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Abstract Antigen Stimulated TCR-Tregs Suppress the Production of Multiple
Inflammatory Cytokines Associated with Islet Inflammation
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Methods: Islet-antigen targefing TCR engineered Tregs (TCR-Tregs) were
functionally characterized in in vifro anfigen-stimulated Treg pharmacology
studies. Specifically, the direct and bystander suppressive capacity of TCR-
Tregs against conventional CD4* T cells, CD8* T cells, and dendritic cells (DC),
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