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Fig.3 Synthesis of MUC2 core glycans
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Secretion, Structure, Synthesis Regulation of Intestinal Mucin 2 and
Its Role in Development of Intestinal Diseases

NIE Shuo WEN Zhengshun *
(School of Food Science and Pharmaceutics, Zhejiang Ocean University, Zhoushan 316022, China)

Abstract: Mucin 2 (MUC2) is the main component of mucus, which is secreted by intestinal tract and forms
a mucus layer. Mucus layer has protects, lubricates intestinal tract and barrier functions because of the special
network structure, properties and functions of MUC2. The presence of intestinal MUC2 is of great value in
maintaining the stability of the intestinal microenvironment and normal function of intestinal epithelial cells.
This article reviews the secretion, structure, synthesis and regulation of intestinal MUC2 and role in the devel-
opment of intestinal diseases, and provides a theoretical basis for the regulation of MUC2 in the prevention and
treatment of intestinal diseases. [ Chinese Journal of Animal Nutrition, 2020, 32(6) :2521-2532 ]
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