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INTRODUCTION

Rheumatoid arthritis is a chronic inflammatory
disease characterized by the transendothelial ingress
of leucocytes into synovial tissue that is rich in newly
formed blood vessels. A regulatory network of
inflammatory cells and mediators, as well as cellular
adhesion molecules play an important role in the
pathogenesis of arthritis. Angiogenesis is crucial for
the perpetuation of leucocyte extravasation into the
synovial tissue in rheumatoid arthritis, these
elements have also been implicated in ostecarthritis
and in degenerative joint disease with inflammatory
features. (Slot et al., 1999).

There is substantial data suggesting that the
urokinase plasminogen activator (uPA), which is
highly involved in the proteolytic joint destruction
underlying arthritis, interacts with a number of
participants in the regulatory network. uPA, a serine
protease, activates a cascade of proteolysis leading to
extracellular matrix degradation, and thus it is
involved in cell adhesion, migration and proteolysis
underlying tumour invasion, inflammation, angio-

genesis and tissue remodelling. (Dane et al., 1994).



