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Phase 1 study of AG-120, an IDH1 mutant enzyme inhibitor: results from the cholangiocarcinoma dose escalation and expansion cohorts
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. . . I . i - The dose was reduced from 1200 mg QD to 500 mg QD.
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and a block in cellular differentiation, leading to oncogenesis.>® - Response (RECIST 1.1) was assessed every 8 weeks by 0 (%) 500 mg QD (n=62) Overall|(n=73) . — plasma and tumor, is shown in Figure 6.
« IDH1 mutations are detected in up to ~25% of intrahepatic investigators. g Gllupetsn Geiliee el : * See poster 4082 for detailed PK/PD analysis (June 3,
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+ On the basis of the available literature, IDH1 mutations appear collected for exploratory analyses. Fatigue 1@ eI s EUCD) 5 : Changes in morphology are shown in Figure 7.
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