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Osthole induced proliferation inhibition and apoptosis of K562

cells by suppressing PI3K/AKT signal pathway
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Abstract Objective: To study the influence and potential mechanism of osthole in the proliferartion and apop-
tosis of human leukemia K562 cells. Method: The K562 cell was cultured in the DMEM. MTT method was used to
evaluate the proliferation effect of K562 and the apoptosis of K562 cells were evaluated by flow cytometric analy-
sis. The expression of PI3K, p-AKT, AKT, Bax,Bcl-2 and Cleavage-Caspase3 were detected by Western blot. Re-
sult: The osthole treatment can significantly attenuate the proliferartion rate of K562 cell,the expression of PI3K,
p-AKT and Bcl-2 and increase the apoptosis rate of K562 cell, the expression of Bax and Cleavage-Caspase3.

Wherefore,it had no influence on the expression of AKT. Conclusion: Osthole can induce the apoptosis and inhibit
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the proliferation of human leukemia K562 cells through suppressing PI3K/AKT signaling pathway.
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