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[Abstract] Objective To select proteins binding to pre-S1 transactived protein 1 ( PSITP1)
promoter and to clarify the regulation mechanism of PSITP1 gene in pathogenesis of chronic hepatitis B.
Methods The PCR primer set was designed based on the PSITP1 promoter sequence registrated in
GenBank, the template was HepG2 genomic DNA. PCR technology was applied to amplify the promoter of
PS1TP1. The eukaryotic reporter plasmid pCAT3-PSITPlp was constructed by routine subcloning method
and transfected into HepG2 cell lines mediated by liposome. The choloraphenical acetyliransferase ( CAT)
activity of transfected cell was determined by ELISA to verify the promoter activity of pCAT3-PS1TP1p.
Phage display technique was employed to screen the promoter DNA-binding protein of PSITPI gene, after
four rounds of screening, clones exhibiting high DNA-binding activity were selected and amplified. Results
The level of CAT in HepG2 cells transfected with pCAT3-PS1TP1p was detected by ELISA, which was 4.2
times higher than that of pCAT3-promoter. Sequence analysis was performed in 18 positive plaque and the
full length sequences were obtained with bioinformatics method, a total of 15 coding sequences were
obtained, which consisted of 13 known and 2 unknown ones. Conclusions The PCR fragment of PSITPI
gene promoter has transcriptional activity on its down-stream genes, which could be used for further study of

PS1TP1 promoter. Phage display screening suggests that PS1TP1 might be involved in cell cycle regulation,
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MAPK signal pathway and immune regulation of helper T cells and B cells lymphocyte genes.
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