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Oxidative stress and the Nox family

Kei Miyano and Hideki Sumimoto

Summary Reactive oxygen species (ROS) play a crucial role in a variety of biological processes

including host defense, hormone biosynthesis, oxygen sensing, and signal transduction. Enzymes
dedicated to ROS production include members of the NADPH oxidase (Nox) family, which are

membrane-spanning flavocytochromes that reduce molecular oxygen to superoxide with an electron

derived from NADPH. Here, we describe a current view of the involvement of Nox oxidases in

oxidative stress together with the mechanism for Nox activation.
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