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Background Results: In vivo studies

» Tovorafenib is an investigational, selective, CNS-penetrant,
small molecule type Il RAF inhibitor, which inhibits both RAF

Results: in vitro studies Results: in vitro or ex vivo combination studies
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* In vivo efficacy studies: Anti-tumor activity was assessed in tumor In vivo
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relevant doses (i.e., 17.5 or 25 mg/kg) - In vitro
— Tumor volume and body weight were measured twice weekly  NF1-LOF tumor cell lines: increased pERK was observed at lower concentrations of tovorafenib; decreased pERK was observed at

Time post-treatment (hrs)

— Endpoint plasma was collected to confirm drug concentration Mice bearing either AGK::BRAF fusion or NF1-LOF melanoma (MeWo) tumors were given a single oral dose of . ) )
. . _ _ _ tovorafenib or vehicle. Tumors and plasma were collected at 4, 8, and 24 hrs post dose. Tumors were snap higher concentrations of tovorafenib
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