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ULK Inhibition Restores Antigen Processing and Presentation in STK11mut NSCh

( Therapeutic Hypothesis: ULK Inhibition Will Decrease Autophagy and Restore Antigen Processing and Presentation in STK11mut NSCLC Tumors )
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ULK Inhibition Combines with Low Levels of IFNy to
Further Increase Cell Surface MHC-I in STK11mut NSCLC

STK11mut/del NSCLC Have High Levels of ULK-Mediated Autophagy \ ﬁouble Knockout of ULK1 and ULK2 Decreases Autophagy and Increases Antigeh
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