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We have previously shown that the host protease TMPRSS2 activates a wide
variety of respiratory viruses and is responsible for the activation of influenza viruses in vivo.
In the present study, we analyzed the activation of SARS-CoV-2 by TMPRSS2 and the inhibition of
TMPRSS2 and SARS-CoV-2 infection by HAI-2. SARS-CoV-2 infection was markedly enhanced by TMPRSS2
expression. On the other hand, TMPRSS2-mediated SARS-CoV-2 infection was inhibited by HAI-2 in a
dose-dependent manner. Knockdown of HAI-2 from cells resulted in a 10-fold increase in the number of
viral genome copies detected
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