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A novel synthetic bile acid derivative inhibits hepatitis B
virus infection at entry step by interfering with the
oligomerization of sudium taurocholate co-transporting

polypeptide (Antiviral Research, 2025).
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Oxidative stress sensor Keapl recognizes HBx protein to
activate the Nrf2/ARE signaling pathway, thereby inhibiting
hepatitis B virus replication (Journal of Virology, 2023).
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HCV infection induces ubiquitin-dependent degradation of
LATSI, inactivating the Hippo pathway and upregulating
transcription of the CYR61 and CTGF genes (Journal of

General Virology, 2026).
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Hepatitis C virus NS3/4A protease cleaves SPG20, a
key regulator of lipid droplet turnover, to promote lipid
droplet formation (Journal of Virology, 2025).
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Unusual G9P[4] rotavirus emerged after the dynamic changes
in rotavirus genotypes from equine-like G3 to typical human
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(Journal of Medical Virology, 2023)

SARS-CoV-2 papain-like protease inhibits ISGylation
of the viral nucleocapsid protein to evade host anti-
viral immunity

(Journal of Virology, 2024).
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