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[Abstract] At present, drug resistance and relapse are the major causes of low cure rate and high mortality for

leukemia. Leukemia stem cells (LSCs) are not only the origin of the malignant clone, more and more evidence indicates
that they are also the root of leukemia relapse and drug resistance. Thus, it is a new strategy to target LSCs for improving

the cure rate of leukemia. This article reviews the origin, microenvironment, immunophenotype, related signaling path-

ways and therapeutic strategies of leukemia stem cells.
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