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Research progress in the dysfunction of the intestinal mucosal
barrier in type 2 diabetes mellitus and its treatment advances

Qiong Yang, Qiu Zhang, Dan-qing Xu, Xue-ying Li, Xia Dai
(The First Affiliated Hospital of Guangxi Medical University, Nanning, Guangxi 530021, China)

Abstract: The incidence of type 2 diabetes mellitus (T2DM) has been on the rise, yet its etiology and
pathogenesis have not been fully elucidated. With the development of intestinal microecology, more and more
attentions have been paid to the relationship between the intestinal barrier and T2DM. Intestinal mucosal barrier
plays important roles in maintaining the internal homeostasis and defending against the invasion of external
pathogens. Thus, this article reviews the roles of the dysfunction of the intestinal mucosal barrier in the occurrence,
development and treatment of T2DM, which may provide novel insights for treating T2DM.
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