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A-B. Cancer cell lines (H358 & A549) were grown as spheroids. After two days of compaction, cells were treated with various concentrations of an A. Assay schematic adapted from [5]. P1A4 is an IgG1 antibody specific to the ARS1620 haptenated KRAS G12C peptide and can be used to

Arcus ULK1/2 inhibitor for up to 80 hrs. mCherry and GFP fluorescence were measured using the Sartorius Incucyte. Lower mCherry/GFP ratios measure KRASGlZC-muta‘nt neo—a'ntigen presentati-on as previc-)uslly'described- [5]. B. Inhibition Of ULK1/2 increases neoantigen presentation 1.7-
indicate lower levels of autophagy. fold over cells treated with the highest concentration of KRAS inhibitor alone in H358 G12C/V engineered cells. [1] Qian & Yang (2006) Oncotarget; [2] Shi et al. (2020) J Cell Bio; [3] Yamamoto et al (2020) Nature; [4] Herhaus et al (2024) Cell; [5] Zhang et al. (2022) Cancer cell
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