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Background

Biosafety level-3 (BSL-3) facilities are a necessary safety measure to investigate the SARS-CoV-2 virus
but also limit the pace of elucidating the mechanisms that lead to the hyperinflammatory response
and acute lung injury in some patients with COVID-19. One solution is to develop a non-infectious
model for COVID-19. The SARS-CoV-2 spike protein is a promising candidate for such a model as this
viral component binds ACE2 to initiate endocytosis into the respiratory epithelium. Prior studies
established the basis for this idea, showing that the spike protein alone can be internalized into cells
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