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Study on Inhibition of Dasatinib and Fludarabine to CML K562 Cells
MIAO Yu-di*, WEI Xu-cang” (a. the Blood Internal Medicine;
b. Department of Blood Disease, Shaanxi Province People’ s Hospital , X1’ an 710068, China)

Abstract:Objective To study the inhibition of Dasatinib and fludarabine on CML K562 cells. Methods CMIL K562 cells
were analyzed,the MTT method was used to determine the inhibition of CML K562 cells,dasatinib and fludarabine,respec-

tively,and the inhibition rate of dasatinib joint fludarabine to CML K562 cells. According to kimformula,calculated the syn-
ergistic effect and the therapeutic effect of the inhibition rate and apoptosis of 2 kinds of drug combinations [ Kim formulais:
q=D1+2/(D1+D2—D1XD2)]. g means the inhibition rate of two drug combination,D1 and D2 inhibition rate of the medi-
cine effect. When the ¢ value is greater than 1. 15 was expressed as synergy, according to the guinness book of equation
proved the inhibition rate and apoptosis of synergy and the treatment effect of two drug combination. Determined by MTT
method to detect the results showed that after different concentrations for Dasatinib (1,5,10 pg/L) and fluorine (1,2.5,5
ng/L) after treatment alone or combined processing (1 pg/L Dasatinib+1 ng/L fludarabine) , (5 g/L Dasatinib+2. 5 ng/L
fludarabine) , (10 pg/L. Dasatinib-+5 ng/L fludarabine) after 24 h,inhibition of the proliferation of K562 cells were obvious,
and Dasatinib and fluorine had a synergistic effect. Results At the same time within the scope of fluorine dara marina and
for sand for inhibition of K562 cells was dose dependent, because mu 5 g/L for sand for shore and 2.5 ng/L fluorine dara
could significantly inhibits the proliferation of K562 cells,so in subsequent experiments, chose the concentration as the final
concentration cell processing. The inhibition rate of the experimental group and control group.all had statistical significance
(t=39. 998, P<< 0. 05). For sand for joint fluorine dara marina exist K562 cells of synergistic inhibition CML (¢>1. 15, P<<
0. 05) ; Low concentrationmu (1 g/L) for sand for K562 cells of CML p-lower BCR/ABL level role (31.8% £1.9%) high
concentration (10 ng/L) was obviously better than the fluorine dara marina (15.2% =+ 2.1%) , combination of drugs more
apparent K562 cells by CML p-the expression of BCR/ABL levels (49. 8% 1. 1%) ,statistically significant difference (t=
6. 754, P<<0. 05). For sand for joint fluorine dara marina can improve leukemia,increase the number of apoptotic cells. Con-
clusion Dasatinib and fludarabine effect on CMIL K562 cellshave synergistic inhibition effect, accelerate the apoptosis of
CML K562 cells,has important clinical significance.
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1. 2.4 Western blotting ¥l K562 41 )4 #Y 25 A1
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