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Abstract: Chronic kidney disease (CKD) is characterized by persistent impairment of renal structure or

function, resulting from various causes and often accompanied by disruptions in glucose metabolism.
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Dysregulation of renal glucose metabolism, particularly the acceleration of glycolysis, may induce cellular

stress and injury, leading to cellular senescence, inflammation, and the accumulation of extracellular matrix.

Understanding the regulatory mechanisms governing renal glucose metabolism and identifying molecular

targets for its remodeling are crucial for prevention and treatment of CKD. This review highlights key factors

contributing to renal glucose homeostasis imbalance and the mechanisms through which they cause cellular

damage. It also summarizes the impact of abnormal glucose metabolism on renal inflammation, aging, and

fibrosis during CKD progression. Additionally, the review introduces the potential roles of glucose metabolism

remodeling in CKD development. This comprehensive exploration of the relationship between glucose

metabolism remodeling and CKD aims to provide theoretical foundation for kidney disease treatment.

Key Words: chronic kidney disease; glucose metabolism; cellular injury; metabolic remodeling
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