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Introduction 

Chronic Obstructive Pulmonary Disease (COPD) 

is a preventable and treatable disease state 

characterized by airflow limitation that is not fully 

reversible. The airflow limitation is usually progressive 

and is associated with an abnormal inflammatory 

response of the lungs to noxious particles or gases. 

Worldwide cigarette smoking is the overwhelming risk 

factor for COPD, although in many countries, air 

pollution resulting from the burning of wood and other 

biomass fuels has also been identified as a COPD risk 

factor (GOLD, 2009).  

Although COPD affects the lungs, it also 

produces significant extrapulmonary effects that may 

contribute to disease severity in individual patients 

(Agusti, 2005).  

 A diagnosis of COPD should be considered in any 

patient who has symptoms of cough, sputum 

production, or dyspnea, and/or a history of exposure to 

risk factors for the disease (GOLD, 2009).  

Statins"3-hydroxy-3-methyl-glutaryl-coenzyme-A 

(HMG- CoA) reductase inhibitors", are a class of drugs 

that lower cholesterol level in people with or at risk of 
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cardiovascular diseases. They lower cholesterol by 

inhibiting the enzyme HMG-CoA reductase which is 

the rate-limiting enzyme of mevalonate pathway of 

cholesterol synthesis (Endo, 1992).  

Statins are used for their lipid lowering 

characteristics but also appear to have anti-

inflammatory and immunomodulatory properties 

which could possibly influence inflammatory airway 

disease (Keddissi et al., 2007). 

Previous studies assessed evidence for disease 

modifying effects of statin treatment in patients with 

COPD. Outcomes associated with treatment with 

statins included decreased COPD related mortality, 

reduction in incidence of respiratory related urgent 

care, fewer COPD exacerbations, fewer intubations for 

COPD exacerbations and attenuated decline in 

pulmonary function (Dobler et al., 2009). 
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Aim of the Work 

The aim of this work is to assess the effect of 

statins on pulmonary functions in COPD patients. 


