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[ Abstract |

podocytes strain over-expressing C3aR was constructed. Methods C3aR expression unit was designed , synthesized and then cloned in-
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Objective To investigate the function and pathological significance of C3aR in the cells,in the present study,a

to the multi-clonal site of pLenti6. 3-MCS-IRES2-EGFP, a lentivirus expression vector. After identification by sequencing, recombinant
lentivirus was packaged by using pLenti6. 3-C3aR-IRES2-EGFP and packaging plasmid in 293T cells. Then, the recombinant lentivirus
was used to infect HPC,a cell line of human glomerular podocytes. After screening in medium with blasticidin, blasticidin resistant cell
clones were obtained and then identified by real-time PCR and immunochemical staining for the expression of C3aR. Results The
C3aR expressing vector pLenti6. 3-C3aR-IRES2-EGFP was successfully constructed; The recombinant lentivirus LV-C3aR was success-
fully packaged; A Cell strain of glomerular podecytes over-expression C3aR was established. Conclusion The present study success-
fully constructed a C3aR expression vector pLenti6. 3-C3aR-IRES2-EGFP and a C3aR over-expression podocytes strain HPC-C3aR,
which is very useful in further study of the function of C3aR not only in renal tubular epithelial cells,but also in other type of cells.
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