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Abstract The AMP-activated protein kinase (AMPK) is a key senor in cellular and systematic metabolism, and has become a
key target in research of anti-diabetic drugs. This article is to introduce the structure and regulation mechanism of the AMPK. By
literature searching, it is to summarize research progress on traditional Chinese medicine in the treatment of type 2 diabetes based

on the AMP-activated protein kinase and related signaling pathway.
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