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C
hronic obstructive pulmonary disease
(COPD) is characterised by inflammation,
airflow limitation that is not fully rever-

sible and a gradual loss of lung function [1]. The
most recent COPD guidelines from the Global
Initiative on Chronic Obstructive Lung Disease
(GOLD) emphasise the key point that an abnor-
mal inflammatory response in the lungs to
noxious gases or particles is central to the
pathology of COPD [2]. The association of a
systemic cellular and molecular inflammatory
response with COPD is also well documented.
Recent literature provide evidence of elevations
in multiple serum markers of inflammation in
patients with COPD, including interleukins,
tumour necrosis factor-a and C-reactive protein
[3, 4]. This systemic inflammation may contribute
to the wide range of serious comorbidities
observed in patients with COPD, including
increased risk for cardiovascular disease, osteo-
porosis, diabetes, gastrointestinal diseases,
changes in body composition (loss of lean muscle
mass) and anaemia [4].

The central role of inflammatory processes in the
pulmonary and, perhaps, the systemic comorbid-
ities of COPD have focused attention on new
treatments for this disease that directly target
these inflammatory processes. New therapies
being evaluated for the treatment of COPD
include agents directed against the influx of
inflammatory cells into the airways and lung
parenchyma that occurs in COPD, and broad-
spectrum anti-inflammatory drugs, such as inhi-
bitors of phosphodiesterase (PDE)4, p38 mitogen-
activated protein kinase, nuclear factor-kB and
phosphoinositide-3 kinase-c. Other more specific
approaches include antioxidants, inhibitors of
inducible nitric oxide synthase and leukotriene B4

receptor antagonists [5–7].

At present, smoking cessation remains the most
important intervention for modifying the course of
COPD [8]; there is little evidence that other current
therapies for COPD have the potential to slow or
halt the progression of this disease. However,
recent results from the Towards a Revolution in
COPD Health (TORCH) study have suggested
that treatment with a combination of fluticasone
propionate and salmeterol decreased the risk for
death among patients with COPD by 18% versus
placebo (12.6% for active treatment versus 15.2%
for placebo; absolute risk reduction 2.6%) [9]. It is

hoped that newer targeted therapies can produce
more substantial increases in survival as well as
significant improvements in pulmonary function
in patients with COPD.

The three articles comprising the symposium
presented herein focus on inflammatory pro-
cesses in COPD and the degree to which they can
be modified by current and emerging therapies
for this disease. RENNARD [10] focuses on chronic
inflammation and injury of both the airways and
the parenchymal pulmonary structures in
patients with COPD, and discusses the repair
processes stimulated by these inflammatory
events. Results summarised in the article by
RENNARD [10] suggest that complex relationships
among a large number of mediators determine
whether or not repair leads to restoration of
normal tissue structure and function or patholo-
gical alterations that further impair pulmonary
function in COPD patients.

The article by ROCHE [11] considers disease
progression in patients with COPD and the
possibility that currently approved treatments
may have the potential to slow or arrest
progressive decline in lung function, and perhaps
even decrease mortality in patients with COPD.
Important studies considered in detail in the
article by ROCHE [11] include the long-term trial
of tiotropium in patients with COPD [12] and
TORCH [9]. ROCHE [10] also emphasises the
importance of early diagnosis and intervention
to maximise the potential of treatment in order to
slow disease progression in COPD patients.

The article by MCIVOR [13] reviews new COPD
therapies, emphasising PDE4 inhibitors that are
being developed for the treatment of patients
with this disease. Pre-clinical results for these
agents have demonstrated their potential to blunt
both the inflammatory processes and pulmonary
remodelling characteristic of COPD. Clinical
results for one agent in this class, roflumilast,
have further demonstrated that PDE4 inhibition
has the potential to safely improve pulmonary
function and decrease the frequency of exacerba-
tions among patients with a wide range of COPD
severities. The fact that roflumilast is adminis-
tered orally and is systemically bioavailable
raises the possibility that this PDE4 inhibitor
may also benefit the systemic comorbidities
commonly observed in patients with COPD.
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In summary, the results and discussion presented in this issue
of the European Respiratory Review provide the reader with a
concise update on chronic obstructive pulmonary disease
pathophysiology, the latest data on currently approved
therapies, and new information on emerging treatments that
may greatly benefit patients with this disease.
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