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Effect of histone deacetylase inhibitor SAHA on expression of miR—150 and proliferation of EL4 cells XIAO Gangfeng, REN
Fupeng. Department of Hematology and Oncology, Ningbo No. 2 Hospital, Ningbo 315010, China

[ Abstract ] Objective To investigate the effect of histone deacetylase inhibitor (HDACi) SAHA on expression of miR—-150
and proliferation of EL4 cells. Methods Quantitative RT-PCR was used to detect the expression of microRNA-150 in EL4 cells
treated with HDACi SAHA. Cell proliferation was measured by:MTT.". Results The expression of miR-150 increased with the in—
crease of SAHA dose. After treatment with SAHA, the proliferation ability of EL4 cells decreased. Conclusion Histone deacety—
lase inhibitor SAHA can increase the expression of microRNA-150 in EL4 cells and inhibit the cell proliferation, which may be as—
sociated with the down-regulation of acetylation modification'by miR—150.
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12,1 Mg S 10%006 4 10055 1 1640 B 35
3% ELA Hif, 5548 5%CO0,,37°C.
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