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ABSTRACT

Asthma is a chronic disease of airways with an underlying infl-

ammatory component. Its prevalence has increased dramatically in recent

years. Although inhaled steroids are the cornerstone in long term therapy

of asthma, poor patient compliance and the systemic side effects

especially when high doses are required in long term control of the

disease are still a major concern.

       So, as a result of the increased understanding of the pathophysiology

of asthma, new classes of medications have been introduced during the

last few years such as leukotriene antagonists and anti-IgE antibody. In

this study we discussed a number of those new medications and their

place in the treatment guidelines of asthma.
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Introduction And Aim Of The Work

       Asthma is a disease of air ways with an underlying inflammatory

component (Belvisi et al, 2004).

       Despite increase scientific knowledge about asthma and improved

therapeutic options, the disease continues to cause significant morbidity

and mortality (Mintz, 2004).

      Although inhaled corticosteroids are the most effective long term

therapy available for suppressing airway inflammation in persistent

asthma, poor patients compliance is a major barrier to treatment

(O'Conell , 2005).

      There is a need for novel, safe treatment to tackle the underlying

inflammation that characterized asthma pathology and to be developed as

oral therapy in order to alleviate patient compliance issue especially in

children (Belvisi et al, 2004).

    New classes of medications have introduced during the last few years

including leukotriene modifiers, long acting beta-adrenergic agonists,

combination inhaled corticosteroids with long acting beta adrenergic

agonists and anti-IgE antibodies (Szefler, 2004).

      Anti-leukotriene agents are currently being studied as alternative first

line agents to inhaled corticosteroids in mild to moderate chronic asthma

(Salvio and Hicks, 2004). Controlled clinical trials with the currently

used leukotriene modifiers have established their efficacy in improving

pulmonary function, reducing symptoms, decreasing night-time

awakenings and decreasing the need for rescue medications (Kemp,

2003).



       Anti-IgE, the newest therapeutic modality for asthma, a biologic

agent to control allergic disorders, represents a fundamentally new

concept in treatment (Milgrom, 2004). It shows great promise as an

adjunctive therapy in moderate to severe asthma patients (Lanier, 2003).

        New guidelines suggest that immunotherapy can, in some cases,

actually prevent the development of allergic asthma in children with

allergic rhinitis (Disease Management Advisor, 2003). It is the only

treatment that can modify the natural history of asthma (Jacobsen L.,

2001).

       Pulmonary rehabilitation is a form of therapy for chronic lung

diseases that becomes more and more important. It can improve

endurance and quality of life (Werner Karrer, 2005).

Aim of The Work:

        To provide insight into the new advances in management of

bronchial asthma in children in comparison to the basic and currently

used medications and show to what extent those new modalities may be

used as alternative or combination treatment to the other medications.



DEFINITION

Asthma is a chronic inflammatory disease of airways that affects

approximately 100 million people worldwide (Kemp JP., 2003).

Asthma is a disease characterized by chronic airway inflammation and varying

degrees of airflow limitation and airway hyperresponsi-veness, accompanied by

recurrent episodes of coughing, wheezing, and dyspnea. Airflow limitation is at least

partially reversible, either spon-taneously or with treatment. Many cells, including

eosinophils, T cells, mast cells, airway epithelial cells and humoral factors contribute

to airway inflammation. In patients with chronic disease, airflow limitation tends to

become less reversible and it is common to see evidence of airway remodeling.

Airway inflammation and airway remodeling are associated with airway

hyperresponsiveness in sensitive patients (Kager S. and Basel AG., 2005).

Its causes and physiopathological mechanisms are various. The final result is a

recurrent obstructive bronchial process, with sibilants and/or dyspnea, which causes

an upset in functional respiratory tests, among which the maximum respiratory peak

flowmeter diminished for age, sex and height of patient (Hernando SV. et al, 2004).

In susceptible individuals, this inflammation causes symptoms which are

usually associated with wide spread but variable airflow obstruction that is often

reversible spontaneously or with treatment and causes an associated increase in

responsiveness of airways to a variety of stimuli (Visser et al, 2002).


