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Figure 3. Imbalance of the hemostalic system can iead lo either A, thrombosis or 8.
hermorrhage. imbalances leading to thrombosis are most olten due to increased coagulation
or decreased fibrinolytic function (8). Imbalances leading to hemorrhage are most often due
to decreased coaguliation or plateiet function or increased fibrinolytic function. (tPA. tissue
plasminogen activalor: PLG. plasminogen; PAl-1. plasminogen activator inhibitor-1; a2Pl.
alpha 2 plasmin inhibitor: ATIH, antithrombin 1I}; HCHN. heparin cofactor H).
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Figure 1. The balance of hemostasis. Hemostasis, or the physiolegic cessation of bleed-
ing, is a balance of complex mechanisms that involve primary hemostatic systems (blood
vessels and platelets) and secondary hemostatic systems {coagulation proteins). It is regu-
lated by the fibrinolytic system, the naturally occurring anticoagulants, such as protein C,

protein S and antithrombin IH, and bloed ow which dilutes out activated coagulation com-
ponents.
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Figure 3. Platelet activation. Platelet function in hemostasis consisis of platelet adhe sion
to injura¢ vascular surface. release of piatelet granule contents and aggregation of plat Xets
to form a platelet plug. Platelets can edher be aggregated directly in solution by agonists
such as ADP, thrombin, epinephrine and serotonin, or indirectly through ADP release from
piatelets already adherent o the surface. (ADP, adenosine diphosphate; PFd, platelet factor
4; BTG, beta thromboglobulin)
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