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Clinical observation on the effect of imatinibme sylate (Gleevec) for the treatment of advanced

chronic myelogenous leukemia

WU Jian-hui' , LIN Li-e’ (Hainan provincial people's Hospital, 1. department pharmacy,2. Department of Hematology,
Hainan Haikou 570311, China)

ABSTRACT :OBJECTIVE To explore the clinical curative effect and adverse reactions of Gleevec (imatinibme sylate) for the
treatment advanced chronic myelogenous leukemia. METHODS Clinical data of 29 patients with advanced chronic myelogenous
leukemia treating with Gleevec were retrospectively analyzed, and record the healing process each time point of routine blood,
bone marrow cell morphology inspection,cytogenetics examination,and assess the clinical curative effect and adverse reactions.
RESULTS The hematology remission rate of acute changed period CML patients was 28. 6 % , complete cytogenetic remission
rate was 0,and were significantly lower than accelerating period CML patients(73. 3% and 26.7%). In the treatment process,
hematology adverse reactions were leckocytes and platelets reduced, the no-hematology adverse reactions were nausea, vomi-
ting, edema, skeletal muscle pain, weakness, dizziness, headache, skin rash,etc. CONCLUSION Gleevec treatment for chron-
ic myeloid leukemia accelerating period had a good curative effect, fewer side effects, and the curative effect for accelerating pe-
riod patients was better that for the acute changed period.
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