES, AW
AT H GiR A, Hi R A EN LIH AL R SR 2 1)
BB WAR I TSI S W o e S J skt
AW NIAE E ERER T 3 ~5 em ZhRAS)
KNSR BRI 4 Yo, Hodr 2 Yoy BIE TR A7
BRAWR T RAE, BB A B AR oK PR A7 45
1 RFHEAT Hp P R R R0 5 1 B T 10% H
R JE AT R R A Sk Ay & Hp Rl Ty
FFERT I FE 25 BOIRAS R SR I ik UL 3 mLL,
1.5 mLAr &5 ML 54T Hp 1gG Hiif ELISA £ ; 5)
1.5 mL Jf] 2.5% EDTA $i#E, & — 4°CKF A7 T
DNA 325,
1.3 HEBEMFESMERERER Hp FRERE

SRS M A AE A BE AR 1996 4 Sydney H
RERHE IS HAY T B o 4 G R
i 2003 A Hr A8 R 22 I AR 27 S5 23 T8 SO i)
A T TIBAT TR SRR L) ) Y Hp SR B2 bR
YHE G 22 151 4 S0t B 41395 ) ) Hp JERGLIRES o

1.4 PCR-RFLP %% MMP-9 £ [F-1562C/T fi
RERER

P S P UM R SE N 41 DNA  PCR 3% MMP-9
P (435 bp) F:5'-GCCTGGCACATAGTAGGCCC-
3', R:5'-CTTCCTAGCCAGCCGGCATC-3' , 7 i {k %
25 pL, AR R & 3L 4] DNA il 1 pL, Taq i
0.125 plL, 10 x PCR Buffer 2. 5 pL, 10 pM dNTP
2 pL,10 pM | RS I45 0.5 L, K ES K
18.375 ulL, 94°C #iAs 1k 3 min J5 i ATEH, TEIF
Atk 94°C A5 PE 30 s, 65°C R & 30 s, 72°C 4T fif
1 min, 3£ 32 MEH, 72°CH 5 5 min, R 1
DY EFEGY) : PCR 724 10 pL, Sph 11 pL,10 x Taq
[ Buffer 2 pL,0. 1% BSA 2 L, K B 3 4 K
5 uL37CARARTIRTE 16 ho LUK RS HIK &
£ DNA REARAE Ry B X B A — - 2 %) 36 P AR
YERBRPEXT B, BRI 4 10 wL 5 1wl 10 x i1
FEGWPIRIR ST, F 3% B NRWHEERS, f R 6 V/em
FLUK 120 min, B By s W 6E A A, 8 488 1 P DK K
B M R 50 TR
1.5 RT-PCR #ill MMP-9 mRNA #8353} 3%k F

BEAL I PO B 2H 5 JF Hp &gy (gt s
K28 B A8t sz 20 ) M BE SERE 1
( <10 mg) ,$2HUE RNA 30055 5% 4 1, cDNA J5 #E47
PCR ¥ ##. MMP-9 (216 bp) F: 5'-GAAGATGCT-
GCTGTTCAGCG-3', R: 5'-ACTTGGTCCACCTGGT-
TCAA-3'; B-actin (114 bp) F: 5'-CGCGAGAAGGT-
GACCCAGATC-3', R: 5’-ATCACGATGCCAGTGG-
TACGG-3', 25 wL R MK Z & cDNA Kt 2 ul, Ex
Taq Hot Start Version 0. 125 pL,10 x Ex Taq Buffer
2.5 pL,10 uM dNTP 2.5 uL,10 pM | FiF51 945
0.25 pL, KNS K 17.4 wLo N 404 94C
TAZ 4 1 min,94°C AP 30 5,58°C ( B-actin Sy 60°C)
Bk 30 s,72°C ZEfH 1 min, 3£ 38 MEFR (B-actin
32 MG ,72°C HE S I 5 min, PCR =Y HLIK G
FEBE IS UK UG 5 BT R %6 LT MMP-9 5 B-actin
(TERNZBR) FIR WK BEAE, JF 3 W LU AR
MMP-9 mRNA ff A X} ik & o
1.6 SitZEDH

