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[ Abstract ] Objective To construct and identify a recombinant lentivirus vector containing high expression of caveolin—1
Methods
digestion and PCR. Positive clones were identified and sequenced-to construct a recombinant lentivirus with high expression of

(Cav-1)gene. Cav-1 gene was cloned into lentivirus vector GV287, and then identified by restriction enzyme
Cav-1. After Cav—1 recombinant lentivirus was transfected-into 293T cells, the effect of lentivirus transfection was detected by
fluorescence, the expression of Cav-1 protein was detected, /by Western blot. Meanwhile,C57BL6 mice were transfected with
Cav-1 recombinant lentivirus, and the expression of Cav—1 in lung tissue of the mice was detected by immunohistochemistry.
Results Restriction enzyme digestion, PCR amplification and sequencing of positive clones suggested that Cav—-1 recombinant
lentivirus was constructed correctly. Fluorescence assay and Western blot both indicated the expression of the target gene in
293T cells transfected with Cav—1 recombinant lentivirus. Immunihistochemistry showed that Cav-1 was strongly expressed in
lung tissue of the mice. The titer of recombinant lentivirus was 1.3 x 10%copies/ml, which was up to the available standard by
RT-PCR.

[ Key words ] Caveolin=1

Conclusion The recombinant lentivirus vector of Cav-1 has been successfully constructed by this method.

Recombinant lentivirus vector Acute lung injury
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