Hyperoxia Induced loss of Electron Transfer Chain
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Bronchopulmonary dysplasia (BPD) 'is an 9304 of proteins had CVs <20%). Figure 2
intractable lung disease affecting up to 40%  ghows the number of identifications from 12

newborns who require exposure to

supplemental oxygen i.e. hyperoxia (HO) for

survival. HO overwhelms the immature IIIIIIII

changes that may causatively link to functional deficits
underlying arrested alveolar formation in this neonatal
hyperoxia BPD model. Our team is further investigating
key pathways as potential therapeutic targets or

biomarkers.
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map (Figure 1). Raw files were processed in functional pathways including mitochondrial : T
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(directDIA+). oxidative phosphorylation (OxPhos) (Figure 3 Figure 4: Enrichment pathways. Proteins were significantly
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