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Key histopathology findings for vopimetostat: gastrointestinal and
hematologic effects

TNG908 and TNG456 dose-dependent hemoglobin reductions are also

MTA-Cooperative (Tumor-Targeting) vs other PRMTS Inhibitor most significant at the highest dose above WT benchmark
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C: vehicle control; L: low dose; M: medium dose; H: high dose; U: unspecified due to sex-specific doses in the TNG456 high dose group.

Vopimetostat caused dose-dependent hemoglobin reductions, most M: males; F: females
significant at the highest dose above WT benchmark

MTA-cooperative PRMT5 inhibitors are synthetic lethal with MTAP Toxicology dose strategy: top dose above WT benchmark
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Set code: 1: vehicle control (C); 1R: vehicle control recovery; 2: low dose (L); 3: medium dose (M); 4: high dose (H); 4R: high dose recovery.
M: males; F: females
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Set code: 1: vehicle control (C); 1R: vehicle control recovery; 2: low dose (L); 3: medium dose (M); 4: high dose (H); 4R: high dose recovery.
M: males; F: females
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