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Abstract: Objective To study MPP + induced ferroptosis in PC12 cells. Methods The cell viability was detected and the optimum

concentrations of Ferrostatin-1 were screened by MTT assay; the protective effect of Ferrostatin-1 on PC12 cells were by inverted
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microscope observation, the cell autophagy were inspected by MDC staining; caspase-3 enzyme activity were tested by ELISA method,

the intracellular ROS was analyzed by ROS assay kit. Resluts The results manifested that 1 mmol - I.”' MPP + had obvious inhibitory

effect on PC12 cells. 5 wmmol + L™' Ferrostatin-1 can obviously improve the survival rate of PC12 cells. After Ferrostatin-1 incubation,

the injury on PC12 cells were significantly reduced. MDC staining exhibited that the protection effect of Ferrostatin-1 on the autophagy

of PC12 cells induced by MPP + was not obvious. Caspase-3 activity tests showed that the protection effect of Ferrostatin-1 on the apop-

tosis of PC12 cells induced by MPP + was not remarkable. The intracellular ROS was increased significantly, which lead to oxidative

stress. And incubation with Ferrostatin-1 can reduce the intensity of fluorescence. Conclusion Ferrostatin-1 can significantly inhibit

PC12 cells injury induced by MPP + ,and the effect of Ferrostatin-1 on autophagy and apoptosis is not significant. It assumed the exist-

ence of ferroptosis on the model of MPP + damaged PC12 cells.
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