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[ Abstract ]

betes mellitus. At present, it is thought that the development of DKD are the results of many factors, inclu-

Diabetic kidney diseases (DKD) are one of the most severe chronic complications of dia-

ding oxidative stress, inflammation, fibrosis and autophagy, etc. Among which high blood glucose is the
most critical. It is the precondition of kidney damage. Naringin (4',5,7-trihydroxy flavonone-7-rhamnoglu-
coside) , the major flavonoid in grapefruit juices has been shown to possess pharmacological properties such

as antiinflammatory, antioxidant effects, improving insulin resistance, regulating the metabolism of glucose
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and fat and antifibrosis, which may cundamentally improve the process of DKD.
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