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ABSTRACT: Cardiovascular and cerebrovascular complications caused by diabetes is a major disease that endangers human health.
Oxidative stress is thought to be an important mechanism for the occurrence and development of diabetes related cardiovascular
complications. Supplementation of exogenous antioxidants does not benefit patients with cardiovascular disease. Nuclear factor E2
related factor 2 (Nrf2) could increase the activities of endogenous antioxidant enzymes thus enhance the antioxidant capacity of the body,
which may be an important target for the treatment of diabetic cardiovascular complications. The present study suggests that the
development of targeted Nrf2 drugs may lead to a new generation of drugs for the prevention and treatment of diabetic vascular
complications. This article reviews the role of Nrf2 in the occurrence and development of cardiovascular complications associated with
diabetes mellitus and the effects of pharmacological activators on the treatment of diabetic cardiovascular disease.
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