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Mutant selective inhibition of PI3Ka H1047R provides OKI-219 demonstrates target engagement in vitro OKI-219 has combination activity with SERDs
greater target coverage without on-target toxicity and in vivo in PI3Ka H1047R models r47D
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C A) Combination of OKI-219 and fulvestrant (F), 14nM leads to net cell death in an in vitro 7-day proliferation assay as measured by Cell
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incubation. Cell lines containing an H1047R mutation are sensitive to OKI-219, while those containing WT and E545K/E542K are not. relevant dose

D) Plasma insulin levels measurement by ELISA assay in samples taken from SUM-185-PE tumor-bearing mice on day 21 of treatment, 2 hours  Planni Nng to initiate Phase T StUdy for OKI-219 in ea rIy 2024
post dose indicate that OKI-219 does not induce insulin changes, while alpelisib does. ** p<0.01 by ANOVA.
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