Peptide vaccination against PD-L1 reduces tumor growthl‘,’ preclinical
models through stimulation of PD-L1-targeting T cells in the tumor
microenvironment.
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PD-L1 peptide vaccination reduces tumor growth in murine models PD-L1 vaccine induces PD-L1 specific T cells traffic into the tumor site
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(A) Animals were inoculated with MC38 or CT26 tumor cells and vaccinated with relevant PD-L1 peptide on days 1, 7 and 14 (MC38) or on The presence of PD-L1 specific cells was verified by IFNy Elispot assays on (A) total splenocytes, (B) tumor draining
day 7 (CT26). (B-C) Tumor growth curves of MC38 and CT26 following treatment with PD-L1 peptides were established using mean tumor lymph node cells (tdLNs), (C-D) CD45+ TiLs, (E) CD4+ TiLs and (F) CD8+ TILs collected from MC38-bearing animals
volume at each time point +/- SEM. (D) Kaplan-Meier survival analysis was performed in CT26 model. untreated or treated with PD-L1 peptide. Data shown as mean +/- SEM.
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