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assay ) AT L b H. pylori 1) TgG HTik , IR AF 5% & & H H. pylori &Y, F] SPSS 13.0 Z it A Hrid s R, &R
PARP -1 762Val/Ala + Ala/Ala 7% B 40 % 2 1 5 (OR:2.158,95% CI:1.404 ~3.315,P =0.020) ., 3¢ AR B8 KL
FHME ) Val/Ala + Ala/Ala J P55 R T 98 00 JRUIR: 2 50 0 sl B 19 Val/ Val JEPK 1Y 4. 125 4% (OR ;4. 125,95% C1:2.117 ~8.038,
P=0.000) ; BMESEM Val/Ala + Ala/Ala 3t B %1 8 B 10 xL[ﬁ(ﬁ%Kgﬁﬁiﬁﬂ@ Val/Val 25 % ) 3. 814 1% (OR:3.814,95% CI;
2.150 ~6.766,P =0.000) ; H. pylori Y FHM: R Val/Ala + Ala/Ala FE K % 5 5 95 (9 XU 2 H. pylori J& YL B Val/Val 5 B %Iy
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Correlation Between the Nucleotide Polymorphisms of PARP —1 and the Susceptibility of Gastric Cancer in Hui Ethnic Group of Linxia Hui
Autonomous Prefecture. Tang Xiaofan,He Zhengde, Li Yumen, Jiang Xianglin. The General Hospital of Sichuan Province s Judicial Po-
lices , Sichuan 610225 ,China

Abstract Objective To explore the correlation between nucleotide polymorphisms in polymerase — 1 ( PARP - 1) Val762Ala and
the susceptibility of gastric cancer in Hui ethnic group of Linxia Hui Autonomous Prefecture. Methods A case — control study was per-
formed. All investigated objects were Hui ethnic population of Linxia Hui Autonomous Prefecture that included 2 groups: gastric cancer
group (200 gastric cancer patients) ,and control group (210 controls, frequency — matched for age and sex). Polymerase chain reaction —
restrieted fragments length polymorphism ( PCR — RFLP) method was used to detect genotypes of PARP — 1Val762Ala polymorphisms.
ELASA (enzyme - linked immunosorbent assay) method was used to identify IgG to H. pylori. The results were analyzed by SPSS13. 0.
Results PARP - 1762Val/Ala + Ala/Ala genotypes were overrepresented in the gastric cancer group (OR:2.158,95% CI. 1. 404 -
3.315,P =0.020). Interaction analysis showed that; Val/Ala + Ala/Ala genotypes carriers with positive family history of gastric cancer
had 4. 125 fold increased risk for developing gastric cancer compared with Val/ Val genotypes carriers with negative family history of gas-
tric cancer (OR:4.125,95% C1:2.117 —8.038,P =0.000) ; Val/Ala + Ala /Ala genotypes carriers with eating pickle vegetables had
3. 814 fold increased risk for developing gastric cancer compared with Val/Val genotypes carriers with not — eating pickle vegetables( OR:
3.814,95% C1.:2.150 - 6.766,P =0.000). Val/Ala + Ala/Ala genotypes carriers with positive H. pylori infection had 4. 085 fold in-
creased risk for developing gastric cancer compared with Val/Val genotypes carriers with negative H. pylori infection( OR :4.085,95% CI.
2.197 -7.597,P =0.000). Conclusion PARP -1Val762Ala contributed to the increased susceptibility of gastric cancer in Hui ethnic
group in Linxia Hui Autonomous Prefecture. Multiplicative interactions lied in between PARP - 1762Val/Ala + Ala/Ala genotypes and
positive family history of gastric cancer, eating pickle vegetables, H. pylori infection in risk of developing gastric cancer.
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AN [R) A TS 18 i 04 5 SRR A7 7 22 S, L Jg A 2 B i
S NFEFEH 2 DNA 751 i 748 S 4, FGop i i DL A 2
PR BR £ 5 M (single nucleotide polymorphism ,
SNP) ',

IR — DR AZHE R G W[ poly (ADP ribose)
polymerase, PARP]J&—REIEFEIE U If-45 5 DNA
B Rg DNA 255 2 A, A PARP 21 10— 447 17
AR Z W, Horf PARP -1 2 5. PARP -1
FENAFAE Z A A TR 2 A5 i, e rp JESB 457 15 4%
I 38 5 B g A 5 A G

