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ABSTRACT: Chronic myeloid leukemia (CML) is a blood system disease caused by malignant clonal proliferation of hematopoietic
stem cells (HSCs). Animal models are important tools for studying the pathogenesis of CML and drug-targeted therapy research. Studies
have shown that the CML mouse model can be established by retroviral-mediated, transgenic and leukemia cell transplantation methods.
The CML mouse model established by the three methods can be used to research and unravel the pathogenesis mechanism of CML, and
to evaluate CML drug efficacy of therapy. The experimental animal model further judges whether the model is successfully established by
means of blood routine, blood smear and bone marrow smear, immunology, molecular biology and pathology. In this paper, the advances
of the establishment, identification and application of CML mouse models in recent years are reviewed.
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