NiFH SPSS 13.0 Geit AT 48 1T ab #, J
DRI TR 23 A7 AR5 37 i PRI R L AR X A T (4% R A
Z ] MMP-9-1562C/ T JE PRI 434 1 52 b -5 T i
HAENAT & Hardy-Weinberg P , SERREAIL P 5t 1%
A EE R A TR — SRR, A B k) .
MMP-9 mRNA AHXJ KK T FIAEL + bRl (x £5)
FIR R ¢ K, DL P <0.05 R AR X
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2.1 MMP-9 EHF-1562C/T L S EFEE K5 5
il E

HL DK S 7R i 4 R L s C/C R R R
435 bp i B, T/T L B4 247 bp 188 bp W H-
B, C/THH A 436 bp 247 bp 188 bp 3 4~ H B,
DL 1, X EEYIHL UK C/C T/T C/T KL AU 1Y
PCR =¥y 53 7 3#F 4T DNA T, 45 R4 /R 1E-1562 {if
B A Yo 37 114 i PRI B 73 53] Ry 2l C/C LT/ T M2
C/T,LE 2,
2.2 5HMmBRERMNBAAFPERE SUE

FSETES il

AT A e i PR R R S A7 5 PR AT 32 1Y) A
55 Al il IX R e ) B S L ) B v 25 S 34T
GiitFE L (P>0.05), Wk,

2 DNANFE
I:C/CIEPRL T -T/T B[R I C/T He A Y

M 1 2 3 4 5 6 7 8 9 10

2.3 ROASHRBANERR SHERRES S
ERHLILR

MMP-9-1562C/T {37 s 1) 3 PRI 78 43 i 46 % B4
PR B R A ARt 4SBT A A) b
2RI TG F L (P >0.05) o ZEEF A1
C.T SO 3L W A 78 3 40 e 4 ] L e rh
2RI TG R (P >0.05) , W3k 2,

600 bp
500 bp
400 bp
300 bp
200 bp

100 bp

CC CC cC

CT CC cC CT CC TT cC

1 MMP9-1562C/T £ [F 2 7= 4 37 5 #5 5% B B2 ik
M:100 bp DNA 43 T ; 3 B 43 B0 LYK F A7 RiE

F1 ERXBRAAEFR MMPI-1562 (i EFE EMERDHLE [#(%)]
F R Y LA
Hi X 1511%% X 1E PAH X fH P A
c/C C/T T/T C T
JUVECADIE) 102 76(74.5)  26(25.5) 0(0) 178(87.3)  26(12.7)
2zl 169 120 (71.0) 46(27.2) 3(1.8) 286(84.6)  52(15.4)
el 160 134(83.8)  26(16.3) 0(0) 204(91.9)  26(8.1)
H A L8] 224 156(69.6)  63(28.1) 5(2.2) 8.980 0.175  375(83.7) 73(16.3) 3.121 0.373
Fx2 HOHIASITEA MMP9-1562 (i S EFE EMEESHLLE [#(%)]
Fe (R R e 8|
24 51 B X i Py Xl P1A
c/C C/T T/T C T
X BEZH 102 76(74.5) 26(25.5) 0(0) 178(87.3)  26(12.7)
12 E R 100 77(77.0) 19(19.0) 4(4.0) 0.653 0.163 173(86.5)  27(13.5) 0.755 0.686
(=3 77h e | 32 27(84.4) 4(12.5) 1(3.1) 58(90.6) 6(9.4)

