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Background Results
Characteristics

In GIST, activating mutations in KIT exon 9 or 11 occur in
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AEs shown are those possibly related to PLX9486 or PLX3397 that occurred in 2 4 (10%) patients.

KIT. Combinations of PLX9486 with either pexidartinib
(PLX3397) or sunitinib potentially inhibit all common primary
and secondary KIT mutations.

n Patient History
Study Progress and Interim Results
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« Part 2: No drug-drug interaction with PLX3397; food has negligible Sunitinib combination in planning

effect on steady state PK (in contrast with single-dose results) Further accrual in earlier line patients is planned




