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ABSTRACT: AMP activated protein kinase (AMPK) is a highly conserved Ser/Thr protein kinase in eukaryotic cells, in which the
kinase exists in a shape of heterotrimer. It is an essential cellular energy sensor, which plays an important role in the regulation of energy
metabolism. Liver Kinase B1( LKB1), Ca*/CaM-dependent protein kinasef (CaMKKp), the increasing ratio of AMP/ATP or ADP/ATP,
and other physiological stimulations such as exercise, muscle contraction which can activate AMPK, regulate cellular energy metabolism
and facilitate to adapt to nutrient stress, so the cell and whole body homeostasis can be assured. Activation of AMPK can increase the
level of ATP by enhancing catabolism and inhibiting constructive metabolism, involving in glycometabolism, lipidmetabolism and
proteometabolism, increasing the energy reserve, which can deal well with the energy deficiency. AMPK is also involved in cell growth,
proliferation, apoptosis, autophagy and other basic biological processes. AMPK is a core point to study the metabolic diseases including
diabetes mellitus and obesity. Imbalanced energy metabolism is associated with tumorigenesis, progression and metastasis. AMPK plays
a role in linking metabolic syndrome and cancer, providing a new strategy for the study of cancerous occurrence and development
mechanism. This paper will focus on the cellular energy central function of AMPK and the relationship with cancer.
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