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Abstract: Objective To investigate the inhibitory effect of rAd-p53 gene on gastric cancer MGC-803/PTX cells resistant
to chemotherapy drugs. Methods MGC-803 cells treated by paclitaxel cells (803/PTX cells) were cultured in vitro. The
MGC-803/PTX cells were designed as observation group and control group. In observation group,50,100,200,400,800,
1600 MOI rAd-p53 injections were respectively added in culture medium,and the RPMI-1640 culture fluid of corresponding
volume was added in culture medium. MTT method was used to detect cell proliferation inhibition rate,and flow cytometry

"

was used to detect cell apoptosis rate and cell cycle. The " climbing slice" method was used to collect cells which were di-
vided into rAd-p53 treatment group (adding 400 MOI rAd-p53 injection) ,sensitive control group and drug resistance con-
trol group (adding corresponding amounts of RPMI-1640 medium). In the three groups,immunohistochemical method was
used to observe the staining granules of multidrug-resistance gene-associated Pgp protein( MDR1-Pgp protein ) in cells under
light microscope ,and the immunoblotting test was used to detect the expression level of MDR1-Pgp protein ( gray-scale val-
ue). Results MTT method detection result showed that rAd-p53 had significant inhibition effect on proliferation of MGC-
803/PTX cells,and the inhibition rate gradually increased with the increase of effect-time. The flow cytometry detection re-

sult showed that in 100,200,400 MOI rAd-p53 treatment group,the cell cycle of MGC-803/PTX cells was blocked in G2/
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M phase with dose-dependent manner,and cell apoptosis rate significantly higher than that in drug resistance control group

(all P <0.05)with dose-dependent manner also. The immunoblotting test detection result showed that the gray-scale value

of MDR1-Pgp protein in rAd-p53 treatment group was significantly higher than that in sensitive control group and signifi-

cantly lower than that in drug resistance control group (all P <0.05). The immunohistochemical method detection result

shows that the cell nucleus presented blue dye and a small quantity of positive particles can be seen in rAd-p53 treatment

group ,while a large number of deep dye particles in cells can be seen in drug resistance control group,and no positive cell

was seen in sensitive control group. Conclusion The rAd-pS3 gene has significant inhibitory effect on gastric cancer MGC-

803/PTX cells, therefore it can decrease the multidrug-resistance in chemotherapy of gastric cancer and provide a new way

for the treatment of gastric cancer.
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