Achieving early cytogenic or molecular landmark response is predictive of outcomes in heavily pretreated patients CML310
with chronic-phase chronic myeloid leukemia treated with ponatinib in the phase 2 PACE trial: 5-year data
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« In chronic-phase chronic myeloid leukemia (CP-CML), poor outcomes are associated with sequential tyrosine kinase inhibitor Objective To investigate the association of early landmark responses to ponatinib with long-term survival outcomes S 28 S 28:
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» Early landmark response to treatment with BCR::ABL1 TKils in patients with newly diagnosed CP-CML has been associated with § 28 § 23'
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Figure 3A: PFS by molecular response at 3 months? Figure 3B: Cumulative incidence rate of MR4.5 by molecular response at 3 months OS by BCR::ABLT" at 3 months OS by MCyR at 3 months OS by CCyR at 3 months
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