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Side-by-side comparison of small molecule IDO1 inhibitors in biochemical and cell-based assays and development of an IDO7-expressing mouse model to evaluate target modulation
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Figure 8: A: Inhibition of IDO1 in the syngeneic B16F10-mIDO1 model does not lead to tumor growth
effects. B: Analysis of plasma and intratumoral inhibitor levels by LC-MS/MS. C: Analysis of IDOT mRNA
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