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* Evaluate the safety and tolerability of tipifarnib and alpelisib in
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inhibitor of PI3Ka) and assess early antitumor
activity in adult patients with HNSCC.
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Histologically confirmed HNSCC not amenable to local therapy with curative S
Screening Year 1 Year 2 End of Study intent
Documented treatment failure from at least one prior therapy in the R/M Stat':‘S: The trial Open.ed for enroliment in October 2021
Study Efficacy Assessments from Cycle 2 to Cycle 25 w===p Trial duration setting and is curre ntly enrolllng.
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CiD1

All participants followed for survival status after coming off
trial intervention for any reason

Last dose of any prior checkpoint inhibitor therapy must have been administered
at least 2 weeks prior to Cycle 1 Day 1

Intolerable Grade 2, or > Grade 3 neuropathy or evidence of unstable
neurological symptoms within 4 weeks of Cycle 1 Day 1

Cycles 1-13 Cycles 14-26

Abbreviations: Cx = Cycle x; CxDy = Cycle x Day y; DLT = dose-limiting toxicity
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