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The term acute myeloid leukemia (AML) refers to a group of hematopoietic neoplasms involving cells committed
to the myeloid line of cellular development. AML is characterized by a clonal proliferation of myeloid precursors with
reduced capacity to differentiate into more mature cellular elements. The response to treatment and overall survival
of patients with AML is heterogeneous. A number of prognostic factors related to patient and tumor characteristics
have been described for AML, including age, performance status, karyotype, and gene mutation. This review article
will review most prognostic factors in AML. Adverse risk factors that are more common in older patients with AML
are discussed separately. (J Intern Med Taiwan 2013; 24: 408-412)





