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Analysis of the methylation status of Dynamin3 Gene Promoter by bisulfite genomic
sequencing PCR combined with TA clone sequencing technology in hepatocellular carcinoma”
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(1. Clinical Genetic Diagnosis Centre /Department of Clinical Laboratory ;2. Department o f
Pathology,Zhongnan hospital of Wuhan University s Wuhan , Hubei 430071, China)
Abstract: Objective To compare the methylation status of 36 CpG sites in dynamin 3(DNM3) promoter between hepatocellular
carcinoma and paracancerous tissues,analyze the associations between clinicopathological characteristics and DNM3 methylation, ex-
plore its role in HCC formation processes. Methods Genomic DNA of 30 pairs of liver cancer tissues and paracancerous tissues was
extracted , then DNM3 gene methylation levels was detected by nested PCR combined cloning sequencing after bisulfite treatment of
genomic DNA. Results The methylation level of DNM3 gene in hepatocellular carcinoma is high. The incidence of DNM3 methyla-
tion in hepatocellular carcinoma was 83. 3% (25/30). The average methylation rate of cancer tissues was 37. 8% ,and the average
methylation rate of adjacent non-tumor tissues was 12. 0%. There were significant statistical difference in DNA methylation be-
tween the tumor and non-tumor tissues(P<C0. 05). The AUC of ROC for DNM3 gene was 0. 831, which showed great value for the

diagnosis of hepatocellular carcinoma. Conclusion DNMS3 as a tumor suppressor gene in hepatocellular carcinoma, the hypermethyl-

ation of its promoter might promote the formation of hepatocellular carcinoma.
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