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INTRODUCTION RESULTS

3. An endogenous CLEC-1 ligand is exposed by dying cells under stress conditions 6. Identification of TRIM21 as a novel endogenous CLEC-1 ligand /. TRIM21 is induced at the cell surface of necrotic cells
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murine myeloid cells, especially by cDC1 cells and by tumor-associated macrophages (TAMs) in tumors (A and B). o CLEC-1 expression inhibits anti-tumoral response and CD8+ T-cell cross-priming by dendritic cells.
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A higher cell-surface expression of CLEC-1 at the protein level on cDC1s compared to cDC2s from the blood of healthy individuals The blockade of CLEC-1 signaling with mouse Fc CLEC-1 fusion protein prolonged survival of WT mice subcutaneously Chemothera 0)Y resistance.
was observed (A). After co-injection with dead MCA101-FcR OVA cells and OT-1 CD8* T cells, an increase of OT-I proliferation was injected with 1x10%® MC38 colorectal cancer cells and treated with Chemotherapy (150mg/kg) cyclophosphamide
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with MCA tumors expressing mOVA delayed the growth (E).
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