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Methods: The study was originally designed to enroll pts into 2 single-arm study cohorts: Cohort e The HRAS mutant subset of HNSCC is medication with tipifarnib treatment

1 (thyroid cancer) and Cohort 2 (other solid tumors), each one with a 2-stage design (11+7 ¥ Missense Mutation (putative deiver) characterized by low rate of genetic
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ongoing enrollment to the second stage of Cohort 2 was limited to HRAS mutant HNSCC. For
enrollment, pts must have an HRAS mutant, locally advanced/unresectable and/or metastatic
solid tumor malignancy and RECIST v1.1 measurable disease. Tipifarnib is given at 900 mg orally
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Conclusions: These data suggest that HRAS mutant HNSCC pts may be refractory to standard
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