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Coagulation Issues in Sepsis



Sepsis and DIC

ÁBacterial infection 
most common cause of 
DIC

ÁGram -positive as often 
as Gram -negative 
microorganisms

ÁIncidence : 30 -50% in 
sepsis/septic shock



Dhainaut JF. JTH 2004; 2: 1924

Relationship of baseline DIC and 28 -day 
mortality in patients with severe sepsis
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Pathogenetic mechanisms of DIC

LPS/Bacterial Products/Cytokines

Fibrin 
formation

Fibrin deposition

Tissue factor -
mediated thrombin 

generation

Dysfunctional 
anticoagulant 
mechanisms

Impaired 
fibrinolysis due 

to PAI -1

Inadequate 
fibrin removal



Pathogenesis of DIC

Activation of 
coagulation

Impairment of 
anticoagulant 
mechanisms

+Activation of 
coagulation

Tissue factor
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TFPI prevents coagulation activation during 
severe Escherichia coli sepsis in baboons
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Inhibition of tissue factor protects against 
lethality during E. coli sepsis in baboons

Anti -TF mAb TFPI

Taylor 1991 Creasey 1993



Active site - inactivated Factor VIIa reduces 
acute lung injury during E. coli sepsis

Control Factor VIIai

Carraway et al. Am J Respir Crit Care Med 2003;167:1200



Welty -Wolf KE. AJP 2006; 290: L21

Blockade of tissue -factor �±Factor X binding 
attenuates sepsis - induced lung dysfunction
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