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ABSTRACT Opbjective: To study the relationship of integrin 31, urokinase-type plasminogen activator receptor (uPAR) and
fibroblast activation protein (Fibroblast Activation Protein, FAP) in promoting invasion, migration, proliferation of ovarian cancer cells.
Methods: 1) Co-immunoprecipitation was used to detected to whether integrina3@1 uPAR was a trimer of HO-8910PM; 2) Transwell
invasion assay, migration assay and MTT assay were to detect the impact on the invasion, migration and proliferation of HO-8910PM,
which imposed by inhibition of integrin «381, uPAR alone and with combined effects of FAP; 3) Inhibition of integrin a381, uPAR, and
then give FAPa on HO-8910PM invasion, migration and proliferation. Results: 1)Integrin a3f1, uPAR in HO-8910PM expression of
extracellular same position; 2) Inhibiting integrin «3B1 can inhibit HO-8910PM invasion, migration, proliferation, and can inhibit the
FAPq' function; 3) PAI-1 inhibition of uPAR, the ability of HO-8910PM invasion, migration, proliferation reduced and didn't have any
significant changes on the FAP«' function. Conclusions: Integrina331 and uPAR in HO-8910PM is a complex, FAP« in the extracellular
pass through integrin a3 1 signal into the cell rather than through uPAR, integrins a331 by uPAR connected with tumor cells.
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