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Effect of Bortezomib on the Expression of DNA Methyltrans-

ferase in K562 Cell Line
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Abstract: [ Purpose | To investigate the effects of bortezomib on the expression of DNA methyl-
transferase (DNMTs) and on cell apoptosis in K562 cell line.[Methods ] K562 cells were treated
by bortezomib with the concentrations of 0,6,20 and 60nmol/L respectively. Western blot was
used to analyze the intracellular expression of DNMT1,and flow cytometry was used to detect cell
apoptosis. [Results] Compared with control group,the expression of DNMT1 decreased when
treated with Bortezomib. Along with Bortezomib for 12,24 36h,the apoptosis increased gradually,
and reached the highest after treating with 60nmol/L. Bortezomib for 36h. [ Conclusion ] Bortezomib
can suppress the expression of DNMT1 and induce apoptosis of K562 cells with concentration-de-
pendence.
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