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[ Abstract)

relevant studies have confirmed that intestinal flora is closely related to the occurrence and development of

The incidence of non-alcoholic fatty liver disease (NAFLD) increases year by year, and

NAFLD. Proper use of the regulatory role of intestinal flora can enhance the role of intestinal mucosal barri-
er, reduce the inflammatory reaction in the liver and enhance the metabolism of energy substances, thus pla-
ying a positive role in the treatment of NAFLD. In addition to regulating the metabolism of calcium and phos-
phorus, vitamin D has received more and more attention in recent years for its role outside the bone, and
there has been evidence that vitamin D is directly related to the intestinal flora. The effects of vitamin D on
intestinal flora, the intervention effect of intestinal flora on NAFLD, and how vitamin D targets intestinal flo-
ra and thus affects the outcome of NAFLD are described below.
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