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The role of novel inflammatory helper T cells that are highly capable of
producing IL-13 in allergic inflammatory diseases
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In vitamin A-deficient mice, oral tolerance was not normally induced.

Furthermore, very strong IgGl and IgE antibody responses could be induced against oral antigens in
an IL-13-dependet manner. On the other hand, the CD103( )CD11lb(+) subset of mesenteric lymph node
dendritic cells in these mice induced differentiation of novel inflammatory helper T cells that are
highly capable of producing IL-13 and TNF-a 1in an IL-6-dependent manner. These T cells are
suggested to participate in the IL-13-dependent antibody responses to oral antigens, and
preferentially migrated into inflamed skin. Retinoic acid receptor-mediated signaling suppressed the

induction of these helper T cells. TGF- also suppressed their induction, but reciprocally
enhanced the induction of IL-17A-producing T cells.
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