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Effects of Telmisartan on the Plasma Angiotensin — (1 -7) Levels in Adriamycin Induced Renal Injury in Rats. Zong Wenna, Qu Feng,
Dong Wei, et al. Department of Critical Care Medicine, The First People's Hospital of Jining, Shandong 272011 ,China
Abstract Objective To investigate effects of Telmisartan on plasma angiotensin (1 —7) [Ang(1 -7)] levels in Adriamycin
(ADR) - induced renal injury in rats. Method Male Sprague — Dawley rats were randomly divided into controls (n =10), ADR - mod-
el group (n =20) and Telmisartan group (n =20). Control rats were intraperitoneally injected the same volume of normal saline, and the
other two groups were all intraperitoneally injected a cumulative dose of 15 mg/kg of ADR (each dose of 2. 5mg/kg x6) for 2 weeks, and
Telmisartan group was simultaneously treated with Telmisartan (10mg/kg daily, total 420mg/kg) orally for 6 weeks. During the test, rats
were observed for spirit, activity, diet and other general living conditions. Four weeks after drug withdrawal, terminal weight of rats were
detected by scale, plasma Ang (1 —7) levels was detected by ELISA, and the histological changes of renal were observed by HE staining.
Results The weight of rats in ADR - model group and Telmisartan group were both decreased (P <0.01), but in Telmisartan group,
rats weight were increased than in ADR - model group (P <0.01), plasma Ang (1 =7) levels in both of ADR - model group and Telmis-
artan group were also decreased (4.27 £2.79 vs 10.26 £2.39ng/ml, P <0.01; 7.16 £2.13 vs 10.26 +2.39ng/ml, P <0.05). How-
ever, in Telmisartan group, it was higher than in ADR — model group (P <0.05). Histological changes of rat kidney indicated that in-
flammatory cells were clustered and increased significantly, and the renal tubular epithelial cells edema in model group. In Telmisartan
group, inflammatory cells were obviously reduced and the degree of dropsy in renal tubular epithelial cells were also alleviated. Conclusion
Plasma Ang (1 -7) levels were improved in ADR - induced renal injury in rats after the intervention of Telmisartan, and there may be
some correlation between the plasma Ang (1 —7) levels and the severity of inflammation in Kidney.

Key words Angiotensin(1 —=7) ; Telmisartan; Adriamycin; Renal injury model
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