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Abstract: The RNA genome of coronavirus contains multiple open reading frames, coding for
structural proteins, non-structural proteins, as well as accessory proteins. The accessory proteins of
coronavirus are species specific, and the amounts of accessory proteins differ between the species.
Coronavirus accessory proteins are not necessary for viral replication, but some of them are involved
in the host immune response, viral pathogenesis and virus virulence. Research on coronavirus
accessory proteins will provide new potential targets for the development of therapeutic drugs and
theoretical guidance for disease prevention and treatment. In this paper, the functions of several
representative accessory proteins of coronaviruses are reviewed. It focuses on the relationship between
accessory proteins and virus-host interactions, including the role of accessory proteins in promoting
host cell apoptosis, host innate immune regulation, and pathogenicity in the host. This will help to
investigate the infection and pathogenesis of coronavirus, and provide reference for developing new

vaccines and antiviral drugs.
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Fig.1 Genome structure of coronavirus
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Table 1 The quantity and main functions of coronavirus accessory proteins
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