2.4 EESTME Hp B G REMNEXSHT
XTHRA 12 M E R A e T I8 A iz 411 Hp
B84 311k 55. 8% (57/102) .56. 0% (56/100) .

65.6% (21/32) , & RIJki%e,3 H ARG R
SR BH PR B R 22 R ¥ B G it 22 = L (P >
0.05) , MMP-9-1562C/T {37 s i % [ B8 Hp PH 1
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SRR X IR 18 M R R+ AR B 4K #&5 MMP-9 mRNA X RIEE (v
oA bR 22 R TSI R (P >0.05) , W& 5 1 MMP-9 K 71 -

il iI% it
3, £ MMP-9-1562C/C 4i 575 T SF( SR A R e cretn B PH
(C/T+T/T) 1 Hp B4 K BRI 1] 1 45 A LR Mk 28 1.43£1.16 1.57«1.12 0.264 0.794
ST, R S LM C/C PR R AE Hp BHE S +i5WmiRE4E 20 1.49£0.83 1.38+0.95 0.176 0.862
BB H ) AT A R A A S 9 491 B L (85. 7% vs
65.9% ,* =5.457,P <0.05; OR:3.103, 95% cI. W &

1. 172 ~8.220) s {HAE N TR 11 =48 i 5 35 495 191
Wk B B Rl

£3 MMP-9-1562C/T fir S E FE B 7 Hp PR KA

R BIARRARSHLER [H(%)]
MMP-9-1562C/T {7 &5 3 Pl %1
213 % X PfE
C/C cT T/T
X HRZH 102
Hp( -) 36(80.0) 9(20.0) 0(0) 0.111 0.258
Hp( +) 40(70.2) 17(29.8) 0(0)
s A 100
Hp( -) 29(65.9) 13(29.5) 2(4.5)5.912 0.052
Hp( +) 48(85.7) 6(10.7) 2(3.6)
TR Bmdl 32
Hp( -) 10(90.9) 1(9.1) 0(0) 0.764 0.682
Hp( +) 17(81.0) 3(14.3) 1(4.8)

2.5 BEEESGEARAERNEEMIRRERE

MMP-9-1562C/T fif i, 1% 1 [ L 7 18 4 15 R 41
et Z AR Wit 4L 1 SRR R SRR S G o0 A L
B 2EFEHIGI AR (P>0.05), k4,

Fz4 MMPI-1562C/T i m BEERBERRRERTE
HERESRPODIBEE  (H(%) ]

MMP-9-1562C/T {37 5 3 [ 7

251 i1k Y P
c/C CT T/T
MEPEE R4 100
B 46(78.0) 10(16.9) 3(5.1) 0.759 0.684
o 31(75.6) 9(22.0) 1(2.4)
T ARt d 32
Rz 9(90.0) 1(10.0) 0(0) 0.886 0.642
hEE 17(77.3) 4(18.2) 1(4.5)

26 Hp BERSTERAZTUHXNBEEFE
MMP-9 mRNA Fi& 7K F 7800

M RS A5 tm 46 JF Hp B
MMP-9-1562C/T {o7 5 #5 FE [N U 46 445 & 1 SE R B vh
MMP-9 mRNA #iX} £k & L Z R BTG ¥ E
X(P>0.05), WL#%ES5,

HE 574 T8 £ [ g ( MMIPs ) J2 — 20 Xof 4 i A/ ik ot
B R S B A P A B MR 1 2 K R g, &
115 5 K& 5, FERNRY A R M A, MMP-9 ¢
MMPs G % H 43~ ik 5 K 0 Bl , S R e (a4
20q11.1 ~ql3.1,43 T 92 KDa , fEHEY) L2 2
IV V RGBS, e TV 7R e Jir 2 S R 1) 32
LSy, I, MMP-O FEZH 2T 90 A A% il 8 A
N IAE S AR AR Fg B A Hh A HEE SRR E

