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Study on the Pathogenesis of Picornaviruses

ZHANG Feng et al  (College of Veterinary Medicine, Gansu Agricultural University, Lanzhou, Gansu 730070)

Abstract  Many RNA viruses could control the life actions of the target cells by self nucleotide sequences or viral protein products after infecting
the host cells. And the infected cells could beat back limitedly on the infecting viruses by their own regulation system. The phenomenon was re-
garded as the defense mechanism of host cells against the infection of picornaviruses. The interaction mechanism between infection and resistance
could be realized by signal interference of some viral proteins to cells or the plug of virus copy path by the cell factors that were translated and
synthesized by cells. Though the upstream events of these signal pathways were different, but the final effects that made cell collapse or suicide
with the infecting virus were consistent. In addition, some viral proteins could suppress the cell programmed death and inhibit the cell death after

virus infection to form the persistent infection with the coexistence between viruses and host cells.
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