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PKD3 contributes to up-regulation of uPAR expression in HEK293 cells”
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Abstract: Objective
293 cells. Methods HEK293 cells were transfected with pEGFP-C2 or pEGFP-PKD3 plasmid followed by PMA treatment for 24h,
mRNA levels of PKD3 and uPAR were then analyzed by RT-QPCR using 224 method. Furthermore, HEK293 cells were trans-
fected with pEGFP-C2 or pEGFP-Beta-Catenin and then treated with PMA for 1h,cells were harvested and possible interaction of
PKD3 with Beta-Catenin was measured by Immunoprecipitation assay. Results uPAR mRNA level triggered by PMA was dramat-
ically increased in HEK293 cells transfected with pEGFP-PKD3 compared with cells transfected with pEGFP-C2. Meanwhile, inter-

action of Beta-Catenin with PKD3 was enhanced in response to PMA stimulation manifested by Immunoprecipitation. Conclusion

To explore the functional role and mechanism of PKD3 on uPAR expression in human embryonic kidney

PKD3 may up-regulate uPAR expression through Beta-catenin in HEK293 cells.
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