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The influence of CM pathway AEA in human glioma U251 cell proliferation and apoptosis
WEN Zhihua ,MA Chao ,YUAN Xianhou,] IANG Pucha ,L1 Zhigiang

(Department of Neurosurgery ,Zhongnan Hospital \Wuhan University ,Wuhan , Hubei 430071 ,China)
Abstract: Objective To investigate the role of ceramide pathway in cell proliferation and early apoptosis induction in U251 gli-
oma cell after cannabinoid receptora agent anandmide( AEA) treatment. Methods U251 gliom cells were treated with AEA(1—10
pmol/L) , Ceramide(5—20 pmol/L)and fumonisin B1(FB1) (10 pmol/L) pretreatment. The growth inhibition rate of U251 was in-
vestigated by MTT assay. The early events of the apoptosis were measured by flow cytometry using annexin-V/propium iodide(PI)
double staining method. Results Different concentrations of AEA inhibited the proliferation of human glioma U251 cells,and had
synergistic effect with CM by FB1(10 pmol/L) pretreatment for 24 h. After exposure to AEA(10 pmol/L)for 24 h, U251 glioma
cells could undergo the early cell apoptosis which was affected by FB1(10 pmol/L). Conclusion AEA through the CM de novo
synthesis pathway.and CM concentration was lazy in collaboration, thus inhibiting human glioma U251 cell proliferation and induce
early apoptosis.
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