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Mechanisms of aspirin for inhibiting proliferation and apoptosis of non-small
cell carcinoma by regulating angiogenesis-related factors
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Abstract : Objective
of non-small cell carcinoma(A549) by regulating angiogenesis-related factors. Methods

To investigate the mechanism of aspirin for inhibiting the proliferation and apoptosis
The A549 cells were
cultured in vitro to the logarithmic phase and intervened with aspirin at different level gradients(0.0,2.5,5.0,
10. 0,20. 0 mmol/L). The effect of different aspirin concentration gradients on the cell proliferation rate was
detected by using the thiazolyl blue(MTT) method. The A549 cell apoptosis rates at different cellular cycles
were detected by using the flow cytometry. The transcriptional level of vascular endothelial growth factor
(VEGF) ,epidermal growth factor receptor (EGFR) and fibroblast growth factor (FGF) were detected by
Western blotting. Results After aspirin acting on A549 cells, the inverted microscope observed the changes of
irregular cellular morphology,increased permeability and cellular disintegration and broken. The MTT results
showed that the aspirin action on A549 cells could inhibit cell proliferation in a time and dose dependent man-
ner. Aspirin could induce apoptosis of A549 cells in S phase and block the proliferation of A549 cells in G, /G,
phase and G,/M phase. The expression levels of VEGF, EGFR and FGF after aspirin acting on A549 cells
were significantly decreased in a dose-dependent manner. Conclusion Aspirin can inhibit the in vitro prolifera-
tion of non-small cell carcinoma A549 cells and induces the cellular apoptosis in S phase. The apoptosis mecha-
nism may be related to the inhibition of angiogenesis-related factors by aspirin.
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