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Effect of Low Concentration of Mitomycin on the Proliferation
and Cell Cycle Regulation of A549 Lung Cancer Cell
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[ Abstract] Objective: To explore the impact of low concentration of mitomycin on proliferation and
regulation of human lung adenocarcinoma cells A549. Methods: Western-blot and RT-PCR methods
were used to detect the expression changes of caspases-3, p21, RARa, nm23, bel-2 and cyelinD3 in
lung adenocarcinoma cells A549 after treating with low concentration of mitomycin. Results; The ex-
pression Caspases-3, p21 and nm23 increased in the lung adenocarcinoma cells A549 after low concen-
trations of mitomycin handling, while RARa, becl-2 and cyclinD3 decreased. Conclusions: The low
concentration of mitomycin enables the proliferation and expression of lung adenocarcinoma cells A549
to change. It leads to cell prolifation inhibition,low expression of oncogenes and incraesed expression
of tumor suppressor genes, and the changes in the expression level of polygenes participate in differen-
tiation regulation of tumor cells in general.
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