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ASCVD

Atherosclerotic cardiovascular vascular disease.

ACB Aorta coronary bypass.
ARDS Acute respiratory distress syndrome.
BLVR Broncosopic lung volume reduction.
BMI Body mass index.
CABG Coronary artery bypasses grafting.
CPB Cardiopulmonary bypass.
COPD Chronic obstructive pulmonary disease.
CAD Coronary artery disease.
DD Differential diagnosis.
DVT Deep venous thrombosis.
ECG Electrocardiogram.
FVC Forced vital capacity.
FEV1 Forced expiratory volume in the 1%t second
ICU Intensive care unit.
IS Incentive spirometry.
IMA Internal mammary artery.
KFT Kidney function test.
LAD Left anterior descending.
LFT Liver function test.
LIMA LeftInternal mammary artery.
MV Mechanical ventilation.
NIPPV Noninvasive positive pressure ventilation.
NEMS Neuro muscular electrical stimulation
PO2 Arterial oxygen tension.
PCO2 Arterial carbon dioxide tension.
PTCA Percutaneous trans luminal coronary angiography.
PFT Pulmonary function test.
PTI The percentage thickness increase.
RCA Right coronary artery.
SFL Smoking free legislation.
Sa0O? Arterial oxvoen saturation.




Chronic Obstructive Pulmonary Disease
Definition:

COPD is a mostly preventable and treatable disorder characterized by

expiratory airflow limitation that is not fully reversible.

The air flow limitation is often progressive and associated with an
abnormal inflammatory response of the lungs to noxious particles or gases

especially cigarette smoking. (&2
Epidemiology:

COPD is a major cause of morbidity and mortality worldwide. @
Although the prevalence of COPD is difficult to determine is estimated to

affect about 24 million American. (4

COPD and other chronic lower respiratory tract represent the third
leading cause of death in the United States. Chronic obstructive pulmonary
disease is projected to rank as the fifth worldwide burden of disease by

2020.6)

Epidemiology in Egypt:
In Egypt there is about 3.77 million COPD patient according to the
last survey done in Egypt in 2010(6),

Etiology of COPD:



COPD occurs in 10-20 % of smokers indicating that there is probable

genetic susceptibility.

Exposures to:

1- Tobacco smoke: Cigarette smoking is by far the most important risk
factor for COPD either active or passive exposure to smoke as well as fetal
affection in pregnant females.?)

2- Occupational dusts and chemicals: When the exposures are sufficiently
intense or prolonged, such as those experienced by miners in many
countries: ®

3- Outdoor and indoor air pollution: Although the issue is not settled,
available evidence suggests that air pollution might be a factor in the

development of COPD ©®

Genes:

Alpha 1-antitrypsin deficiency is found in 1-2 of COPD patients
clinical characteristics of affected patients may include a minimal smoking
history, early onset COPD younger than 45 years old also a family history of

lung disease or lower lobe predominant: (0
Pathophysiology of COPD

Processes in the lungs and airways are important in the pathogenesis

of COPD include:



Mucous gland hyperplasia particularly in the large airways, with
mucous gland hypersecretion and therefore a chronic productive

cough is produced.t?)

Mucosal damage from smoke, squamous metaplasia and
replacement of the normal ciliated columnar epithelium by

squamous epithelium as shown in figure (1)

Chronic inflammation and fibrosis of small air way characterized by
CD8 lymphocyte, Macrophage and Neutrophils infiltration with

release of pro-inflammatory cytokines-t2)

Emphysema due to alveolar wall destruction causing irreversible
enlargement of air spaces distal to the terminal bronchioles with

subsequent loss elastic recoil and hyperinflated lungs.3

The thickened pulmonary arteriolar wall and remolding occurs with
hypoxia leads to increased pulmonary vascular resistance, pulmonary

hypertension and impaired gas exchange. (Barbera et al., 2003).
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Figure (1): shows Pathophysiology of COPD



Clinical aspect of COPD:

COPD is a heterogeneous disease: two main phenotypes of the

disease are recognized chronic bronchitis and emphysema.

Chronic bronchitis is characterized by cough and sputum production

for 3 months in each of two consecutive years.*5

Emphysema is defined as destruction of the airways distal to the
terminal bronchioles and gradual destruction of the alveolar septa

and the pulmonary capillary bed-(14)

The symptoms may precede the development of air flow limitation
by many years. Inflammation and secretion provide the obstructive
component of the disease, in contrast to emphysema chronic
bronchitis is associated with relatively undamaged pulmonary
capillary. The body responds by decreasing ventilation and increasing
cardiac output (ventilation -perfusion mismatch) leading to hypoxia,
polycythemia and increased carbon dioxide retention and eventually

these patients develops signs of right sided heart failure.(1¢)

COPD Severity according to NICE Guidelines:

Mild: FEV1 50-80% predicted may or may not be symptomatic.



e Moderate: FEV1 30-49 % Predicted, Increased FRC, Reduced DLCo

likely to be symptomatic (cough, sputum, dysponea).

® Severe: FEV1 <30% predicted with marked hyperinflation, TLCO

usually low with signs of corpulmonale.

Classification based on post bronchodilator FEV1:GOLD2014

e Mild FEV1>80 % predicted.
e Moderate 50%< FEV1 < 80%.
e Severe 30%<FEV1< 50%.

e Verysevere FEV1<30%.

Clinical features:

History:

Patient exposed to risk factor such as smoking and occupational or

environmental exposure. (38)
Symptoms:

e Cough: chronic cough, usually the first symptom of COPD to develop,



intermittent at the beginning then becoming progressive throughout
the day.1®

Sputum: initially occurs in the morning but later will be present all
day long. It is usually tenacious and mucoid and in small quantities. A
change in sputum color (purulent) or volume suggests an infective
exacerbation.9)

Hemoptysis: it is not uncommon during exacerbation; however the
presence of blood should always alert the physician to the possibility
of alternative diagnosis2%

Dyspnea: is usually progressive and over time it becomes persistent.
It is the reason most patients seek medical attention and is a major
cause of disability and anxiety associated with the disease.)
Wheezing and chest tightness: are relatively non-specific, in stage I,

stage Ill and stage IV particularly during exercise.

Weight loss may occur with end stage COPD.

Signs:

Depend on the severity of the underlying disease:

Raised respiratory rate.
Barrel shaped chest.
Resonant bare area of the heart.

Use of accessory muscle of respiration.



e (Quite breath sound.

e Signs of cor-pulmonale and co2 retention (ankle oedema, raised

juglar venous pressure, plethoric conjunctiva and polycythemia).(22-23)
Extra pulmonary aspects of COPD
Cardiovasular diseases

e Ischaemic heart disease.
e Hypertension.
e Pulmonary hypertension.
e Congesive heart failure.
Metabolic disorder
e (steoporosis.
e Skeletal muscle weakness.
e (Cachexia: weight loss and muscle wasting.
e Diabetes mellitus.
e Metabolic syndrome.

Other co morbid diseases:

e lung cancer.

e Chronic kidney disease.



