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Progression in the study of the Toll/NF-kB and MAPK signaling
pathways in sepsis cardiomyopathy

Summary Sepsis is a systemic inflammatory response syndrome caused by the interaction between the host’s

immune system and invading pathogens. Severe cases can develop severe sepsis and septic shock. Sepsis cardiomy-

opathy is a reversible cardiac dysfunction characterized by enlarged left ventricle and decreased ejection fraction

which can complete return to normal in 7-10 days. It is common in patients with severe sepsis and is the main cause

of death. Although the exact mechanism by which sepsis causes cardiac dysfunction is unclear, TLRs act as immu-

nomodulators to regulate specific signaling pathways during the immune response and play an important role in myo-

cardial suppression caused by sepsis cardiomyopathy. Now relevant researches were reviewed.
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