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Abstract

Hypertension is the most common cardiovascular disease in clinical practice, which is a common
factor leading to damage to target organs such as cardio-cerebral kidney, and sacubitril valsartan
sodium has a protective effect on cardio-cerebral renal target organs caused by hypertension. This
article reviews the mechanism of kidney damage caused by hypertension, the mechanism of kid-
ney damage caused by sacubitril valsartan sodium and its clinical application.
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