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New advances in the study of chronic myeloid leukemia

at the 58th American Society of Hematology

Summary With the more experiences of tyrosine kinase inhibitors (TKD treatment of chronic myeloid leuke-

mia (CML) ,we summarized a lot of new ideas and treatment countermeasures to the disease. This annual meeting

centered on the following topics,such as the recent advances in the treatment of CML, optimizing the TKI drug

conversion and the safety of TKI treatment and the sensation of TKI. Anyway,we should look forward to achieve

even greater success in the treatment of CML and sum up the more precise and scientific treatment.
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