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[ Abstract |

(VECs) and understand its partly mechanism. Methods

Objective To study the effect of interferon alpha (IFN-o) on apoptosis of human vascular endothelial cells
Cultured VECs were treated with IFN-¢ and interferon inducible proteinl6
gene(IFI16) siRNA was set transfected in vitro instantaneously. Nonspecific siRNA transfection group was as control group. The
expression of IFI16 and P21 mRNA was determined by semiquantitative RT-PCR. IFI16 and P21 proteins were analyzed by Western
blot. The cell apoptosis was analyzed by flow cytometry with Annexin-V FITC/PI method. Results Compared with control group,
in IFN-q induction group,the expressions of IFI16 mRNA and protein were up-regulated (P<C0. 05), the cell apoptosis increased

(P<C0.05) ,and the expressions of P21 mRNA and protein were up-regulated(P<Z0. 05) ; when transfection IFI16 siRNA after in-

tervention with IFN-q«.the expressions of IF116 mRNA and protein were down-regulated( P<C0. 05) , cell apoptosis decreased ( P<C

0. 05) ,and the expressions of P21 mRNA and protein were down-regulated (P<C0. 05). Conclusion

IFN-« regulation of cell apoptosis of VECs in human.
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