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Research progress on the relationship between Intestinal microecological imbalance and the occurrence

and development of Nonalcoholic fatty liver disease

Qiuxin Zhang', Sheng Zheng’"
Department of Gastroenterology, Second Affiliated Hospital of Dali University, Kunming, Yunnan

[ Abstract] Intestinal microecology,(IM) is an extremely complex ecosystem composed of intestinal microflora,
intestinal mucosa and intestinal immune system. Non-alcoholic fatty liver disease (NAFLD) means that more than 5% of
related liver cells have steatosis without excessive drinking (male >30g per day, female>20g per day) or other chronic
liver diseases, including a wide range of manifestations, ranging from simple steatosis to Nonalcoholic steatohepatitis
(NASH), fibrosis and so on. At present, many studies show that intestinal microecological imbalance is closely related to
the occurrence and development of nonalcoholic fatty liver disease. This paper reviews the mechanism of intestinal
microecological imbalance and the occurrence and development of nonalcoholic fatty liver disease, and summarizes the
therapeutic expectation of intestinal microecology on NAFLD, in order to provide basis for the prevention and treatment
of NAFLD.

[ Keywords] Intestinal microecology nonalcoholic; Nonalcoholic fatty liver disease; Nonalcoholic steatohepatitis;

Liver cirrhosis; Hepatoma
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