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ABSTRACT: Thioredoxin system is multi-function small proteins and widely distributed NADPH dependent disulfide reductase sys-
tem, which is made up of thioredoxin ( thioredoxin,Trx), thioredoxin reductase (thioredoxin reductase, TrxR) and reduced coenzyme Il
(NADPH) .1t is involved in many physiological process, and plays an important biological function, including regulating the body's redox
reaction, inhibiting cell apoptosis, regulating DNA transcription factor binding activity and immune response and so on, that one of the
important role is regulating cellular redox state against oxidative stress. So ,it plays an important role in some age-related diseases, such

as chronic obstructive pulmonary disease, cardiovascular disease, neurodegenerative diseases, diabetes, etc. This article reviews the role

of thioredoxin system antioxidant effect in chronic obstructive pulmonary disease.
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