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ABSTRACT Objective: To investigate the effect of TGF-B1 on the proliferation, migration and invasion of ovarian cancer cell line
A2780. Methods: Ovarian cancer cell line A2780 were treated with different concentration (0, 2, 4---20 ng/mL) of TGF-B1 for different
time (12, 24---72 h) in vitro. CCK-8 cell counting assay was used to detect the proliferation ability. A proper treatment concentration and
time was chosen depending on the proliferation assay results, then wound healing assay was used to examine the cell migration ability
and transwell assay was employed to determine the migration and invasion ability of ovarian cancer cell line A2780. Results: Compared
with the blank control group, TGF-B1 could significantly promote the proliferation of ovarian cancer cell line A2780 in a
dose-/time-dependent manner(P<0.05). The wound healing assay showed that the A S% /h of TGF-B1 treated group was obviously higher
than that of the blank control group (P<0.05). The Transwell migration assay showed that the OD570 of TGF-B1 treated group was higher
than that of the blank control group(P<0.05). Compared with the blank control group, transwell invasion assay showed that the OD570 of
TGF-B1 treated group was much higher (P<0.05). Conclusions: TGF-1 could significantly promote the proliferation of ovarian cancer
cell line A2780 in a dose-/time-dependent manner. It could also enhance the migration and invasion ability of ovarian cancer cell line
A2780.
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Fig.1 The effect of TGF-B1on the proliferation of ovarian cancer cell A2780
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Fig.2 The effect of TGF-B1 on the migration of ovarian cancer cell A2780; *P<0.05
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