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* As defined by the National Comprehensive Cancer Network Guidelines v2.0, 2014 for AML.
AML, acute myeloid leukemia; WHO, World Health Organization; ECOG, Eastern Cooperative Oncology Group;
CNS, central nervous system; ULN, upper limit of normal.
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and better median survival time than patients in other molecular subgroups

— Patients with NPM1 mutations had the highest relative rate of CR/CRIi
(93%) and MRD negativity (40%)

Patients in the molecular subgroup defined with TP53 mutations and/

or aneuploidy had the lowest rate of CR/CRi (52%), shortest duration of
response, and shorter median duration of survival
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Patients who achieved MRD negativity had better median survival time than
those who did not
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