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Effect of valsartan on P27 expression in mesangial cells of Thyl glomerulonephritis rats
YU Rong-jie, YANG Hui-biao, ZHAO Jing-hong (Deparment of Nephrology, Xinqiao Hospital, Third Military Medical University,
Chongging 400037, China)

Abstract: Objective To observe P27 expression and pwoliferation of mesangial cells of rats with Thy 1 glomeru-
lonephritis and to evaluate the interfering effect of valsartan, a specific angiotensin II receptor antagonist, on Thyl
glomerulonephritis. Methods Rats were divided into normal wntwol group, Thy1 glomerulonephritis group and val-
sartan treatment group. Following the onset of glomemlonephritis, renal morphological changes were observed on days
I, 3, 5and7, and proliferating cell nuclear antigen(PCNA ) and P27 expiession in glomerulus were measured by im-
munohistochemistry and Western blotting. Results  High expression of P27 was found in quiescent mesangial cells of
nomal rats, but decreased expression in mesangial cells of rats with Thy1 glomerulonephritis, accompanying with the
pwoliferation of mesangial cells. In valsartan treatment groups glomerular hypercellularity, mesangial matrix expansion
and PCNA expression were significantly reduced as compared with those of the untreated rats with Thy1l glomeru-
lonephritis from day 3 to day 7(P<0.05), but P27 expression in glomeruli was higher than that in Thyl glomeru-
lonephritis group. Conclusion The maintenance of non-proliferation of mesangial cells is related with the high ex-
pression of P27. Valsartan can inhibit the proliferation of mesangial cells and the mesangial matrix expansion by
means of keeping the high expression of P27, suggesting that valsartan has a certain therapeutic effect on Thyl
glomerulonephritis rats.
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