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ABSTRACT: Protein C (PC) is a vitamin K-dependent plasma protein that is synthesized in the liver. With thrombin and
prothrombin complex, it becomes activated protein C (APC), which can inactivate factor Va and Vllla and increase the fibrinolytic ability
with the help of protein S. Thus protein C is a kind of anticoagulant protein. Protein S is a member of protein C system. Inherited protein
C and/or S deficiency is an inherited disease due to mutation of the gene codes the protein. This disease is often manifested with
repeatedly deep vein thrombosis, especially with young individuals, which usually leads to pulmonary thrombosis. Thus, the detection of
protein C system is important. With the development of the technique in molecular medicine, there comes the new era of gene mutation
detection and polymorphism of protein C deficiency patients. The treatment for this disease includes the protein C concentrates, FFP,
prothrombin complex and heparin. Thrombolytic therapy is necessary when thrombus formed.
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