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[ Abstract] The thioredoxin system is a crucial redox regulatory system in organism. In addition to suppressing oxidative stress, the
thioredoxin system contributes to regulating cell growth, energy metabolism, signal transduction and so on. Oxidative stress is an important
leading factor to promote the progression of hypertension,and maintaining the redox homeostasis is of great importance for the prevention and
treatment of hypertension. Recent research has shown that the thioredoxin system can significantly alleviate oxidative stress and reduce blood
pressure ,in paralleled with a protective effect on heart and cerebral vessels in hypertension. The present study reviews the research progress of
thioredoxin system in hypertension.
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