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ABSTRACT Objective: To determine whether the FAP promotes the ability of proliferation, invasion and migration of HO-8901PM
cells by the RhoA/ROCK, Rac1-GTP enzymes. Methods: by detection of FAP using the transwell assay, MTT assay and migration assay,
RhoA /ROCK, Rac1-GTP on ovarian cancer cell line HO-8910PM proliferation, invasion and migration. Results: 1, MTT, migration and
invasion experiments confirmed with Y-27632 inhibited RhoA / ROCK pathway can promote ovarian cancer cell proliferation, migration
and invasion, FAP facilitating role was enhanced when combined with Y-27632. 2, MTT method, migration and invasion experiments
confirmed NSC23766 inhibited Racl pathway to inhibit ovarian cancer cell proliferation, migration and invasion, the promoting role of
FAP was weakened when combined with NSC23766. Conclusions: 1. RhoA / ROCK pathway inhibition of HO-8910PM cell
proliferation, migration and invasion; Rac1-GTP promote HO-8910PM cell proliferation, migration and invasion.2. not by RhoA/ ROCK
but Rac1-GTP signaling pathway, FAP plays a role in HO-8910PM cells proliferation, migration and invasion.
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