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Role of Nox5 in Cardiovascular Diseases
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[ Abstract] A lot of researches show that reactive oxygen species and redox signals are crucially involved in the occurrence and

development of cardiovascular diseases. And the reactive oxygen species can be generated by NADPH oxidases( Noxs). Noxs include NoxI ,

Nox2,Nox3 ,Nox4, Nox5, Duoxl and Duox2. Among them, Nox1, Nox2 and Nox4 have been studied in the occurrence and development of

cardiovascular diseases,while Nox5 has disappeared in the evolutionary process of rodents due to unknown reasons, leading to little knowledge

of Nox5 and its effects. In previous studies,no detailed reports about Nox5 have been seen, yet recent studies have shown that Nox5 is involved

in a variety of cardiovascular diseases.
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