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Objective To construct a non-infectious, visualized HIV cell-cell fusion model for testing the inhibitory ac-
tivity of HIV-1 entry inhibitors on clinical strain SC42. Methods By inserting the HIV-1 SC42 env gene into the plas-
mid pAAV-IRES-EGFP,a eukaryotic expression plasmid that can simultaneously and separately express HIV-1 SC42 env
and GFP was obtained,and 293T cells were transfected to express these two proteins simultaneously (293T/SC42/EG-
FP) ,as effector cells mimicking HIV virus,co-cultured with target cells TZM-b1l,and observed cell fusion and the forma-
tion of syncytia. The effect of this cell fusion model was tested using the classical HIV-1 entry inhibitors C34 and T1144.

Results After mixing effector cells 293T/SC42/EGFP and target cells TZM-bl cells for 2 hours.obvious cell fusion
phenomenon can be seen under the fluorescence microscope;after 24 hours,syncytia can be formed. HIV-1 entry inhibi-
tors C34 and T1144 can inhibit cell fusion with IC;, of 6004 6. 22 nmol/L and 4445. 88 nmol/L,respectively.  Conclu-
sion A screening model for HIV-1 entry inhibitor drug detection was successfully constructed. The construction of this
model does not need to be completed in the P3 biosafety laboratory,and the operation is simple,convenient and non-infec-

tious.
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Fig. 1 Plasmid construction of pAAV-IRES-EGFP-SC42
and env expression identification
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Fig.2 HIV SC42 env mediated cell-cell fusion
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A Green fluorescence field of fused cells B Nucleus stained

with DAPI C Overlapping pictures of green fluorescence and DAPI
D Bright-field of fused cells.
Fig.3 Nuclear staining of fused cells
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Fig. 4 Inhibitory activity of HIV entry inhibitor on env-mediated
cell-cell fusion model of SC42
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