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Introduction 1

INTRODUCTION

Patients undergoing hemodialysis (HD) are subjected to a
special risk of thrombotic complications (Lai et al., 1991).

There is a high incidence of cerebrovascular accidents
leading to a 10 to 20% mortality rate in both adult and
pediatric dialysis populations, together with recurrent
thrombosis of the vascular accesses that carries the threat of
pulmonary embolism (Brenner and Rector, 1991).

Latent activation of coagulation has been suggested as the
cause of elevated thrombogenic risk among dialysis patients.
Besides, certain types of filters are more thrombogenic than
others (Hakim and Schulman, 1989 and Schultze et al., 1992).

Antithrombin III (AT III) is a plasma glycoprotein
synthesized by the liver and probably the vascular endothelial
cells (Bauer and Rosenberg, 1995). It inhibits thrombin and
factors IXa and Xa, its activity is promoted when it binds to
heparan sulphate or to heparin (Ward, 1995a).

A decrease in plasma AT III during dialysis was reported
by some investigators. However, other investigators failed to
confirm this observation (Muller, 1992).

Protein C (PC) is an important naturally occurring anti-
coagulant and fibrinolytic agent, the deficiency of which is
associated with a thrombotic diathesis (Lai et al., 1991).
Information regarding the effect of hemodialysis on AT III and
PC is either controversial (as in AT III) or limited (as in PC).
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Introduction 2

The D-dimer is the terminal fragment in the degradation of
fibrin (Gaffney et al, 1980). The presence of D-dimer in
plasma is an indirect marker of a coagulﬁtion activation
followed by a reactive thrombolysis. In patients with chronic
renal failure (CRF) without dialysis, fibrinogen and fibrin
degradation products (FgDP, FnDP) were reported to be
significantly increased, denoting an activation of fibrinolysis
(Opatrny, 1997).
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