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Abstract : Objective
with decitabine prior to HAG regimen. Methods

To explore the efficacy and safety of treatment for acute myeloid leukemia (AML)
A total of 40 patients with AML aged over 18 were selected
in our hospital from May 2014 to August 2018. There were 20 newly diagnosed patients and 20 relapsed/re-
fractory patients. All the patients were treated with decitabine prior to HAG regimen. Results Among 40
AML patients,there were 22 patients (55.0%) achieved completed remission (CR),10 patients (25.0%) a-
chieved partial remission(PR) ,and the overall response rate (ORR) was 80. 0%. Subgroup analysis showed, of
20 newly diagnosed AML patients, 16 patients (80.0%) achieved CR,2 patients (10. 0%) achieved PR, and
the ORR was 90. 0%. Of 20 relapsed/refractory AML patients,6 patients (30. 0%) achieved CR,8 patients
(40.0%) achieved PR,and the ORR was 70. 0%. The adverse reactions were mainly hematological toxicity.
Grade [ — IV hematological toxicity occurred in 30 patients(75. 0%). No heart, liver or kidney damage oc-
curred. Conclusion The treatment for AML with decitabine prior to HAG regimen can achieve satisfactory
results and patients have better tolerance.
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