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The intestinal microbiota shapes and directs immune development locally and
systemically, but little is known about whether commensal microbes in the stomach can impact their
immunological microenvironment. Here, we report that ILC2s are the predominant ILC subset in the
stomach and show that their homeostasis and effector functions are regulated by local commensal
communities. Microbes can elicit IL-7 and IL-33 production in the stomach, which in turn trigger
ILC2s. Stomach ILC2s are also rapidly induced following infection with Helicobacter pylori.
ILC2-derived IL-5 results in the production of IgA, which coats stomach bacteria in both SPF and H.
pylori-infected mice. Our study thus identifies a novel ILC2-dependent IgA response that is
regulated by the commensal microbiota and is implicated in stomach barrier function.
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