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INTRODUCTION: Celiac patient-derived CD8 Treg cells have a distinct surface phenotype, Cytokine conditions alter CD8 Treg phenotype

Others have described a subset of CD8 T cells with cytokine secretion profile, and transcription factor profile
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 KIR*/KLRG1* CD8 T reg cells were more prevalent in blood post
vaccination, indicating the vaccine increased circulating number of
CD8 T regulatory cells

. CD8 Treg cells showed increased cytolytic activity as measured by flow cytometry when co-cultured

Pro-inflammatory with pathogenic CD4s even in the absence of APCs

o ’N cytokines & chemokines s Pathogenic CD4 T cells are reduced when co-cultured with CD8 Tregs + A reduction in CD39*/CD103* CD8 Treg cells in the periphery might
o . Pro-inflammatory cytokines produced by pathogenic CD4 T cells are reduced by specific killing by CD8 signify their recruitment to the gut post vaccination
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CD8 Treg cells are present in blood and affected tissues of autoimmune
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