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Role of intestinal barrier in the occurrence and development of

obesity related metabolic diseases
Wang Shan,Ni Yan,Fu Junfen
(Department of Endocrinology , The Children's Hospital , Zhejiang University School of Medicine,

National Clinical Research Center for Child Health )
[ Abstract] With the increase of the proportion of obese population, the incidence of obesity related metabolic diseases such as nonalco-
holic fatty liver disease (NAFLD) and type 2 diabetes mellitus(T2DM) is increasing year by year, which brings a heavy burden to the
family and society. A large number of experimental data confirm that intestinal barrier injury plays an important role in the occurrence
and development of obesity related metabolic diseases. This paper summarizes the structure, function and evaluation methods of intesti-
nal barrier in detail, and summarizes the research progress of intestinal barrier injury and obesity related metabolic diseases, so as to
provide a theoretical basis for how to evaluate patients’ intestinal barrier function and how to treat metabolic diseases by improving in-
testinal barrier function.
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