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Experimental study on angiotensin I and podocyte injury in diabetic rats
QIN Qraojing, et al
(Department of Endocrinology , College of Clinical Medicine , Chongqing Medical University)

[ Abstract) Objective: To investigate the role of angiotensin II (Ang II ) in the injury of podocytes, last barrier of glomerlar filtration,
to research the pathogenesis of diabetic nephropathy. Methods : The experimental rats were divided into three groups: control rats
{group C), diabetic rats( group D)and diabetic rats treated by losartan{group DT). Urinary albumin excretion rate {UAER) was as-
sayed S weeks after treatment. In addition, the activity of superoxide dismutase{ SOD) , catalase { CAT) and concentration of matondi-
aldehyde(MDA) in renal cortex were measured. The podocyte ultrastructure was observed by transmission electronic microscopy while
immunohistochemistry was used to detect the expression of desmin,a marker of podocyte injury. Resu/ts ;: Compared with control rats,
the activity of SOD and CAT was decreased significantly and the concentrations of MDA were increased markedly in diabetic renal
cortex. The expression of glomerular desmin increased markedly accompanied with foot process effacement in podocytes in diabetic
group. At the same time, UAER increased in diabetes. The changes of SOD, CAT, MDA, glomemlar desmin expression, UAER and
foot process effacement were markedly ameliorated after diabetic rats were treated by angiotensin Il type one receptor antagonist
losartan. Conclusion : Ang [l may participate in the structural and functional damage of podocytes, last barrier of glomerular filtration,
by increasing renal oxidative stress to injure kidney and accelerate proteinuria in diabetes.
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S BB BG(mmol/L) HbA (%) UAER(pg/24h)
C 8 5.63+0.52 3.39+0.45 3.85+1.04
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F2 SAXBEREK SOD.CAT.MDA KFE(z £ 5)

SR BE(R) SOD(NU /mgprot ) CAT(U/mgprot) MDA( nmol/mgprot)
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DT 10 33,60+ 4.08* 3.95+0.32*% 2.60+0.23"%
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