
HEMOSTASIS

GOALS

1. 
Define the terms hemostasis and coagulation

3. 
Learn how to classify hemostasis and hypercoagulable states

4. 
Explain systemic imbalance-local phenotype paradox

5. 
Describe role for endothelium in mediating hemostasis

READING

Required reading:

Aird WC. Spatial and temporal dynamics of the endothelium. J Thromb Haemost. 2005;3:1392-1406.
SUMMARY

Hemostasis is defined as the arrest of bleeding. Hemostasis represents a finely tuned balance between procoagulant and anticoagulant forces. Traditionally, this process has been separated into primary (platelet component) vs. secondary (protein component). Hypercoagulable states are classified as primary (congenital) vs. secondary (acquired). Alternatively, hypercoagulable states may be viewed from the perspective of Virchow’s triad: impairment in vascular wall integrity, stasis of blood flow, and/or change in circulating coagulation factors. The classical view of coagulation tends to overlook the role of the endothelium in contributing to the hemostatic balance. The goal of this lecture is to emphasize the importance of the endothelium not only in mediating hemostasis, but also in dictating the focal nature of thrombotic disorders.  

QUESTIONS

1. What do you think is most important for survival: fibrinogen (secondary hemostasis) or platelets (primary hemostasis)? How would you go about studying this question?
2. Circulating markers are available for activation of coagulation (for example, fragments of serine proteases that are clipped during the coagulation cascade). What might be some of the drawbacks in using peripheral blood markers to diagnose and/or follow treatment in patients with hypercoagulable states? 
3. Can you explain why patients with congenital hypercoagulable states (e.g. systemic deficiency of natural anticoagulants such as antithrombin III, protein C or protein S) develop venous, but not arterial thrombosis? 
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