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Expression of BMP-7 and TGF-1 in renal tissues of SD rat model of renal failure and the efficacy of different drugs
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Abstract: Objective To evaluate the expression of bone morphogenetic protein-7(BMP-7) and transforming growth factor-§,
(TGF-B,) in renal tissues of chronic renal failure and the efficacy of drug intervention. Methods Chronic renal failure models were
established by nephrectomize 5/6 kidney of SD rats,and the expression of BMP-7 and TGF-B, of kidney were detected by f{luores-
cence quantitative polymerase chain reaction,and the concentration of blood urea nitrogen(BUN) , creatinine(Cr) and urine protein
of different groups were observed. Results The expression of TGF-3, was significantly increased and BMP-7 decreased in untreated
group compared with control groups(P<C0. 05). The expression of TGF-8, was significantly decreased in Lotensin group,compared
with control group(P<C0. 05) , but the expression of BMP-7 was decreased,compared with control and untreated groups(P<C0. 05).
The expression of TGF-, was significantly decreased in Lotensin group,compared with untreated group,otherwise, the expression
of BMP-7 was opposite(P<(0. 05). The concentration of BUN,Cr and urine protein were significantly decreased in Lotensin group
and Shenshuaikang group,compared with untreated group(P<C0. 05). Conclusion The expression of TGF-8; might be increased
and BMP-7 decreased in chronic renal failure. Lotensin could inhibit the expression of TGF-#; , but could not enhance the expression
of BMP-7. Shenshuaikang could inhibit the expression of TGF-f; and enhancing the expression of BMP-7.
kidney failure, chronic; lotensin; shenshuai
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