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[ Abstract)

ation, function, and regulation of adipose tissue. While white adipose tissue in the body is responsible for

Recently, great progress has been achieved in the understanding of the origin, differenti-

storing energy and secreting adipocytokines which involved in various metabolic diseases, brown adipose tis-
sue is mainly responsible for producing heat and energy consumption. So 'browning of white adipose tissue’
has great potential to be used in the treatment of obesity and many related diseases, which can provide new
options for the treatment of these diseases in the future. The process of 'browning of white adipose tissue’ is

regulated by many factors, such as a variety of transcriptional regulators, proteins and hormones, so new in-

tervention method may be achieved by targeting these regulatory factors.
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