AACR 2022
) @ Phase | trials of personalized cancer vaccine TG4050 in surgically treated high-risk head and  Abstract # 8014
\transgene . . . . Poster # CT182
neck squamous cell carcinoma (HNSCC) and relapsing ovarian cancer (OvC) patients

\Orchestrating a brighter world MS Block?, JP Delord?, CH Ottensmeiers, C Le Tourneau?4, A Lalanne?, O Lantz4, K Knutson®, G Lacoste®, A Tavernaro®, M Brandely®, N Silvestre®, B Grellier®, Y Yamashita’, O Kousuke’, N Yamagata’, E

Quemeneur®, K Bendjama®
NEC 1. Mayo Clinic, Rochester, MN, USA; 2. IUCT Oncopole, Toulouse, France ; 3. The Clatterbridge Cancer Centre NHS Foundation Trust, Liverpool, UK ; 4. Institut Curie, Paris, France ; 5. Mayo Clinic, Jacksonville, FL, USA ; 6. Transgene SA,
f \ PHENOTYPING OF CIRCULATING CELLS N

lllkirch-Graffenstaden, France ; 7. NEC Corporation, Tokyo, Japan

Cancer mutations acquired during carcinogenesis are not subject to central tolerance and thus and thus are immunologically attractive targets for vaccination.. The use of mutation- PBMC were analysed by flow cytometry to quantify relevant immune cell subpopulations, in particular monocytes, DC, NK cells, subcells of CD8, CD4,
derived neoepitopes to design cancer vaccines is an unprecedented opportunity to target efficient antigens, but the stochastic occurrence of mutations implies that a tailored vaccine Treg and expression of immune checkpoints ICOS and PD1.
needs to be designed and manufactured for each patient. We used next generation sequencing, machine learning based genomic data analysis and advances in genome editing to N
systematically identify private neoepitopes in high-risk HPV negative HNSCC and relapsing OvC patients. o] T w0l >
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The viral vectored personalized vaccine approach was feasible: relevant targets could be identified in all patients, and time of manufacturing and drug release was compatible with the clinical course of treatment. Administration of the vaccine was safe
and induced tumor specific T cell response against multiple targets. Early signs of clinical activity are encouraging with changes of tumor markers observed In a treated patient under vaccine monotherapy.
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