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Abstract: Porcine reproductive and respiratory syndrome (PRRS) ,caused by porcine reproductive
and respiratory syndrome virus (PRRSV) ,is a major infectious disease leading to the most eco-
nomically loss in swine industry. Research shows that PRRSV virion invade host cells via three
entry mediators (HS,Sn,CD163). PRRSV can inhibit host immune response by inhibiting innate
immunity and delaying neutralizing antibody, resulting in persistent infection. Resistance breeding
can improve natural immunity, mainly by means of direct selection, indirect selection and trans-
gene. In this paper, the research status of PRRSV pathogenesis and resistance breeding has been re-
viewed, and the development of novel resistance approaches to PRRSV are also proposed.
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A. PRRSV virion attaches to heparan sulphate present on the macrophage surface; B. Subsequently, the virus binds

to the sialoadhesin receptor; C. Upon attachment to sialoadhesin, the virus-receptor complex is internalized into the
endosome; D. The viral genome is released into the cytoplasm via CD163
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Fig. 1

Model of PRRSYV entry into the porcine alveolar macrophage
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Table 1 Overview of the cell receptor involved in PRRSV infection of PAM
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