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Abstract: Objective To explore the effect of ozone oxidative post—conditioning on chronic renal fibrosis
induced by ischemia reperfusion injury in rats and the mechanism. Methods Totally 72 adult male SD rats
were randomly divided into four groups (18 in each): sham-operation control group (S group), ischemia
reperfusion group (I/R group), ozone oxidative post—conditioning group (I/R+0; group) and oxygen post—
conditioning group (I/R+0, group). Serum creatinine (Scr) and blood urea nitrogen (BUN) levels were evaluated
2 w after successful modeling. Renal specimens were obtained in the 2th and 10th week respectively, and the
renal tissues were stained by HE and Masson staining. The protein expressions of transforming growth factor—
B: (TGF-B)) and a-smooth muscle actin (a—SMA) were determined by immunohistochemistry analysis. Results
After two weeks of treatment, Ser and BUN of each group basically returned to normal levels, and there were
no significant differences among the four groups (P > 0.05). Ten weeks after operation, Masson staining
revealed renal fibrosis of the I/R, I/R+0, and I/R+0; groups was more serious than that of the S group (P<
0.05), renal fibrosis of the I/R+0; group was milder than taht of the I/R and I/R+0, groups (P <0.05), while
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there was no difference between the I/R group and the I/R+0, group
TGF-B, and a-SMA of the /R, I/R+0, and I/R+0; groups were higher than those of the S group

(P> 0.05). The protein expressions of
(P<0.05);

and compared with the I/R group, the expressions of TGF-B, and a—SMA were lower in the I/R+0; group (P<

0.05). There was no difference in the expression of TGF-B, or a—SMA between the I/R+0, group and the

I/R group

(P> 0.05). Conclusions Ozone oxidative post—conditioning can relieve chronic renal fibrosis caused

by ischemic reperfusion injury, and inhibition of activation of TGF-B,/Smad signaling pathway may be one of

the mechanisms.
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