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Replacing CTL epitope of recombinant HBsAg by SOEing PCR
WANG Wen-jingl , LI Cheng-yaol , LI Ming—songz ('Faculty of Blood Transfusion, School of Biotechnology, >Department of Gastro-

enterology, Nanfang Hospital, Southern Medical University, Guangzhou 510515, China)

Abstract: Objective To replace the endogenous CTL epitope LLD in HBsAg with EYILSLEEL of
glypican (GPC3) in order to prepare a GPC3-HBsAg multiple peptides vaccine for HBV infection. Methods
The HBsAg/GPC3 DNA was amplified by gene splicing by overlap extension ( SOEing) PCR from pcHBsAg
plasmid and then inserted into pBSSK + vector to construct a pBSSK/GPC3 vector. The vector was then
identified by PCR, double digesting and sequencing. The fragment encoding GPC3 CTL epitope EYILSLEEL
was obtained by double digesting the plasmid pBSSK/GPC3 and then inserted into pcDNA3. 1 + vector.

Results

HBsAg/GPC3 was constructed successfully. Conclusion

Sequencing and restrict endonulease digestion indicated that eukaryotic expression vector pcDNA-

The endogenous CTL epitope LLD of HBsAg is

replaced by the EYILSLEEL, and an eukaryotic expression vector pcDNA-HBsAg/GPC3 is constructed.
Key words: epitope shift; glypican-3; CTL epitope; SOEing PCR
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