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Abstract: Nuclear factor E2 related factor Nrf2 is a nuclear transcription factors involved in a variety of protein expres-
sion. As a center of oxidative stress regulation, it combines with antioxidant components (antioxidant responsive element,
ARE) and activates downstream multiple anti—oxidation, anti—inflammatory and detoxifying enzyme protein expression. This
signaling pathway is involved in the development of inflammation, tumor and other pathological process. This review de-
scribes the basic structure, biological effects and signaling pathways of Nrf2, summarizes the latest progress about mecha-
nisms of factors, which are involved in the positive and negative regulations of signal pathway, providing a new target for anti—
inflammatory, antioxidant, and antitumor biochemical treatment. Based on these, the paper also looks forward to applicating
bioinformatics technology and providing better prospects for the development of target intervention.
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