[0 e 2 e ] A — > HE A RO . AR I 2000 45
5 YN A Kt , HOM LR N 1 0 11849 7 A J&
AR AR o HOR I B [ [ 3 JH 2 4 E A 1R F
Mz —o BGTE IR Z M AN RS A B 261 JT A
T A B I AR T RER . LR
AT RE 8 R [l e O AR e AT e JEURI IR B R (AR
FBK, UM ) A K. HIFRET 1E 3269
1T 18 B A A b, A B 431 ], B AG H R O
13.2% o [, 5 [0 8 i Ao Ll o I = A
Ik B TR it EL A T R L RN LA
LW COX =2 - 765G > C Al v [ H s X 7] i A
HEE O Zy BOME B A ¢, H AT MR WL PARP -
1Val762 Ala FE[H 22 25 1 55 ]G A HE B 9 S Bk J7 i
A SCRRAR o ASBIE ST & 7R 1T i & [ % A 36 N 18]k
AHEH PARP - 1 RN Z 85 B 5 BPEZ K&

BBEFE

Lo — OB 52 X G2 249 0 H M i 52 1 1 36 N Ja R (20
B UL T 20 4R L B3 RCTE A1 I8 A B0 ] S ) o
BB 2H (200 f] ) (IE# X B 2H (210 ) o F %8 4 2007 4R 9
J ~2010 4 5 JT 75 H i e 2 K 22 JH 30 X 4 W A5 LA L B2 B £
Wl 3 52 1 BEAG AL 0T W6 b 3R A% 10 Y IR R R, 28 48 21 2
PR 2. IR 0 M4 - ok 1 IR)— I 30 3% X 00 | 4
(=52 ) EEXT, I HERR M R 16 22 58 520 114 £ B 7] 7% s 8
FHo MR L, I RELTER a. A0 FFRAE, W
AR M AR b BB R (R A 1 AU E— YRR
2HAUEZHRB A HEE ) se. SR (AT
FEARMENFE =5 K, Bk =50g, =6 4~ H/4, #4: 3 41
B i, B YIE T, B LUAS BIF S0 R 9 KW
PR R o BEALOF SR R A B DMK A B K L Sml (EDTA g
HE) , —70°C KA PR AT o

2. 9 U5 B PR R SE B 20 DNA A DA S i i i 2
UMb oy B E BT IR AT R 1GOTE BR GR 2  KE g
(ELISA) 150 S Al 2 5 A H. pylori JEH . 97512 X
ik, BE51%9 .5 - GCCCTCTGACATGTTTCTCC - 3', FiiFs5| ¥
5" — AAGGAGGGCACCGAACAC - 3’, iy Sangon 72\ & & W
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(PAGE #lifk) "' . PCR # 8 7E SOl SR 1A 2 i 47, €045 10
x BufferSpul,4 x dNTPs 10mmol/L 5ul,25mmol/L MgClL6ul, 5]
1 (50pmol/L) %% 1], Tag fiF 0. 2], BiAg 3, 5 8 F 7k 29ul,
JZ R S A 94°C TAS H Smin, 8X J5 % 94 °C30s.629C 30s,72C
45 BRI #EAT 35 MG, 5 T2°C I 10min, 373 =)
FA I YIS Tail 3E 1734 4k, B8 Y) BB AR & S 20l, Hoep PCR 7=
% 10ul,2 x Buffer2l, WO 1pl(10 A7), B 7K Tl
3TCIRMTF I o 3% HEBEHEEERE 100V F bR I B U1 45 2 . 1§
YIJG Ala/Ala %1 JCE§Y) 07 45, 72 4 100bp — 4% F Bt ; Val/Val B
7= 4 80bp T 20bp Wi 4% K Y ; Val/Ala 7 25 U] J5 7= 45 100bp |
80bp 1 20bp 3 4% Bt Hith 20bp 19 7 B 5 519 Z R AR TE B
Jie b ME L 43 Bt

3G R AL Z A AR I PR 22 R ¢ K R X
A6 50 LU B A =22 () 1R ) K s VB SR (HL. pylori JER Y 4% ik
R o A 25 5 o TR SRR I IH £ AR AEE (x £5) TR,
PLAE Z A Logistic 133158 H{H F (odds ratio, OR) K& H: 95%
A5 X [ ( confidence interval, CI) TF-4 75 3k P 84 5 W 9% & 0
B R FR o B I GE 35 40 A B4 SPSS 13.0, FF A 483t
G 0 37 S U HE 6 A6; 45 o K 3 K #E o« = 0. 05, P <0.05 2y 2%
SHEABFEM,

