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Research progress in FNDC5/Irisin: browning regulator of
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Obesity is currently the most extensive chronic diseases in the world. It is also the risk factor of type 2 diabetes,
cardiovascular diseases and some cancers. Changing white adipose tissue (WAT) into brown adipose tissue
(BAT) is one of the hot spots in this filed. WAT storing excessive energy changes into BAT consuming energy.
In recent years, people found fibronectin type III domain containing S (FNDCS) in muscle cells. ENDCS by
extracellular excision can form a small molecule polypeptide called Irisin which has the function of changing
WAT into BAT.

fibronectin type III domain containing S; Irisin; brown adipose tissue; white adipose tissue; obesity
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