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[Abstract] Objective To investigate the protective effect of Icariin on hypoxia/reoxygenation(H/R) in-
jury of astrocytes. Methods The effects of 7 different concentrations of Icariin culture solution on the 24 h
cell activity of normally cultured astrocytes were determined by the CCK-8 method,and the safe concentration
range was screened out. The astrocytes were divided into the control group, H/R group and Icariin group. The
H/R group and Icariin group adopted the method of serum reoxygenation and reglucose culture method after
serum-free hypoxia and glucose deficiency to construct the H/R astrocyte model, on this basis the Icariin
group used the safe use concentration of Icariin to conduct the intervention. The cell activity in each group was
detected by the CCK-8 method. The optimal Icariin effective concentration was screened out. The levels of lac-
tate dehydrogenase (LDH) ,superoxide ( * O, ) and superoxide dismutase (SOD) in cells of each group was
detected. The level of reactive oxygen species (ROS) in each group was detected by H2DCFDA fluorescence
probe,the level of mitochondrial membrane potential was measured by JC-1 fluorescence probe.and the apop-
tosis of cells in each group was detected by flow cytometry. Results Among the 7 concentrations of Icariin
groups,there was no statistically significant difference in cell activity between 3. 8,7.5,15. 0 pmol/L Icariin
groups and control group (P >>0. 05). Compared with the control group,the cell viability in the H/R group
was decreased (P<C0. 05) ;compared with the H/R group,the cell viability in the 3.8,7.5 and 15.0 pmol/L
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Icariin groups was increased (P <C0. 05) ,moreover showing the dose-dependent trend. Therefore,15. 0 pmol/L

was determined as the best effective concentration. Compared with the control group, LDH, « O, and intra-

cellular ROS levels in the H/R group were increased significantly,the SOD activity was decreased, the mito-

chondrial membrane potential was decreased and the number of cell apoptosis was increased (P <0. 05). Com-

pared with the H/R group.the levels of LDH, * O,

and intracellular ROS in the Icariin group were signifi-

cantly decreased,the activity of SOD was increased,the mitochondrial membrane potential was increased and

the number of cell apoptosis was decreased (P <C0. 05). Conclusion

Icariin could reduce the damage of astro-

cytes and the cellular oxidative stress response caused by H/R,and reduce the cell apoptosis.
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