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ABSTRACT Objective: To investigate the relationship between the expression of RhoA and NF- kappa B and the proliferation and
invasion of ovarian cancer cells. Methods: The expression level of RhoA and NF- kappa B in the ovarian cancer cells A2780, SW626,
Skow3 and normal ovarian epithelium HOSEA by RT-PCR and Western blot; MTT method was used to determine the cell proliferation
ability, and the invasiveness of cells was detectd by transwell assay. Results: The expression of RhoA and NF-«B showed no significance
between three ovarian cancer cells, but they were obviously higher than those in the normal ovarian epithelial HOSEA(P<0.05). MTT ex-
perimental results show that at 24 h, 48 h, 72 h, 96 h, 120 h, the value of absorption of the overexpression of RhoA and NF- kappa B were
significantly higher than those of the control group (P<0.05). After RhoA transfection, the transmembrane cell counts of A2780, SW626,
Skow3, HOSEA were 33.56% 12.42, 56.21+ 9.53, 25.53% 11.89, 0, respectively, indicating that SW626 had the strongest invasiveness
(P<0.05). After NF-«kB transfection, the transmembrane cell counts of the A2780, SW626, Skow3, HOSEA were 22.53+ 12.57, 33.90+
10.12, 4591+ 9.02, 0, Skow3 cells had the largest number of penetrating cells (P <<0.05). Conclusions: The expression of RhoA and
NF-kB are increased in ovarian cancer cells, and the overexpression of RhoA and NF-kB can enhance cell proliferation and invasive-
ness.
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Fig.1 Expression of RhoA and NF- kappa B in A2780, HOSEA, SW626
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Table 1 Invasive ability measurement results after RhoA transfection

Cell group Invasive ability F P
A2780 33.56% 12.42
SW626 56.21% 9.53
87.516 0.000
Skow3 25.53+ 11.89
HOSEA 0
3 2 NF-«B BLEEEENNESER
Table 2 Results of invasive ability measurement after NF-kB transfection
Cell group Invasive ability F P
A2780 22.53+ 12.57
SWe626 33.90+ 10.12
13.414 0.002
Skow3 4591+ 9.02
HOSEA 0
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