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[ Abstract] Human enteroviruses belonging to Picornaviridae family are nonenveloped virus, which
contain a single positive-stranded genomic RNA. The viral genome has 5'-untranslated region (5'-UTR),
single open reading frame of encoding polyprotein precursor and 3'-untranslated region (3'-UTR). 5'-UTR
RNA contains an internal ribosomal entry site (IRES). When virus infect host, the IRES-mediated initiation

of translation enhance the translation of viral RNA, while at the same time host cell translation is shut off.

Research on the relationship between IRES and enterovirus is vitally important to antiviral treatment.
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