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INTRODUCTION 

Most attention in recent years has been devoted to 

the concept that obesity elicits a chronic low-grade 

systemic inflammatory response that results from a 

combination of increased insulin resistance and an 

increased production of inflammatory mediators by the 

expanding pool of adipocytes (Rensen et al., 2009). 

Several research studies in different population 

indicate that inflammation may be the link between obesity 

and insulin resistance (Doumatey et al., 2010). 

Obesity is a common risk factor for dyslipidemia, 

insulin resistance, type 2 diabetes, hypertension and 

atherosclerosis, a cluster of metabolic abnormalities 

included in metabolic syndrome (Grunfy et al., 2004). 

 Numerous evidences suggest that fat tissue is 

viewed as an active endocrine organ with high metabolic 

activity (Kershaw et al., 2004). Adipocytes produce and 

release several bioactive substances that act as true 

hormones responsible for the regulation of energy intake 

and expenditure (Mora et al., 2002). The dysregulation in 

the production of these hormones, called adipocytokines, 

can contribute to the proinflammatory environment 
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associated with obesity (Vendrell et al., 2004). 

Following the observation that serum concentration 

of the number of inflammatory markers including CRP, 

TNF-a, and interleukin 6 are elevated in over weight and 

obese individuals, obesity is now viewed as a low grade 

inflammatory disease (Fantuzzi, 2005). 

Taken these data inconsideration one could argue for 

a role of the adipose tissue as a new member of the innate 

immune system (Anderson et al., 2007). 

Among the proteins synthesized and released from 

adipose tissue (adiponectin, angiotensin, estradiol, IL-6, 

leptin and TNF-a) resistin is an adipocyte secreted hormone 

belonging to a cysteine – rich protein family. It is expressed 

in white adipose tissues in rodents and has also been found 

in several other tissues in human. Insulin, glucose, many 

cytokines and anti-diabetic thiazolidinedione are regulators 

of resistin gene expression. Resistin was firstly proposed to 

be involved in insulin resistance and type 2 diabetes 

mellitus. Recently, it was found to be relevant to 

inflammation and inflammation related diseases like 

atherosclerosis and arthritis (Shanshan and Yingying, 

2006). 



Introduction 
 

 
3 

 

It was found that resistin might link obesity with 

insulin resistance and diabetes in mice models. However, 

subsequent studies in rodent models have produced 

disparate findings on the role of resistin in obesity and 

insulin resistance (Le Lay et al., 2001). 

In humans, while the expression of resistin in human 

adipocytes is very low compared with that seen in rodents 

and does not differ between normal, insulin-resistant or 

type 2 diabetic individuals, a more recent study using a 

large size of case suggests that the plasma resistin levels are 

increased in type 2 diabetes (Engert et al., 2002). Genetic 

case-control studies have demonstrated that genetic 

variations in the resistin gene are associated with insulin 

resistance and obesity (Rajala et al., 2003).  

More recently; it has been shown that resistin acts on 

the liver and antagonizes insulin signaling; thereby 

increasing gluconeogenesis and hepatic glucose output 

(Cho et al., 2004). 

Therefore determination of the plasma resistin levels 

may be important for understanding onsets of metabolic 

diseases such as type 2 diabetes that is considered as a 

complication of obesity. 
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AIM OF THE WORK 

The aim of the present study is to determine serum 

concentrations of resistin in morbidly obese patients in 

comparison to normal weight controls. It is also designed to 

assess the possible relation of resistin to the high sensitivity 

CRP as an inflammatory marker and to insulin resistance in 

morbidly obese. 


