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nathway inhibition in vitro

ABSTRACT TNG908 is an MTAPvll.gelective PRMT5 inhibitor

MTAP deletion is one of the most common genetic alterations in human cancer, occurring in more than 10% of lung and pancreatic
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Figure 3: PRMTS5 is a selective dependency in MTAP™! cells. (A) Project DRIVE (Novartis) RNAi data identifying PRMT5 as a Synergy analysis of the antiproliferative effect of TNG908 in combination with either sotorasib (C) or trametinib (D) in the LU99 MTAP- MTAP deletion and KRASG12C mutation

selective dependency in MTAP™! cancer cell lines. (B) Biological rationale for sensitivity of MTAP™! cells to PRMTS5 perturbation. null/KRAS®12¢ NSCLC (adenocarcinoma) cell line. Region of HSA synergy outlined in blue.
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