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Abstract: [Objective] To study the association between the polymorphisms in the promoter region of Osteopontin (OPN) with
hepatitis B virus (HBV) —related HCC. [Methods] A total of 225 cases diagnosed with hepatitis B virus (HBV ) —related HCC and
200 age—matched patients with HBV infection without HCC were collected. Three polymorphisms (-156delG/G, —443T/C and —616T/
G) in the Osteopontin promoter were genotyped using direct sequencing. [ Results] The frequency of —156delG/delG genotype in the
HCC group was higher than that of in the control group ( P = 0.003 ). There was a significantly increased frequency of the allele
-156delG (P < 0.001) in HCC patients. Logistic regression analysis was performed to show an increase HCC risk associated with the
delG variant genotype (OR1.64; 95%CI 1.25 ~ 2.16). There were no differences between the groups in the genotype distributions and
allele frequencies of SNP —443T/C and —616T/G. [ Conclusion] Our findings suggest that allele —156delG in the Osteopontin promoter
may be a marker for risk of HCC with HBV infection in Chinese Han population.
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Table 1 Distributions of Characteristics by Case—

Controls Status

Patients with HBV— Control
Variable
related HCC(n =225) (n=200)

Gender(Male ) 225(199) 200(183) 0.297
Age 47.5 +12.7 45.7+9.6 0.103
HBeAg status 0.894

(+) 74 67

(=) 151 133
Cirrhosis 178 165 0.377
Smoking status 0.743

Yes 89 76

No 136 124
Drinking status 0.840

Yes 143 129

No 82 71

22 OPNERZEHMRHBV-HCCHBREE
2 A3 3 B R i & HBV-HCC A1 X} 18 4
OPN Ji5 3l X 3 5 -156delG/G , —443T/C F1-616T/G
14y S5 DR AR R A6 67 5 DR 32 TR A BB A - 443T/C
F-616T/G H PR 43 A 145 0 3 PR 2 A 25 5%
TEHCC 4, -156 BLH B 73 41 15.6% G/G,42.2%
G/delG F1 42.2% delG/delG ; % BB 2H 1) 4345 43 51
27.5%, 42.5% F130% ., HCC ZHA H &1 delG/delG
B3 AR (P = 0.003) . HCC 4 -156delG %
o7 35 PR A % J 35 v T 6 B4 (51.2% ws. 63.3%,
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Table 2 Genotype frequencies of OPN promoter in case and control and their association with risk of HCC

HCC Control Odds Ratio

genelvpe n(%) n(%) g (95%C1) !
—156 genotype

G/IG 35(15.6) 55(27.5) Iref

G/delG 95(42.2) 85(42.5) 11.472 0.003 1.756(1.049-2.939) 0.032

DelG/delG 95(42.2) 60(30.0) 2.488(1.460-4,240) 0.001
—443 genotype

T/T 106(47.1) 94(47.0) Lref

T/C 89(39.6) 75(37.5) 0.463 0.794 0.950(0.628-1.438) 0.809

C/C 30(13.3) 31(15.5) 1.165(0.657-2.068 ) 0.601
—616 genotype

T/T 40(17.8) 35(17.5) Lref

T/G 96(42.7) 84(42.0) 0.039 0.981 1.000(0.583-1.716) 1.000

G/IG 89(39.5) 81(40.5) 1.040(0.603-1.793) 0.887

Cl indicates confidence interval. P < 0.05 is significant.
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Table 3 Allele frequencies of OPN promoter in case and control and their association with risk of HCC

HCC Control Odds Ratio
Allele P P
n(%) n(%) (95%CI1)
—156 genotype
G allele 165(36.7) 195(48.8) Iref
12.664 <0.0001
delG allele 285(63.3) 205(51.2) 1.643(1.249-2.161) 0.000
—443 genotype
T allele 301(66.9)90 263(65.8) Iref
0.123 0.726
C allele 149(33.1) 137(34.2) 1.052(0.791-1.399) 0.726
—616 genotype
T allele 176(39.1) 154(38.5) lref
0.033 0.855
G allele 274(60.9) 246(61.5) 1.026(0.778-1.353) 0.855

CI indicates confidence interval. P < 0.05 is significant.
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