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[Abstract] Objective The clinical characteristics and outcomes of patients with chronic myeloid
leukemia (CML) who had discontinued tyrosine kinase inhibitors (TKI) therapy were analyzed
retrospectively. Methods Clinical data of 109 cases of chronic CML patients who had discontinued TKI
therapy in seven centers were retrospectively analyzed from June 1, 2005 to March 1, 2018. 91 cases with
complete clinical data were enrolled in this study. We aimed to observe the status of patients with treatment
free remission (TFR) after TKI therapy discontinuation and its prognostic factors. Results 38 of 91
patients lost MMR after a median follow-up of 9 months and the estimated TFR was 52.6%. 31 of 38
patients who met the definition of molecular relapse resumed TKI treatment immediately and regained the
major molecular response (MMR) with a median time of 3 months (range, 1-12 months). No significant
difference was found in median course of imatinib therapy between the TFR group and the relapse.
Similarly, duration to MMR, age and gender also showed no difference between the two groups. The longer
duration of MMR maintenance (more than 24 months), the lower relapse rate was observed (P =0.027).
Conclusion TKI might be safely discontinued in part of CML patients.
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