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[ Abstract | Objective: To investigate the effect of HSC conditional medium on hepatocellular carcino-
ma cells (HCC) epithelial-mesenchymal transition. Methods: HCCs were cultured in HSC condition-
al medium, and their migration and invasion were detected by methods of cell wound healing and tran-
swell chamber assay. Besides, laser scanning confocal microscopy (LSCM) and western blot were also
adopted to detect expressions of E-cadherin (the epithelial marker), and N-cadherin and Vimentin
(the mesenchymal markers) of HCCs cultivated in conditional culture medium. Snail, the nuclear
transcription factor, was also detected by western blot under conditional cultivation. Results; Com-
pared with HCCs cultivated in conventional culture medium, the ability of migration and invasion of
HCC cultivated in conditional culture medium was significantly enhanced (P <0.05), the expression
of E-cadherin downregulated, the expression of N-cadherin and Vimentin upregulated in and the ex-
pression of snail upregulated (P <0.05). Conclusion: Conditional medium of HSC conditional medi-
um can promote HCC epithelial-mesenchymal transition.
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Fig.1 Migration of SMMC-7721 cells cultured with

regular medium or conditional medium
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Fig.2 Invasion of SMMC-7721 cells cultured
with regular medium or conditional

medium for 24 ~28 h
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Fig.3 The expression of E-cadherin, N-cadherin and Vimentin in SMMC-7721 detected by immunofluorescence
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Fig.4 The expression of E-cadherin, N-cadherin,
Vimentin and snail in SMMC-7721
cells detected by Western blot
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