A novel small molecule activator of the integrated stress response
kinase GCN2 shows potent preclinical antitumor activity as monotherapy
and in combination with standard of care agents
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 DP-9149, a novel, potent, selective and orally bioavailable compound, activates GCN2, which upregulates the ISR pathway and induces anti-tumoral effects
in solid tumors in vitro and in vivo through the induction of an unresolved stress response

« DP-9149 exhibited robust activity as a single agent and in combination with SOC agents in renal cell, bladder, and KRAS®¢'2¢-mutant lung cancers in vivo
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