W Novel small molecule “ON” state inhibitor for GTP bound pan-KRAS (G12) mutations
/UB[LANT Chandru Gajendran’, M. Zainuddin! Naveen Sadhu M, Ramachandraiah Gosu', Dhanalakshmi Sivanandhan' and Sridharan Rajagopal’,

1Jubilant Therapeutics, Yardley, PA 19067

THERAPEUTICS
Abstract presentation # 4388

JTX-102/JTX-105 selectively bind in the GTP state of KRAS ADME and In vivo Pk Profiles of JTX-102 and JTX-105
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(SAR) exploration is on-going.

| ; » ; . . . . 3D CTG viability assay (72h) were performed in KRAS-dependent cancer cell lines harbouring multiple KRAS
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