Asciminib Management In Chronic Myeloid Leukemia (CML) Patients With T3151 Mutation
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ACAs — additional chromosomal abnormalities, CCyR — complete cytogenetic response, MMR — major molecular response, MR4 — molecular response of 4 log reduction, CHR- complete
hematological response.
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safety profile was favorable, with no evidence of severe toxicity. Overcoming the resistance
by adding other therapy should be investigated. CONTACT INFORMATION
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