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Research progress on role of NGAL in intestinal inflammation
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[ Abstract |

Neutrophil gelatinase-associated lipocalin (NGAL) is a member of the lipocalin family,

which can bind to the corresponding ligands under different pathophysiological conditions and exhibit complex

biological functions. It plays a certain role in intestinal mucosal immunity,regulation of intestinal microbes and

the occurrence of digestive tract tumors. This article reviewed the mechanism, molecular regulation of NGAL

and its role in intestinal inflammation and tumors.
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