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Abstract: Objective To investigate the effect of hepatitis B virus X protein interacting protein ( HBXIP) on cell cycle
and apoptosis of HepG2 cells and its possible mechanism. Methods HepG2 cells were cultured in vitro, and non-
transfected cells as the control group,while cells transfected with pCMV-HBX plasmid as HBX group,and transfected with
HBXIPsiRNA pCMV-HBX plasmid as HBXIP-i group (using HBXIP siRNA interference plasmid to silence HBXIP gene
expression in HepG2 cells). The expression of HBX and HBXIP protein were detected by Western blot. The effect of
HBXIP on cell proliferation was studied by clonogenesis, cell cycle and apoptosis by flow cytometry. Results HBX protein
expression was up-regulated in HBX group, and HBXIP protein expression was down-regulated in HBXIP-i group. The
number of single cell clones in HBX group was significantly higher than that in control group and HBXIP-i group (P <
0.01) ,and that in HBXIP-i group was significantly higher than that in control group (P <0.01). Cells in GO/G1 phase of
HBX group were significantly higher than those of control group and HBXIP-i group (P <0.01) ,while cells in S phase and
G2/M phase of HBX group were significantly lower than those of control group and HBXIP-i group (P < 0.01). The
apoptosis rate of HBX group was significantly lower than that of control group and HBXIP-i group (P <0.01) ,and that of
HBXIP-i group was significantly lower than that of control group (P <0.01). Conclusion HBXIP can promote the
proliferation of hepatoma cells and inhibit the apoptosis of cancer cells.
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