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[Abstract] Intestinal microorganisms are closely related to the pathogenesis of depression, but their specific mechanism
of action has not been fully explained. Short-chain fatty acids (SCFA) are metabolites produced by the fermentation of plant
polysaccharides, such as dietary fiber and resistant starch mediated by gut microorganisms, which are mainly composed of acetic
acid, propionic acid, and butyric acid, and play an important role in the microbiota-intestine-brain axis. Recent studies have found
that SCFA can not only regulate intestinal energy metabolism, but also improve depression through blood-brain barrier, immune
pathway, endocrine pathway and vagus nerve. SCFA is the focus of scientific research nowadays, and there are few reports on SCFA
intervention in depression in China. This article reviews the research progress of SCFA on depression, providing new ideas for
clinical research.
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Tab.1 Mechanism action of SCFA on depression through blood-brain barrier, immune pathway, endocrine pathway and vagus nerve
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