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Effect of celecoxib on activation of nuclear factor-kappa B and transforming growth factor-f3, in obstructive

nephropathy

HE Ping, YANG Xu, LI De-tian®
( Department of Nephrology , Shengjing Hospital , China Medical University , Shenyang 110004, China)

[ Abstract] Objective: To investigate the protective effects of celecoxib and indomethacin on renal interstitial fibrosis following unilateral
ureteral obstruction (UUO) in rat kidney and the mechanism. Methods: Twenty-four Wistar rats were randomly and equally divided into
UUO group, celecoxib group, indomethacin group,and sham operation group. The concentration of thromboxane-B, (TXB,) in the urine was
detected by radioimmunoassay after 4 weeks,and the expressions of nuclear factor-kappa B (NF-kB) and transforming growth factor-3,
(TGF-B,) were determined by immunohistochemical method. Results: Both celecoxib and indomethacin, especially celecoxib, reduced the
concentration of TXB,. Compared with sham operation group, the levels of NF-xB and TGF-3, were significantly increased and the renal inter—
stitial fibrosis was more severe in other 3 groups. Celecoxib significantly suppressed the expression of NF-kB and TGF-B; and improved renal
interstitial fibrosis. Conclusion: Celecoxib could ameliorate the renal interstitial fibrosis in UUO rats,and the possible mechanism may in—
clude down-regulating the expression of NF-xB and reducing the renal macrophage infiltration.
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