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Does IL-21 produced in Peyer®s patch regulate the affinity of IgA and food
allergy?

Hashiguchi, Masaaki
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IgA is at least partly induced in Peyer’ s patches (PPs), which are
secondary lymphoid tissues and scatteredly located in the small intestine (S1). However, the precise
mechanisms have not been clarified yet. Establishing hybridomas from naive murine PPs revealed the
major specificity against double stranded DNA in IgA. The IgA was induced by the intestinal microbes
and in PPs, but was independent of CD4+ T cells. IgA positively regulate intestinal bacteria via an
antigen-independent manner. TGF-beta induced IgA secretion from naive B cells, but was not enough
for the induction of surface IgA. The additional IL-21 and IL-5 upregulate surface IgA+ B cell
frequency. The blocking of IL-21R signaling abrogated GC B cell frequency and IgA+ B cells in PPs.
PPs were required for oral antigen-specific IgA in the intestine. These results suggest that PPs are
required for anti-dsDNA and anti-diet protein IgAs, and that IL-21 and IL-5 coordinately induce
1gA.
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