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Renal expression of renin and renin receptor in the streptozotocin-induced rats”
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Abstract: Objective

Methods

To investigate the expression of renin and renin receptor in the kidneys of streptozotocin-induced rats.

Twelve male Wistar rats were randomly assigned to normal control group(n=6,group N)and diabetic group(n==6, group
DM). Streptozotocin(60 mg/kg) was administrated intraperitoneally to induce diabetes. Urine creatinine and proteinuria were meas-
ured at week 4,8. At week 8 animals were sacrificed and blood glucose,serum creatinine (SCr) , serum sodium and serum potassium
were assayed. Renal pathological changes were quantified with glomerular injury index on PAS-stained sections. Protein and mRNA
levels of renin and renin receptor expression were analyzed by immunohistochemical staining and RT-PCR respectively. Results
The proteinuria and glomerular injury index in diabetic rats were significantly increased when compared to those in normal rats at
week 8. Protein and mRNA expression of renin expression in kidneys of diabetic rats was up-regulated, however,renin receptor ex-
pression was comparable among two groups. Conclusion Elevated expression of renal renin maybe involve in the progression of dia-
betic renal damage.
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