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Molecular Mechanisms of Escaping Host

Innate Immune Systems of PRRSYV

WU Jun-jing,QIAO Mu,PENG Xian-wen., WU Hua-yu,LIU Gui-sheng.MEI Shu-qi

(Institute of Animal Science and Veterinary Medicine, Hubei Provincial Academy of Agricul-

tural Sciences, Wuhan, Hubei 430064)

Abstract : Porcine Reproductive and Respiratory Syndrome(PRRS) could destroy innate immune system of pigs,

made immune suppression and lead to secondary infection or mixed infection. In order to study the molecular

mechanism of PRRSV escaping host innate immune, various pathways of inhibiting the activation of type I in-

terferons and related signaling pathways to avoid the infection of PRRSV in pigs,so as to provide molecular ba-

sis for the prevention and control of PRRSV.
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