BT 3 AN S ) MMP-9 5 [H]-1562C/T
Z ML S IR B 53 41 ¥ 45 & Hardy-Weiberg ~F-
ity , AT SEASHERR P A AR R 22 1 B R AR MR . BER
SR TV Hb DX 5 BE AT A 5 H At Hb XY
MMP-9 F[H-1562C/T Zo 25 P A7 i S5k PR 2 45 7 5%
PR A U 22 S TR g i h 2 8 S0, A X g A
FER R R DL C/C BRI B # WL, Ul C/T T/ T Jk
PR, 7 T 46 o7 35 R A5/ PO 330 D 32 5 T Y
22 AT 1 35 R 1 R 86 A7 56 DR 38 AN () o )
Sy A JCH R 2500

AW 5E B TENE R E R LE H, MMPO KL A -
1562 fi g C/C P AVHE AT 35 & A= Hp JEe (1) XU RS
JE TEAEALHE (C/T + T/T) #47 # 19 3. 1 /%, BoR
C/C HEHAIRTRE 5 Hp (19 5 &k AH ¢, (HFEXT B4
NI+ 46 Mot Jz A s 1] ok & B R, #E
L& A= Hp ey inl S 80 B8k B Rl
O H T T AN R C/C R A A& 15
Hp JRYL AT HETS & MMP-9 JFE[H-1562 fi o5 T 454 &
PRI & 7 L B 2 1 MMP-O |, 79559 5L 1 MMP-9 Jify
AL VE I AT g =2 RIS BR AN P, (35 40 )L 25 AT BB 1%
i TRXFPVEA B A&7 FR Hp, 1 Hp B R TERIG
TEJLEE B I 2508 W 5 [z, G/ C PRI AL
# IG5 B Hp i i T R i R fr e
TBAE RN B 9 J 5 1) Hp Sy i 90 vh ok & Bk
SN IR SR, % pE AT BE R T e ) (O
M7 0 E ) MMP-9 (1) 3% 55 Fr e = 2E4E A (4
HAREMAE IS ) KA T A,

AWEFE BN TE 5 0 BRAL HE e, MMP-9 it
—1562C/T Z2 A s AN [] 5 PR R 4547 25 7R 12
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P B e I A 05 SR 1 o 0 43 A 2 5
G5 122 5 5L, SRR 415 1 2 15 S T i o B 9
MM 4 R B AR TG . BEWIE AT IE A
LR 19 2 7 P S R B

ORISR B, Hp AR SEE T % A T B 6
[y MMP-9 /K- Hp IHE F 4 3 1 530 5 , B 2
S BT MMP-9 /KR4, SRl g ] A 3
F Hp B O A0 K B N AE 15014 1 A 18
PSS AR, D Hy Hp YA BT W, 6 0 3548 1O 40
A TIWORE MO 210 MMP-9 I 3 ¥4 14 5 £ 1 S A4
WL 5 21 MMP-9 T — AP R B, S8
Y R T, R A T R R
U e KBRS — BT T Hp ERAT
FER AR MMP-9 £ -1562C/T £ 25 H it 4% 3
TS 765 B BB MMP-9 mRNA {1 463 72 B, 45
S E Hp SR 1 T - 8 W 1 9 e, 2
SRAET P B 0006 0 Th T 258 30 5 A 40 T S
MIMIP-9 e Kk T 5L 1R 55 B 1 0 25 B8, L2 -
1562.C/T 2575 (.4 0 ) L R P 26 o PR 45
00 SR MMP-9 mRNA (AR X 235 122 2 34
Ttge HF22 25 5, 3 5 7E A B A B S 4
QTR

B2 AT B s MMP-9 JE[H-1562C/T £ 75
ML C/C LR 45 5 T AE 15 Hp (10 5% B M A
S ELR: 5T 2 A P 5 BL 53 K T 1 0
RGP (P I 2R L 22T T B 17 76 H A 1
S 25V A P 2 MMP-9. 2 3 0 2
AP B Fp R 7 X 1A B 56 % 390 46
i 0 B SRS R B Hlp R e 26, ik
A P T AR — B B
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