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The relation between the reactive oxygen species and nitric oxide of diabetic nephropathy in type 2 diabetic rats
Liu Ping'”? ,Qiu Mingcai'” , He Lanjie®
(1. Department of Endocrinology ,General Hospital of Tianjing Medical University, Tianjing 300052,China;
2. Department of Endocrinology A f filiated Hospital of Ningzia Medical University ,Yinchuan  Ningxia 750004 ,China)
Abstract : Objective  To study the relation between the reactive oxygen species and nitric oxide(NO) of diabetic nephropathy in
type 2 diabetic rats. Methods Making type 2 diabetic rats by high-sucrose-high-fat diet with a low dose of STZ(35 mg/kg) injec-
ting into abdominal cavity. The rats divided into control group(n=10) and diabetic group(n=20). The expression of oxidative
stress and Nitric Oxide system in diabetic nephropathy were observed and the correlation of oxidative index, Nitric Oxide and renal
function was analyzed. Results In diabetic rats,SOD,SOD/MDA were reduced in comparison with control group while MDA was
increased. NO, Total NOS,iNOS, cNOS were elevated in diabetic group;the kidney weight/body weight, urine microalbumin, mean
glomerular area, mean mesangial matrix area/mean glomerular area ratio negatively correlated with SOD/MDA , while positively cor-

related with NO, total NOS; SOD/MDA negatively correlated with NO, total NOS. Conclusion The oxidative stress and NO partic-

ipate in the diabetic nephropathy.the balance is the key point that the treatment of antioxidant in the diabetic nephropathy proba-

bly.

Key words: diabetic nephropathy;reactive oxygen species;nitric oxide
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