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Secrectory expression of anaphylotoxin C3a in a podocyte strain
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[ Abstract |

present study, an anaphylatoxin C3a secrectory expression lentiviral system and a podocytes strain highly expressing C3a in a secretory

National Clinical Research Center of Kidney Diseases, Nanjing General Hospital of

Objective To pave the way for investigation of the roles of anaphylatoxin C3a in glomerular podocytes, in the

manner was constructed. Methods Anaphylotoxin C3a secretory expression unit was synthesized and cloned into a lentivirus expres-
sion vector. After the sequence was confirmed by direct sequencing, recombinant lentivirus was packaged in 293T cells. Infection of
HPC, a human glomerular podocytes cell line, with the recombinant lentivirus was carried out. Blasticidin resistant cell clones were
screened out. Significantly increased expression and secretion of anaphylatoxin C3a was proved by real-time PCR and enzyme linked
immunosorbent assay. Results An anaphylotoxin C3a secrectory expression lentiviral system was correctly established. A podocyte
strain highly expressing anaphylotoxin C3a in a secretory manner was obtained. Conclusion An anaphylatoxin C3a secrectory expres-
sion lentiviral system and a podocytes strain highly expressing C3a in a secretory manner were successfully constructed. The podocytes
strain was very useful for study of the function of C3a/C3aR axis in podocytes. The anaphylatoxin C3a secrectory expression lentiviral
system was also useful in study of the function and mechanisms of C3a in other cells.
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