Preclinical studies with DCC-3116, an ULK kinase inhibitor designed to inhibit autophagy as a potential strategy
to address mutant RAS cancers
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DCC-3116 Synergizes with MAPK Inhibitors in 2D and 3D Cellular Growth Assays
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* DCC-3116 is a potent, selective, and tight-binding inhibitor of ULK kinase
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