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[ Abstract)

the development of diabetic complications. Diabetes care guidelines in many countries have proposed dietary

Dietary sodium restriction is an important part of diabetes care to prevent or slow down

sodium intake in order to reduce non-communicable disease mortality. However, there is no definite conclu-
sion about dietary sodium intake in diabetic patients. Summarizes the effects of sodium intake on renal injury
in diabetic patients, including changes in sensitivity of proximal tubules to sodium intake, activation of re-

nin-angiotensin-aldosterone system in the kidney, insulin resistance and the release of related cytokines,
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could provide ideas for the prevention and intervention of kidney injury in diabetic patients.
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