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Abstract
CHAG) priming regimen in patients with elderly or relapsed refractory acute myeloid leukemia ( AML). Method :

Objective: To observe the efficacy and safety of low-dose subcutaneous decitabine plus CHAG (D-

Clinical data of 17 patients with relapsed refractory or elderly AML who were treated with D-CHAG priming regi-
men were analyzed retrospectively. Result: Among the 17 patients who were treated with the D-CHAG priming reg-
imen, 14 cases achieved complete response, 3 cases achieved partial response, and the median time of patients a-
chieved complete response was 33 (24 to 45) days. Of the 14 patients with complete response,10 cases were nega-
tive for MRD, including 5 cases in initial treatment and 5 cases in relapsed refractory;4 cases were positive for
MRD, including 3 cases of refractory patients and 1 case of relapsed patients. The main adverse events were myelo-
suppression and infection.and no treatment-related death occurred. Conclusion: D-CHAG regimen is safe and effec-
tive for elderly or relapsed refractory AML patients.
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