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Abstract; Objective To investigate the effect of RADOOI on gastric carcinoma cell line MKN —45 and to explore
the possible mechanism. Methods —Gastric carcinoma MKN —45 cell line were cultured in RPMI1640 with 10% fetal
calf serum and treated by RADOO1 (20 nmol/L) ; afterwards, the cell coulter, flow cytometry, western — blot array were
used to detect the growth, cell cycle and protein expression of the tumor cells. Results Following RADOOI treatment,
the MKN —45 cells were inhibited in a time — dependence manner. There were changes in the cycle of the MKN —45
cells, with an increase in the cell percentage of G, — G, phase stagnation. Meanwhile, there were no marked changes in
the expressions of eukaryotic translation initiation factors elF —4E (elF —4E) and phosphate —4FE — BP1, ribosomal pro-
tein 408 kinase, and there was loss in the expression of phosphate — p7056K and phosphate — S6, and the expression of
phosphate 4E — BP1 was down — regulated. Conclusion RADOOI can inhibit the growth of gastric carcinoma cell line
MKN —45 by the adjustment of cell cycle via inhibition of the downstream pathway of mTOR and the consequent blockage
of the phosphorylation and protein translation of p70S6K and 4E - BP1.
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