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Acetoacetic acid inhibits the activation of inflammatory signal
pathway in lipopolysaccharide-stimulated cow neutrophils

YU Chunwei', ZHANG Yuming?, DENG Qinghua®
(1. College of Veterinary Medicine, Inner Mongolia Agricultural University, Hohhot 010018, China;

2. College of Animal Science and Technology, Inner Mongolia University for Nationlities, Tongliao 028000, China)

Abstract To study the effect of acetoacetic acid (AcAc) on neutrophil inflammatory signaling pathway in dairy cows,a
cow neutrophil inflammation model induced by lipopolysaccharide (LPS) was used as the research object. gRT-PCR,
biochemistry and enzyme-linked immunosorbent assay (ELISA) methods were adopted in this study. The results showed
that: 1) Compared with the control group.the gRT-PCR results showed that the mRNA expression levels of IL-18,IL-6
and TNF-« were significantly increased in LPS treatment group (P <C0. 01), while their expression levels were
significantly decreased in LPS + AcAc treated group than those in LPS treated group (P<C0.05);2) Compared with
the control group, the biochemical test results showed that the activity of IKKB kinase was significantly increased in LPS
treated group (P<C0.01),Its activity was significantly decreased in LPS+ AcAc treated group than that in LPS treated
group (P<C0.05);3) Compared with the control group, the ELISA results showed that LPS increased the release of
pro-inflammatory factors TNF-qa, IL-6 and IL-13. These pro-inflammatory factors were significantly decreased in LPS +
AcAc treated group than that in LPS treated group (P<C0.01). The results suggested that AcAc inhibited the activation
of inflammation signaling pathway in lipopolysaccharide-stimulated cow neutrophils and played anti-inflammatory
function.
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