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Introduction

INTRODUCTION

Bronchial asthma is a chronic inflammatory disorder of the
airways in which many cells and cellular elements play a role. The
chronic inflammation is associated with airway hyper
responsiveness that leads to recurrent episodes of wheezing,
breathlessness, chest tightness, and coughing, particularly at night
or in the early morning. These episodes are usually associated
with widespread, but variable, airflow obstruction within the lung
that is often reversible either spontaneously or with treatment
(Gina, 2007).

Scientists have long suspected an association between
overweight and asthma to be likely. The common assumption is
that weight gain occurs because many asthmatic patients avoid
exercise since physical activity can trigger their symptoms. (Redd
et al., 2002). While obesity can lead to asthma through some
theories including dietary components containing high fats
(Flaherman and Rutherford et al., 2006). Presence of
gastroesophageal reflux (which is prevalent in both conditions),
hormonal influences , atopy , chronic systemic inflammation |,
mechanical effects of obesity and a more detailed theory is that
some cytokines increased in obese humans are promoters of

inflammation (Beuther et al., 2006).




Introduction

In recent years metabolic syndrome has aroused universal
interest from the scientific community as well as healthcare
managers, this condition is highly prevalent in both developed and
developing countries (Ford et al., 2004). It involves all ages and is
associated with an increased risk of diabetes, cardiovascular
morbidity and mortality (Lorenzo et al., 2007).The metabolic
syndrome is characterized by a group of metabolic risk factors in
one person. They include abdominal obesity, atherogenic
dyslipidaemia, elevated blood pressure (Sorof et al., 2002), insulin

resistance or glucose intolerance (Sinha et al., 2002).

Many adipocytes hormones, such as tumor necrosis factor
(TNF)-a, leptin, adiponectin, retinol binding protein 4, resistin,
adipsin, Vaspin, Visfatin and interleukin (1E)-6, collectively called
adipokines, play important roles in the inflammatory diseases like
bronchial asthma (Lyon et al., 2003).
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AIM OF THE WORK

The aim of this study is to assess the level of resistin in
asthmatic children together with other parameters of metabolic

syndrome.