& ES
L. H i 2 9 0 X B A 0 L RS (H. py-

lori [E LA J7 T Y LL A2 W o 4 5 1E W 0 IR L,
FW A PR A B M 3K H. pylori R R YA Gi 3t 2
27 (P=0.000)(F1),

X1 BEASEEXBAGERKE . EHE.
H. pylori BfRAEMLLE [n(% ) ]

5 H 1EH X HR 4 ERE P
KL
FF 23(11.0) 48(24.0) 0. 000
B 4 187(89.0) 152(76.0)
BN
B 45(21.4) 84(42.0) 0.000
Ny 165 (78.6) 116(58.0)
H. pylori J&Y
BH 102 (48.6) 134(67.0) 0. 000
I 4 108 (51.4) 66(33.0)

2. HEPI B R A e 5 BRI R K 2 i
PARP — 1 Val762Ala 1) 3 PH 8 45 3% 43 45 ¥ 45 4 Hardy
— Weinberg - #i H# (P = 0. 348,0.067) , PARP -1
762Val/Ala Ala/Ala 43 55 Val/Val [, B 41 2 [A]
EZ R LG %E X (P>0.05) ,{H Val/Ala + Ala/Ala
EEEHREWE(P=0.020),

3B AT E 3BT R 3 R TEAR IS (MR K
7 N = i s e Rl S U <331 B PN B o P =



BE 2 BE ST 2% ik

201243 H 41 % H3W

1 H. pylori & 4% [0 4 A B F, PARP — 1 Val/Ala +
Ala/Ala S H 8 B85 98 1 XURS 2 Val/Val 3 5 5 1y

1.748 4% (OR = 1.748,95% CI.1.016 ~3.008,P =
0.043) .

®2 PARP-1EFBEIATHNSHRESEENXRFE[2(%)]

Jk [R 7Y ERE IEH X R4 OR(95% CI) P
Val/ Val 122(61.0) 162(77.2) 1.000
Val/Ala 56 (28.0) 40(19.0) 1.859(1.163 ~2.971) 0.052
Ala/Ala 22(11.0) 8(3.8) 3.652(1.572 ~8.481) 0.051
Val/Ala + Ala/Ala 78(39.0) 48(22.8) 2.158(1.404 ~3.315) 0.020
#3 PARP-1Vall2Ala EE S S EEREXENSES T
e ERE 1E X B4 OR(95% CI) p
Val/Val Val/Ala + Ala/Ala Val/Val Val/Ala + Ala/Ala
EIS
<60 % 55 29 70 20 1.845(0.944 ~3.607) 0.071
=60 % 67 49 92 28 2.403(1.371 ~4.211) 0.052
51
ok 45 20 55 13 1.880(0.843 ~4.192) 0.120
LR 77 58 107 35 1.915(0.144 ~3.207) 0.053
KIE S
FH 1 77 58 14 9 1.691(0.615 ~4.646) 0.307
A 1 99 53 148 39 2.052(1.250 ~3.301) 0.004
B3
£ 43 41 30 15 1.907(0.898 ~4.050) 0.091
R 79 37 132 33 1.873(1.085 ~3.234) 0.023
H. pylori J& Yt
FA 1 76 58 71 31 1.748(1.016 ~3.008) 0.043
I 1 46 20 91 17 2.327(1.113 ~4.865) 0.023

4. FE B SR H. pylori JE Y 5 PARP - 1
Val762 Ala 3¢ HAE FH X5 B 96 & 9 KURSE: (4 52 1 < 53 531 LA
HE L BIE A B MR H. pylori G B 1Y 1E X
HEZH v 3 R R R Val/ Val (A4 Ok X B8 52 0% s BH
B E 2 Val/Ala + Ala/Ala B[R I HCE 988 1 XU 2
G S 1M Y GE %) IR 2 Val/Val St F By 4. 125
£#(OR =4.125,95%CI; 2.117 ~8.038,P =0.000) ,
KT G0 s B %) 5 9 4 %o 5% B £ 1E X R
41 OR B 5 G5 5 BH 1k 1Y) 15 98 25 % 5 0 =2 FH P 9 1E
HXTIE 2] OR fH B B 319 B i 41 Val/Ala +
Ala/ Ala F PR A £ 9 1) XU, 2 R £ M 2 1) IE &% X6 iR
41 Val/Val Z£H {4 3.814 £%(OR =3.814,95% CI:
2.150 ~6.766,P =0.000) , K F 4 &M E 0 H 4l
X ASE M 3 00 I H % IR 2 OR {5 & g 32 10 18 s 4
XoF B ISR Y IE X IR AL OR {3 #2 s H. pylori JE& YL FH
PR E 4 Val/Ala + Ala/Ala &[5 780 5B 98 9 XU
& H. pylori JF I BAVE 0 1E 5 X BEAL Val/ Val J P AL
4.085 f% (OR =4.085,95% C1:2.197 ~7.597,P =
0.000) , KF H. pylori JEYe BAPE B 4L %5 H. pylori 3%

