5 34 B41 10 1)
2012 4F5 30 H

£ = FE KB K ¥ ¥ R
J Third Mil Med Univ

Vol. 34, No. 10
May. 30 2012 963

S 4S:1000-5404 (2012) 10-0963-04

itZE

Bax £ F P53 £ SR &SR EHES RIER XK R

kA E o #TE R ORI
R PR EB IO

gl e 1 —1
P ST = B

(400038 I, 5% — AR R 2 - Rl PR~ A I~ it A

[#ZE] HBY H Bax B P53 45507 53 2250 5 T = 74 5 b X £ 48 SR 4t 95 ( esophageal squamous cell carci-

noma, ESCC) % i HY S HEE . 71k I SNaPshot £ A I 201 {31 £ 48 8 93 i 1) 28 & 183 {51 it 2 ot AL F) Bax & [N
rs1009316 7 15 2 5P 53 A 15 D0, 53 B AN Tl B DA 700 5 00 000 0 S AR A O G &R A I i 091 A1 A IR AL o
151009316 ) CC Fl CT/TT JEN R R332 59.2% 40.8% F173.2% 26.8% ,CT/TT AL CC R4 £ B 1 9 AU
(ORA{H >}y 1.884,95% CI g 1.224 ~2.901) , T 45 {37 3 9 54 £ 45 5 9 49 % 95 KU ( OR fE 1. 620,95% CI Hy 1. 103 ~
2.379) o SHIESHTRIL, JOW AR A A R T AR OIS (OR fEA 1.858,95% C1 0y 1.050 ~3.288) & CT/TT £ A (OR fH

4 2.178,95% CI g 1. 143 ~ 4. 147) 73 BN E0 8 B 09 R XU . 5% 76 P R PT R X AR, Bax JE[A P53 4545 IX

BRI 2 AL 151009316 SR AT BHE G N R Z —.

[ XA  Bax;P53; AR 28 ME (SNP) s & WK AN ; fa &R
[hEESHES]  R394.5;R730.23;R735. 1 [ XHEitrERE] A

Association between SNP in P53-binding site of Bax and risk of esophageal squa-

mous cell carcinoma in southwest Chinese Han population
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[ Abstract |
P53-binding site of Bax and the risk of esophageal squamous cell carcinoma (ESCC) in southwest Chinese Han

Objective To evaluate the association between single nucleotide polymorphism (SNP) in

population. Methods The SNaPshot technique was applied to detect genotype of rs1009316 in 201 cases of
ESCC (ESCC group) and 183 cases of healthy controls ( control group) , and the association between different
genotypes of rs1009316 and the risk of ESCC was analyzed. Results The frequencies of the rs1009316 vari-
ants CC and CT/TT were 59.2% and 40.8% in the ESCC group and 73.2% and 26. 8% in the control group,
respectively. Compared with CC genotype, CT/TT genotype increased the risk of ESCC (OR 1.884, 95% CI
1.224 10 2.901). T allele frequency was 20% in the ESCC group and 14% in the control group, and T allele
was positively correlated with the risk of ESCC (OR 1.620, 95% CI 1.103 t0 2.379). In stratification analysis,
CT/TT genotype and T allele increased the risk of ESCC in the subjects without smoking history. Conclusion
rs1009316 a SNP lying in the p53-binding site of Bax, is a risk factor of ECSS in southwest Chinese Han population.
[ Key words | Bax; P53; single nucleotide polymorphism ( SNP) ; esophageal squamous cell carcino-

ma; risk factor
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