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Brown Adipose Tissue Metabolism and Obesity
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Abstract; Obesity may be attributed to the imbalance between body energy storage and consumption.
Through heat production, brown adipose tissue can avoid the occurrence of obesity by releasing excess ener-
gy from the body and reducing energy accumulation. Now the relationship between brown adipose tissue and
obesity from the structure, distribution, functions and regulatory mechanisms etc of the brown adipose tissue

was discussed, which aims to provide theoretical and experimental basis for the prevention of obesity and

related diseases.
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