
  



Urinary Biomarkers in lupus Nephritis 
 
 

Thesis 
Submitted for Partial Fulfillment of the M.D. in Internal Medicine 

By 

 AlKhatib Kadry Moustafa AlKemary 

Assistant lecturer of Internal Medicine 

Cairo University 

Supervised by 

Dr. Dawlat M. Abdel Hamid Belal  

Professor of Internal Medicine &Nephrology 

Cairo University 

Dr. Mohammed Hamdi El-Akkad 

Professor of Internal Medicine  

Cairo University 

Dr. Mohamed El-Khatib 

Assist. Professor of Internal Medicine&Nephrology 

Cairo University 

 Dr. Amal Rashad El- Shahabe  

Assist. Professor of Biochemistry  

Cairo University 
 

Faculty of Medicine 
Cairo University 

2011 



 

i 

 

ABSTRACT 

This work aimed to study whether urinary tumor necrosis factor 

(TNF)-like weak inducer of apoptosis (uTWEAK) level has a predictive 

and/or diagnostic value in lupus nephritis (LN). 

73 patients with systemic lupus erythematosus (SLE) fulfilling the 

1997 revised criteria for the classification of SLE and 23 age/ sex- 

matched healthy control included in this study were subjected to full 

history taking, clinical examination, routine laboratory investigations as 

well as measurement of uTWEAK level. 

uTWEAK levels were significantly higher in SLE patients with 

active LN compared to those without or with inactive renal disease and 

normal healthy subjects 

Keywords: - Systemic lupus erythematosus   - Lupus nephritis   

- Urinary TNF-like weak inducer of apoptosis (uTWEAK) 
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