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Study progress in clinical application of Irisin

Shu-qi Wang, Xiao-feng Wang
(Department of Oral and Maxillafacial Surgery, The Second Affiliated Hospital of Harbin Medical
University, Harbin, Heilongjiang 150001, China)

Abstract: Irisin is a newly discovered myogenic factor which can be induced by exercise. In recent years,
Irisin has attracted much attention because of its ability to promote the browning of white adipose tissue and promote
the metabolism of sugar and fat. Experimental studies have shown that Irisin has certain clinical value in the
treatment of type 2 diabetes mellitus, cardiovascular disease, Alzheimer's disease, bone metabolism, cancer, and

other diseases. This article will summarize the published research on Irisin at home and abroad and explore its role

and possible mechanism, in order to provide direction for the next clinical research.
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