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Abstract  Objective: To compare and analyze the clinical efficacy and safety of imatinib mesylate (Gleevec)

and domestic imatinib mesylate (Gnico) in the treatment of chronic myelogenous leukemia in chronic phase (CML-

CP). Method; Forty-two patients with CML-CP were treated with Gnico and other 83 cases with Gleevec. The rates

of optimal response in the 3rd,6th and 12th month were retrospectively compared between the two groups. We also

analyzed the occurrence rate of hematologic and non-hematologic toxicities. Result;: There was no significant differ-

ence in the rate of optimal response in the 3rd,6th and 12th month between the two groups. The incidence of ad-

verse effect was not statistically significant. Conclusion: According to the results of this clinical data,Gleevec and

Gnico have the similar clinical efficacy and safety for CML-CP patients.
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