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Up-regulation of nicotinamide adenine dinucleotide dehydrogenase 4 on surface
antigen gene promoter II of hepatitis B virus YANG Yanjie, CHENG Jun, WANG
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[ Abstract] Objective To investigate the potential role of HBV SP I promot-
er DNA-binding protein on regulation of HBV replication. Methods HBV SP Il and
nicotinamide adenine dinucleotide dehydrogenase 4 ( NADHDH4 ) sequences were
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amplified by polymerase chain reaction (PCR) with pCP10 plasmid DNA and HepG2
cell (hepatoblastoma cell line) genomic DNA as the templates, respectively. The am-
plified product was cloned into pCAT3 and pcDNA3.1( — ) vector, with the resulted
plasmids designated as pCAT3-SP ]I and pcDNA3. 1( - )-NADHDH4. The HepG2
cell line was transfected by pCAT3-SP [I and pcDNA3.1( — )-NADHDH4. The cata-
lase (CAT) activity was detected by enzyme-linked immunosorbent assay ( ELISA).
Results pCAT3-SP I reporter gene expression vector and pcDNA3. 1 (-)-NADH-
DH4 eukaryotic expression vector were successfully constructed. The expression of
pCAT3-SP I was 2. 8 times as high as the negative control plasmid pCAT3-basic,
while pCAT-SP T + pcDNA3. 1( - )-NADHDH4 expression was nearly 5 times as
high as the pCAT3-SP [l plasmid. Conclusions It indicates that NADHDH4 can up-
regulate HBV SP [l promoter.

[ Key words] Hepatitis B virus; Antigen, surface; Transcription initiation
site; Nicotinamide adenine dinucleotide dehydrogenase 4( NADHDH4 )
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