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* Tipifarnib is a potent, selective inhibitor of farnesyltransferase, a
critical enzyme required for HRAS activity?.

Participating Sites: 132 sites globally

Farnesylation Is An Essential Modification Required for HRAS Activity
North America, Europe, Asia Pacific, Russia and Ukraine
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 Data from a Phase 2 proof of concept study for tipifarnib in HRAS
mutant HNSCC demonstrated an overall response rate of 55% (95%
Cl, 31.5 to 76.9), a median progress-free survival of 5.6 months, and a
median overall survival of 15.4 months in in patients with high variant
allele (VAF) frequency (220%). These patients had received a median

of two prior lines of systemic therapy. The safety profile of tipifarnib Key Inclusion Criteria
was tolerable and manageable in this study3.  Histologically confirmed HNSCC not amenable to local therapy with curative intent
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Status: Currently enrolling
The Independent Data Monitoring Board last reviewed data
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