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Ivosidenib (AG-120) in mutant IDH1 relapsed/refractory acute myeloid leukemia: Results of a phase 1 study
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BACKGROUND

» The majority of adverse events (AEs) were grade 1-2 (Table 3) and
unrelated to treatment.

Table 4. Investigator-reported AEs of interest by preferred term
AEs of interest

gure 2. Overall survival by best response

ECG = electrocardiogram

and infestations

Figure 4. Longitudinal mean m/DH1 VAF by best overall response

Table 7. IDH1 mutation clearance in BMMCs
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