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Dihydroartemisinin induces apoptosis in GL261 glioma cells

Yin Yi, Cao Liu, Li Fei, Chen Tunan, Ge Hongfei, Fu Chuhua, Li Zhao, Lan Chuan, Feng Hua (Department of Neuro-
surgery, Institute of Neurosurgery, Key Laboratory of Neurotrauma Prevention and Treatment, Third Military Medical University, Chongging,
400038, China)

[ Abstract | Objective To investigate the role and mechanism of dihydroartemisinin in inducing
apoptosis in glioma GL261 cells. Methods GIL.261 cells were treated with different concentrations of dihydro-
artemisinin (0, 30, 60 and 90 pwmol/L). The morphological changes of GL261 were observed by an inverted
microscope, and the viability of GL261 cells was measured by CCK-8 assay. Annexin V Pl assay was used to
study the percentage of apoptotic GL.261 cells. Laser scanning confocal microscopy was applied to examine the
expression and subcellular localization of activated caspase-3 in the GL261 cells, and Western blotting was
carried out to detect the expression of activated caspase-3 and Bel-xL. Results  Dihydroartemisinin reduced
the viability and induced apoptosis of GL261 cells in a dose-dependent manner (P <0.05). Treatment with
30 wmol/L dihydroartemisinin for 12 h could induce the activation of caspase-3 and co-localization with the
nucleus in GL261 cells. Dihydroartemisinin could up-regulate the level of activated caspase-3 and down-regulate
the level of Bel-xL in G1.261 cells in a dose-dependent manner (P <0.05). Conclusion Dihydroartemisinin
induces apoptosis in GL261 cells. Anti-apoptotic protein Bel-xL. and the executor caspase-3 are involved in this
process.

[ Key words | dihydroartemisinin; glioma; G1.261 ; apoptosis
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