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Abstract Objective: To evaluate the early clinical efficacy and safety in newly diagnosed patients with chronic
myelogenous leukemia in chronic phase (CML-CP) and initially treated with domestic imatinib mesylate. Method: A
total of 94 newly diagnosed patients of CML-CP were treated with domestic imatinib mesylate 400 mg/qd po. The
hematologic,cytogenetic and molecular responses were assessed at 3,6 and 12 month and adverse events were eval-
uated. Result: The 94 patients were treated with domestic imatinib mesylate==3 months,87 of them were treated =
6 months and 78 of them were treated =12 months. At the 3rd month, the complete hematologic responses (CHR)
rate was 93. 6 % ,meanwhile 18/51(35. 3%) patients had major cytogenetic response (MCyR) and 7/51(13. 7%)
patients had complete cytogenetic response (CCyR) ; BCR-ABL" was <<10% in 68/94 patients (72. 3%) , moreo-
ver,9 of them (9. 6%) had major molecular response (MMR : BCR-ABL" was <C0.1%). At the 6th month, the
CHR rate was 97. 7% (85/87);34/48 patients (70. 8%) had MCyR;17/48 patients (35.4%) had CCyR; BCR-
ABL®S was <<1% in 44/87 patients (50.6%) ,and 15 of them (17.2%) had MMR. At the 12th month, the CHR
rate was 100%0(94/94)349/60 patients (81.7%) had MCyR;41/60 patients (68. 3%) had CCyR;22/78 patients
(28.2%) had MMR. The adverse event rate in grade [l with leucopenia, thrombocytopenia and anemia was 8. 5% ,
2.1% and 4. 3% .respectively. There was no hematology adverse events in grade V. The non-hematologic adverse
events were nausea (51, 1%), emesis (30. 9%), fatigue (7. 4%), rash (23. 4%), fever (12. 8%), headache
(14. 9%) ,abdominal pain of diarrhoea (37.2%) , peripheral edema (51.1%) ,and impaired liver function (6.4 %),
mostly grade | - Il . Grade [l non-hematological adverse events were rare,only 5 cases (5.3%) had grade Ill rash.

No patient experienced grade [V non-hematologic adverse events. Conclusion: The study reveals the excellent early

31 4%

clinical efficacy and safety in CML-CP treated with domestic imatinib mesylate in the early stage.

Key words chronic myeloid leukemia in chronic phase;imatinib;domestic;clinical efficacy;safety
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