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Flow cytometry to detect minimal residual disease
after bone marrow transplantation in a patient
with acute myeloblastic leukemia
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Abstract

Detection of minimal residual disease (MRD) in acute myeloblastic leukemia (AML) after bone
marrow transplantation is important to predict relapse. It is well known that AML cells show various
abnormal antigen expressions. MRD was detected in an AML patient after BMT by flow cytometry
measurements of CD34+CD15+CD7+ cells. Subsequently, the patient’'s AML relapsed.
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