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Research progress between autophagy and obesity in adipose tissue

WANG Wei-Wei, DENG De-Jian, LI Qiu-Ming, ZHANG Xi-Mei*
(Department of Histology and Embryology, Harbin Medical University, Harbin 150081, China)

Abstract: Obesity has become one of the major global threats of human health in the 21st century, which results
from chronic inflammatory state presenting in adipose tissue. Autophagy promotes the orderly degradation of
intracellular components, such as decrepit or disabled organelles and macromolecular substances, which is a
conservative process playing a critical role in improving chronic inflammatory state in obese people. In this paper,
we summarize the research advances on basic processes and molecular mechanisms of autophagy, and the
correlation between autophagy and obesity in adipose tissue.
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