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INTRODUCTION 

Systemic Lupus Erythematosus 

LE is a chronic autoimmune disease that can affect 

virtually any organ of the body in which different 

immunological occasions can prompt a comparative clinical 

picture, described by a wide scope of clinical manifestations 

and target organs with erratic flares and abatements that in the 

long run lead to permanent injury. 

SLE can affect several organs and systems, including the 

joints, skin, brain, heart, lungs, blood vessels, and kidneys. 

(Colliard et al., 2018). 

It can be diagnosed based on a combination of clinical 

findings and laboratory work. According to American College 

of Rheumatology (ACR) presence of 4 out of the 11 clinical 

criteria for diagnosis of SLE yields a sensitivity and specificity 

of 85% and 95% respectively. 

Auto antibodies circulating the body directed against 

self-antigen as ds DNA, nuclear antigen and several 

cytoplasmic components feature main histopathology of SLE 

(Ortega et al., 2010). 

Lupus nephritis 

It is one of the most serious complications of SLE 
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affecting almost 66-90% of lupus patients with variable 

incidence and prevalence depending on studied population. It is 

higher in Asian and Africans than Caucasians 55%, 51% and 

14% respectively. 

LN develops early in the course of lupus activity leading 

to development of end-stage renal disease (ESRD) after 10 

years of renal affection in up to 25% of patients; however, it 

may appear after several years in 5% of patients known as 

delayed lupus nephritis. 

Auto antibodies and immune complexes with subsequent 

infiltration by inflammatory cells in renal tissue is the most 

likely pathogenesis of LN (Nisihara et al., 2013). 

Complement system 

As part of innate immunity, complement system plays a 

dual role in pathogenesis of SLE. Genetic deficiency of 

complement factors is associated with the occurrence of SLE, 

however, massive complement activation during lupus activity 

is a major contributor to lupus inflammatory reactions. 

There are three distinct pathways for complement system 

activation. 

Binding of the pattern recognition molecule C1q to 

antibody-antigen complexes initiate classical pathway. 

Slow, spontaneous hydrolysis of the central complement 


