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Effect of IKK16 on proliferation and apoptosis of human glioblastoma cell line U87
Huang Minghuo

(Department o f Neurosurgery, Huanggang Municipal Central Hospital , Huanggang , Hubei 438000, China)

[Abstract] Objective

man glioblastoma cell line U87 and its possible mechanism. Methods

To investigate the effect of IkB kinases(IKK) inhibitor IKK16 on the proliferation and apoptosis of hu-
Human glioblastoma cell line U87 was cultured in vitro and
divided into 4 groups:blank group (without intervention treatment) ., control group(1% dimethyl sulfoxide),low dose IKK group
(70 nmol/L IKK16) and high dose IKK group(200 nmol/L IKK16). The MTT assay was used to detect the effect of IKK16 on the
proliferation of U87 cells at the low concentration and the high concentration. Western blot was used to investigate the effect of
IKK16 on the expression of p65,cyclinD1, caspase-3 and bcl-2. Results The U87 proliferation rate had no statistical difference be-
tween the blank group and the control group(P>>0. 05). Compared with the control group,IKK16 could significantly suppress the
proliferation of U87 cells (P<C0.05). At the same time, IKK16 significantly reduced the expression of p65,CyclinD1 and Bcl-2,and
increased the expression of caspase-3(P<C0. 05) with a dose-dependent manner. Conclusion IKK16 could suppress the proliferation

of human glioblastoma cell line U87 and promote the apoptosis.
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