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[ Abstract ]
growth and its preliminary mechanism. Methods

Objective To study the inhibitory effect of imperatorin derivative IMP-1 on lung cancer A549 cells
The methyl thiazolyl tetrazolium(MTT) salt method was used
to investigate the inhibitory effect of IMP-1 on lung cancer A 549 cells growth;the effect of IMP-1 on the cel-
lular apoptosis and cell cycle was detected by flow cytometry;the effect of IMP-1 on the expression of cell cy-
cle-related proteins and apoptosis-related proteins was investigated by Western blot. Results IMP-1 had good
inhibiting effect on the proliferation of A549 cells,and the IC50 value was 3. 62 pmol/L. IMP-1 could down-
regulate the expression amounts of CyclinD1,CyclinE and cell cycle-dependent kinase CDC2, thereby arrested
the cell cycle at G1 phase. Also, IMP-1 downregulated the expression levels of anti-apoptotic proteins Mcl-1
and Bel-2,and upregulated the expression level of pro-apoptotic proteins Bax,thus induced apoptosis of A549
cells and further inhibied the cell growth. Conclusion IMP-1 inhibits the proliferation of lung cancer A549
cells by arresting A549 cells at G1 phase and inducing the cellular apoptosis.

[Key words] lung neoplasm;A549 cells; IMP-1;cell cycle;cell apoptosis
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