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[ABSTRACT]

Hyperlipidemia is closely related to renal function damage, and they influence each other.

Lipid deposition in the kidney affects the function and structure of glomerulus and renal tubules directly

and indirectly, resulting in renal function injury. On the contrary, renal function damage further affects lipid
metabolism and aggravates the progress of hyperlipidemia. At present, besides synthetic drugs, there are
many non-synthetic drugs which have been well verified in the intervention of kidney injury in

hyperlipidemia animal model. In this paper, the research progress in the mechanism of renal function
damage and the related intervention using hyperlipidemia animal model at home and abroad in recent

years were summarized.
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