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Figure 1. IDO pathway. Figure 3. Dose-dependent antitumor effect of NLG802 and PK/PD correlations in mice. Figure 5. PK of NLG802 in monkeys and indoximod in monkeys and humans. Mice, rats, and monkeys received different doses of indoximod or NLG80Z. The average percent increase in indoximod exposure after are fo persona use only and may ot b reproduced withat E

dosing NLG802 versus indoximod is shown. Mice: suspension; rats and monkeys: capsules. permission from AACR and the authors of this poster.
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