
alveolar macrophages [2], as well as from the pulmonary
fibroblasts [3]. Its action is basically opposed to that of TNF-a,
which is a rather inflammatory cytokine [2]. It is considered,
as well as IL-4, a major IL in the T-helper cell type 2 immune
response [4]. Interestingly, IL-10 levels have been found to be
high in rat tissues with pulmonary fibrosis, while in rats with
IL-10 deficiency, the inflammatory response has been found
to be more intense than in the wild animals [5]. In in vitro
studies, the addition of IL-10 in fibroblasts has lessened the
expression of type 1 collagen, the production of which is sti-
mulated by transforming growth factor-b [6]. Those observa-
tions support the findings of BERGERON et al. [1], as well those
from our own studies, that IL-10 might be an important
target for future therapies, as well as a diagnostic tool.

We think that investigating the interleukin-10 pathways
and possible therapeutic uses might be important in discover-
ing more about idiopathic pulmonary fibrosis and providing
patients with a more effective treatment. Moreover, serum and
tissue cytokine profiles might be important in this direction.

P.G. Tsoutsou*, K.I. Gourgoulianis#

*Nikis 33, Syntagma, Athens and #Medical school, University
of Thessaly, Larissa, Greece.
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From the authors:

We thank P.G. Tsoutsou and K.I. Gourgoulianis for their
interest in our manuscript in which we suggested a potential
important role for transforming growth factor-b and inter-
leukin (IL)-10 in the pathogenesis of idiopathic pulmonary
fibrosis (IPF) [1]. We also read with great interest the results
they report concerning increased levels of IL-10 in the sera of
their patients with IPF.

As they emphasised in their comments, the production of
cytokines varies during the course of an inflammatory pulmo-
nary process and it is very important to be precise about the
moment of the study, which clearly corresponded in our work
to "a given moment" of the development of IPF. All the tissue
specimens studied were open lung biopsies obtained from
patients with IPF at the time of histological confirmation of
the diagnosis. It should be emphasised that no patient had a
history or symptoms suggesting pulmonary fibrosis of a known
cause and none had received any treatment for pulmonary
fibrosis prior to lung biopsy.

In our study, we found that hyperplastic type II pneumo-
cytes were the main source of IL-10 in the lung tissue
specimens from patients with IPF [1]. One can speculate that
at least a part of IL-10 produced in the lung in the course of
IPF could circulate in the bloodstream, and thus could
participate in the elevated levels of this cytokine in the sera of
patients, as reported by P.G. Tsoutsou and K.I. Gourgoulianis.
Additional work is needed, however, to determine the cellular
sources of the increased circulating levels of IL-10 in IPF and
to confirm that in the same patients, the serum and pulmo-
nary levels of IL-10 are correlated.

The absence of increased levels of IL-10 in the blood of
patients with known causes of pulmonary fibrosis raises
concern about the histopathological pattern of the fibrotic
process. Besides usual interstitial pneumonia, i.e. the histo-
logical counterpart of IPF, several other patterns have been
identified in the spectrum of diffuse fibrotic interstitial pneu-
monias (such as desquamative interstitial pneumonia, non-
specific interstitial pneumonia, etc.) that can be associated
with various aetiologies [2]. Cytokines involved in the patho-
genesis of these patterns of pulmonary fibrosis might be
different from cytokines present in IPF. Studies performed
in situ on lung tissue samples from patients with secondary
pulmonary fibrosis with precise histopathological pattern are
needed to answer this question. In particular, the presence or
absence and the extent of type II alveolar hyperplasia in these
different interstitial pneumonias could also influence the
amounts of IL-10 produced in the lung of these patients.

Finally, we agree with P.G. Tsoutsou and K.I. Gourgoulianis
that studies evaluating the role of interleukin-10 in idiopathic
pulmonary fibrosis may give further insights in the manage-
ment of patients with this very disabling disorder.

A. Tazi
Service de pneumologie, Hôpital Avicenne, 125 rue de
stalingrad, 93009 Bobigny, France.
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Spirometry in young children

To the Editor:

With interest we read the article by GRACCHI et al. [1]. In
recent years we also evaluated the use of computer-animation

programs for spirometry with children in our pulmonary
function lab. However, we did not find a significant difference
in maximal performance with or without the use of the
"candles" and the "balloon" program.
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