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Identification of imatinib resistance factor and the therapeutic strategies to
overcome resistance in chronic myeloid leukemia
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To investigate the underlying mechanisms associated with resistance to
imatinib, we established imatinib-resistant chronic myeloid leukemia (CML) cell lines. The resistant
cell lines activation of MET. In addition, MET inhibitor reversed the imatinib-resistance of the
drug-resistant cell lines. These findings suggest that MET inhibitors are potentially useful as an

imatinib-resistance CML agent for the treatment of CML cells.
As well, These results are summarized as section of presented paper.
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