JAB-26766: a Small-molecule, Orally Bioavailable PARP7 Inhibitor
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Figure2. JAB-26766 is a potent PARP7 inhibitor that induces secretion of IFN-B and phosphorylation of STAT1. £ T 5 9 - 100- k1o <='_> Figure 7. In vivo anti-tumor activities of JAB-26766 in combination with STING agonist JAB-27670 or anti-PD-1 mAb.
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Conclusions
Figure 5. PK/PD correlation of JAB-26766 in NCI-H1373 xenograft model.
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