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[ E] 86 {il PR E R AT ATFS 57 1283526 Fll 1s8647 {if /5 22 2514 5 - 4H 0 5( hepatocellular carcinoma,
HCC G BRI R . 7 ok« RADRGI-XT REATFTE i, De ) P kg2 B ARE HCC K2 79 Bil( WEE4 ) I % % R
40 I XFRL ) 38 FH B RE T IEA6I0 ATFS FEH rs283526 Fil 18647 {3 5 JE P K43 41 4514 ; 17 FH AR 544 Logistic [81)3 237 AR
FERR S HCC K MR A e, 45 R o SFIRZHARE ATFS N 1283526 i 5 CT. TT KPR IANMA & A HCC B RV 23 11 2
CC LA AIAMAR 0. 181 5 95% CI =0.440-0.736,P <0.05 )F10.348 £ 95% CI =0.151-0.804,P <0.01 ).rs283526 {3 s 41k
T SR AR R AE HCC 1Y XU 2 C A5 R AN A9 0. 405 £5( 95% C1 =0.226-0. 726, P <0.01 ). ATFS 3E[H
18647 X HAZH AFE GA (AA FERAIAA L AL HCC MRS 43 B2 GG FEFHAAARR) 1,022 F5H1 1.949 £iF, HHEAF A 7 FEF A
HIAAR K HOC BB G A FE R RLANMARY 0. 952 4% A2 R LG HEE (P > 0.05), %4 kg B HCC K
R ATFS 5:H 1283526 225 1E 5 A% 5 A AH DG , AR B T 4 HCC RN &R .
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Relationship between polymorphism of ATF5 gene and genetic susceptibility to
hepatocellular carcinoma in Zhuang population of Fusui County, Guangxi
Zhuang Autonomous Region

WEI Feifei*, LIAO Yan', ZHAO Ruigiang”, WANG Hongxue®, XIE Yu’ an'( a. Department of Experimental Research,
Affiliated Cancer Hospital; b. Department of Biochemistry and Molecular Biology, Guangxi Medical University, Nanning
530021, Guangx, China )

[ Abstract ] Objective: To explore relationship between polymorphism of 15283526 and 1s8647 loci in ATF5 gene and
genetic susceptibility of hepatocellular carcinoma ( HCC ) in Zhuang population of Fusui County, Guangxi Zhuang Autono-
mous Region. Methods: With case-control study, 79 cases of HCC family ( observation group ) and 40 cases of normal
family ( control group ) in Zhuang population were selected from Fusui Country of Guangxi Zhuang Autonomous Region,
mass spectrometry assay was used to examine distribution frequency of 1283526 and rs8647 loci in ATF5 gene among
them. Correlation between various genotypes and onset risk of HCC were analyzed by unconditional Logistic regression
method. Results: In population of the control group, HCC onset risks of individuals with rs283526 locus CT, TT genotype
of ATF5 gene were 0. 181 times ( P <0.05 ) and 0.348 times ( P <0.05 ) of individuals with CC genotype respectively,
HCC onset risk of individuals with 1s283526 locus T allele genotype was 0. 405 times ( P <0.01 ) of individuals with C al-
lele genotype. In control population with rs8647 locus of ATF5 gene, HCC onset risks of individuals with GA, AA geno-
type were 1.022 times and 1.949 times, HCC onset risk of individuals with rs8647 A allele genotype was 0.925 times of
individuals with G allele genotype, but all the differences were not statistically significant ( P > 0. 05 ). Conclusion:

There could be correlation between polymorphism of rs283526 locus of ATF5 gene and genetic susceptibility of HCC in
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Fusui Country of Guangxi Zhuang Autonomous Region, T allele genotype of ATF5 gene might be a protective factor of

HCC.
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Fig. 1 Genotyping of rs283526 and rs8647 SNP loci in ATF5 gene
A: CC genotype of rs283526; B: CT genotype of 1s283526; C: TT genotype of rs283526;
D: GG genotype rs8647; E: GA genotype of rs8647; F: AA genotype of 1s8647
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Tab.1 Genotype frequency of rs283526 and rs8647 gene loci in ATF5 gene inspected by Hardy-Weinberg genetic equilibrium test

Observed group ( N =79 ) Control group ( N =40 )

Genotype P X P
Actual value  Expected value Actual value  Expected value
1s8647
GG 23.00 22.33 0.09 0.96 15.00 11.56 4.80 0.091
GA 38.00 39.34 13.00 19.89
AA 18.00 17.33 12.00 8.55
15283526
cC 4.00 3.87 0.01 0.99 6.00 6. 81 0.28 0.87
CT 27.00 27.25 21.00 19.38
TT 48.00 47.88 13.00 13.81

R2 ATF5 EFE rs283526 (i A EEMERE S HCC HRMRIXA nl % ) ]
Tab. 2 Relationship between polymorphic genotype of rs283526 gene locus in ATF5 gene and susceptibility of HCC [ n( % ) ]

Before adjusted After adjusted

Observed group Control group

Genotype and allele

(N=79) (N=40) OR1( 95% CI ) P OR2(95% CI ) P
cC 4(5.06) 6(15.00) 1.000
T 27(34.18 ) 21(52.50)  0.181(0.440-0.736) 0.017  0.107(0.010-1.118 )  0.620
TT 48( 60.76 ) 13(32.50)  0.348(0.151-0.804) 0.014  0.463(0.154-1.395) 0.171
C 35(22.15) 33(41.25) 1.000
123(77.85) 47(58.75)  0.405(0.226-0.726) 0.002  0.457(0.210-0.992) 0.048

ORI : Before adjusted; OR2: After adjusted for sex, age, smoking, drinking, HBsAg and AFP status

R3 ATF5 HEFE rs8647 i m S5 EFEER S HCC HREMMX R nl % )]
Tab. 3 Relationship between polymorphic genotype of rs8647 gene locus in ATF5 gene and susceptibility of HCC [ n( % ) ]

Observed group Control group Before adjusted After adjusted

Genotype and allele

(N=79) (N=40) OR1(95%CI ) P OR2(95% CI ) P
GG 23(29.11) 15(37.50) 1.000
GA 38(48.10) 13(32.50)  1.022(0.384-2.718) 0.965  0.785(0.211-2.926) 0.718
AA 18(22.79) 12030.00)  1.949(0.743-5.112) 0.175  1.355(0.3774.873) 0.641
G 84(53.16) 43(53.75) 1.000
A 74( 46. 84 ) 37(46.25)  0.952(0.555-1.633) 0.859  0.867(0.423-1.776) 0.697

ORI : Before adjusted; OR2: After adjusted for sex, age, smoking, drinking, HBsAg and AFP status
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