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Inhibition of trillin on inflammation of microglia cells induced
by lipopolysaccharides
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Abstract: Objective To study the inhibition of trillin on the inflammatory activation of microglia (BV-2). Methods The BV-2 cells
were incubated with trillin at different concentration for 0.5 h and stimulated with lipopolysaccharide (LPS). The supernatant was
collected after 24 h culture, and the NO level was detected by Greiss method; The activity of BV-2 cells was detected with CCK-8;
The expression of tumor necrosis factor (TNF-a), IL-1B, IL-6, iNOS, COX-1, and COX-2 was detected by real time quantitative
(RT-PCR). Results Trillin can inhibit the NO release in microglia induced by LPS without affecting the cell viability and inhibit the
inflammatory factors such as TNF-q, IL-1p, IL-6, iNOS, and COX-2. Conclusion Trillin can inhibit the inflammatory activationof
BV-2 cells induced by LPS and inhibit the expression of inflammatory factor.
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Fig. 3 Effect of trillin on TNF-a release in active microglia
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