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Introduction

Introduction

Chronic obstructive pulmonary disease is a common
preventable and treatable disease charecterized by persistent
airflow limitation that is usually progressive and associated
with an enhanced chronic inflammatory response in the airways
and the lung to noxious particles or gases(GOLD, 2014).
Chronic obstructive pulmonary disease (COPD) occurs as a
result of the combined effects of smoking exposure and genetic
susceptibility to the damaging effects of smoking.COPD is
described as heterogenous syndrome of overlapping conditions
such as chronic bronchitis,emphysema and bronchiolitis
(Vestibo et al.,2013).

COPD is characterized by progressive, minimally reversible air
flow limitation that results from varying combinations of
parenchymal destruction (emphysema) and fixed small airways
disease from smooth muscle hypertrophy and airway fibrosis
(Spurzemand Rennard. 2005).

COPD is also a systemic disease with progressive muscle
wasting of the skeletal and respiratory system, which further
limits exercise capacity (Gan etal., 2004). Other systemic
manifestations of COPD include coronary artery disease
(CAD), osteoporosis and anaemia (Barnes and Celli. 2009).

Smoking has been shown to account for 85% of cases
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