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Abstract Objective: To evaluate the efficacy and safety of nilotinib on imatinib-resistant chronic myeloid leu-

kemia (CML). Method: Ten CML patients resistant to imatinib changed to nilotinib therapy because of response
lost or without MMR (7 cases) . progressed to accelerated phase or blast phase (2 cases),primary resistance (1
case). Five BCR-ABL point mutations were detected in four patients. Two mutations were found in one patient
with chronic phase. All of 10 patients were treated with nilotinib 400 mg q12 h. Regular physical examinations,an-
alyses of blood,bone marrow or ECG were taken to observe the tolerance,the hematology,genetics and molecular
responses. Result: After the follow-up of 12. 5 months,8 cases achieved MCyR including 5 cases achieved CCyR and
3 cases achieved MMR. One of 2 CML-accelerated phase patients returned to the chronic phase and achieved
MMR, while the other one died. The CML-blastic phase patient with ACAs lost PCyR and died. The adverse events
included rash (6 cases) ,hyperbilirubinemia (3 cases) , ALT elevation (2 cases) ,headache (1 case),hyperglycemia
(1 case) »and grade 3/4 hematologic adverse event (1 case). Conclusion: Nilotinib is effective and well tolerated for
the CML patients who failed imatinib therapy.
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