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2 7 Fdll(murine) F5 AMEFNA ZdH 187 imatinib WA FE]2] BCR-ABL
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ol A imatinib woll BB =h(735%(197/268) vs. 57.0%(151/265)). WEgh F-AE o=
At okE Fo] THEE AHF oA imatinib ol W] EES(25.4%(68/268) vs.
14.3%(38/265)).
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