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Abstract

Acute myeloid leukemia (AML) is the most common type of acute leukemia in adults. With the emergence of new fluorescent labeled
antibody count in recent years, the flow cytometry technology has been a breakthrough development, which has greatly improved the
technical means of detection of AML cell surface and intracellular antigen, and can accurately detect the expression of AML cell surface
specific or abnormal antigen. The single or co expression of these abnormal antigens makes AML patients have unique clinical charac-
teristics, poor prognosis, easy to relapse, is also a sign of identifying poor cytogenetics, which is of great help to the choice of clinical
treatment plan and prognosis evaluation. However, targeted immunotherapy based on abnormal antigens shows great potential and ap-
plication prospects, and it has attracted more and more attention from scholars all over the world. Checking the relevant literature in re-
cent years, we now elaborate on whether CD7, CD19, and CD56 antigens have unique clinical features, genetic markers, and prognostic
information in acute myeloid leukemia.
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R, KRR OIERFRHAZE R FEARRE ., RNFERNR
B IRPRIGTT TR M 2R RR RS A R, R
KIEARZ OB, 1S ABURS AML Z [l RIFLEIEL
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