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Figure 6. Bezuclastinib inhibits KIT D816V and downstream signaling in vivo at concentrations
below previously observed clinical exposures
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Figure 1. KIT activation loop mutants are key targets for systemic mastocytosis and refractory GIST
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Figure 4. Bezuclastinib demonstrates superior selectivity against closely related kinases
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2 additional days and plasma/brain harvested 4 hr post final dose. This repeat-dose administration — rather than single dose- allowed for a proper survey of steady state brain levels.

AACR Annual Meeting 2022| Sunday, April 10th 2022 | New Orleans, LA




