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[ Abstract] As the basic skeleton to form various complex sphingolipids, ceramide is the core sphin-
golipid metabolite that mediates lipotoxicity. Recent years, researchers have found that intestinal ceramide
plays an increasingly important role in the process of metabolic diseases. Ceramide could affect the process of
different diseases by regulating mitochondrial oxidative stress, imbalance of endoplasmic reticulum homeosta-
sis or inflammatory response of different tissues or its target cells. Intestinal tissue can directly sense changes
in intestinal microenvironment ( such as dietary, microbiota and its metabolites changes, etc. ), respond to
different signal stimuli (such as bile acids, hypoxia and inflammatory signals, etc. ), which could activate
farnesoid X receptor( FXR) , hypoxia-inducible factor ( HIF)-2a and other signal pathways regulating ceram-
ide metabolism in a direct or indirect manner. Therefore, it is particularly necessary to explore the influence
of intestinal ceramide on the development of different diseases for the prevention and treatment of related
diseases.
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