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A new interpretation of the role of microbial-gut—brain axis in the pathogenesis
of functional gastrointestinal diseases
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cal Sciences, Guangzhou 510055, China

[Abstract] Microbiota—gut-brain axis (MGBA) plays a role of bidirectional regulation between gut microbiota and brain, and
the change in intestinal environment, especially gut microbiota, can act on the central nervous system of human and thus lead to psy-
chological and behavioral changes such as anxiety and depression, which in turn affects gastrointestinal motility and digestion—absorp-
tion function. At present, more and more studies have shown that MGBA plays an important role in functional gastrointestinal diseases,
and the pathways involved included the neural signaling pathway, immune response, endocrine and role of metabolites. This article re-
views the theoretical basis for the formation of MGBA and summarizes the studies on its application in functional gastrointestinal diseas-
es, in order to provide new ideas and methods for the research and clinical treatment of functional gastrointestinal diseases.
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