
 
 
 
Adiponectin in patients with Coronary Artery Disease 

 
 

Thesis 
Submitted in partial fulfillment of master degree 

in 
Clinical & Chemical pathology 

 
By 

Mona Mohsen Abdul-Salam 
MB.B.Ch. 

 
Supervisors 

 
Prof. Dr. Ibtisam Mohamed Farid 

Professor of Chemical & Clinical pathology 
Faculty of Medicine 

Cairo University 
 

Prof. Dr. Ahmed El-Said El-Taweel 
Prof. of Chemical & Clinical Pathology 

Faculty of Medicine 
Cairo University 

 
Prof. Dr. Magdy Abdel-Hamid Abdel-Aziz 

Prof. of Cardiology 
Faculty of Medicine 

Cairo University 
 

Faculty of Medicine 
Cairo University 

٢٠٠٨ 
 

 
 

 



 
Acknowledgement 

 
“First and Foremost, Thanks are due to God,  

The Beneficient and Merciful of ALL” 
 
I would like to express my deepest gratitude and sincere thanks 

to Prof.Dr. Ibtisam Mohammed Farid, Professor of Chemical & 
Clinical pathology, Faculty of Medicine, Cairo University, for her 
instructive supervision, continuous guidance and valuable 
instructions throughout the work. I have learned a great deal and 
gained valuable experience. I really had the honour of having her 
supervise this work. 

 
    My sincere gratitude and appreciation to Prof.Dr. Ahmed El-
Said El-Taweel, Prof. of Chemical & Clinical Pathology, Faculty 
of Medicine, Cairo University, for his valuable assistance, great 
help, and constant support. 
 
    My sincere gratitude and appreciation  to Prof.Dr. Magdy 
Abdel-Hamid Abdel-Aziz,  Prof. of  Cardiology, Faculty of 
Medicine, Cairo University, for his valuable advice, great 
cooperation and continuous guidance. 
 
    I would like to thank Dr. Nehad Ahmed Mosaad, Ass. Prof. of 
Chemical & Clinical Pathology, Faculty of Medicine, Cairo 
University, for her valuable advice and assistance in statistical 
analysis of the results of this work. 
 
    I would also like to thank Dr. Manal Kamal, Lecturer of 
Chemical & Clinical Pathology, Faculty of Medicine, Cairo 
University, for her valuable advice, cooperation and assistance 
throughout the work. 
 
    I would like to thank Dr. Manal El Deep, Lecturer of Internal 
Medicine, Faculty of Medicine, Cairo University, for her valuable 
advice and assistance throughout the work. 
 



    Special thanks to all the staff and my collegues in the Clinical 
and Chemical Pathology Department, Faculty of Medicine, Cairo 
university for their cooperation during this work. 
 
    I would like to thank my family for supporting me throughout 
this work and encouraging me to finish it in a suitable way. 
 
  
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 



Abstract 
 
 
 

Coronary heart disease represent a major cause of death worldwide. 
Adiponectin is an important adipocytokine that shows a number of 
antiatherogenic and insulin sensitizing effects. Measurement of 
Adiponectin may be a helpful tool for assessment of the risk of CAD 
and may represent a novel diagnostic tool for risk stratification of 
patients with myocardial ischaemia. Adiponectin is an independent 
predictor of coronary artery disease. 
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Introduction and Aim of work 
 

Coronary artery disease (CAD) is a major cause of death worldwide 

(Murray et al., ١٩٩٧ and Ohashi et al., ٢٠٠٤). It is expected that the rate 

of CAD will accelerate in the next decade, contributed to by: 

• aging of the population  

• alarming increases in the worldwide prevelance of obesity, type ٢ 

diabetes, and the metabolic syndrome 

•  increasing cardiovascular risk factors among younger generations 

(Bonow et al., ٢٠٠٢).  

 

American heart association, ٢٠٠٤ reported that the lifetime risk of 

developing symptomatic CAD after the age of ٤٠ is ٤٩٪ for men and ٣٢٪ 

for women. These facts force us to study cardiovascular disease and consider 

new strategies for prediction and prevention. 

 

Atherosclerosis is considered as the main cause of CAD. The whole 

spectrum of coronary artery disease evolves through various events leading 

to the formation and progression of atherosclerotic plaque and finally its 

complications. It has been suggested that atherosclerosis is a multifactorial, 

multistep disease that involves chronic inflammation at every step, from 

initiation to progression, and that all the risk factors contribute to 

pathogenesis by aggravating the underlying inflammatory process (Mallika 

et al., ٢٠٠٧).  
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Kershaw and Flier, ٢٠٠٤ suggested that the adipose tissue may play 

an important role in mediating the chronic inflammatory process and, 

subsequently, cardiovascular disease risk. Increasing evidence supports that 

the adipose tissue may have an active endocrine function producing several 

hormones and substances known as adipocytokines (Yamauchi et al., 

٢٠٠٢; Rothenbacher et al., ٢٠٠٥). 

 

Adiponectin is an adipocytokine that is believed to have significant 

antiatherogenic and antiinflammatory properties (Wolk et al., ٢٠٠٧). It 

appears to be a clinically important protein in the process of atherosclerosis 

(Von Eynatten et al., ٢٠٠٦). Physiologic levels of adiponectin are 

necessary to maintain the normal, noninflammatory state of the vascular wall 

(Hotta et al. ٢٠٠٠; Ouchi et al. ٢٠٠٠ and Ouedraogo et al., ٢٠٠٧) 

through acting as an endogenous modulator of both macrophage to foam cell 

transformation and endothelial inflammatory response (Nakamura et al., 

٢٠٠٤).   

 

Low adiponectin has been linked to the presence of CAD and has 

been shown to be a risk factor for cardiovascular events (Wolk et al., ٢٠٠٧). 

Adiponectin serum levels can be considered as an interesting tool in the risk 

stratification of CAD, to identify at an early stage, subjects in whom 

preventive strategies should be more aggressive (Tarquini et al., ٢٠٠٧).  
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Aim of work 
 

The aim of this study is to investigate whether circulating 

concentrations of plasma adiponectin may constitute a significant coronary 

risk factor and the relation between plasma concentrations of adiponectin 

and various subgroups of CAD patients including SAP group (stable angina 

pectoris) and ACS group (acute coronary syndrome) [ACS includes 

UAP/NSTEMI group (unstable angina pectoris versus non- ST elevation 

myocardial infarction) & STEMI group (ST elevation myocardial 

infarction)]. 

 

 

 

 

 

 

 

 

 

 

 


