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Detection and the progress of the minimal/measurable residual disease

in acute myeloid leukemia with the method of flow cytometry

Summary Acute myeloid leukemia(AML) is a series of highly heterogeneous neoplasm, with the development

of detections,whose current therapeutic goal is to realize molecular remission to prolong overall survival. Approxi-

mately 40% to 65% AML patients will subsequently relapse because of the residual leukemia cells termed mini-

mal/measurable residual disease (MRD) appearing in bone marrow and peripheral blood. The techniques include

flow cytometry (FCM) ,fluorescence in situ hybridization (FISH) ,quantitative real-time polymerase chain reaction

(qPCR) ,next-generation sequencing technology (NGS) and so on. However, FISH and qPCR can sensitively in-

dentify PML-RARa fusion gene in the diagnosis of 90 % acute promyelocytic leukemia (APL) and has been applied
to detect MRD widely. While in AML (not including APL) ,the methods of MRD are in no agreement. This paper
reviews the progress of FCM. the most prevailing detection,in MRD assessment among AML (not including APL)

patients.
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