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[ Abstract] Objective: To study the effect of bisindolylmaleimide derivative GZWM-051 ( abbreviated
as compound GZWM-051) on cell cycle and differentiation of human leukemia HEL cells. Methods:
HEL cells were divided into control group (DMSO treatment) and treatment groups (low dose 0.025,
medium dose 0. 050, high dose 0. 100 wmol/L compound GZWM-051). Cell cycle and differentiation
were assayed using flow cytometry, The expression levels of Cyclin B1, ¢-Myc, STAT3 and P-STAT3
were detected by Western blot. Results: After treatment for 24 h, compared with control group, the
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cell numbers in G1 and S phases were significantly decreased in medium and high dose groups, while

the cell numbers in G2 phase were remarkably increased (P <0.01). At 48 h after the treatment, the

expression levels of CD41a and CD71 were upregulated relative to control group, while the expression
levels of ¢-MYC and Cyclin Bl was downregulated in both medium and high dose treatment ( P <0. 05
or P<0.01, P<0.05 ). In addition, the treatment downregulated phosphorylation levels of STAT3
(P<0.050r P<0.01). Conclusion; Compound GZWM-051 can not only induce G2 cycle arrest and
differentiation in leukemia HEL cells , but also inactivate STAT3.

[ Key words ] leukemia; bisindolylmaleimide derivative; differentiation; G2 phase arrest; signal

transducer and activator of transcription-3 ; human erythroleukemia cell line
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