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Commensal bacteria suppresses food allergy by inhibiting ILC2 cytokine production
through the induction of IL-17 producing cells

Ryusuke, Nakagawa
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Intestinal microflora has been implicated in regulation of allergies evoked by
type 2 immunity. Here, we demonstrate that intestinal microflora negatively regulates murine food allergy
model induced by oral ovalbumin (OVA)/cholera toxin (CT) immunization through intestinal mucosa by
suppressing cytokine production from group 2 innate lymphoid cells (ILC2) cells. At early phase of OVA/CT
treatment, IL-5 and 13 are mostly produced from ILC2 cells in the small intestine of immunized mice in an
IL-33 dependent manner. The intestinal bacteria stimulate Thl7 and y & T cell development, and IL-17 as
well as IL-22 from these cells suppress food allergy, ILC2 accumulation in the intestine in vivo, and
IL-5 and IL-13 expression from isolated ILC2 in vitro. Moreover, IL-33 release from the intestine was
suppressed by IL-17 administration in vivo. Our results suggest that allergic diseases mediated by type 2
immunity can be prevented by the microbiota-mediated intestinal IL-23/IL-17 activation.
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