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[Abstract] Objective To explore the factors influencing early treatment responses in adult with de
novo acute myeloid leukemia (AML). Methods Data of consecutive newly-diagnosed AML (non-acute
promyelocytic leukemia) adults were analyzed retrospectively. To assess the impact of clinical
characteristics at diagnosis and induction regimen on achieving morphologic leukemia-free state (MLFS) ,
blood counts and minimal residual leukemia (MRD, positive MRD defined as RQ-PCR WT1 mRNA =
0.6% and/or any level of abnormal blast population detected by flow cytometry) at the time of achieving
MLFS. Results 739 patients were included in this study. 406(54.9% ) patients were male, with a median
age of 42 years (range, 18-65 years). In the 721 evaluable patients, MLFS was achieved in 477 (66.2% )
patients after the first induction regimen and 592 (82.1% ) within two cycles. A total of 634 patients
(87.9% ) achieved MLFS, including 534 (84.2% ) achieving a complete remission (CR, defined as MLFS
with ANC = 1x10°/L and PLT = 100 x 10°/L), 100 (15.8% ) achieving a CRi (defined as MLFS with
incomplete ANC or PLT recovery ), respectively. 260(45.9% ) patients of 566(89.3% ) who detected MRD
at the time of achieving MLFS had positive MRD. Multivariate analyses showed that female gender,
favorable-risk of SWOG criteria, IA10 and HAA/HAD as induction regimen were factors associated with
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achieving early MLFS. In addition, low bone marrow blasts, HGB = 80 g/L, PLT counts < 30x 10°/L and
mutated NPM1 without FLT3-1TD were factors associated with achieving MLES after the first induction
regimen; Negative FLT3-1TD mutation was factor associated with achieving MLFS within two cycles. PLT
counts =30x 10°/L and IA10, IA8 or HAA/HAD as induction chemotherapy were factors associated with
achieving CR. Female gender, favorable-risk of SWOG criteria, FLT3- ITD mutation negative, mutated

NPM1 without FLT3-ITD were factors associated with negative MRD. Conclusions

Female gender,

favorable molecular markers or cytogenetics, and standard- dose induction regimen were key factors
associated with higher probability of early and deep responses in adults with AML.
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