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Efficacy of a highly potent and selective KIT V654A inhibitor for treatment of imatinib-resistant GIST
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Changes in (A) tumor burden and (B) PFS in avapritinib-treated patients with GIST harboring the KIT V654A mutation.
Post hoc analyses on the efficacy of avapritinib in patients with GIST harboring the KIT V654A mutation from the NAVIGATOR
phase 1 trial (NCT02508532), measured per mRECIST 1.1. NGS was used to correlate the presence of V654A mutation with
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