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[ Abstract )
cancer cell line A549. Methods

Objective To study the effect of parecoxib on proliferation and movement in non -small cell lung
The A549 cells were randomly divided into 4 groups: control group and different
concentrations of parecoxib groups ( P1-3 groups ). The cells in parecoxib groups were exposed to 10,40 and 160
pmol/L parecoxib for 24 h respectively. The rates of proliferation inhibition were analyzed via a MTT assay , the
distances of movement were detected by wound -healing experiment ,and the expression of p-AKT and survivin protein
were detected via Western blot analysis . Results Compared with C group , the rates of proliferation inhibition were
significantly increased (P <0.05) ,the distances of movement were significantly decreased ,and the expression of p-
AKT and survivin proteins were significantly down -regulated (P <0. 05) in P1,P2 and P3 groups. All results showed a
dose-dependent manner. Conclusions The parecoxib inhibits the proliferation and movement of A 549 cells. This
function of parecoxib may be related to the inhibition of AKT phosphorylation and down -regulation of survivin protein.
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