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Over expression of bcl-2 resulting in resistance to

daunorubicin in acute myeloid leukemia cells
Rao Jia,Lu Wei, Wang Yunyun, et al
( Dept of Hematology , The First Affiliated Hospital of Nanchang University , Nanchang 330006)

Abstract Objective 'To explore the relationship between bcl2 over — expression with the resistance to daunorubi—
cin in acute myeloid leukemia( AML) cell line U937. Methods Construction of pcDNA3.1( +) /bcl2, and then
pcDNA3. 1( +) /bcl2 and pcDNA3.1( +) were transfected into U937 cell line. The cells were devided into 3
groups: U937,U937/NC,U937/bcl2. These groups were exposed to daunorubicin for 24 h. The growth inhibitory
effects of daunorubicin were evaluated by CCK-8. Expression of apoptosis — related proteins was determined by—
Western blot. Results Survival rate of cells in U937/ bcl2 group was markedly higher than cells in U937 and
U937/NC groups. The enhanced caspase3 activity was observed in U937 and U937/NC groups. Conclusion

High expression of bcl2 inhibits activation of caspase-3 and suppression of daunorubicin induced growth inhibitory

and generation of drug resistance.
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