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The mechanism of caloric restriction in the

prevention and treatment of renal fibrosis
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Abstract: Renal fibrosis is a common pathological change in the progression of chronic kidney disease
(CKD), which is characterized by excessive deposition of extracellular matrix (ECM) in the interstitial space,
which is the most prominent sign of CKD. Previous studies have confirmed that renal fibrosis is closely related
to mitochondria, inflammation, lipid metabolism and autophagy. Caloric restriction can slow down the process
of renal fibrosis by improving mitochondrial function, inhibiting the secretion of inflammatory factors,
reducing lipid production, increasing lipid decomposition and enhancing autophagy. In view of the potential
prevalence and poor prognosis of renal fibrosis, the current clinical treatment of renal fibrosis is quite limited,
understanding the mechanism of renal fibrosis and delaying the progression of renal fibrosis is of great clinical
significance. This work reviewed the principle and research status of caloric restriction in renal fibrosis, in
order to provide guidance for clinical treatment.
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