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ABSTRACT: Prxl1 is an antioxidant enzymes which is widely expressed in higher organisms. In different oxidation states, prx1
exists in two different forms, dimer or decamer. Prx1 is not only involved in the defense system against oxidative stress and in the
regulation of H,O,-mediated cellular signaling, but also functions as a chaperone. In these ways, prx1 directly or indirectly involved in the
cell signaling netwoks of various physiological and pathological processes related to oxidation, thus plays an important role in redox
regulation.
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