2019 2023

Investigation of the efficacy of hydrogen gas on pulmonary capillary endothelial
cell injury
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Invasive acute respiratory distress syndrome (ARDS) is a highly lethal acute
condition characterised by bilateral pulmonary oedema and hypoxia. Various inflammatory mediators
are involved in the pathogenesis of ARDS, among which reactive oxygen species (ROS) play a direct
role in the expansion of pulmonary capillaries and increased vascular permeability. The present
study demonstrated that hydrogen-containing media can inhibit increased vascular permeability in a
model of human pulmonary capillary endotoxaemia after only 2 h of exposure. The mechanism was
postulated to be the inhibition of oxidative stress. Our results indicate that hydrogen
administration improves vascular permeability, which may facilitate the development of innovative
management and treatment strategies for acute conditions.
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