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The anti-inflammatory effect and its mechanism of Artemisia on the renal of UUO rats”™
MA Xing-yi, WU Wei-hua, ZENG Yan, et al.
(Department of Nephrology,West China Hospital of Sichuan University, Chengdu 610041, China)

Abstract : Objective
UUO model. Methods
sham-operated group(SOR) ,small does Artemisia annua-treated group(SDA) , high does Artemisia annua-treated group(HDA) and

To investigate the potential effect of Artemisia annua, in the treatment of pathological inflammation in

Rats were randomly assigned into 5 groups,including unilateral ureteral obstruction model group(UUQ) ,

ARB-treated group. From the first day after initial UUO operation, SDA, HDA and ARB groups were intragastically administrated
(1)SCR of UUO group was significantly higher
than other groups( P<<0. 05) ,and there was no significant difference among the groups in different time points ( P=>0. 05) ; (2) NF-

at Artemisia annua 25mg/Kg and 50 mg/Kg.lostarn 20 mg/Kg every day. Results

kappa B p56 had no or less expression in SOR group.and positive cells of p56 in treated groups were significantly less than UUO
group( P<<0. 05) ;(3)Smad 7 mRNA of UUO group was higher than SOR group in the same time point;and treated groups smad 7
in creased comparing SOR group. . IkB-a mRNA of SOR group was significantly higher than experimental groups( P<Z0. 05),and
decline of IkB-a mRNA was weaker in treated groups than UUO group( P<<0. 05). Conclusion Artemisia may alleviate inflamma-
tory injury in renal via up-regulating the expression of Smad 7 and decreasing TNF-a and the degradation of IkB-a.
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