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Research progress of acupuncture regulating the browning of white fat through peroxisome pro-

liferator-activated receptors
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Abstract: There are two types of fat in the body: White adipose tissue (WAT) and brown adipose tissue (BAT). After a

certain stimulation, subcutaneous fat can transform from white fat to brown fat, which is called "Browning". The peroxisome

proliferator-activated receptor (PPAR) family plays a key role in maintaining adipose tissue and regulating thermogenesis

activity and plays an important role in the process of white fat browning. Studies have shown that acupuncture may directly

regulate the level of Sirtl and through the AMPK-Sirt1/PGC-1a pathway to regulate the level of PPAR to achieve the effect

of white fat browning. This article summarizes the three aspects of the regulation of PPAR by acupuncture, the effect of

PPAR on the browning of white fat, and the effect of acupuncture regulating PPAR on white fat browning.
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