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Chidamide combined with traditional chemotherapy promotes apoptosis of T lymphoblastic leukemia cell lines PAN Yue,
ZHU Xue-hai™. Tongji Hospital, Tongji Medical College, Huazhong University of Science and Technology, Wuhan 430030 , China

Abstract Objective: To investigate the effect of chidamide combined with idarubicin (IDA) or L-Asparaginase (L-
ASP) on the proliferation and apoptosis of acute T lymphoblastic leukemia cell line Jurkat, MOLT4 and CCRF-CEM. Meth-
ods: CCKS kit was used to determine the anti-proliferation effect of different concentrations of chidamide, IDA and L-ASP.
The cell apoptosis was analyzed by flow cytometry and the expression of apoptosis-associated protein was detected by Western
boltting. Results: Chidamide, IDA and L-ASP displayed inhibitory effects on proliferation of cell lines in a dose- and time-
dependent manner. The combination of chidamide with IDA or L-ASP led to higher apoptosis than chidamide, IDA or L-ASP
alone in the same concentration gradient after 48 h (P <0.05), and the cooperation indexes of the two drugs were all less
than 0.7. In addition, the expression of apoptosis-associated protein was significantly higher in combination group than in the
single group. Conclusion; Combination of chidamide with IDA or L-ASP shows a significantly synergistic effects on prolifera-
tion inhibition and apoptosis of acute T-cell lymphoblastic leukemia cell line Jurkat, MOLT4 and CCRF-CEM, which may be
associated with apoptosis-associated protein expression.
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