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[Abstract] Objective To study the effect of HBV PSI1 trans-activator protein 2 (PS1TP2) gene silen-
cing on the proliferation and apoptosis of HepG2 cells and its possible mechanism. Methods Fluorescence
quantitative PCR (RT-PCR) was used to detect the basal expression of PSITP2 gene in different liver cell
lines. PSITP2 small interfering RNA (siRNA PSITP2) and its corresponding negative control small interfer-
ing RNA (siNC) as the interference group and the control group, were transiently transfected into HepG2
cells,respectively and cultured for 48 h. CCK-8 kit was used to detect the proliferation activity of the two
groups. The apoptosis of the two groups was detected by AnnexinV/7-AAD flow cytometry. The expression of
PS1TP2,Bcl-2 and Bax mRNA were detected by RT-PCR. The expression of Bcl-2, Bax, AMP-activated pro-
tein kinase(AMPK) and mammalian target of rapamycin (m-TOR) protein were detected by Western Blot and
the ratio of Bel-2 to Bax was calculated. Results The expression of PSITP2 gene in HepG2 cells was signifi-
cantly higher than that in normal liver cells 1.02. Compared with the control group,the proliferation of HepG2
cells in the interfering group significantly decreased (P<C0. 05),the number of Annexin V+ cells in HepG2
cells of the interference group significantly increased (P<C0. 05), the expression of Bcl-2 mRNA in HepG2
cells of the interference group significantly decreased (P<C0.05),and the expression of Bax mRNA signifi-
cantly increased (P<C0.05). The expression of Bcl-2 and m-TOR proteins in HepG2 cells of the interference
group also decreased significantly (P<C0. 05),while the expressions of Bax and AMPK protein increased sig-
nificantly (P<Z0.05). Conclusion PS1TP2 gene interfering can promote the apoptosis of HepG2 cells via mit-
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ochondrial pathway and may inhibit the proliferation via activiting AMPK-m-TOR pathway.
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