
Tumor necrosis factor -alpha associated with   

atherosclerotic vascular disease in patients with 

systemic lupus erythematosus

Thesis submitted for partial fulfillment of master degree in internal 

medicine  

By

  

Yousef Yaser Mahmoud Ojra

M.B.B.Ch  

Under supervision of

Manal Mohamed Abd El Moniem

Professor of internal medicine

Cairo University

Olfat G-Shaker

Professor of medical Biochemistry  

Cairo University

  

Mary Wadie Fawzy

Lecturer of internal medicine  

Cairo University  

  

Cairo University

2012  



Abstract

       Thirty consecutive  SLE patients  and    fifteen healthy    control 

individuals will be included into the study. All patients must fulfill the ACR 

criteria for diagnosis of SLE, all SLE patients will be recruited  from    

Rheumatology and Immunology clinic, ELKaser –ELAni hospital  .

The control subjects will be excluded if they had HTN or DM.

All  SLE  patients will be subjected  to:  Full history, Full clinical

examination , SLEDAI , CBC , Creatinine and Urea , ESR , C3 and C4, Urine 

analysis, 24hrs Urinary proteins and  Lipid profile.      
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Introduction and Aim of the Work

SLE is an autoimmune disorder characterized by multisystem 

microvascular inflammation with the generation of autoantibodies. 

Although the specific cause of SLE is unknown, multiple factors are 

associated with the development of the disease, including genetic, racial, 

hormonal, and environmental factors. (Cooper et al., 1998) and 

(Rahman et al., 2008).

The natural history of SLE varies from relatively benign disease 

to rapidly progressive and even fatal disease. SLE often waxes and wanes 

in affected individuals throughout life, and features of the disease vary 

greatly between individuals. The disease course is milder and survival 

rate higher among persons with isolated skin and musculoskeletal 

involvement than in those with renal and CNS disease, Infectious 

complications related to active SLE and immunosuppressive treatment 

are now the most common cause of death in early active SLE, and 

accelerated arteriosclerosis is a key cause of late mortality. (Trager et al., 

2001)

  Autopsy studies have demonstrated that the coronary and cerebral 

vessels of SLE patients have the usual atherosclerotic plaque, and that 

most cardiovascular events are not attributable to active vasculitis.     

However, atherosclerotic plaque development is now better understood, 

not all cardiovascular events are due to large obstructive plaques, Smaller 

plaques susceptible to plaque rupture can cause occlusive events. 

In general, acute coronary syndromes are caused by acute 

disruption of unstable atheroma. It is believed that patients with 
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inflammatory disease, including SLE, are more likely to have vulnerable 

plaque rupture. These unstable atheromatous plaques have three 

histologic components: a large lipid core, many inflammatory cells, and a 

thin fibrous cap. It is postulated that systemic inflammation causes the 

fibrous cap to be thinned, with decreased smooth muscle synthesis and 

increased collagen breakdown. (Haider et al., 1981)

    

Tumor necrosis factor-α is a multifunctional cytokine with effects 

on lipid metabolism, coagulation, insulin resistance, and the function 

of endothelial cells lining blood vessels.

TNF was thought to be produced primarily by macrophages, but it is 

produced also by a broad variety of cell types including lymphoid cells,

mast cells, endothelial cells, cardiac myocytes, adipose tissue,fibroblasts, 

and neuronal tissue. (Bouwmeester et al., 2004)

Large amounts of TNF-α are released in response 

to lipopolysaccharide, other bacterial products, and Interleukin-1 (IL-1). 

It has a number of actions on various organ systems, generally together 

with IL-1 and Interleukin-6 (IL-6). (Bouwmeester et al., 2004)

          

Aim of the work:

          The aim of this study is to discuss the relation between serum TNF-

α and atherosclerotic vascular disease in SLE patients. In our study we do

carotid duplex for all patients to assess the carotid intima media 

thickness, and to detect the correlation of serum TNF-α level with

SLEDAI, and other atherosclerotic risk factors in SLE patients as DM, 

HTN, hyperlipidemia and CRP.


