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[ Abstract] The “lipid nephrotoxicity” hypothesis introduces the lipid metabolism disorders into the field
of kidney disease research. Fatty acids as important components of lipids can be ectopic deposition in various
cells of the kidney in pathological status,and are involved in the occurrence and progression of acute kidney in-
jury (AKI) and chronic kidney disease (CKD). The mechanism of abnormal fatty acid metabolism in tubular
epithelial cells (TEC) and its function change are closely associated with kidney injury. This article summa-
rized the relationship between fatty acid metabolism in TEC with AKI and CKD,elaborated the specific mech-
anism of fatty acid metabolism disorders leading to TEC injury,and discussed the treatment strategies based
on regulating fatty acid metabolism disorders to improve kidney injury.
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