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[Abstract ]

Procarboxypeptidase R (proCPR), also known as thrombin activatable fibrinolysis inhibitor, is
activated in the blood by trypsin-like enzymes such as thrombin and plasmin to produce
carboxypeptidase R (CPR). The CPR thus generated has been shown to: a) inhibit fibrinolysis by
suppressing plasmin production from plasminogen which requires lysine residue on fibrin (CPR
removes the lysine on fibrin) for its activation to plasmin; and b) suppress inflammation by
inactivating anaphylatoxin Cha by removing the C-terminal arginine, which is essential for
stimulation. Complement activation is known to be involved in the generation of thrombin and the
aggravation of thrombosis, and the function of CPR may be key in thrombosis, sepsis, and
disseminated intravascular coagulation syndrome. We have previously reported that elastase
released from activated neutrophils activates proCPR, and introduce the possibility that this

activation mechanism may be involved in exacerbation of thrombosis during excessive inflammation.
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