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Sepsis is one of the main causes of death in critically ill patients, which is caused by the host’s harmful reaction to
invasive pathogens. Sepsis mainly involves two key mechanisms: inflammation and coagulation activity. In recent
years, studies have found that platelets not only play a role in hemostasis and wound healing, but also plays an
important role in innate immunity and adaptive immunity. At the same time, it is also a promoter of local and

systemic inflammation and a participant in tissue and organ injury. These functions of platelets play a key role in
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Key role of platelets in sepsis
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Abstract

the occurrence and development of sepsis.
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