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[ Abstract ]

important role in plaque formation. Metabolic reprogramming is a general term for the changes in cell metabolism, which reflects

Atherosclerosis (AS) is a chronic inflammatory disease. Immune cells and inflammatory factors play

the adaptive regulation of cells to environmental changes. Metabolic reprogramming involves the changes of various metabolic
pathways such as sugars, lipids and amino acids, among which the changes of sugars metabolism are the energy base and material
core of reprogramming. In the pathological process of AS, a large number of cells need to meet the dramatically increased energy
demand through the reprogramming of glucose metabolism. The intermediate metabolic substances generated in this process
induce the adaptive regulation of local cells and secrete a large number of active factors, and aggravate the inflammatory response
of AS. In this paper, the effect of glycometabolic reprogramming on inflammatory response of AS plaques was reviewed so as to
provide new ideas and directions for the study of AS.
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Figure 1 Glycometabolic reprogramming promotes the production of inflammatory factors
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