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  Introduction  

 - 1 - 

Introduction 

Childhood obesity has reached epidemic levels in 

developed countries. Twenty five percent of children in the 

United States are overweight and 11% are obese (Whitaker et 

al., 1997). The frequency of obesity continues to rise in our 

country; Salem et al. (2002) reported that the prevalence of 

obesity was 14.7%-15.08% for male and female children 

adolescents. 

Obesity is the most common cause of insulin resistance. 

Insulin resistance is the keystone of the ―Metabolic syndrome‖ 

a major cardiovascular risk factor even in the absence of 

demonstrable glucose intolerance or diabetes (Bouchard, 

2004). Moreover, it is associated with abnormal levels of blood 

lipids (Pi-Sunyer, 1993). 

Amylin, also known as islet amyloid peptide, identified 

in 1987, is a naturally occurring hormone, released by the B 

cells of the pancreas and consists of 37 amino acids. It seems to 

decrease food intake through both central and peripheral 

mechanisms (Reda et al., 2002). 

A role for amylin has been suggested in the pathogenesis 

of dyslipidemia and impaired glucose metabolism. Moreover, 

amylin can reduce chylomicron uptake, most probably by 

regulating lipoprotein receptors either directly or via 

modulation of insulin activity (Smith and Mamo, 2000). 

 


