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Irisin regulates the Nrf 2 / GPX 4 pathway via the integrin o« V/ B 5 receptor Role on myocardial iron death in sepsis
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[Abstract] Sepsis is a life-threatening organ dysfunction caused by the body response to infection. At present, the pathogenesis of myocardial

injury in sepsis is not well defined. Studies have demonstrated that iron death plays an important role in cardiovascular disease.
Iron death signaling pathway is involved in the development and development of sepsis-related myocardial injury. Integrin «

V/ B 5 is the irisin-specific receptor located on the cell membrane. lisin can activate integrin «« V/ B 5 and then activate

its downstream signaling pathway. Irisin can be mediated by Nrf 2 to exert a myocardial protective effect. In this paper, we plan

to observe the role of irisin in regulating the Nrf 2 / GPX 4 pathway in myocardial iron death in sepsis, to explore the

mechanism of iron death in septic myocardial injury and the role of irisin, to provide new intervention targets and strategies for

myocardial protection in sepsis.
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