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ABSTRACT Fig 2. CD4™ TIL persist ¢z vivo Fig 4. Polyfunctional neoantigen-specific CD4" TIL Fig 5. Clonal tracing demonstrates 7z vitro enrichment
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Selection:
Tumor-Reactive TIL

A. Mutant 25mers were predicted for MHC binding from whole exome sequencing. B-D. TIL were R E R E
stimulated with peptides loaded on dendritic cells (DC) and assessed for increased cell surface FE NCES
expression of OX40 and 41BB by flow cytometry and effector molecule production by ELLA.

(W6/32). Tumor recognition was evaluated by IFNg
release via ELISA and upregulation of cell surface
activation markers by flow cytometry.
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