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[ Abstract] Objective To investigate the inhibitory effect of Cortex Mori on proliferation migration and the expres-
sion of matrix metalloproteinase-9 (MMP-9) in HepG2 cells in vitro and explore the molecular mechanism. Method Dif-
ferent concentrations of Cortex Mori serum were added into HepG2 medium respectively. Cell cycle assay was used to de-
tect the effect of Cortex Mori serum on proliferation of HepG2 cells. Migratory ability was examined by using a model of
wounding injury of confluent cultured cells. MMP-9 expression was detected by Western blotting. MMP-9 mRNA expres-
sion was detected by creverse transcription-polymerase chain reaction (RT-PCR). Results The treatment of medium dose
of Cortex Mori serum suppressed the proliferation of HepG2 cells,and blocked them at G1 stage. Compared with the con-
trol group, the migratory area was remarkably decreased(P<C0. 001). In addition showed that the expressions of MMP-9
at protein and mRNA level were significantly down-regulated (P<Z0. 001). Conclusion The proliferative and migratory a-
bilities of HepG2 cells could be inhibited by Cortex Mori serum, which may be related to down-regulating MMP-9 expres-
sions.
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