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Abstract 

Systemic Lupus Erythematosus and Rheumatoid Arthritis are chronic, 

multifactorial autoimmune disorders where many genes have been tested for 

carrying the risk of development or the progression of these diseases. 

The aim of the present study was to detect the prevalence of endothelial 

nitric oxide synthase (eNOS) genetic polymorphisms [ the 27-bp repeat in 

intron 4 and the SNP T-786C polymorphism  in the promoter region] among 

Egyptian SLE and RA patients and to study the influence of these genetic 

polymorphisms on the clinical and laboratory features of these patients. 

In this study no statistically significant association could be found 

between these genetic polymorphisms as risk factors of these two diseases or 

the clinical features of the patients specially lupus nephritis. But we could 

find an association between the T-786C genetic polymorphism and the 

extra-articular manifestations of RA. 

Key words: endothelial nitric oxide synthase (eNOS), systemic lupus 

erythematosus (SLE), rheumatoid arthritis (RA), PCR, RFLP. 
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Introduction  

Nitric oxide (NO), is a potent endogenous vasodilator, is one of the 

most important biological molecules, which has a role in many biological 

systems. It acts as a trigger, mediator or effector to a variety of biological 

reactions and signal transduction pathways (Wang et al., 2000). 

NO synthesis is tightly regulated by nitric oxide synthases (NOS), 

which appear in three isoforms: neuronal (nNOS), inducible (iNOS) and 

endothelial (eNOS). Endothelial NOS (eNOS) is a 135-kda protein, encoded 

on chromosome 7q35-36, consisting of 26 exons and spanning a genomic 

region of 21kb.it is expressed primarily in endothelial cells and in low levels 

in platelets. NO produced by eNOS is considered to prevent smooth muscle 

cell proliferation, platelet adherence and neutrophil activation and adhesion. 

Although a small quantity of NO protects against the adhesion of leucocytes 

and platelets to the blood vessel wall as a protective and anti-inflammatory 

agent, larger amounts of NO released by cells in response to cytokines can 

destroy host tissues, impair cellular responses and exert an 

immunomodulatory role that modifies the course of diseases such as SLE by 

affecting functions of lymphocytes and macrophages (Heeringa et al., 

1998). 

Systemic lupus erythematosus (SLE) is a prototype of human 

autoimmune diseases and is a disorder with generalized autoimmunity of 

unknown aetiology, characterized by multisystemic organ involvement, 

polyclonal B cell activation and the production of autoantibodies. Although 

the aetiology of SLE is not known now, several genetic factors affected by 

environmental agents may contribute to the development or severity of SLE. 


