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Protection by hydrogen therapy against oxidative stress induced various lung diseases
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Various lung injuries such as irradiation or anticancer drug induced injuries are
reportedly initiated and sustained by oxidative stress (reactive oxygen species:ROS),
especially hydroxyl radicals (-OH), which are the primary cause of the damage. As vet
no ideal ROS scavenge therapy has been established. Because H2 was recently reported
as an efficient antioxidant that diffuses rapidly across cell membranes, selectively
reduces -OH, and suppresses oxidative stress—induced injury with no known toxicity, we
studied the possibility that H2 could protect against irradiation or anticancer drug
induced lung damage. We show here that H2 scavenged -OH and protected against apoptotic
damage related to oxidative stress induced by irradiation and anticancer drug in lung
epithelial cells and in lungs of mice. H2 treatment will thus be valuable for protection
against oxidative stress induced various lung diseases
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