




FIGURE 1 The Mechanism and Importance of Endogenous Fibrinolysis in Regulation of Occlusive Arterial Thrombus Formation, and its Relevance to

Laboratory Tests Assessing Thrombotic Risk

(A) Under conditions of high shear, such as those that exist in a narrowed coronary artery, stimulation of platelet aggregation by von Willebrand Factor (vWF) results in

the formation of thrombin, the key mediator of thrombus formation. (B) The thrombus achieves structural stability and resistance to dislodgement and to thrombolysis

through fibrin (which crosslinks cells to provide structural stability), plasminogen activator inhibitor (PAI)-1 released from activated platelets, and activation of thrombin-

activatable fibrinolysis inhibitor (TAFI) by thrombin. (C) Endogenous thrombolysis: physiological processes that exist to prevent lasting occlusive thrombus formation,

including the release of tissue plasminogen activator (t-PA) and urokinase plasminogen activator (u-PA) from the vessel wall and plasma, the release of elastase and

cathepsin from adherent neutrophils and monocytes, and the dispersing effect of flow. ADP ¼ adenosine diphosphate; TxA2 ¼ thromboxane A2.
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