Preliminary results from a phase 2 trial of tipifarnib in Head and Neck Squamous Cell Carcinomas (HSCCs) with HRAS mutations.
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BACKGROUND RESULTS
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CONCLUSIONS

« All HNSCC patients meeting HRAS VAF criteria enrolled in KO-TIP-001 (N = 20)2 had at least one treatment-emergent adverse event

METHODS
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. is: 10° 0 = 0 ’ — - : ] — The majority of Grade = 3 TEAEs were hematological events managed with best supportive
. gyelzz’ltgeztsls. 10% (HO) vs 30% (H1) ORR, a=0.09, 80% power ECOGPS 0 -1 Grade 3 or Higher Study Drug Related TEAEs (2 10% pts) 600 — 900 mg Iczl::lgg)s 1-7 and 15-21 it Jority g g PP
— POC for tipifarnib in recurrent/metastatic HNSCC carrying I * Tipifarnib 600 mg orally twice daily on BLOOD AND LYMPHATIC SYSTEM DISORDERS, n (%) 9 (45.0) — Treatment with tipifarnib 600mg bid days 1-7 and days 15-21 every 28-days was generally well
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- Rapid onset and durable responses. | days Neutropenia 4 (20.0) - Based on these data, a pivotal study (AIM-HN and SEQ-HN Study, NCT03719690)
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benefit. « Enrollment ongoing : HNSCC) but opportunities for combination with chemotherapy, immunotherapy and/or
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1NCT02383927, KO-TIP-001 | 2 A L Ho, et. al., Annals of Oncology, Volume 29, Issue suppl_8, October 2018, mdy287.002, https://doi.org/10.1093/annonc/mdy287.002 Phase 2 trial. The one subject treated off protocol through compassionate use is not included in this summary.
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