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Formation of a type 2 inflammatory environment in atopic/allergic diseases
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ABSTRACT

The incidence of atopic/allergic diseases has increased substantially in developed countries over the past
few decades, and the pathogenesis of these diseases has been understood based on Th1/Th2 imbalance. In
recent years, accumulating studies have highlighted the functional significance of CD4-positive T cell subsets
other than Th1 and Th2 and also newly identified innate lymphoid cells (ILCs). In particular, ILC2 plays a key
role in the formation of type 2 inflammation, in concert with Th2 cells. Notably, ILC2 is strongly activated by
IL-25, IL-33, and Thymic stromal lymphopoietin (TSLP), which are produced by epithelial cells in response to
external or internal factors. Activated ILC2 releases large amounts of IL-13, which disturbs the integrity of
the tight junction-mediated epithelial barrier and causes antigen sensitization and disruption of the
indigenous bacterial flora, resulting in exacerbation and prolongation of inflammation. Therefore, epithelial
cells play a central role in the pathogenesis of atopic/allergic diseases, and elucidating their functional
significance would aid our understanding of the clinical pathogenesis of such diseases.
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