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Progress of DEK/CAN fusion gene in myeloid leukemia
Summary Acute myeloid leukemia (AML) is a malignant disease of myeloid hematopoietic stem/progenitor
cells. AML is often associated with specific chromosomal translocations and associated abnormal fusion protein.
t(63;9)-positive AML has been classified as an independent clinical entity due to its poor early onset and poor prog-
nosis. The expression of DEK/CAN fusion protein is the marker of t(6;9)-AML. Because this chromosome trans-

location is extremely rare,the current understanding comes from a relatively small range of patients,so the knowl-
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edge of it is still very limited.
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