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Construction of SARS-CoV-2 cell-cell fusion model
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L Abstract] BN R

protein to detect the inhibitory activity of SARS-CoV-2 entry inhibitors.  Methods
EGFP-SARS2 was constructed to express both SARS-CoV-2 S protein and green fluorescent protein EGFP. The
recombinant plasmid PaAV-EGFP-SARS2 was transient expressed in 293T cells (293T/EGFP/SARS-2) and co-cultured
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To construct a non-infectious and visual cell-cell fusion model mediated by SARS-CoV-2 S

The recombinant plasmid pAAV-

with target cell Huh-7 to simulate virus infection of target cells. Fluorescence microscopy was used to observe and record
the fusion of cells at different times at 2,8,12,24 and 48 h. Meanwhile, the activity of SARS-CoV-2 entry inhibitor EK1
was evaluated on this model.  Results Fluorescence microscope observation of cell fusion after mixing 293T/EGFP/
SARS-2 and Huh-7 cells:fusion occurred 4 hours later,and large-scale fusion could be formed 24 hours later. The entry
inhibitor EK1 of SARS-CoV-2 can inhibit cell fusion in a dose-dependent manner,with an IC50 of (287=+1.78) nmol/L.

Conclusion Successfully constructed a non-infectious and low-cost SARS-CoV-2 inhibitor drug detection and screening
fusion model, which can screen natural small molecule compounds and provide a detection pathway for the development of
coronavirus
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Fig.1 Cell-cell fusion model construction process
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Fig. 2 Identification and transfection of recombinant plasmids
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Fig.3 293T/EGFP/ SARS2 with Huh-7 cell-cell fusion(10X )
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