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The effect of high-salt diet on the kidney

Xingxing Liu", Lidan Li, Binxin Wang, Jinbin Lv

Xinjiang Second Medical College

, Karamay, Xinjiang, China

[ Abstract] The intake of high salt diet is one of the important factors leading to hypertension. Salt restriction diet
must be emphasized in the prevention and treatment of hypertension so as to reduce the target organ damage caused by
hypertension. As the target organ of high salt -- kidney, the harm of high salt to kidney is not to be underestimated.
Meanwhile, the mechanism and influence of high salt on the pathological change of kidney physiological structure are

also being gradually explored. These investigations and studies will provide sufficient and powerful basis for clinical

diagnosis and treatment activities. With the deepening of investigation and research, the direct and indirect effects of high

salt on cardiovascular diseases and even target organs are emerging. The literature linking salt intake to blood pressure

and kidney disease is growing and its influence is becoming more prominent.
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