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Fig. 1 The cells and receptors involved in innate immunity
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Table 1 ~ Correlation between the mucosal innate immunity and porcine interferon
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Overview on interferon in the mucosa immune response of pig mucosal
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Abstract The animal mucosal immune system serves as the material basis of the immune response, and plays an important role. The
vaccine is induced by the mucosal antibody derived from the mucosal immune system, followed by the activated systemic immune response.
The interferon acts as a potential mucosal immune adjuvant involved in many biological functions, such as antivirus and immune regulation.
This paper reviews the correlation between the mucosal innate immunity and the porcine interferon, focusing on the immunomodulatory roles
of the mucosal immune system, the porcine interferon signaling pathway and the immunologic adjuvant, to provide a reference for the
development of the porcine interferon as a mucosal immune adjuvant.
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