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[ Abstract |

occurrence and development of many systemic diseases. As the lifestyle and eating habits changing, intestinal microbes are changing,

Intestinal microbe is very important to human health, and the change of intestinal microbe is closely related to the

the human disease is also a major change, a growing number of studies to clarify the intestinal microbial effects on human health and
disease, among them, the intestinal microbes-immune axis is put forward on the happening of the disease development we have a more
profound understanding. This review summarizes how intestinal microorganisms affect the occurrence and development of some systemic

diseases by regulating the immune system of the body. By understanding the interaction between intestinal microorganisms and the

immune system of the body, it will provide new ideas for the diagnosis and treatment of some diseases.
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