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Regulation effect of complement C5a on interleukin-17 during renal allograft rejection”
Li Shujing s Zheng Quanyou ,Yuan Gang » Huo Wengian , Zhang Keqin®
(Department of Urology s Daping Hospital , Third Military Medical University ,Chongqging 400042 ,China)

Abstract: Objective To investigate the expression of proinflammatory cytokine interleukin-17(1L-17) and complement cleavage
fragment C5a and the regulation effect of C5a on the expression of 11.-17 during renal allograft rejection. Methods The frequency of
IL-17" T cell in peripheral blood and the expression of IL-17 in renal tubular epithelial cells(HK2) after C5a stimulation in renal
transplant recipients were measured by flow cytometry and the changes of serum C5a level was detected by ELISA, respectively. Im-
munohistochemistry was applied to detect and compare the expression of I1.-17 and the deposition of C5b-9 in normal renal tissues
and renal tissues with allograft rejection. The difference of I1L-17 expression in HK2 cells before and after the recombinant C5a
stimulation was detected by immunocytochemistry. Results Both the percentage of IL-17" T cells and serum C5a levels were sig-
nificantly increased after the allogeneic renal transplantation. Compared with normal renal tissues,both the deposition of C5b-9 and
the IL.-17 expression in renal tissues with allograft rejection was remarkably up-regulated, which showed the positive correlation be-
tween them. The expression of 1L.-17 in HK2 was obviously up-regulated by the recombinant C5a stimulation. Conclusion C5a may
positively regulate the expression of 1L.-17 by tubular epithelial cells during the renal allograft rejection.

Key words: complement C5a;interleukin-17;kidney transplantation;graft rejection
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