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From the authors:

We thank R. Young and co-workers for their constructive
comments on our review [1] and we fully agree with them on
the potential benefits of statins in chronic obstructive pulmon-
ary disease (COPD) patients. The new information they
provide about the potential for statins in reducing lung cancer
is particularly important, as this is one of the most common
causes of death amongst COPD patients, particularly in those
with severe disease. The potential anti-inflammatory effects of
statins highlighted in our review might account for the
reduction in cancer, although it is possible that statins have
additional effects on the signalling pathways which lead to
epithelial cancers [1]. For example, lovastatin inhibits the
growth of lung cancer cell lines in vitro, in part, by increasing
activity of the tumour suppressor protein p53 and the cell-cycle
check-point inhibitors p21WAF and p27KIP [2]. Although the
pleiotropic effects of statins provide a convincing scientific

rationale for their potential benefit in COPD patients, a note of
caution should be applied as the evidence for the benefits of
statins is derived solely from observational studies that may
have a selection bias. For example, patients with a better
prognosis or who receive more intense medical attention may
be more likely to be selected for statin therapy. What is needed
now is a large, long-term, randomised placebo-controlled
study investigating the addition of statins to usual therapy
across a range of COPD disease severity; measuring disease
progression, exacerbations, comorbidities and all-cause mor-
tality. However, the high costs of such a study and the
availability of generic statins mean that such a trial may be
difficult to fund. In the meantime, further research investigat-
ing the molecular mechanisms of action of statins may be
useful in identifying novel targets for the development of new
treatments for COPD and its comorbidities [3]. It should also
be remembered that there are differences between statins in the
range of pleiotropic effects, thus it may not be appropriate to
analyse all statins together.
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Penetrating missile pulmonary embolisation
To the Editors:

We read with interest the review by JORENS et al. [1]
highlighting the causes, diagnosis and treatment of nonthrom-
botic pulmonary embolism. Certainly, particulate material
embolisation, especially from an iatrogenic source, is becoming
more common. In fact, another well recognised source of
embolisation of cyanoacrylate glue and lipiodol is following
endoscopic injection of gastric or oesophageal varices [2, 3].

Embolisation of foreign material related to military trauma or
weapons ammunition has become more topical with the
presence of worldwide military conflicts in recent years [4].
The management of these patients can be very challenging
given the presence of multiple injuries and contaminated
wounds. Following adequate resuscitation, total body com-
puted tomography (CT) imaging is often advocated to guide
and prioritise treatment for the most life-threatening condition.
The CT images in figure 1 show a 36-yr-old male injured by a
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shotgun fired at close quarters during military duty into the
anterior lower thorax. The lower chest wall, liver, pericardium,
base of right lung and heart were impregnated with shot
pellets, giving the classical multiple ‘‘star burst’’ appearance.
(fig. 1a). Extensive debridement of the chest wall wound was
performed, with the removal of numerous lead shots.
Intracardiac and intrapulmonary shots were left in situ and
successfully managed conservatively [5]. He remained asymp-
tomatic. Injuries were monitored by serial CT scans and
echocardiograms, which later showed evidence of embolisa-
tion of multiple shots into the lung (fig. 1b).
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Impact factor and its role in academic promotion
To the Editors:

The following statement was adopted unanimously at the May
17, 2009, meeting of the International Respiratory Journal
Editors Roundtable.

In our collective experience as editors of international peer-
reviewed journals, we propose that the impact factor calcu-
lated for individual journals should not be used as a basis for
evaluating the significance of an individual scientist’s past
performance or scientific potential. There are several reasons
not to equate the impact factor of a journal in which the
scientist publishes with the quality of the scientist’s research.
For example, as revealed by several recently published
analyses of the impact factor [1–6]:

1) A journal’s impact factor is determined by a decided
minority of its published manuscripts. Thus the impact factor
correlates poorly with the citations of an individual manu-
script.

2) The impact factor does not consider the number of scientists
actively producing research in a given specialty field. Indeed,
some journals feel the need to serve constituencies with
relatively small numbers of participants who continue to
address important questions even though the number of
scientists available for citations is limited.

3) A journal’s impact factor can be inflated by certain journal
practices, such as publication of many review articles.

4) Impact factor measures only the frequency of citations
which cannot be assumed to always equate with quality.

There are alternative and we believe more valid measures of
the quality and impact of an individual scientist’s published
contributions. First, a citation record for the individual
candidate is readily available via several types of Internet
search engines. Second, the time-honoured practice of solicit-
ing evaluations concerning the significance of a candidate’s
work from scientific peers who are carefully selected to be both
highly qualified as well as clearly ‘‘arms-length’’ from the
candidate should be rigorously applied.
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FIGURE 1. Computed tomography images showing a) the classical multiple

‘‘star burst’’ appearance due to multiple shot pellets, and b) evidence of

embolisation of multiple shots into the lung.
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