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Mechanisms of acquired activated protein C resistance

Summary Protein C system is an important anticoagulant system that plays a significant role in balancing the

coagulation and fibrinolysis. Proteolytic inactivation of FV a and FVlla by activated protein C (APC) is activated by

thrombin bound to thrombomodulin.and its cofactors protein S and FV is a key process in the physiological down-

regulation of coagulation. Functional abnormality of this pathway is called APC resistance, which is associated with

an increased risk of venous thrombosis. APC resistance was discovered in thrombophilic families originally and later

showed to be associated with the Leiden FV mutation. Leiden FV is the major cause of hereditary APC resistance,

while acquired conditions contribute to APC resistance and increase the risk of venous thrombosis. This paper re-

views the mechanisms of acquired APC resistance.
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