Y [TV 9 1E % B4 OR B 5 H. pylori B 4 BH 1
() B L X H. pylori B Y% B ME (1 1 8 XF BE 411 OR
IR AL, 1] W, Val/Ala + Ala/Ala 3% 5 780 43 5] 5 5% %
o B3 H. pylori JE e Xt 9 0 & Ak B Nk 58
HAEH
15

1. PARP — 1 Val762Ala 3£ [H £ &4 5 H 9 5 &
PE:PARP -1 F 2050 o 185 DNA 4k K2 XURE W 24 1E
2k 5 5 DR L B S B VR O T R AR . PARP - 1 3%
WAEESEFE NPT RZ AN, LR Val762Ala
(RO 2 N I N N A ORI SIS BN A L LR
511, Shiokawa %" FE A2 2R B I g 40 M P K BT
PARP -1 Val762Ala {93 K £ 254k . Zhang 25" 5B
58 W AE H E BUR A BEH PARP — 1 Val762Ala £ 45
5 W KRR S %) it 98 2 o DRI 1 e AH G o ASHIF 5 R R
e PARP -1 Val/Ala + Ala/Ala 3L HE BB MA B E
S 11 XU 2 Val/Val #4551 2. 158 f% (P =0.020) ,
B9 4 1Y Ala 55 4 56 PR A 5 B B o 1 E 5 0 RZH 1Y
Ala ZE07 B PIMAR (P =0.000) . 3l i Hodh 70 4, 3 A
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TAH PARP -1 Val762Ala Z &M 51l & 0% A 16 M
Il % 1 988 1 % g KU #H G o

2. BRI S M3 (H. pylori J&t 5 PARP -
1 Val762Ala ()22 B /E F X H 98 & 9 RS 19 52 i) -
BN RGRENS  REERES T AR 2 ~
3G — MBI A AL TR O W BN B R
5 B0, N AR N AR B0 7R 0 R 5 R O A3
16 52 18 1 45 R 22 0 5 ) S R X 5 0 10 B JedE o AR F
5T 0% PR 9 A 5 s B M SR R T IR R X R 4L (P =
0.000) ., %8 H.AEF 5 #7 UE B PARP - 1 Val/Ala +
Ala/ Ala FE PR 55 52 J s 6 B 1) & A= HLAA insfe 58 |
ER .

25 R RS & B S O R AL A Y A R
B, G H M S TR I 5 8 b %) s 1 8 R0 IF A 7R
IR A TR E & YR E AR
A FE NG A0 TR AR I B T SO 1 WA I L e T
LIS DNA 500 454 SRR N R, kA%
o R M A BORER, BB B h & f Kt
MRS R h 76 B bl S Ak iR BURE L & . AWESR
K HLAE B S ) (42.0% ) B T IE R
XTHEA] (21.4% ) . 38 BHAE M/ Hr &3 PARP -1 Val/
Ala + Ala/Ala 5 £ i 24T T 8 9 10 & A BA sk z2
HAEH .

H. pylori J25| & B FEHN K Z —, 1994 4
[ P i 1 58 w0 H. pylori 3105 1 288U N 7
H. pylori ¢t 53 S 2R 5 1k 50% A4, 36 R )
Hu DX AR R N RE B A H. pylori K %y 30% ~
80% . H. pylori J& Y v] fE 51 2 1 Zh B 1 B 4N g 3% 51
I AR e A R ) KRR R L E T R SR K
HARIK ST . Zhang W58 K B H. pylori Y% i1y
Cag( + )5 PARP - 1762Ala/Ala & K B L 6] fE gF T
M % AR R B . PARP — 1 [ Val762Ala i 5L A
A 0] 3 PARP - 1 g% M R B, 1852 DNA $i455 1)
BB I FEAG . ARWFSE & B PARP — 1 Val/Ala + Ala/Ala
SR 5 H. pylori YL % 8 i 1 & A BA A 58 H.
ER .

TV Mo An i R A S Y - S R - SRR
FAHEAE GRS LR 2 2%, R UL, AR B 5% 9T 3R 45 13X
—ZE R R T — 25T R 5T R AT B AW 5T A
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