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Abstract
nal tubular epithelial cells (HK-2). Methods: MTT assay was used to detect cell viability rate after treatment with 1, 2.5,
5.0, and 10.0 wmol/L antimycin A. The leakage of lactate dehydrogenase (LDH) was measured by LDH kit. The mito-

chondrion injury was observed by the electron microscopy. The activity of caspase-3 was measured by Western blotting. The

Objective: To investigate the occurrence and molecular mechanisms of antimycin A-induced ferroptosis in re-

LDH C11-BODIPY fluorescent probe was used to test the production of lipid ROS by flow cytometry. Results; MTT assay
showed that antimycin A markedly increased the death of HK-2 cells in a certain period of time and concentration. The leak-
age of LDH distinctly increased after treatment with antimycin A in HK-2 cells. After treatment with antimycin A for 2 h, the
characteristic mitochondrion injuries such as small mitochondria with condensed mitochondrial membrane densities and reduc-
tion of mitochondria crista were observed. The production of ROS detected by C11-BODIPY fluorescence probe was also in-
creased (P <0.05). The pre-treatment with deferoxamine or ferrostatin-1 prevented the LDH leakage, mitochondria injuries
and ROS increase without activation of caspase-3 (P <0.05). Conclusion: Ferroptosis participated in the hypoxia injuries in
renal tubular epithelial cells induced by antimycin A, which may be therapeutically targeted by ferroptosis inhibition.
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