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[ Abstract ] Early and timely reperfusion is the key to the treatment of myocardial ischemia, but the following arrhythmia and cardiac

dysfunction, directly affect the prognosis of patients. Ischemic preconditioning and ischemic postconditioning are currently the two strongest

methods of endogenous protection of the myocardium, which have drawed extensive attention. Researches showed that the Toll-like receptor

signaling pathway played an important regulatory role in myocardial ischemia-reperfusion injury as well as ischemic preconditioning and

postconditioning. This article reviews current researches on the protective effects of Toll-like receptors on myocardial ischemia-reperfusion

injury.
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Correlation Between Nrf2 and Cardiovascular Diseases

WANG Mao', WANG Guangying' , WANG Di', WEI Ling'*
(1. Kunming Medical University Graduate School , Kunming 650000, Yunnan, China ;2. Civil Cadres’ Ward , The 920th
Hospital of Joint Logistics Support Force , Kunming 650032, Yunnan ,China)

[ 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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