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reoxygenation injury in brain microvascular endothelial cells
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Abstract: Objective To explore ligusticide in alleviating OGD/R injury in BMECs from the perspective of ferroptosis. Methods
OGD/R model was constructed in vitro, the contents of reduced GSH, GPX-4, 4-HNE, and iron were detected by ELISA. The changes
of lipid ROS level was detected by flow cytometry. The protein expression levels of GPX-4 and SLC7A11 were detected by Western
blotting. Results Compared with model group, ligustilide groups and the Fer-1 group could significantly increase the contents of
GPX-4 and GSH, and protein expression levels of SLC7A11 and GPX-4, the contents of 4-HNE, ROS and iron were significantly
reduced (P < 0.05, 0.01). Conclusion Ligustilide can improve the damage of cerebral microvascular endothelial cells caused by
hypoxia/reoxygenation by inhibiting ferroptosis.
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Fig. 1 Effect of ligustilide on the content of GPX-4, GSH and 4-HNE in OGD/R-injured BMECs:s ( Xts,n=6 )
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Fig. 2 Effect of ligustilide on the ROS level in OGD/R-injured BMECs ( %200)
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