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Establishing and maintaining beneficial interactions between the host and its associated microbiota are
key requirements for host health. Although the gut microbiota has previously been studied in the context
of inflammatory diseases, it has recently become clear that this microbial community has a beneficial role
during normal homeostasis, modulating the host's immune system as well as influencing host
development and physiology, including organ development and morphogenesis, and host metabolism.
The underlying molecular mechanisms of host—microorganism interactions remain largely unknown, but
recent studies have begun to identify the key signalling pathways of the cross-species homeostatic
regulation between the gut microbiota and its host.
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