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Chronic obstructive airway diseases (asthma, chronic
obstructive pulmonary disease, bronchiectasis, and cystic
fibrosis) are chronic inflammatory disorders characterized by
airflow obstruction and subsequent airflow limitation.
Airflow limitation can be present in different severities and
clinical expressions.

These diseases, especially asthma and chronic obstructive
pulmonary disease (COPD), cause considerable morbidity
and mortality and consume substantial and increasing health
care resources, this have become important global public
health problem in the last decades. There is evidence that
asthma affects 1-18% of the population in different countries
[1]. In addition, COPD is one of the most important causes
of death in most countries, i.e. it is estimated that COPD will
become the third leading cause of death worldwide by 2020
[2].

Despite increasing knowledge about the mechanisms,
patophysiology, diagnostics, and treatment of these diseases,
the problem of chronic obstructive airway disease remains
far from being solved. From the doctors’ point of view there
are still many controversies in all aspects of these diseases.
From the patients’ point of view there are still many unmet
needs, as well.

The best illustration of this maybe is still an ongoing
debate between the Dutch hypothesis and the British
hypothesis. In 1961, Orie et al. [3] put forward the
hypothesis that various forms of airway obstruction, such as
asthma, chronic bronchitis and emphysema, should not be
considered as separated diseases but rather as different
expressions of one disease entity: chronic non-specific lung
disease (CNSLD). In 1969, Fletcher ef al. [4] suggested the
name Dutch hypothesis. The principle of the Dutch
hypothesis is that various forms of obstructive airway
disease overlap clinical features, and suggest using a number
of defining characteristics (symptoms and signs, allergy,
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bronchial hyperresponsiveness, etc.) to describe the
individual patient with CNSLD, rather than trying to
categorize a patient with specific disease label [5]. On the
contrary, the British hypothesis [6] suggests that asthma and
COPD are distinct entities generated by different
mechanisms, i.e. there are marked differences in the patterns
of the underlying inflammation, cellular mechanisms,
inflammatory mediators, and response to therapy between
asthma and COPD. This issue remains hotly debated
particularly as we are entering a new era of molecular
phenotyping and targeted biologic therapies. Results from
actual study based on biological clustering of asthma and
COPD indicate that sputum cytokine profiling can determine
distinct and overlapping groups of patients with asthma and
COPD, supporting both the Dutch and British hypothesis of
airway disease [7]. Furthermore, from the clinical point of
view, distinguishing asthma from COPD can be problematic,
particularly in smokers and older adults. The Asthma COPD
overlap syndrome (ACOS) is a clinical entity characterized
by persistent airflow limitation with several features usually
associated with asthma and several features usually
associated with COPD. Such consensus-based description of
the ACOS is intended to stimulate further study of the
character and treatments for this common clinical problem

[1].

What can we say? There is no doubt that the knowledge
about chronic obstructive airway diseases is growing and it
is a reflection of the progress that has been made. However,
there is always a need of further investigations of different
aspects of these diseases. In addition, every study represents
a small piece of knowledge that participates in the whole
knowledge of this field of respiratory medicine.
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