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� Introduction 
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IINNTTRROODDUUCCTTIIOONN    

Systemic Lupus Erythematosus (SLE) is an autoimmune, 

multi-systemic disease that is characterized by the production of 

antibodies against nuclear antigens. The pathogenesis includes 

genetic, environmental, and hormonal factors. A broad array of 

clinical manifestations ranging from mucocutaneous 

manifestations and arthritis to severe organ- and life-threatening 

disease are observed in SLE patients (Postal et al., 2012). 

Lupus nephritis (LN) is one of the most severe forms of 

organ involvement in SLE and occurs in at least 50% of SLE 

patients. Current evidence suggests that dysregulated 

expression of cytokines plays a crucial role in the immuno-

pathogenesis of SLE. Previous studies showed a predominantly 

type 1 T-helper cell (Thl) activation in patients with active LN 

(Szeto et al., 2012). 

SLE, because of its complex and multi-systemic 

presentation, lacks a reliable and sensitive gold standard for 

measuring disease activity. Several disease activity indices have 

been developed over the years (Luijten et al., 2012). 

A number of biochemical markers are currently used to 

clinically assess SLE renal disease activity, such as anti-dsDNA 

antibodies and complement component levels. Nevertheless, the 

correlation between these markers and LN is imperfect, and 


