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Abstract: Nrf2/antioxidant-response-element (ARE) signal pathway is vital in the regulation of cellular oxidative stress response, and

the downstream anti-oxidant proteins and phase II detoxification enzyme, which were regulated by Nrf2/ARE pathway, play the

important roles in the cellular defense protection. Nrf2/ARE pathway plays a key role in the anti-inflammatory, antitumor,

neuroprotective, and anti-apoptotic effects. Drugs targeted on Nrf2 are expected to be used in the treatment of several diseases such as

multiple sclerosis, diabetes, neurodegenerative diseases, and tumors; Some new drugs such as dimethyl fumarate and Bardoxolone

have advanced into late clinical phase. This paper introduces the relationship between Nrf2/ARE pathway and diseases as well as the

development of drugs targeted on it.
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