©
2019 2021

The role of Peyer®s patch dendritic cells and macropahges in regulation of
mucosal immune responses
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PPs take up anti?ens through M cells distributed in follicle-associated
epithelium (FAE) covering PP lymphoid follicles, from which the antigens are transferred to
dendritic cells (DCs) located in subepithelial dome (SED) for subsequent T cell-priming.
Accumulating evidence indicates that SED-DCs have unique functions other than priming T cells to
facilitate mucosal immune responses. We have previously shown that SED-DCs express IL-22 binding
protein (IL-22BP), allowing an efficient antigen-uptake into PPs. Here we identified that RelB and
C/EBPa were preferentially expressed by SED-DCs in murine PPs. RelB-deficiency silenced the
expression of IL-22BP by SED-DCs. On the other hand, C/EBPa-deficiency decreased the expression of
Lysozyme by SED-DCs, causing the increased invasion of orally administered pathogenic bacteria into
PPs and mesenteric lymph nodes. Our findings demonstrate that RelB and C/EBPa regulate the
development of SED-DCs, and contribute to the mucosal host defense.
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