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Abstract ; [ Objective ] To investigate the effect of Ginkgo biloba extract (EGb761) on the growth
and invasion of glioma U87 cells and the molecular mechanism. [Methods] U87 cells were cul-
tured in vitro and treated with EGb761 of different concentrations (0,100,200,400mg/L) for dif-
ferent time (24h,48h,72h). The proliferation of U87 cells was detected with CCK-8 assay. Tran-

swell migration assay and flow cytometry were employed to determine the effect of EGh761 on in-
vasion and apoptosis of U87 cells,respectively. Changes of NF-kB,cyclin D1,iNOS and COX-2
expressions in U87 cells were detected by Western Blot. [Results] EGb761 inhibited the prolif-
eration and invasion of U87 cells and promoted its apoptosis. Western blot revealed that EGh761-
treated U87 cells significantly down-regulated the expression of NF-kB,cyclin D1,iNOS and COX-2.
[Conclusion ] EGb761 can significantly inhibit the proliferation and invasion of U87 cells,which
is associated with the regulation of NF-kB signaling pathway.
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Figure 1 Proliferation of U87 cells influence of
EGb761 by CCK-8 assay
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Figure 2 Influence of EGb761 on cell apoptosis in U87 cells

Figure 3 Influence of EGb761 on invasion in U87 cells
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Figure 4 Expressions of proteins related to NF-kB signaling pathway in U87 cells after treatment with different
concentrations of EGb761
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