DIC (Disseminated intravascular coagulation)
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Figure 2. Thrombus formation in DIC begins with {Imveldng antithrombin [, protein ©, and tissue

the release of proinflammatory cytokines, peimarily
interleukin-g (IL-6) and tumor necrosis factor-o
{TMF-w). Tissue factor, stimulated by IL-6 and
other oytokines, s expressed on the surface of
activated mononuclear cells and endothellal cells
{lefty; it binds to and activates factor Wil to form the
tizsue factor-factor Vila complex. This complex
activates factor X directly or indirectly by means of
activated factor IX and factor VIl Activated factor
X, In combination with activated factor W, convers
prothrombin (factor 1) to thrombin (factor lla).
Impairment of the three anticcagulation systems

factor-pathway inhibltor |[TFPI)) Is Initiated primari-
Iy by the release of TMF-cc {middle). The resulting
intravascular formation of fibrin s not balanced by
adequate removal of fibrin (right) because filrino-
yeis s suppressed by high plasma levels of plas-
minegen-activator inhibitor type 1 (PAl=1), mainly
because of the influence of THNF-o. Increased
PAI-1 inhilits plasminogen-activator activity, thera-
by reducing the rate of plasmin formation. The end
result is deposition of fierin in the microvasculature
and compromised perfusion. (Adapted from Lewi,
ten Cale, 1999)

® Systemic activation of coagulation system—diffuse
thrombosis——hemolysis * thrombolysis

® [Excessive consumption of coagulation factor >70%—bleeding
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