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Intestinal microflora imbalance in non-alcoholic fatty liver disease
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Abstract: Non-alcoholic fatty liver disease (NAFLD) has become one of the most common chronic liver
diseases and the pathogenesis has not been fully elucidated. Recent studies showed that changes in the
intestinal flora group contribute to the occurrence of NAFLD. Under normal physiology, intestinal flora
maintains a dynamic ecological balance to the internal and external environment. The imbalance of intestinal
flora caused by various factors can affect the metabolism, energy absorption and intestinal endocrine function
of the host, and it is closely related to the high risk factors of NAFLD, such as obesity, hypertension, lipid
metabolism, liver fibrosis and cirrhosis. The imbalance of intestinal flora plays an important role in inducing
metabolic disorders and insulin resistance. The development of intestinal flora changes and NAFLD in recent
years were reviewed in order to provide new ideas for the treatment of NAFLD.
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