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ABSTRACT: The incidence of non-alcoholic fatty liver disease is increasing these years, which can further develop into
non-alcoholic hepatitis, cirrhosis and even liver cancer. However, specific pathogenesis has not been fully elucidated yet. So far, "two-hit
theory" is more admitted by people concerning the non-alcoholic fatty liver disease, that is steatosis and lipid peroxidation of liver. Since
the "gut-liver axis" proposed, researchers have drawn more and more attention to the process of intestinal mucosal barrier participating in
non-alcoholic fatty liver disease. Recently, an increasing number of studies related to the correlation of non-alcoholic fatty liver disease
with mechanical barrier, biologic barrier, chemic barrier, immune barrier of intestinal mucosa have been reported, the four functions of
intestinal mucosal barrier are closely associated with nonalcoholic fatty liver disease, and their interrelationship jointly promotes the
occurrence and development of the disease. In this paper, the correlation of non-alcoholic fatty liver disease with intestinal mucosal
barrier is mainly reviewed.
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2.3 fpiERREREES NAFLD
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