Ivosidenib (AG-120) induced durable remissions and transfusion independence in patients with IDH1-mutant
relapsed or refractory myelodysplastic syndrome: results from a phase 1 dose escalation and expansion study
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« Among five patients who were transfusion dependent at baseline, four
became transfusion independent for at least 56 days on treatment
(Figure 4).

Table 4. Responses

BACKGROUND

» Somatic mutations in the isocitrate dehydrogenase 1 (IDH7) gene

Figure 2. Duration of treatment and best overall response:
R/R MDS 500 mg (n=12)

Figure 4. Transfusion status at baseline and post baseline:
R/R MDS 500 mg (n=12)

R/R MDS 500 mg (n=12)
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