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Abstract : [ Objective ] To explore the effects of cancer-associated fibroblasts(CAF) on invasion a-
bility of epithelial ovarian cancer cells(EOC). [ Methods] Normal human ovarian fibroblasts(NOF)
and CAF were primarily cultured and the conditioned mediums (CM) of normal human ovarian fi-
broblast(NOFem) and CAF(CAFem) were collected. Ovarian cancer SKOV3 cells were treated with
serum free medium(DMEM),NOFem or CAFem to induce epithelial-mesenchymal transition(EMT).
EMT markers E-cadherin and Vimentin were detected by Western blot after SKOV3 cells were
treated. Cell invasion ability was measured by Transwell chamber and three-dimensional cell cul-
ture. [Results] After treatment with CAFems,SKOV3 cells had loose connections,part of the
cells was spindle shaped; the E-cadherin protein level was down-regulated and Vimentin was up-
regulated. Transwell assay showed that the migration and invasion of SKOV3 cells treated with
CAFem (284.00+32.86 ) were significantly increased , compared with NOFem group(116.60+14.22)
and DMEM group (60.60+11.72)(P=0.000374 and P=0.001258,respectively). In three-dimensional
culture models,clone spheres were formed in CAFem group and in NOFem group,but not in
DMEM group. The clone spheres in CAFem group were bigger and more aggressive than those in
NOFem group; and the number of clone spheres in CAFem group(37.75+1.70) was significantly in-
creased compared with NOFem group(14.50+1.29)(P<0.001). [ Conclusion ] CAF induces the EMT of
ovarian cancer cells,which thereby promotes the invasiveness of ovarian cancer cells in vitro.
Subject words:ovarian neoplasms;cancer-associated fibroblast;epithelial-mesenchymal transition;
invasion
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A : Cell morphology of ovarian cancer cell line SKOV3;B:Cell morphology of SKOV3 treated
by CAFem for 2 passages(100x).

Figure 1 Cell morphology of ovarian cancer cells(x100)
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A:Western blot analysis for E-cadherin and Vimentin proteins’ expression; B:Relative grey

Figure 2 E-cadherin and Vimentin proteins’ levels in SKOV3 treated by different

mediums after 48h
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Serum free medium of DMEM group NOFem group CAFem group

Figure 3 Cell invasion was measured by transwell assay(100x)
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