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Introduction 

Systemic lupus erythematosus (SLE) IS an autoimmune disease 

charncterized by immune dysregulation that resulls in the production of 

auto antibodies, generntion of circulating immune complexes, and 

nctivalion of complement system. The origin of auto antibody production is 

an area of intense rescnrch interest; the contributions of an antigen- driven 

process, primary H cell hypcrre.,.ponsivcness, or impaired tolerance have 

been debated. A role in SLE for impaired processing of immune complexes 

due to decreased CR I expression, impaired Fe receptor function, and 

inherited deficiencies of early complement components has also been 

indicated by expetimentnl and humnn SLE data (Uehnont et al., 1996). 

Specific symptoms referable to the kidney arc not volunteered by the 

patients until there is advanced nephrotic syndrome or renal failure. The 

revised criteria for the classification of SLE recognizes proteinuria and the 

presence of casts as evidence of renal disease. In addition, the presence of 

hematuria, and/or pyurin in the absence of infection. and the detection of an 

elevated serum creatinine, have been recognized as evidence for clinical 

renal disease. ll is important to appreciate that in order to identify the 

presence of renal disc.1se, n urinalysis, as well ns a serum creatinine have to 

be performed regulmly. A renal biopsy may provide a more accurate 

Jocumentalion of renal disense. Most lupus patients manifest some 

abnormality on renal biopsy, nlthough in some cases it is only possible to 

Jocumem it with special techniques, such as immunofluorescence or 

electron microscopy (Gladman and Urowitz, 1994). 
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Lupus nephritis (LN) is characterized by multiple intcmittent clinical 

flares of disease activity which often cause irreversible damage to the 

kidneys. Periods when there are no clinical signs of active 

glomerulonephritis may nonetheless be associated with progressive 

immunologic damage to the remaining nephrons. Therefore it would be 

advantageous to anticipate disease activity by serological tests to better 

adjust immunosuppressive therapy (Mills, 1994). 
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