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Research Progress of Peroxiredoxin 2 and Its Potential in Clinical Applications

WANG Limin, DU Shiqi, WANG Jiafeng, LI BO*, DI Bin(Department of Pharmaceutical Analysis, Key Laboratory on
Protein Chemistry and Structural Biology, MOE Key Laboratory of Drug Quality Control and Pharmacovigilance, China
Pharmaceutical University, Nanjing 210009, China)

ABSTRACT: Peroxiredoxin 2(Prx2) is an important member of peroxiredoxin family. It is widely distributed in various tissues
and organs of human body, especially abundant in erythrocytes. Prx2 can function as a scavenger of peroxide, sensor and
transducer of cell signals, molecular chaperone and so on. Changes in the structure and expression of Prx2 are related to many
human diseases, consequently making Prx2 a new focus in clinical diagnosis and drug development. This review generally
introduced the physiological functions of Prx2 and its relation with different human diseases, as well as detecting techniques of
Prx2 in different forms. It aims to study the regulation mechanism of Prx2 and its potential in disease diagnosis and other clinical
applications.
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Fig.2 Crystal structure of the decameric Prx2

Reprinted with permission from (WOOD Z A, POOLE L B, HANTGAN
R R, et al. Dimers to doughnuts: redox-sensitive oligomerization of
2-cysteine peroxiredoxins [J]. Biochemistry, 2002, 41(17): 5493-504.).
Copyright 2002 American Chemical Society.
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