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Abstract: Adenylate activated protein kinase (AMPK), a protein kinase dependent on AMP, is a key molecule that
regulates the metabolism of bioenergy. AMPK is ubiquitous in eukaryotes and expressed in various metabolic organs, and can
be triggered by various stimuli, including cell pressure, movement and hormones as well as some substances that affect cell
metabolism. The mechanism is mainly related to the decrease of glucose or ATP. Studies have shown that AMPK is essential
for the body to maintain metabolic balance, and closely related to energy and substance metabolism, cell proliferation,
apoptosis and autophagy, and tumor development. AMPK involves a variety of basic biological functions of cells. Clarifying
its role and mechanism will help advance the development of numerous related fields. This paper summarizes the activation
mechanism and biological functions of AMPK combining with the status quo and progress of AMPK in recent years.
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