Discovery of PRT3789, a first-in-class potent and selective SMARCA2 degrader in
clinical trials for the treatment of patients with SMARCA4 mutated cancers
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Background Discovery of PRT3789, a Selective SMARCA2 Degrader Figure 4. PRT3789 selectively inhibits growth of SMARCA4 deficient cancer Figure 7. Combination of PRT3789 with pembrolizumab may
cells in vitro and in vivo improve immune response against SMARCAA4 deficient cancers
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