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[ Abstract]

proliferation and apoptosis. Methods

Objective To investigate the impact of pterostilbene ( PTE ) on human lung cancer A549 cell line
The cells were divided into the Control group and the PTE Groups (1.5,
3,6 pmol/L) ,each group was treated for 12,24 and 36 h. Adhesion assay was used to determinate the adhesive rate
of cells; TUNEL was used to detect the apoptotic rate of cells ; MTT method was used to detect the survival rate of
cells ; Special kits were used to detect the activity of Caspase 3/7. Results The adhesion experiment results showed
that(24 h) PTE significantly weakened the adhesive capacity of A 549 cells on dose-depend manner. The TUNEL
results showed PTE (24 h) could significantly increased the apoptotic rate of A 549 cells. The MTT resulis showed that
PTE could inhibit the proliferation of A549 cells on dose and time-depend manners , the effect of 6 pwmol/L PTE
(36 h) was the most obvious. In addition , after being treated with PTE (24 h) , the apoptotic rate of cells and the
activity of Caspase3/7 increased significantly. Conclusion PTE treatment can effectively inhibit the proliferation of
A549 cells, the mechanisms of which are related to the activation of Caspase 3/7 ,PTE may be a potential new drug in
treatment of lung cancer.
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