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[ Abstract)

of white fat can fight against obesity and its comorbidities. As a new type of hypoglycemic and weight-loss

A large number of studies have found that reducing white fat and promoting the browning

drug, liraglutide has the effect of reducing blood fat and weight. However, in animal experiments and human
studies, the effect of liraglutide on blood lipids is not consistent, and its mechanism in the browning of white
fat and white fat has not been explained. Therefore, the effect of liraglutide on white fat and its possible
mechanism need more in-depth study in order to better explore the mechanism of weight loss of liraglutide.
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