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Effect of Shionone on IL-18, TNF-a and NO Release of Macrophages Induced by Lipopolysaccharide
WANG Fang'®, REN Gang’, XIONG You-ai', ZHAO Hai-ping’*, YANG Ming”" (1. Chengdu University of
Traditional Chinese Medicine ( TCM ), Chengdu 611137, China; 2. Jiangxi University of TCM, Nanchang
330004, China)

[ Abstract | Objective; To explore anti-inflammatory mechanism in vitro of Shionone. Method: Cellular
inflammatory reaction model of RAW?264.7 macrophages was induced by lipopolysaccharide, this model was
intervened by shionone, effect of shionone on proliferation of RAW264. 7 macrophages was detected by SunBio™
Am-Blue cell proliferation and active detection reagent. The content of NO in cell culture supernatants was
assessed by Griess reaction, levels of tumor necrosis factor-a (TNF-a) and interleukin-18 (IL-18) were measured
by commercially available ELISA kit. Result; Compared with the blank group, proliferation inhibition rate of
RAW264. 7 macrophages in the 50 wmol +L ™" shionone group significantly increased, but this parameter in other
shionone groups had no obvious change. Compared with the lipopolysaccharide group, releases of NO in 10, 30
pmol <L ™" shionone group significantly decreased, levels of TNF-, IL-8in 1, 10, 30 wmol -L "' shionone group
significantly decreased. Conclusion: Inhibition of shionone on release of TNF-a, IL-18 and NO shows dose-
dependent. Shionone has anti-inflammatory activity in vitro.
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Table 1 Effect of shionone on NO release of RAW264.7

macrophages induced by lipopolysaccharide (x +s,n =3)
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30 wmol-L ™' 35.82 £2.56"
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Table 2 Effect of shionone on TNF-a and IL-18 release of
RAW264.7 macrophages induced by lipopolysaccharide (x = s,
n=3)
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