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IINNTTRROODDUUCCTTIIOONN  

Asthma and chronic obstructive pulmonary disease 

(COPD) are a major public health problem because of their high 

and still rising prevalence, their associated morbidity, mortality 

and socioeconomic costs (Bahadori et al., 2009; GOLD, 

2011). 

Asthma is recognised as an allergic disease that develops 

in childhood, characterised physiologically by reversible 

airflow obstruction, and has an episodic course with a generally 

favourable prognosis, responding well to anti-inflammatory 

treatment. In contrast, COPD is typically caused by tobacco 

smoking, develops in mid to later life and is characterised by 

incompletely reversible airflow limitation that results in a 

progressive decline in lung function leading to premature death 

(Gibson and Simpson, 2009). 

Although asthma and COPD are different diseases, 

differential diagnosis is sometimes difficult and may be 

impossible in some older patients (Guerra, 2004). 

Furthermore, asthma and COPD may coexist: more than 

40% of patients with COPD report a history of asthma, and 

asthma has been recognized to be a risk factor for developing 

COPD. Patients who have both COPD and asthma (overlap 

syndrome) have a more rapid disease progression, a worse 



Introduction  

 
- 2 - 

health-related quality of life, more frequent respiratory 

exacerbations, increased co-morbidities and health care 

utilization than those with either disease alone (Roberto de 

Marco et al., 2013). 

Overlap syndrome is recognized by the coexistence of 

increased variability of airflow in a patient with incompletely 

reversible airway obstruction. Patients typically have 

inflammatory features that resemble COPD, with increased 

airway neutrophilia, as well as features of airway wall 

remodeling. Overlap syndrome can develop when there is 

accelerated decline in lung function, or incomplete lung growth, 

or both. The risk factors for these events are shared, such that 

increasing age, bronchial hyper-responsiveness, tobacco smoke 

exposure, asthma and lower respiratory infections/exacerbations 

are significant risk factors for both incomplete lung growth and 

accelerated loss of lung function. Studying these events may 

offer new insights into the mechanisms and treatment of 

obstructive airway diseases (Gibson and Simpson, 2008). 
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AAIIMM  OOFF  TTHHEE  WWOORRKK  

To evaluate the prevalence of asthma- chronic 

obstructive pulmonary disease (overlap syndrome) in Embaba 

Chest Hospital. 
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Chapter (1): 

CCHHRROONNIICC  OOBBSSTTRRUUCCTTIIVVEE  PPUULLMMOONNAARRYY  

DDIISSEEAASSEE  

Definitions: 

COPD is a preventable and treatable disease state 

characterized by airflow limitation which is progressive, not 

fully reversible, associated with airway inflammation, hyper 

responsiveness and systemic manifestations including skeletal 

muscle dysfunction, cachexia, cardiovascular and osteo-skeletal 

alteration. The airflow obstruction is generally due to chronic 

bronchitis or emphysema (ATS, 2007). 

Chronic obstructive pulmonary disease (COPD) is a 

preventable and treatable disease with some significant extra 

pulmonary effects that may contribute to the severity in 

individual patients. Its pulmonary component is characterized 

by airflow limitation that is not fully reversible. The airflow 

limitation is usually progressive and associated with an 

abnormal inflammatory response of the lung to noxious 

particles or gases (GOLD, 2010). 

This definition does not use the terms chronic bronchitis 

and emphysema and excludes asthma (reversible airflow 

limitation). 


