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Recent Advances in the Interactions between Animal Gut

Microbiota and Host Intestinal Immune System

Xie Wenfang'?, Zuo Yu'?, Li Qingwei'**, Li Yingying"**
(‘School of Life Science, Liaoning Normal University, Dalian 116081, China,
2Lamprey Research Center; Liaoning Normal University, Dalian 116081, China)

Abstract As one of the largest immune organs, the animal intestine is considered to be the important
defense against invasion of exogenous pathogen. The microbes colonizing in the animal intestine are closely related
to the host’s nutritional metabolism, disease, and immune system development. This review summarizes the recent
advances in the roles that the microbes play in maintaining intestinal barrier integrity, the studying of the molecular
mechanism of inducing the development and differentiation of T and B lymphocyte cells, and the developing of the
metabolic diseases. Still, the mechanism of the interaction between intestinal microbes and the host immune system
remains to be further studied. The research on mechanism of the microbiome and the host immune system will be
deepened by supplying theoretical foundation for prevention and treatment of human diseases in clinical with the
development of immunology, microbiology, and molecular biology.

Keywords intestinal flora; immune organs; intestinal immune system; microbiome
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