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Regulation of NS 398 on Expressions of VEGF and MMP-9 in Hepatocullar Carcinoma
SMMGC7721 Cdl Lines
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Abgtract :Objective  To explore the role of NS398 in angiogenesis and invasion in hepatocell ular carcino-
ma. Methods For dose dependent experiments, media containing various concentrations of NS398 (0,
25,50, 75 and 10 mol/L) were used. For time course experiments, media containing various concen-
trations of NS 398 were used, and the cell s were harvested daily for 3 days. The expresson of V EGF and
MMP-9 in SMMC-7721 cell s were determined by RT-PCR and flow cytometry method by the treatment
with NS398. Results NS398 sgnificantly inhibited cell proliferation in both time dependent and dose
dependent manner. Compared with control group, NS398 can inhibit COX-2, VEGF and MMP-9
expressonin SMMC 7721 cells in a dose and time-dependent. Conclusion  This study suggested that
NS 398 inhibited the expresson of VEGF and MM P-9 mRNA and proteinin SMMC-7721 cells.
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