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The sensitivty effects of pPEGFPN1-dnEGFR to radiotherapy in gastric carcinoma cells”
Qin Yu .Wang Ziwei ,Yang Ningbo .Zha Lang ,Zhu Dailiang
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Abstract: Objective To explore the radio sensitivity effects on gastric cancer cells by pEGFPNI1. Methods The gastric cancer
cells were divided int 3 groups, including untreated group, pEGFP-N1 non-plasmid-mediated group, pEGFPN1-dnEGFR plasmid
transfection group (objective plasmid group). The proliferation of human gastric carcinoma cells, SGC-7901 and NCI-N87, which
were transfected pEGFPN1-dnEGFR and conducted radiation treatment, was determinded by MTT assay. The mRNA expressions
of Bax and Cyclin D1 were detected by reverse transcription PCR(RT-PCR). Protein expressions of Bax and Cyclin D1 in cells were
detected by Western blot. Results The value of inhibition(VI) of objective plasmid groups reduced significantly compared with the
other groups(P<C0. 05). RT-PCR results showed that Bax mRNA relative expression in objective plasmid groups increased com-
pared with the other groups,and Cyclin D1 mRNA relative expression in objective plasmid groups reduced compared with the other
groups(P<C0. 05). Western blot results showed that Bax protein relative expression in objective plasmid groups increased compared
with the other groups, and Cyclin D1 protein relative expression in objective plasmid groups reduced compared with the other

groups(P<C0. 05). Conclusion pEGFPNI-dnEGFR could improve radiotherapy sensitivity of gastric carcinoma cells.
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