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Introduction 
 

Excess Adiposity is the most important risk in the development of 
insulin resistance and type 2 diabetes mellitus (Bloomgarden, 2002). 
Adipose tissue produces several proteins (adipocytokines) such as 
leptin, adiponectin, resistin, TNF α , and IL-6, that modulate insulin 
sensitivity and appear to play an important role in the pathogenesis of 
insulin resistance, diabetes, dyslipidemia, inflammation, and 
atherosclerosis (Kershaw et al., 2004). 
Several adipokines including adiponectin, leptin, and interleukin 
(IL)-6, have been linked to the development of diabetes (Thorand et 
al., 2005). 
 
In most studies, low adiponectin (Lindsay et al., 2002; Kanaya et 
al., 2006) and elevated IL-6 have been associated with the 
development of subsequent diabetes independent of obesity, and 
some have shown the associations to be independent of measures of 
insulin (Duncan et al., 2004). 
However, the mechanisms by which fat tissue induces insulin 
resistance and the role of adipocytokines in the pathogenesis of Type 
2 Diabetes Mellitus has not been well established (Chen et al., 
2006). 
 
In 2004, Fukuhara et al., identified a molecule that is expressed at 
much higher levels in visceral than in subcutaneous fat which was 
named Visfatin (Fukuhara et al., 2005). 
 
Visfatin, also known as pre-B cell colony-enhancing factor, is a 
cytokine that is highly expressed in visceral fat and was originally 
isolated as a secreted factor that synergizes with IL-6 and stem cell  
(Kralisch et al., 2005b). 
 
Visfatin was reported to be expressed almost exclusively in visceral 
adipose tissue and has insulin-like metabolic effects (Fukuhara et 
al., 2005). 
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It turns out that the molecule was previously identified as a growth 
factor for early B-lymphocytes termed pre-B cell colony enhancing 
factor (PBEF) (Samal et al., 1994). 
 
The  visfatin gene is expressed in adipocytes, where it is subject to 
regulation (Kralisch et al., 2005b). 
 
Furthermore, in humans the gene is expressed predominantly in 
visceral adipose tissue as compared with subcutaneous adipose tissue 
human adipose tissue, this fact could provide a novel mechanism by 
which visceral fat accumulation can promote the development of 
Type 2 Diabetes Mellitus (Sethi et al., 2005). 
. 
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Aim of work 
 

The aim of the work is to study the role of plasma Visfatin 
in Obesity and type 2 DM. 
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Obesity 
Definition: 
   In its most simplistic definition, obesity means an excess body 
fat. Excess weight per se, is an inadequate definition because 
weight can increase as a result of increased mass, fluid retention, 
pregnancy leading to a state of overweight in which weight 
exceeds a standard based on height. It is possible to be obese at a 
weight within normal, according to standard tables, just as it 
possible to be overweight without being obese. However, in most 
people, overweight and obesity tend to parallel to each other 
(Fetissov, 2009). Obese individuals differ in the amount of excess 
fat they store, and also in the regional distribution of that fat within 
the body. The distribution of fat induced by weight gain affect the 
risk associated with obesity and the kind of the disease that result 
(WHO, 2000). 
 
Measurement: 
Overweight and obesity are assessed in a variety of ways 
depending on the necessity for accuracy. 
I-Weight for height: the tables of the Metropolitan Life Insurance 
Company are widely used to establish a standard of ideal body 
weight (IBW). The term overweight refers to an excess of body 
weight and usually determined by comparing a person's weight 
against the standard height and weight chart. If a person's weight is 
10 percent greater than the standard, he or she is considered to be 
overweight, and obese if the weight is 20 percent or more than the 
standard weight for height, morbid obesity when one weighs in 
excess of 30 percent of the standard. A person is underweight if he 
or she is 10 percent below recommended weight for height 
(Fetissov, 2009). 
 
2- Body mass index (BMI): the more preferred methods include 
body mass index (BMI), or Quetelet index (W/H2), the formula 
used for the BMI was developed over a hundred years ago by a 


