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Elucidation of the pathogenesis of West Nile encephalomyelitis that focused on autop
hagy

KOBAYASHI, SHINTARO
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Autophagy is one of the intracellular protein degradation system that is implicate
d in elimination of denatured proteins and infectious microbes. It is expected that inhibition of autophag
y is cause of West Nile encephalomyelitis. In this study, we found that autophagy was inhibited by NS2B/3
that is non-structural proteins of WNV. We also found autophagy inhibited West Nile virus replication at t
he viral genome replication and gene expression stages.
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