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Research progress of PCKI1 in the regulation of cell

senescence through energy metabolism pathway
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Abstract: Phosphoenolpyruvate carboxykinase 1 (PCK1), encoded by the PEPCK (phosphoenolpyruvate
carboxykinase) gene, is the first rate-limiting enzyme in gluconeogenesis pathway and has an important role in
the regulation of blood glucose levels and energy metabolism. Alterations in energy metabolism are closely
linked to cell senescence and imbalances in energy production and expenditure are detrimental to longevity and
induce a variety of age-related diseases. This work summarizes the research progress of PCKI1 in energy
metabolism pathways to regulate aging, aiming to elucidate the link between PCK1, energy metabolism and
cell senescence, which provides a theoretical basis for further research on the role of PCK1 as a potential target
of aging in the restoration of body functions and prevention of aging-related diseases.
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