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Flumatinib for second-line treatment in 2 cases of chronic myeloid

leukemia and literature review "
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[Abstract] Objective To explore the efficacy of flumatinib in the second-line treatment of the patients
with chronic myeloid leukemia chronic phase (CML-CP). Methods The clinical data in 2 cases of CML-CP
were analyzed retrospectively,and the related literature was reviewed. Results One case developed the sys-
temic rashes and intolerance after treatment with imatinib 400 mg/d,and CSF3R exonl7 (p. P733T)mutation
was detected. After conversion of flumatinib treatment for 3 months, S BCR-ABL1 (P210)/ABL1 reached
MMR in re-examination. The another case did not achieve MMR for 2-years imatinib treatment,and "BCR-
ABL1(P210)/ABLI1 reached MR4 after 3-months flumatinib-conversion treatment. Conclusion For CML-CP
patients with intolerant or poorly effective to imatinib, flumatinib has a good effect.
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