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Abstract

Sepsis is a common cause of death in critically ill patients. In sepsis, the balance between procoagu-
lant and anticoagulant pathways is disrupted, leading to systemic thrombin generation, impaired
anticoagulant activity, and inhibition of fibrinolysis, a condition known as sepsis-induced coagulopathy
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(SIC). SIC is a common complication of sepsis, affecting 24% of sepsis patients and 66% of those with
septic shock, and is usually associated with poor clinical outcomes and high mortality rates. The
pathogenesis of SIC is complex and not yet fully understood. Recent clinical studies have provided
new insights into the molecular mechanisms of SIC. This review aims to summarize the pathogene-
sis of sepsis-induced coagulopathy.
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Figure 1. Pathophysiological mechanism diagram of sepsis-induced coagulopathy
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1t Raf/MEK/ERK 15 50 [12], H 2T R MR 20 o AR BF(NETs) LAB 1R 86449 5. NETs FE i
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