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The V Protein of Avian Paramyxovirus Type 6 Antagonizes Beta Interferon Production of Host Cells
TIAN Zhi-ge, CHAI Hong-liang, HUA Yu-ping "
150040)

Abstract [ Objective] To study the mechanism of avian paramyxovirus type 6 V protein antagonizing beta interferon production. [ Method] The
study constructed the combine plasmids pCDNA-P, pCDNA-V, pCDNA-W for expressing protein P, V, W respectively. The 293T cells were
cotransfected with combine plasmids and report gene plasmids, after SeV stimulating, the firely luciferase and Renilla luciferase activities were
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determined. [Result] The V protein remarkably inhibited beta interferon production by decreasing the NF-kB activity. [ Conclusion] The study

clarified the mechanism of V protein antagonizing innate immunity of host cells preliminarily.
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