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INTRODUCTION

Asthma is a chronic inflammatory disorder of the airways in which

many cells and molecular elements play a role. The chronic inflammation

causes an associated increase in airway 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 that is

often reversible either spontaneously or with treatment. (GINA 2008).

Asthma is characterized by airway hyper responsiveness and

inflammation in which various cells (such as eosinophils, neutrophils,

macrophages and T lymphocytes predominantly of the CD4+ type),

cytokines and mediators play a role.

Besides local inflammation, systemic inflammation is present in

asthma as shown by increased levels of plasma fibrinogen and serum

α a myloid A (Jousilahti et al., 2002 ).

Serum levels of the well known inflammatory marker C– reactive

protein (CRP) can be simply and inexpensively measured in order to

assess systemic inflammation. However, standard assays for CRP, with a

lower detection limit of 3-8 mg L-1, lack the sensitivity required to

determine levels of inflammation within the normal range (Rider, 2001).

Recently, high- sensitivity assays for CRP (hs-CRP) have become

available in clinical laboratories.

Measurement of hs. CRP levels has suggested the involvement of

low- grade systemic inflammation in several disorders, such as
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cardiovascular disease and diabetes mellitus Serum hs-CRP levels can be

a prognostic marker for the development of diabetes mellitus Pradhan et

al 2001 or future cardiovascular events. (Ridker et al 1997).

Furthermore, a population based study showed associations of

increased levels of serum hs-CRP with a high frequency of airway hyper

responsiveness and low forced expiratory volume in one second (FEV1)

among subjects without heart disease suggesting that systemic

inflammation may be associated with respiratory impairment, (Kony et al

2004.

Another epidemiological study showed that elevated levels of hs-

CRP correlate significantly with respiratory symptoms and with

prevalence of non allergic asthma. (Olafsdottir et al 2005)

Thus, hs-CRP could theoretically also be a useful tool for detecting

systemic inflammation in asthma, indeed an association between serum

hs-CRP level and severity of asthma has been suggested. (Savykoski et al

2004).
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AIM OF THE WORK

o measures the serum levels of hs-CRP of asthmatic patients

with and without inhaled corticosteroid treatment compared to

those of healthy controls.

 
T
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ASTHMA

Definition of asthma

Asthma is a chronic inflammatory disorder of the airways in which

many cells and cellular elements play a role, in particular mast cells,

eosinophils, T-lymphocytes, macrophages, neutrophils, and epithelial

cells. 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,2008).

THE BURDEN OF ASTHMA

Prevalence, Morbidity, and Mortality

Asthma is a problem worldwide, with an estimated 300 million

affected individuals. Despite hundreds of reports on the prevalence of

asthma in widely differing populations, the lack of a precise and

universally accepted definition of asthma makes reliable comparison of

reported prevalence from different parts of the world problematic,

(Masoli et al., 2004) .

Nonetheless, based on the application of standardized methods to

measure the prevalence of asthma and wheezing illness in children and

adults, it appears that the global prevalence of asthma ranges from 1% to

18% of the population in different countries, (Yan et al.,2005).
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There is good evidence that asthma prevalence has been increasing in

some countries and has recently increased but now may have stabilized in

others. (Garcia-Marcos et al.,2004).

 The World Health Organization has estimated that 15 million

disability-adjusted life years (DALYs) are lost annually due to asthma,

representing 1% of the total global disease burden. Annual worldwide

deaths from asthma have been estimated at 250,000 and mortality does

not appear to correlate well with prevalence, (Beasley, 2004)

Social and Economic Burden.

Absence from school and days lost from work are reported as

substantial social and economic consequences of asthma. analyses of

economic burden of asthma, attention needs to be paid to both direct

medical costs (hospital admissions and cost of medications) and indirect,

non medical costs (time lost from work, premature death)

• The costs of asthma depend on the individual patient's level of

control and the extent to which exacerbations are avoided. (GINA,2008).


