High rate of IDH1 mutation clearance and measurable residual disease (MRD) negativity in patients with
IDH1-mutant newly diagnosed acute myeloid leukemia treated with ivosidenib (AG-120) and azacitidine
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CONCLUSION

< lvosidenib + azacitidine treatment leads to a high rate of durable
molecular remissions in intensive chemotherapy—ineligible patients
with newly diagnosed AML.
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