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The Mechanism of Glycolysis in the Senescent of Vascular Endothelial Cells
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Abstract Cellular senescence is a crucial link in the process of cellular life, referring to the gradual deg-
radation of cell proliferation and physiological functions over time during the execution of life activities. Cellular
senescence is characterized by permanent cell proliferation arrest and various phenotypic changes, including the
release of many bioactive molecules, collectively known as the SASP (senescence-associated secretory phenotype).
Senescent vascular endothelial cell is an important triggering factor for many cardiovascular and metabolic related
diseases. Given that changes in glycolysis can lead to dysfunction of endothelial cell function and angiogenesis,
changes in glycolytic flux caused by endothelial senescence are closely related to many pan vascular diseases. This
review summarizes the changes and mechanisms of glycolytic flux in endothelial cell senescence, as well as the
impact of targeted glycolysis on endothelial senescence, providing reference and support for addressing endothelial
senescence-related diseases from the perspective of glucose metabolism.
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Vascular endothelial cells directly come into contact with blood flow and are exposed to stimuli and shear stress in the blood flow for a long time, which

can easily lead to cellular senescence. The glycolysis of senescent vascular endothelial cells has changed significantly. The important enzymes in glycol-

ysis are closely related to the aging related transcription factors in the nucleus. The two pathways interact with each other to regulate, and the targeted

glycolysis pathway can directly affect the synthesis and secretion of SASP,

failure, atherosclerosis, pathological angiogenesis and other processes.

Bl EHME R K AR R

further mediate aging related diseases, and affect tumor metastasis, heart

ENITARSEXERRNRELR

Fig.1 Senescent endothelial cells mediate the occurrence and development of numerous related diseases

through glycolysis pathways
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bose) polymerase, PARPEZE £k Fifk. PARPHTI#%
[Al -7 xB(nuclear factor kappa-B, NF-kB)i# %, NF-xB
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