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Study on the mechanism of evading host immunity by UXT-V1 by type 4 dengue virus NSZA protein
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To investigate the mechanism by which the ND2A protein of type 4 dengue virus es-
In HEK-
293T cells,NS2A protein was overexpressed after infection with type 4 dengue virus,and the expression levels
of IFN-B,1L.-8 and ISG54 were detected by qPCR. NS2A protein was detected by luciferase reporter assay for
IFN-B. Interaction with NF-«B pathway; interaction of NS2A protein with UXT-V1 was detected by co-immu-

Abstract : Objective
capes host immunity through ubiquitously expressed transcript splice variant 1(UXT-V1). Methods

noprecipitation; nuclear localization of IRF3 and p65 was detected by nuclear protein extraction. Results The
type 4 dengue virus NSZA protein interacted with host UXT-V1. In addition, the type 4 dengue virus NS2A
protein inhibits mRNA levels of host IFN-8,11.-8 and 1SG54, blocks nuclear transfer of IRF3 and p65,and in-
hibits host IFN- and NF-«B pathways. Conclusion The type 4 dengue virus NS2A protein blocks the nuclear
localization of the host innate immune key factors IRF3 and p65 through the correlation with UXT-V1,inhib-
its the host IFN-B and NF-kB pathway,and finally reaches the goal of immune evasion.
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