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[ Abstract |

prognosis of the patients with chronic myeloid leukemia (CML). But the economic burden and drug adverse

The use of tyrosine kinase inhibitors ( TKIs) has dramatically improved the survival and

reactions led by long medication make the treatment-free remission (TFR) to become a new goal of CML
treatment study. The annual increase in TKI withdrawal clinical trials showed that 50% of CML patients can
obtain TFR, which has a certain safety and effectiveness, moreover strictly controlling the TFR predictive fac-

tor will contribute to successfully realize TFR in the patients with CML. This article goal aims to review the

study progress on TFR of TKI withdrawal.
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