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ACROSS ALL DOSE LEVELS, VB10.NEO INDUCED ROBUST AND DURABLE

BACKGROUND PATIENTS NEOANTIGEN-SPECIFIC IMMUNE RESPONSES

T CELL RECEPTOR SEQUENCING SHOWED PERSISTENT T-CELL CLONE EXPANSION

VB10.NEO is a personalized, DNA-based neoantigen vaccine evaluated in combination + A total of 26 patients were enrolled between November 2021 and October 2023 at 10 sites in Germany,
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