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Abstract: [Purpose | To explore the correlation between several single-nucleotide polymorphisms
(SNPs) loci on the gene of human telomerase reverse transcriptase (hTERT)(including rs2075786,
1s2736098) and the susceptibility to hepatocellular carcinoma. [Methods] This case-control study
included 165 diagnosed as hepatocellular carcinoma, 195 with chronic hepatitis B and 402 Healthy
people. Polymerase chain restriction fragment length polymorphism were performed to analyze the
genotype of the loci on the gene of hTERT. [Results] The frequency of TC and TT genotype on
152075786 were higher in the Hepatocellular carcinoma group than that in the control group,
chronic hepatitis B group and no HCC people group(P<0.05), The additive odds ratio of TT and TC
genotype for the risk of Hepatocellular carcinoma was 1.88 and 2.72,and men with hepatocellular
carcinoma carried more TC and TT genotype than women. The frequency of all genotype on
152736098 was not significantly different between hepatocellular carcinoma group and control
group. The single nucleotide polymorphism of rs2736098 was not associated with the gender,age,
the degree of differentiation and TNM staging of hepatocellular carcinoma. [ Conclusion ] There is a
relationship between hTERT rs2075786 polymorphism and susceptibility to hepatocellular carcinoma.
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Note: 1 :marker;2,6:TT genotype (420bp);3,4:TC genotype (178bp +
242bp+420bp);5:CC genotype (178bp+242bp).

Figure 1 The result of PCR-RFLP on rs2075786
site of " TERT

Table 1 The relationship between rs2075786 site on hTERT gene polymorphism

and hepatocellular carcinoma
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Note:a: HCC group vs. control group;b:HCC group vs. chronic hepatitis B group;c:HCC group vs.
no HCC person.
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Note: 1 :marker;2,6:AA genotype (304bp);3,4:GA genotype (124bp +
180bp+304bp);5:GG genotype (124bp+180bp).

Figure 2 The result of PCR-RFLP on rs2736098
site of hTERT

Table 2 The relationship between rs2075786 site on hTERT gene polymorphism
and clinicopathological parameters of hepatocellular carcinoma
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Table 3 The relationship between rs2736098 site on hTERT gene polymorphism

and hepatocellular carcinoma
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Note:a: HCC group vs. control group;b:HCC group vs. chronic hepatitis B group ;¢: HCC group vs.
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Table 4 The relationship between rs2736098 site on hTERT gene polymorphism
and clinicopathological parameters of hepatocellular carcinoma
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