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Study on p15 gene methylation status of CpG island in hepatocellular carcinomas

WANG Song', XU Cheng', SHU Dan', HE Qing', YE Tao-sheng', LI Li-xiong', Zhou Tao-you’,CHEN Shou-
chun’(1.Shenzhen Donghu Hospital, Shenzhen 518020, China; 2.Huaxi Hospital affiliated to Sichuan
University, Chengdu 610041, China, 3.Diao Group, Chengdu 610041, China )

Abstract: Objective To investigate methylation status of CpG island on p15 gene promoter domain and
its relationship with hepatocellular carcinoma. Methods Methylation status of CpG island on pl15 gene
promoter domain in HepG2 cells was detected by methylation specific PCR and Raji cells were taken for
positive control while normal PBMC and hepatocytes as negative control. Results Both methylation and
non-methylation status of CpG island on pl5 gene promoter domain in HepG2 cells were detected, but
methylation in negative controls were not detected. Conclusions Methylation status of CpG island on pl5
gene promoter domain exist in HepG2 cells which may associate with hepatocellular carcinoma.
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