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Research progress on adenosine monophosphate-activated protein kinase activators
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Abstract: Adenosine monophosphate-activated protein kinase (AMPK) plays a key role in the regulation of energy and acts as an
energy sensor in eukaryotic cells. It is activated by AMP or other factors, which can accelerate the catabolism and reduce the anabolism.
AMPK activator has a favourable therapeutic effect on animals with metabolic disorders such as type 2 diabetes. Research progress on
AMPK activators in recent years are reviewed in this paper, and in order to provide reference for the research and development of the
enzyme activator drugs.
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