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FDI-6 down-regulation of FoxM1 inhibits proliferation and migration of human

hepatocellular carcinoma cells

Ting Xiong, Ying Zhou
Changsha Medical College Changsha, Hunan

[ Abstract] Objective: To investigate the effects of FDI-6 regulating forkhead box transcription factor M1 (FoxM1)
on the proliferation and invasion of human hepatoma cells. Methods: Quantitative polymerase chain reaction was used to
detect the expression of FoxM1 in HepG2 cells after adding FDI-6. Cell proliferation and migration tests were used to
detect the ability of FoxM1 to down regulate the proliferation and invasion of empty hepatoma cells. Results: In HepG2
cells, FDI-6 > 20 p Mol/L could significantly down regulate the expression of FoxM1. expression. Conclusion: FDI-6

can down regulate the expression of FoxM1, inhibit the proliferation of hepatoma cells, lead to cell cycle arrest, and

reduce the ability of cell migration.
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