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Advances on hyperbaric oxygen therapy for keloid
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Abstract: Keloid is a common, refractory problem. Comprehensive regimens are currently accepted to improve its curative

effect. Recent studies have confirmed that hypoxia-inducible factor is involved in the formation of scar tissue. Hyperbaric

oxygen (HBO) therapy can reduce the recurrence rate, and become a new field of comprehensive keloid treatment. However,

its detailed regimen, individualized management and clinical efficacy remain unclear. This article reviews the advances on

mechanism of HBO therapy in pathological keloids, so as to further explore the feasibility of HBO therapy for keloid.
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