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Ovarian carcinoma is the most deadly and leading cause of Figure 2. The functional role of E2 in EMT on BG-1 ovarian Figure 4. The effects of Progesterone on the expression of
cancer death occurring in the female reproductive tracts. 17p- cancer cells. BG-1 cells were treated with 0.1% DMSO as a Cell cycle related genes and un-differentiation cell marker.
estradiol (E2) has long been considered as one of the effective vehicle. A, BG-1 cells were treated with vehicle (Cont) or 10’ M BG-1 cells were treated with E2 (108 M) as a vehicle. The
causes of ovarian cancer through its actions via estrog.en E2 for 48 h. Morphological changes were. obse.rved by effects of Progesterone (100 M, 10% M, 10 M) was
receptors (ERs). In contrast, progesterone (P4) offers protective microscope. B, The effects of E2 (10 M) was investigated on . . .

effect against ovarian carcinogenesis. We predicted that P4 would the expression of EMT markers in BG-1 cells by western blot. C, mvest.lgated on .the CAPTESSIon (,)f (A, B) cell cycle related genes
inhibit the metastasis of BG-1 human epithelial ovarian cancer Confluent monolayers of BG-1 cells were wounded with a (Cyclin D, Cyclin E, p27, p27) in BG-1 cells by western blot (C
cells, which was induced by E2. In the present study, we uniform scratch, washed to remove cell debris, and cultured for D) un-differentiation cell marker (Oct-4, Sox-2 and Nanog) in
confirmed that E2 increased BG-1 cell viability in a dose- indicated times in the presence of vehicle (Cont) or E2 (108 M) BG-1 cells by western blot.

dependent manner, while the effect of E2 was inhibited by the co-
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the growth of human ovarian cancer cells and metastasis via
regulation of PR. Therefore, the hormone therapy using P4 may
be a clinically effective tool for the treatment of human epithelial
ovarian cancer.
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3 o EE 1 Figure 3. The effects of Progesterone on the expression of EMT ovarian cancer cells. A, B The effects of P4 was
L su-J_ QT l related genes. BG-1 cells were treated with E2 (10 M) as a investigated on the migratory and invasive ability in BG-1
P\ F &l vehicle. The effects of Progesterone (10-1° M, 10 M, 10° M ) was cells by wound healing assay and invasion assay. C, The
S 8 ® 8 8 Concentration (M) investigated on the expression of (A, B) EMT specific marker (E- effects of P4 was investigated on the expression of (C)
Concentration (WD cadherin and N-cadherin) in BG-1 cells by western blot and RT- invasion related marker (MMP-9 and Cathepsin B) in BG-1
PCR. (C, D) EMT regulator genes (snail and slug) in BG-1 cells by cells by western blot. BG-1 cells were co-treated with
C RU-486 effect on BG-1 cells proliferation western blot and RT-PCR. E2+P4 and RU-486, (D) PR expression in BG-1 cells was
0 investigated by (E) RT-PCR and (F) Immunocytochemistry.
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