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Background

GPCRs historically underexploited in oncology

ONC212:The First GPR132-Targeting Compound For Leukemia

« ONC212 is a highly selective agonist of orphan GPCR tumor suppressor GPR132 at nanomolar concentrations
« Nanomolar in vitro anti-cancer activity in >1000 GDSC cancer lines, where Leukemia is the most sensitive.
« GPR132 expression in >1000 cancer cell lines predicts innate ONC212 sensitivity
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