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Effects of alantolactone on the apoptosis of human glioma cell line U251 cells
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[Abstract] Objective To explore the effect of alantolactone on the apoptosis of human glioma cell line U251 cells and its
mechanism. Methods Human glioma U251 cells were cultured in vitro, and then they were divided into blank control group,
experimental group I in which U251 cells were treated with 2.5 pmol/L alantolactone, experimental group Il in which U251 cells were
treated with 5.0 pmol/L alanolastone and experimental group Il in which U251 cells were treated with 10.0 pmol/L alanolastone. The
MTT assay was used to detect the proliferation of U251 cells and the apoptosis of U251 cells was detected by flow cytometry 24 hours
after the treatment with different doses drug. The protein expressions of phophoinositid—dependent kinase (PDK1), protein kinase B (Akt)
and glycogen synthase kinase—3p (GSK3pB) in the U251 cells were detected by Western blot. The expressions of ¢—=Myc and cyclin D1
mRNA were detected by RT—PCR. Results The results of MTT assay showed that the different doses of alantolactone effectively
inhibited the proliferation of U251 cells (P<0.05), and the inhibition rate of U251 cells proliferation increased with the increase of the
dose of alantolactone. Flow cytometry results showed that the apoptosis rates of the U251 cells were significantly higher in all the
experimental groups than that in the blank control group (P<0.05), and the apoptosis of U251 cells induced by alantoctone is
significantly dose—dependent (P<0.05). There were insignificant differences in the levels of PDK1, Akt and GSK3 protein expressions
in U251 between the experimental group and blank control group and among all the experimental groups (P>0.05), but the levels of
phosphorylated protein expression were significantly lower in all the experimental groups than that in the blank control group (P<0.05).
The results of RT-PCR showed that the levels of c—=Mye and cyclin D1 mRNA expressions in the U251 cells were significantly lower in
the all the experimental groups than those in the blank control group (P<0.05)and the down-regulation of the levels of c—=Myc and cyclin
D1 induced by alantolactone was significantly dose—dependent (P<0.05). Conclusion It is suggested that alantolactone can inhibit the
proliferation and promotes apoptosis of human glioma cell line U251 cells in a dose-dependent manner possibly by the regulation of the
expressions of the proteins related to PDK1/Akt/GSK3 signaling pathway and cell cycle factors.
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