AG-881, a brain-penetrant, potent, pan-mutant IDH (mIDH) inhibitor for use in
mIDH solid and hematologic malignancies
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BACKGROUND

RESULTS

Cell-based assays

The potency of AG-881 against mIDH1 and mIDH2 enzymes was also shown
in cell lines.

Figure 2. Effects of ex vivo AG-881 treatment of mIDH1 and mIDH2 primary human Figure 3. AG-881 readily crosses the blood-brain barrier and is also detected in
AML blasts the CSF
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BM = bone marrow; CN = cytogenetically normal; FAB = French ican-British ion of AML (M1 = AML with minimal non-glloma SOlld and IIqUId tUmOr |nd|Cat|0nS, reSpeCthely.

maturation; M2 = AML with maturation; M4 = acute myelomonocytic leukemia; M5 = acute monocytic leukemia); ND = not determined;
PB = peripheral blood
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« AG-881 had an acceptable preclinical safety profile, supporting clinical testing.
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