5900

Presented at the
Matthew R. Farren, Valerie Roman, Alexandra Gallion, Abdellah Allali-Hassani, Alexander Sokolsky, Weixi Kong, Amanda Smith, Hui Wang, Gina Correa, Marc C. Deller, Leslie B. Epling, Jessica Procak, Guofeng Zhang, Katherine

Pecko, Keith Kennedy, Jason Boer, Kerri Kurzeja-Lipinski, Maryanne Covington, Kwang-Jong Chen, Renee Wallower, Jennifer Rocha, Rina Pan, Anthony Perry, Brad Yuska, Xiaozhao Wang, Ricardo Macarron, Sunkyu Kim

American Association for Cancer
Research Annual Meeting 2024

San Diego CA. USA - Aprll 5-10. 2024 Incyte Research Institute, Wilmington, DE, USA

Oral INCB161734 Demonstrates Strong Antitumor

KRAS G12D (G12D) is one of the most frequent oncogenic driver mutations and is especially
common in pancreatic ductal adenocarcinoma (PDAC) and colorectal cancers (CRC).

INCB161734 Potently and Selectively Inhibits INCB161734 Inhibits Cell Cycle and Proliferation,

KRAS®12P Downstream Signaling in Cells and Induces Caspase Cleavage in KRASC¢72D Cells Activity in Preclinical Tumor Models
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