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Experimental study on the effects of pshRNA-MDRIa combined with
pBUD-TRAIL in inducing SGC7901/VCR cell apoptosis and proliferation and

their mechanism
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(Department of Gastroenterology , the First Affiliated Hospital, Chongqing Medical University)

[ Abstract JObjective: To investigate the effects of pshRNA-MDRIa combined with TRAIL in treating gastric cancer cell lines SGC7901
/VCR and understand their mechanism, in order to lay experimental and theoretical foundation for clinical application of gene tumor
therapy. Methods: SGCT901/VCR cells transfected with pPBUD-TRAIL and pshRNA-MDRIa simultaneously were cultivated with 1mg/L
concentration of VCR,and compared with SGC7901/VCR cell transfected with pshRNA-MDRla,pBUD-TRAIL,pBUD groups and
SGC7901/VCR group, respectively. The inhibition of cell proliferation was examined by methylthiazolyl tetrazolium (MTT) method, and
cell apoptosis was detected by TUNEL method and flow cytometry using PI staining analysis. Results:The inhibition rates in
pshRNA-MDRIla, pBUD-TRAIL, pBUD and SGC7901/VCR groups were respectively 45% ,30%,10% ,and 10% by MTT. The apoptosis
rates in pshRNA-MDRIa, pBUD-TRAIL, pBUD and SGC7901/VCR groups were respectively 25.96% ,10.27% ,5.96% ,and 4.25% by
FCM. Compared with control group, the inhibition rate of the proliferation and apoptosis rate of SGC7901/VCR cells in pshRNA-MDRla
combinated with TRAIL group was higher(70%,41.23% respectively ) ; Karyopycnosis, nuclear chromosomal condensation and segmentation
were observed by TUNEL. pshRNA~MDRla combinated with TRAIL group could significantly induce the apoptosis of tumor.
Conclusion: pshRNA-MDRla combined with TRAIL could inhibit the proliferation and induce apoptosis of SGC7901/VCR cells, which
could be related with the interfen'ng effects of pshRNA~MDRIa by prohibiting TRAIL excretion, so as to intensify the effect of TRAIL in
promoting tumor cell apoptosis and have a synergistic action with TRAIL.
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