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models of renal isehemia reperfusion injury (IRI). Methods Rats were anesthetized with chloral hydrate (100
mg/kg) intraperitoneally and then randomly divided into 5 groups (n =20 in each group) as follows: the Sham
group IRI group Ru-30 group and Ru-60 group. Blood and kidney samples were obtained for analysis after 48 h
of reperfusion. Results The levels of blood BUN and Cr levels increased significantly while the renal functions
impaired severely in the IRI and NS groups comparing with the Sham group(P <0.01). In addition treating with
30 mg/kg and 60 mg/kg Ru evidently decreased renal MDA serum BUN Cr and NO levels but increased renal
SOD level comparing with the IRI and NS groups(P <0.05). Conclusion This study confirms that rutaecarpin
exerts extensive anti — oxidative effects in IRI rat models. The mechanisms could be related to various physiopatho—
logical links of IRI. Ru may resist lipid peroxidation and eliminate free radicals to alleviate renal ischemia reperfu—
sion — induced apoptosis and oxidative stress injury. Therefore these findings demonstrate that rutaecarpin may be
used as a compound to prevent or treat renal IRI.
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Abstract Objective To evaluate the methylation status of IL40 on peritoneal macrophages(PM®) in adjuvant—
induced arthritis(AA) rats. Methods Complete Freunds adjuvant(CFA) was used to induce AA in rats. Perito—
neal macrophages (PM®) from healthy controls and AA rats were isolated. The PM® from AA rats were stimulated
with 5-azaC. The expressions of IL40 DNMTI mRNA were detected by RT-PCR analysis. Detected the expression
of IL40 in PM® culture supernatant by ELISA. The methylation status of IL-40 promoter was determined by methy—
lation specific polymerase chain reaction (MSP). The expression of protein of DNMTI1 was measured by Western
blot analysis. Results Under standard growth conditions IL-40 expression was significantly decreased and its
prompter was methylation with the rise of DNMT1 in PM® from AA rats. 5-azaC treatment reverse the methylation
of ILH0 promoters and up—~regulated its expression in these two cells which downregulated mRNA and protein lev—
els of DNMT1. Conclusion The CpG island in the IL40 gene promoter is specifically methylated to down-modu—
late the expression of ILH0 protein in PM® from AA rats. It may plays a role in the pathogenesis of RA.
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