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Astragalus polysaccharides alleviate lipopolysaccharide-induced
oxidative stress and inflammation in IPEC-J2 cells
Cui Haiyan, Ji Longxiang, Zhu Yuqing., Li Weiguo
(College of Life Sciences, Henan Normal University, Xinxiang 453007, China)

Abstract: To investigate the effect of astragalus polysaccharides on lipopolysaccharide induced inflammation of IPEC-

J2 cells. IPEC-J2 cells were divided into control group, LPS treatment group, ASP treatment group and ASP+ LPS treatment

group. The cell viability, antioxidant index, inflammatory factors contents and mRNA expression levels of the four groups

were detected. respectively. Results showed that cell viability was significantly decreased after the treatment of 10 mg/L LPS

for 12 h, when cells were pretreated with 100 mg/L. ASP for 4 h, the cell viability was significantly increased. In addition,

compared with the control group, the MDA content increased significantly and the SOD and CAT enzyme activities, and the

content of IL-6 increased signifieantly, IL-8 and TNF-a, and un-regulated the mRNA expression of I1.-6, IL.-8 and TNF-«

while down-regulated the mRNA expression of 11.-10 significantly. However, MDA, 11.-6, 11.-8 and TNF-a contents and the
mRNA expressions of 1L.-6, 11.-8, TNF-a were significantly reduced and the SOD and CAT activities together with the mRNA

expression of IL.-10 were significantly increased after the pretreated of ASP for 4 h. Therefore, ASP could alleviate the oxida-

tive stress and inflammatory response caused by LPS, inhibit the contents of 1L.-6, 11.-8 and TNF-a and expression levels of

these genes, and promote the expression of 1.-10, thereby exerting antioxidant and anti-inflammatory effects.

Keywords: astragalus polysaccharides; IPEC-J2 cells; lipopolysaccharide; oxidative stress; inflammation
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