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Research progress on the mechanism of ferroptosis in neonatal acute lung injury

CHU Xiaoyun, CAI Cheng”
Department of Neonatology, Shanghai Children’s Hospital, School of Medicine, Shanghai Jiao Tong University, Shanghai 200062, China

Abstract: Acute lung injury is a common critical illness in neonates. Ferroptosis, a novel form of programmed cell

death, plays an important role in the process of acute lung injury by regulating iron homeostasis,, metabolism of ami-

no acid and lipid peroxidation. In-depth study of the mechanism of ferroptosis in acute lung injury may provide new

ideas for its prevention and treatment.
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