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Clinical Investigation of Gleevec in Treatment of Chronic Myelogenous Leukemia
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Abstract: Objective: To investigate the effect of Gleevec on accelerated phase and blast phase chronic myelogenous
leukemia- Method: The treatment group was given Gleevec, while the control group was given traditional chemotherapy. We e~
valuate the thelgoeutic effect after 3 month- Results: The total effective rate of treatment group is 72.7% and that of control group

is 16.7% (P
“effect -
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0.05). Conclusion: Gleevec demonstrates better therapeutic effect than traditional therapy with minor severe side
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