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Although intestinal helinth is expelled mainly by the action of Th2 cells, the mechanism
how helminth infection induces Th2/IgE response remains uncertain. To our surprise,
basophils express MHC class IT and CD80/86. They have the capacity to take—up and process
protein antigen (Ag), particularly Ag—IgE complex, and to present peptide with MHC class
IT and produce IL-4. Thus, basophils are APC, which selectively induce Th2 cells.
Furthermore Basophil-lacking mice showed diminished capacity to expel Strongyloides
venezuelensis (Sv), although they developed Th2 response in response to infection with
Sv. Since helminth infection induces Th2 response, we wished to determine the molecules
responsible for inducing Th2 response. Here, we demonstrated that chtin is adjuvant.
Furthermore, ip injection of chitin promptly induces IL-33, which in turn stimulates
ST2-expressing innate type cells (e.g., natural helper cell) to produce IL-5 and IL-13.
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