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[ABSTRACT] Oxidative stress is mvolved n vascular remodeling and developm ent of pulnonary hypertension ( PH)

through multiple pathw ays such as pran oting pul onary arterial vascu lar smooth muscle cells proliferation enhancing endo-
thelial dysfunction and accelerating extracellularm atrix deposition ~ Recent studies have indicated that antiox idant therapy
can effectively mhibit pulonary vascular ramodeling and the progress of PH, which provides further evidence that ox idative
stress plays an mportant role n puln onary vascular rem odeling aswell as m PH. It is the basis of antioxidant therapy and

the research direction for PH to clarify the redox signaling pathw ay under pathological conditions and to seek specific drugs
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for antioxidant therapy.
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