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ABSTRACT: Abundant studies have shown that hypoxia can cause lung metabolic dysfunction which can induce lung tissue

damage, eventually leads to respiratory diseases, such as chronic obstructive pulmonary disease, pulmonary hypertension and so on.

These symptoms have a close association with the body's own oxidative stress response and the inflammatory response, which include

activation of reactive oxygen species, Nitric-Oxide synthase, cytokine and NF-kB. Domestic and foreign scholars have conducted

extensive research in this area and have made important progresses. In this paper, the recent studies on relationship of hypoxia and the

lung injury were reviewed in the last five years.
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Fig. 1 The pathomechanism of hypoxia-induced injury of lung
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