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[ Abstract] Objective To investigate the effect of NSSATP9 on the apoptosis of HepG2 cells.
Methods NSS5ATP9 expression plasmid ( pEGFP-NI1-NSS5ATP9 ) and miR RNAi expression vectors for
NS5ATP9 (pcDNA6.2-GW/EmGFP-miR-NS5ATP9) and their empty plasmids were transiently transfected
into HepG2 cells by jet PRIME, respectively. Cell apoptosis was induced by serum starvation. The expres-
sion of NSSATP9 in HepG2 cells was detected by semiquantitative RT-PCR. Cell apoptosis was evaluated by
Annexin V/7-AAD, mitochondrial membrane potentials was detected by JC-1 staining. Bax protein was
semiquantified by Western blot. Restults After overexpression of NSSATP9, the proportion of early and
total apoptosis in HepG2 cells detected by Annexin V/7-AAD decreased significantly (P < 0.05) , when the
expression of NS5ATP9 was knocked down by RNAi expression vector transfection, the proportion of early,
late and total apoptosis increased significantly (P < 0. 05). Compared with the control group, the
percentage of cells with polarization membrane potential increased after NSSATP9 overexpression, meanwhile
cells with depolarization membrane potential decreased significantly (P < 0.05) ; after NSSATP9 being
knocked down, the percentage of cells with polarization membrane potential dereased significantly (P <
0.05). NSSATP9 overexpression downregulated the expression of pro-apoptotic protein;Bax, and NS5ATP9
being knocked down induced upregulating of Bax significantly (P < 0.05). Conclusions The investigation
suggested that NSSATP9 inhibits apoptosis via mitochondrial apoptotic pathway in HepG2 cells.
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