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(Abstract] This paper tried to have an in—depth analysis of its basic composition, genetic traits, receptor characteristics,
protein cleavage sites, mechanism of entering host cells and characteristics of cytokine storm of this novel coronavirus SARS-CoV-
2, and its differences with SARS virus (SARS—CoV) in 2003, to provide some inspiration for the research and development of drugs
for prevention and treatment of COVID-19.
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