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Chromosome tethering mechanism of latently infected Epstein-Barr virus genome
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Epstein-Barr virus (EBV) genome is stably maintained in EBV-infected cells. EBV
genomes are maintained as circular double-stranded DNA molecules without being integrated into cellular
chromosomes. Our study revealed a molecular mechanism by which viral protein EBNAL, a key molecule
required for the chromosome tethering of viral genomes, localizes onto host chromosomes. Furthermore, out
study demonstrated that EBV-encoded microRNAs strongly suppress the expression of a cellular gene NDRG1,
which is specifically expressed in epithelial cells. These results should contribute to further
understand the mechanisms of EBV latent infection and viral carcinogenesis.
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