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[ Abstract ] Nuclear factor E2-related factor 2 ( Nif2) is a member of the basic leucine transcript family and is an important
transcription factor against cellular oxidative stress. Nrf2 is involved in many pathophysiological processes. The activation of Nrf2 and
downstream target genes can not only regulate cellular oxidative stress, but also participate in the regulation of inflammatory response and
autophagy. Studies have shown that Nrf2 plays an important role in the development of cardiovascular diseases. This article reviews the
relationship between Nrf2 and cardiovascular diseases.
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