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Introduction 

The chronic obstructive pulmonary disease is the major cause of 

the morbidity worldwide, It is predicted to become the fourth 

leading cause of death and disability worldwide by year 2020 

(Gold,2006). 

The chronic obstructive lung disease is preventable and treatable 

disease with some significant extrapulmonary effects that may 

contribute to the severity in individual patients and its pulmonary 

components is characterized by airflow limitation that is not fully 

reversible and The airflow limitation is usually progressive and 

associated with an abnormal inflammatory response of the lung to 

noxious particles or gases (Soriano,2005). 

It is classified according to the symptoms , spirometric findings and 

presence of complications and the acute exacerbation of COPD are 

characterized by a changes in the patient`s baseline as dyspnea 

,cough or/and increased sputum amount (Soriano,2005 ). 

Also the exacerbation frequency increases with the severity and is 

associated with poorer health outcomes (Donaldson,2006). 

The C-reactive protein is a member of the Pentraxin family of 

proteins and discovered by Tillett and Francis in 1930, it is an 

acute phase protein predominantly produced and secreted by 

hepatocytes , other cells including lymphocytes ,kupefer`s cells 

,monocytes and macrophages   can also produced  C-reactive 



protein (Castell, 2000).Normally, there is no C-reactive protein 

detectable in blood and positive test means inflammation in body 

due to different causes ,where the induction of C-reactive protein 

synthesis is triggered by a number of cytokines chiefly IL-6 ,which 

is released from a variety of cell types and mainly from 

macrophages and monocytes at inflammatory sites (Gabay,1999). 

Also, the C-reactive protein secreted from local respiratory tract 

and damage of lung function in COPD patients is associated with 

the increase of C-reactive protein level (Zhong,2005). 

The C-reactive protein measurements provide prognostic  

information beyond that achieved by traditional markers of 

prognosis in patient with mild to moderate COPD and enable more 

accurate detection of patient at high risk of mortality. Although, 

The C-reactive protein level are increased in COPD but it is not 

certain ,whether they are associated with adverse clinical 

outcomes(Anthonisen,2006). 

Dev and Colleagues noted that positive C-reactive protein play an 

important role in an acute exacerbations of COPD and bacterial 

culture is not the most dependable factor of an acute exacerbations 

of COPD (Dev,1998). 

 

 

 

 



 

AIM OF THE WORK 

 

To Study the changes of serum C-reactive protein level in 

patients with an acute exacerbations of COPD and stable COPD 

patients, and the relationship of that to pulmonary function levels 

and arterial blood gases . 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



  

Chronic Obstructive Pulmonary Disease (COPD) is a major cause 

of chronic morbidity and mortality throughout the world. Many 

people suffer from this disease for years and die prematurely from it 

or its complications. COPD is the fourth leading cause of death in 

the world(WHO,2000). 

Chronic obstructive pulmonary disease can be regarded by 

describing & each of its words as follows:  

 

Obstructive:   partly blocked 

                                          Pulmonary:   in the lungs 

    Disease:    sickness 

                                (GOLD, 2002)  

Definitions:- 

The Global Initiative for Chronic Obstructive Pulmonary Disease 

(GOLD, 2008) defined COPD as  a preventable and treatable 

disease with some significant extrapulmonary 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. 

CHRONIC OBSTRUCTIVE PULMONARY DISEASE 



The definition of COPD has been always a concern to chest 

physicians. It was changed several times from the first trials in 1819, 

when Laennec first described the pulmonary catarrh as an 

inflammation of the mucous membrane of the bronchi and 

emphysema as an increase in the size of the airspaces in the lungs 

(Fletcher et al., 1976) to the latest GOLD (global initiative for 

obstructive lung disease) definition During the past half of this 

century, definitions of Chronic Obstructive Pulmonary Disease have 

been refined repeatedly as the result of recent clinical observations, 

new diagnostic tools and sophisticated epidemiologic studies 

(Fishman et al., 1998). 

In 1819 Laennec described "pulmonary catarrh" as an inflammation 

of the mucous membrane of the bronchi causing abundant secretion 

of mucus. Laennec also said that emphysema was "an increase in the 

size of the airspaces in the lungs" and this anatomical description is 

similar to the modern definition (Fletcher et al., 1976). 

The Ciba Symposium (1959) defined chronic bronchitis as chronic 

or recurrent cough together with expectoration, which occurred "on 

most days for at least three months in the year during at least two 

years". 

 
The American Thoracic Society (ATS) in 1995 defined COPD as: 

 a disease state characterized by the presence of airflow obstruction 

due to chronic bronchitis or emphysema, the airflow obstruction is 

generally progressive and may be accompanied by airway reactivity 

and may be partially reversible. 



The European Respiratory Society (ERS) in 1995 defined COPD as: 

a disease characterized by reduced maximum expiratory flow and 

slow forced emptying of the lungs, which is slowly progressive and 

mostly irreversible to present medical treatment. 

The National Institute for Clinical Excellence (NICE) in 2004 

defined COPD as: a disease characterized by airflow obstruction 

which is usually progressive, not fully reversible, and does not 

change markedly over several months. The disease is predominantly 

caused by smoking. 

Other attempts at defining COPD with reference to spirometric or 

functional criteria were undergone e.g. The BTS functional 

definition: " Chronic obstructive pulmonary disease (COPD) is 

characterized by airflow obstruction defined as a reduced 

FEV1(forced expiratory volume in 1 second) and a reduced 

FEV1/FVC ratio (where FVC is forced vital capacity), such that 

FEV1 is less than 80% predicted and FEV1/FVC is less than 0.7.  

The airflow obstruction is usually progressive, not fully reversible 

and does not change markedly over several months. The disease is 

predominantly caused by smoking(BTS, 2004). 

It was always believed that COPD is comprised of two conditions 

namely: Chronic bronchitis and Emphysema. 

Chronic bronchitis is defined clinically as the presence of a chronic 

productive cough for 3 months in each of 2 successive years, 

provided  that other causes of chronic cough have been ruled out 

(ATS, 1995). 


