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Construction and expression of recombinant plasmid pEGFPC1 -uPAR in Pam 212

cells

GAO Qiang-guo, FU Gang, ZENG Yi-jun, YANG Tian ( Department of Cell Biology , College of Medicane, Third Military Medical

University, Chongging 400038, China)

Abstract; Objective To construct the eukaryotic expression plasmid of pEGFPCI -uPAR gene and ex-
plore the effect on the proliferation and invasion ability of Pam 212 cells. Methods The human uPAR ¢DNA
was cloned by PCR, and inserted into the eukaryotic expression plasmid pEGFPC1. Afler identification of se-
quencing, the reconstructive plasmid was transformed transiently into Pam 212 cells, then the cell growth and
the invasion ability were evaluated. Results The reconstructive plasmid of pEGFPC1 -uPAR was validated by
sequencing. The reconstructive plasmid can promote the growth of Pam 212 cells and enhance the invasion abil-
ity. Conclusion The pEGFPCI -uPAR plasmid was constructed successfully and uPAR was confirmed to pro-

mote the growth and the invasion ability of Pam 212 cells, which lay the foundation for further studies of uPAR

in vivo.
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