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[Abstract] Objective
K562 cells. Methods

was adopted to observe the change of K562 cells proliferation viability;the expression of PU. 1 was determined by u-

To investigate the effect of nilotinib on the viability and transcription factor PU. 1 in
K562 cells were treated with different concentrations of nilotinib for 48 h;the CCK-8 method
sing Western Blot. Results The CCK-8 method showed that the survival rate of K562 cells was decreased with the
nilotinib concentration increase. The 50 % inhibitory concentration(IC50) of niloinib to K562 cells was 51. 9 nmol/L;
the Western blot test indicated that the expression of PU. 1 in K562 cells had no significant difference after niloinib
treatment(P>>0. 05). Conclusion Nilotinib could inhibit the viability of K562 cells in a PU. 1-independent manner.
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