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Abstract: Objective To observe the role of programmed cell death 5(PDCD5) gene combined with cisplatin for inducing the ap-
The PDCD5 recombinant plas-

mid was transiently transfected into A549 cells by lipofectamine. Its transfection efficiency was detected by RT-PCR. The expressions

optosis of human lung adenocarcinoma A549 cells and to investigate its possible mechanism. Methods

of trasfected PDCD5 protein, Bel-2 and Survivin protein were examined by Western bolt. The apoptosis of A549 cells by single PDCD5
and its combination with cisplatin was measured by the MTT method and the flow cytometry. Results PDCD5 recombinant plasmid
was transfect into A549 cells successfully. The Western blot results showed that the expression of PDCD5 protein in the transfection
recombinant plasmid group was higher than that in the blank control group and the transfection empty plasmid group. while the expres-
sion of Bel-2 and Survivin protein was lower than that in the other two groups, the difference was statistically significant( P<Z0. 05).
The MTT and flow cytometry results demonstrated that the cell apoptosis rate in the transfection recombinant plasmid group was
higher than that in the blank control group and the transfection empty plasmid group(P<C0. 05). Conclusion PDCD5 gene may pro-

mote cisplatin induced A549 cells apoptosis.
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