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Research progress on the involvement of macrophages in myocardial ischemia
reperfusion injury mediated by NF-kB signaling pathway
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[ Abstract ] Myocardial ischemia reperfusion injury ( MIRT) has become one of the most serious complications
affecting the clinical outcome of patients with cardiovascular diseases. The immune inflammatory response of macrophages is
closely related to the occurrence and development of MIRI. Many studies have shown that the NF-kB signaling pathway can
participate in MIRI regulation by influencing the polarization and inflammatory state of macrophages, pyrodeath, infiltration
and other functions, and is a potential target for MIRI therapy. Therefore, this article will review the research progress of
NF-kB signaling pathway between macrophage function and MIRI regulation.
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Figure 1 Two activation pathways of NF-kB signaling pathway
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