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ABSTRACT: Chronic myeloid leukemia is a malignant clonal disease of hematopoietic stem cells, ph chromosome characteristic
cytogenetic signs, t (9; 22) (q34; ql1), which presence of the BCR / ABL fusion gene, at this stage of hematopoietic stem cellstransplanta-
tion is the most promising cure for CML therapy, but is limited by age, matching, high incidence of graft-versus-host disease; higher rela-
pse rate; conventional chemotherapy, interferon therapy side effects through signal transduction inhibitorinhibit the BCR-ABL tyrosine
kinase activity, thereby preventing a series of signaling to the treatment of CML is a better treatment, imatinib, a tyrosine kinase inhibitor
treatment of chronic myeloid leukemiadrugs, the treatment effect is significant, but it does not cure chronic myeloid leukemia, and require
long-term medication, some patients resistant, resulting in ineffective treatment or recurrence. Therefore, the search for new treatment
options is essential. The resistance mechanism of chronic myelogenous leukemia and treatment strategies.
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