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[YisEEI] 2019-11-15 [fEEBH] 2020-02-11 [ Abstract | Objective: To investigate the effect of
[E€TEH] “"HEFXARPFERELWHE (95 :81702555) hepatocyte growth factor (HGF) secreted by cancer-associated
[@ifEE] “BE B, E-mail;cblxjh@ fmmu. edu. cn fibroblast (CAF) on the proliferation of ovarian cancer SKOV3
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cells. Methods: Patients with ovarian cancer or other gynecological diseases undergoing oophorectomy in our hospital were
selected. Ovarian cancer tissue, paracancer tissue and normal ovarian tissue were collected. Immunohistochemical staining
was used to analyze the expression of a-SMA and Collagen I, CAF-specific markers, in ovarian cancer tissue, paracancer tis-
sue and normal ovarian tissue. Ovarian cancer SKOV3 cells cultured by the supernatant of HEC-1A, a CAF, were used for
Cell Counting Kit-8 (CCK-8) assay and colony formation assay. Inverted microscope was used to detect the proliferation of
HEC-1A supernatant-cultured SKOV3 cells. Enzyme linked immunosorbent assay ( ELISA) was used to detect the expression
of HGF in the supernatant of HEC-1A co-cultured with SKOV3 for 48 hours. Results: Results of immunohistochemistry
showed that the expression of a-SMA and Collagen I in ovarian cancer tissue was significantly higher than that in adjacent tis-
sue and normal ovarian tissue. Results of CCK-8 assay and clone formation assay showed that the proliferation of HEC-1A su-
pernatant-cultured SKOV3 cells significantly enhanced. Results of cytomorphology and immunofluorescence suggested that
HEC-1A promotes proliferation of epithelial-like SKOV3. ELISA results showed that HGF-1A expression significantly in-

creased in the supernatant of HEC-1A co-cultured with SKOV3 for 48 hours. Conclusion: CAF may promote the proliferation

of ovarian cancer cells by secreting HGF-inducing factors.
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Figure 4. Effect of HEC-1A Co-Cultured with SKOV3 on Morphological Changes of SKOV3 Cells
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