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Progress in the relationship between intestinal flora and prostaglandin
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Abstract ; Intestinal flora is a complex microecosystem, and the balance of species, quantity, proportion, location and other factors
has an important impact on host health. Prostaglandins have long been considered as important inflammatory mediators. It is found that
intestinal flora and prostaglandin interact with each other. It is found that intestinal flora and prostaglandin interact with each other. In
this paper, the influence of intestinal flora diversity on prostaglandin concentration and the mutual promotion of synthesis and transfor-
mation between intestinal flora and prostaglandin were reviewed to provide a theoretical basis for the prevention and treatment of colon-

cancer.
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