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Table 1. Acute cause of dyspnea

Cardiovascular system

Acute myocardial ischemia

Heart failure

Cardiac tamponade

Respiratory system

Bronchospasm

Pulmonary embolism

Pneumothorax

Pulmonary infection - bronchitis, pneumonia

Upper airway obstruction - aspiration, anaphylaxis
Table 2. Chronic cause of dyspnea

Pulmonary Cardiac

Asthma Arrhythmia

Bronchiectasis

Bronchiolitis

COPD/emphysema

Chronic thromboembolic disease

Interstitial lung disease

Lung mass compressing or occluding airway

Pleural effusion

Pulmonary right-to-left shunt

Pulmonary hypertension

Constrictive pericarditis, pericardial effusion
Coronary heart disease

Deconditioning

Heart failure (systolic or diastolic dysfunction)
Intracardiac shunt

Restrictive cardiomyopathy

Valvular dysfunction
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Box 5-1. Current definitions of asthma and COPD, and clinical description of asthma-COPD overlap

Asthma

Asthma is a heterogeneous disease, usually characterized by chronic airway inflammation. It is defined by the history of
respiratory symptoms such as wheeze, shortness of breath, chest tightness and cough that vary over time and in
intensity, together with variable expiratory airflow limitation. [GINA 201 7]“5

'coPD
I

Chronic obstructive pulmonary disease (COPD) is a common, preventable and treatable disease that is characterized by
persistent respiratory symptoms and airflow limitation that is due to airway and/or alveolar abnormalities usually caused
by significant exposure to noxious particles or gases. [GOLD 2017]39

I)\\sthma-COPD overlap (ACO) - not a definition, but a description for clinical use

' &

Asthma-COPD overlap (ACQ) is characterized by persistent airflow limitation with several features usually associated
with asthma and several features usually associated with COPD. Asthma-COPD overlap is therefore identified in clinical
practice by the features that it shares with both asthma and COPD.

This is not a definition, but a description for clinical use, as asthma-COPD overlap includes several different clinical
phenotypes and there are likely to be several different underlying mechanisms.
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