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Abstract Objective To study CAHB alone or in combined with LY294002 on culture Jurkat cell lines and the possible mecha-

nism. Methods Jurkat cells were treated with different concentrations of CAHB in culture. MTS assay was used to observe the prolifera-

ted inhibition rate of Jurkat, and the flow cytometry was applied to analyze rate of Annexin V. " /Pl , and to observe the change in the rate

of AnnexinV " /PI" in presence or absence of PI,K inhibitor LY294002 after Jurkat cells were induced with CAHB. Results CAHB ob-

viously inhibited the growth of Jurkat cells in a time — and dose — dependent manners. CAHB also induced apoptosis of Jurkat cells in a

dose — dependent manner. The PL,K inhibitor LY294402 markedly increased the rate of Annexin V */PI~ of Jurkat cells which was in-

duced with CAHB. Conclusion CAHB can inhibit the proliferation and induce apoptosis of Jurkat. Inhibition of PI, K signal enhances

sensitivity of Jurkat cells to CAHB.
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