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INTRODUCTION AND AIM OF WORK 

Evidence is accumulating which suggests that oxygen derived free 

radicals (ODFR) and their products play an important role in the 

pathogenesis of chronic inflammatory disorders [Lunec et a!., 1981]. 

Granulocytes which accumulate in the rheumatoid joint are known to 

produce ODFR during phagocytosis of bacteria and immune complexes 

[Babior, 1981]. In the presence of traces of iron salts as a catalyst, these 

ODFR interact to form the highly reactive hydroxyl radical [Buettner et 

a!., 1978]. Studies in vitro have shown that ODRF can depolymerize 

hyaluronic acid [Wong eta!., 1981], and peroxidise the polyunsaturated 

fatty acids of cell membranes. This leads to the formation of lipid 

peroxides, which are commonly measured in tissue homogenates and 

extracellular fluids by the colorimetric thiobarbituric acid TBA method 

[Gutteridge and Halliwell, 1990]. It has been postulated that some anti­

rheumatic drugs may produce their effects by lowering ODFR-mediated 

lipid peroxidation, e.g. D-penicillamine [Wade et al., 1987]. Iron 

chelation by desferrioxarnine may provide a novel approach to preventing 

tissue injury in juvenile rheumatoid arthritis JRA [El-Gamal eta!., 1990]. 


