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Therapeutic efficacy of idarubicin versus daunorubicin for treating acute myeloid leukemia
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Abstract: Objective To compare the therapeutic efficacy of idarubicin with daunorubicin in treatment of
acute myeloid leukemia (AML). Methods Sixty-two AML patients were randomly divided into two groups:
DA group (daunorubicin plus cytarabine group) and IA group (idarubicin plus cytarabine group) according to
different treatment regimens. The clinical efficacy and adverse reactions of patients in the two groups were ob-

served. Results The complete remission rate of DA group was 40. 00% , and the total effective rate of DA

group was 63.33%. The complete remission rate of IA group was 68. 75% , and the total effective rate of 1A
group was 87.50%. The complete remission rate and total effective rate of IA group were higher than those of
DA group, and the difference was statistically significant( P <C0. 05). The adverse reactions of the two groups
were similar, and there was no significant difference ( P =>0.05). Conclusion The IA regimen is better than
the DA regimen for the treatment of AML, and the adverse reactions of TA regimen is similar to that of the DA
regimen,.
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