
Editorials

Journal impact factors for 2000: Thorax flying yet higher

The journal impact factors for 2000 have recently been
released and the good news for Thorax is that it has again
increased its impact factor from 3.44 in 19991 to 3.98, and
it has narrowed the gap considerably on its main two
competitors—the American Thoracic Society publications.
The position of Thorax in terms of impact factor relative to
other selected specialist journals of similar complementary
interests is shown in table 1. What is the reason for this
further improvement? We think that it is due to a number
of factors. Our fast review process2 and rapid publication
undoubtedly helps, but the most important factor is the
quality of the contributions that we receive from you, the
contributors. We have been very fortunate to receive a
number of excellent original papers for the last two years.
In addition, we have benefited from having several authori-
tative guidelines in the journal,3 a number of excellent
review series,4–7 good contributions from symposia,8 and

the well received Year in Review publication.9 eThorax may
also have contributed.10

We hope that the journal can continue to go from
strength to strength, but it can only do so by continuing to
receive high quality papers. We thank all the Associate Edi-
tors, Editorial Board, Technical Editor, and Editorial
Assistants and referees for their eVorts and hope that you
the readers and contributors will continue to think of Tho-
rax for your best work. Perhaps the drivers of the two
American Thoracic Society publications will not be
looking in their rear view mirrors to see Thorax for much
longer!
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Antidepressants in the treatment of patients with COPD:
possible associations between smoking cigarettes, COPD and
depression

E J Wagena, M J H Huibers, C P van Schayck

The antidepressants bupropion and nortriptyline are eVec-
tive agents in stimulating smoking cessation.1–4 The mech-
anism by which bupropion and nortriptyline act as smok-
ing cessation aids is unknown, as is its exact mechanism of
antidepressant activity. What we do know is that the eVects
on smoking cessation are not produced through the treat-
ment of depression itself.1–4 Bupropion and nortriptyline
are thought to produce their therapeutic antidepressant
eVects via inhibition of the neuronal uptake of noradren-
aline and/or dopamine. Furthermore, the eVects of
nicotine are supposed to occur through the stimulation of
dopaminergic pathways. Because (1) smoking cigarettes is
the major risk factor for chronic obstructive pulmonary
disease (COPD), (2) smoking cessation is the main
preventive measure in reducing the decline in lung function

in patients at all stages of COPD, and (3) patients with
COPD can be characterised as a population of chronically
ill patients with a higher than normal prevalence of psychi-
atric disorders, the use of antidepressants in the treatment
of these patients needs further attention.

Smoking cigarettes is the main cause of COPD in
80–90% of cases (fig 1, arrow 1). It is the single most
important way of aVecting outcome in patients at all stages
of COPD,5 and is the only evidence based treatment (as
confirmed in the Lung Health Study6) which has been
proved to slow down the development of the disease by
preventing further deterioration in lung function. It is the
only intervention at this time to aVect long term decline in
forced expiratory volume in one second (FEV1). However,
for most people stopping smoking is diYcult, especially

Table 1 Journal impact factors 2000*

American Journal of Respiratory and Critical Care Medicine 5.44
American Journal of Respiratory Cell and Molecular Biology 4.35
Thorax 3.98
American Journal of Physiology—Lung Cellular and Molecular Physiology 3.30
Journal of Thoracic and Cardiovascular Surgery 3.06
Clinical and Experimental Allergy 2.95
European Respiratory Journal 2.59
Journal of Heart and Lung Transplantation 2.53
Chest 2.45

*Source: Institute for Scientific Information Journal Citation Reports, 2000.
http://jcrweb.com
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when the attempt to stop is being hampered by the
co-existence of a psychiatric disorder. The eVectiveness of
smoking cessation programmes can be influenced by the
co-existence of depression or other psychiatric disorders.
Both depression and depressive symptoms are independ-
ently associated with failure to quit smoking and relapse.

Patients with COPD have repeatedly been characterised
as a population of chronically ill patients with a higher than
normal prevalence of psychiatric disorders such as depres-
sion.7 8 Psychiatric disorders complicating COPD may be
overlooked.9 Many clinicians remain uncertain about the
exact status of depressive moods and associated symptoms
in patients with chronic diseases.10 The physical illness
itself is often considered reason enough for patients to be
depressed.9 This could lead to an underestimation of the
prevalence of psychiatric disorders in the physically ill
because symptoms of a psychiatric disorder such as severe
fatigue or insomnia may be attributed to physical illness
when they are, in fact, caused by psychological illness, and
these increased scores may be related to an understandable
and expected emotional reaction to the physical illness
itself.7 10 However, distinguishing depression from COPD
can be diYcult because several of the same emotional and
physical signs and symptoms are associated with both dis-
orders.9 11 12 Until now it has not been clear whether
depression is more prevalent in patients with COPD than
in those without COPD or those with other chronic
illnesses. We hypothesise that COPD, as a chronic disease,
causes patients to suVer from depressive symptoms which
may lead to the development of depression (fig 1, arrow 2).

Furthermore, although a positive association between
psychiatric disorders and cigarette smoking has been well
established,5 6 the association between smoking cigarettes,
COPD, and depression is not yet clear. Several explana-
tions for the association between psychiatric disorders and
cigarette smoking have been proposed. According to the
notion of self-medication, smokers use nicotine to
medicate their depressed mood.13 Alternative explanations
include a causal influence of smoking on major depression
based on the possible eVects of long term nicotine exposure
on neurobiological systems implicated in the aetiology of
depression,14 and the eVects of shared environmental or

genetic factors that predispose to both smoking and major
depression.14 The observed influences from depression to
subsequent daily smoking (fig 1, arrow 3a) and smoking to
depression (fig 1, arrow 3b) support the plausibility of
shared aetiologies (or at least their close interrelation-
ship).13 However, separate causal mechanisms in each
direction might also operate, including self-medication of
depressed mood as a factor in smoking progression and
neuropharmacological eVects of nicotine on neurotrans-
mitter systems linked to depression.13 The association
between smoking cigarettes and depression is certainly
present but is not yet understood.

In daily practice it is quite common to treat the
symptoms of COPD as separate disease entities. However,
for continuity of the eVect of individual treatments in
patients with COPD, we recommend a holistic approach in
which the possible co-existence of multiple problems is
being integrated. For example, the attempt to quit smoking
and maintain abstinence from smoking might be hampered
by the co-existence of depression. The use of antidepres-
sants such as bupropion or nortriptyline is therefore of
particular interest in the treatment of patients with COPD.
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Figure 1 Association between smoking cigarettes, COPD, and depression.
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