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Detection of pre-S Mutation in HBV DNA Positive Sera by Polymerase Chain

Reaction

Kuan-tsung Hsu, Li-ling Tang, Hsiao-yu Ma, Chien-cheng Chian
Division of Molecular Medicine, Department of Nuclear Medicine, Chiu Clinic, Taipei, Taiwan

Background: Expression HBV surface antigen (HBsAg) within serum and tissue reflects the progress of
the disease and replication status of the virus. The S gene coding for HBsAg includes pre-S1, pre-S2
and S regions. It is known that pre-S mutants are highly associated with Hepatocarcinoma (HCC).
pre-S mutant detection could be a meaningful tool in HCC screening and prediction.

Method: HBV DNA positive sera were exam for deletion mutation by Polymerase Chain Reaction (PCR).
DNA sequencing analysis confirmed deletion mutation DNA fragments.

Results: 5 of 8 HBV DNA positive samples were showing possible deleted DNA fragments after PCR
amplification. 4 samples with possible deletion mutants were sequenced for both wild type and mutant
DNA fragments. Sequences comparison confirmed the deletion mutation.

Conclusion: PCR could be a fast and effective tool to screen pre-S mutants. Possibilities of HCC could be

estimated by molecule biology methods.

Keywords: HBV, Hepatocarcinoma, pre-S, Surface Antigen, HBsAg.



