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Abstract : Objective To explore the effect of kinesin family member 4 A protein(KIF4A) on the replication of Hepatitis B virus

(HBV) and its regulatory mechanism. Methods
KIF4A gene, HBsAg and HBeAg in the supernatants were measured by ELISA, covalently closed circular DNA (ccc DNA) levels

were measured by real-time PCR. HepG2 cells were co-transfected with different concentration of Flag2B-KIF4A, HBV infectious

HepG2. 2. 15 cells were transfected with different quality of plasmid carrying

clone pHBV1. 3 and its promoter pHBV-Luc. HBV,and promoter activity were measured by luminometer fluorescence detector. Re-
sults Expression of HBsAg, HBeAg and cccDNA were upregulated by KIF4A as well as HBV promoter activity in a dose-depend-
ent manner. Conclusion KIF4A enhances the replication of HBV in HepG2 cells.
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