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Effects of Salinomycin on Proliferative, Invasive and Metastatic Abilities
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Abstract To investigate effects of salinomycin on the proliferative, invasive and metastatic abilities of
hepatoma cell line HepG2 in vitro and analyze the possible mechanisms, MTT was used for determining the prolif-
erative abilities of HepG2 and human normal liver L02 cells. The cytoskeleton was observed using confocal laser
scanning microscopy after F-actin staining by FITC-labeled phalloidin. The invasive and migratory abilities were
detected by Transwell assay. The protein expressions of B-catenin, MMP-2 and MMP-9 at protein levels were eval-
uated by Western blot. The results showed that the treatment of L02 cells with salinomycin (0~8 umol/L) for 24 h

and 48 h had no significant effects on cell viability. However, treatment of similar doses of salinomycin suppressed
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the growth of HepG2 cells in a time and concentration dependent manner. HepG2 was treated by salinomycin

(1, 4 umol/L) for 24 h before invasive and migratory abilities were examined. Compared with that in the control

group, the number of invasive and migratory cells was remarkably decreased (P<0.05), the structure of F-actin

microfilament cytoskeleton was significantly changed. In addition, immuno-blot showed that the expressions of

B-catenin, MMP-2 and MMP-9 at protein levels were significantly down-regulated (P<0.05). The results suggested

that the proliferative, invasive and migratory abilities of hepatoma cells could be inhibited by salinomycin, which

may be related to down-regulating the protein expressions of B-catenin, MMP-2 and MMP-9.
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Fig.1 The effect of salinomycin treatment on proliferation of HepG2 cells(x+s, n=5)
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A: control group; B: 1 pmol/L salinomycin treated group; C: 4 umol/L salinomycin treated group.
F2 HEZXTHepG24HBEAF-actindIF2 M@ (FITC-phalloidinZ: &, 400x)
Fig.2 Effect of salinomycin on F-actin of HepG2 cells(FITC-phalloidin staining, 400x)
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Fig.4 Effect of salinomycin on the migratory and invasive capability of HepG2 cells(crystal violet staining, 200X)
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A: effect of salinomycin treated for 48 h on the expression of related proteins in HepG2 cells; B: effect of salinomycin on the expression of related

proteins at different time in HepG2 cells.
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Fig.5 Related protein expressions detected by Western blot
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