
the current regimen, are superior in comparison to alternative
preventive therapy options. Nevertheless, consistent evalua-
tion of drug sensitivity tests is imperative in an ongoing
evaluation of this decision.

In conclusion, our study is based on valid material and on
actual circumstances, and its outcome can provide some
evidence to yield of screening of potential immigrants from
Ethiopia, and hopefully from other African countries.
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Left ventricular dysfunction in patients with interstitial

lung diseases
To the Editors:

The paper by PAPADOPOULOS et al. [1] describes the failure of
systolic left ventricular (LV) function in patients with
idiopathic lung fibrosis (IPF).

Not much is known about LV systolic and diastolic function
failure in IPF patients or its influence on rates of survival. In
1998, VIZZA et al. [2] examined a large group of patients with

advanced lung diseases and estimated that 6% of them had LV
failure, in particular patients with primary pulmonary hyper-
tension and Eisenmenger’s syndrome. However, in a patient
group with interstitial lung diseases (ILD) the proportion was
lower and reached 3.6%.

In 2007, we studied LV systolic function in 18 patients with lung
fibrosis and heavy respiratory insufficiency [3]. The patients
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fulfilled the American Thoracic Society (ATS)/European
Respiratory Society (ERS) criteria for lung transplantation. In this
group there were nine patients with IPF, four patients with
advanced allergic hypersensitivity alveolitis, three patients
suffered from lung fibrosis in a course of connective tissue
diseases and two patients had silicosis. The control group
consisted of 22 patients with ILD that had been evaluated for
lung transplantation, but did not meet all ATS/ERS criteria for
intervention. Similarly to PAPADOPOULOS et al. [1], we excluded
patients with coexistent heart-circulation diseases or other
diseases which might affect the LV function. The echocardiogram
included two-dimensional examination with colour-doppler and
pulsative parameters according to the recommendation of the
American Echocardiography Society [4].

The presented spirometric and blood gas parameters were lower
in our patient group in comparison to those presented by
PAPADOPOULOS et al. [1] (forced vital capacity (FVC): 37¡15 versus
61¡15 % predicted; arterial oxygen tension: 47¡8 versus
62¡6 mmHg (6.2¡1.0 versus 8.3¡0.8 kPa)). Also, the achieved
distance in a 6-min walking test (6MWT) was shorter (255¡180
versus 450¡147 m). Unlike PAPADOPOULOS et al. [1], we found
substantial differences both in LV morphology and LV function
between the study and the control groups. The end diastolic
dimension of LV (4.4¡0.7 versus 4.9¡0.4 cm; p50.008), as well as
LV volumes (end-systolic volume 26¡12 versus 41¡20 cm3;
p50.01 and end-diastolic volume 56¡29 versus 79¡21 cm3;
p50.02) were essentially different between the study and the
control groups. Similarly to the study by PAPADOPOULOS et al. [1],
we did not state differences in the intraventricular septum
diameter between the researched groups. We found positive
correlations between the distance in 6MWT and variables
connected with LV morphology. Similarities were also found
between spirometric parameters (forced expiratory volume in
one second and FVC) as well as the results of blood gas
measurements and data obtained by echcardiogram estimation of
LV. Consequently, it can be noticed that factors limiting activity
in the end-stage ILD correlate with echocardiogram findings of
LV in those patients.

PAPADOPOULOS et al. [1] stated that the systolic function of the
LV is preserved in patients with IPF. In our group, the systolic
parameter of LV (estimated ejection fraction (EF)) was also
satisfying (average EF 55.3¡4.7%). However, we showed that
patients with more advanced stages of pulmonary fibrosis
present changes in the geometry of LV. Additionally, the size
and the volume of LV correlate with parameters describing
impairment of pulmonary function and activity in these
patients. Therefore, although we did not estimate diastolic
function of LV, we can assume that morphological changes of
LV in patients with pulmonary fibrosis might also lead to the
failure of the diastolic function of the LV. In our study, almost
70% of patients presented signs of pulmonary hypertension.
Pulmonary hypertension can be the reason for changes in left
ventricle geometry caused by an enlarged and overloaded
right ventricle.

The correlation between echocardiogram parameters and the
impairment of pulmonary function in patients with interstitial
lung disease indicates that the impairment of left ventricular
function is of major importance in patients with end-stage
interstitial lung disease.
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From the authors:

We thank D. Jastrzebski and coworkers for their interest in our
work. The authors suggest that pulmonary hypertension may
be the reason for changes in left ventricular (LV) geometry due
to an enlarged and overloaded right ventricle. However,
ventricular overload may be caused by an increase in pressure
or volume, or a combination of both.

Resting LV systolic function is more severely depressed in
patients with right ventricular (RV) volume overload compared
with patients with RV pressure overload. Most studies have
demonstrated that the underfilled left ventricle found in RV
pressure overload conditions, such as idiopathic pulmonary
fibrosis (IPF), has relatively preserved systolic function [1, 2].
GOTO et al. [3] showed that increasing RV pressure by pulmonary
artery constriction caused regional changes in systolic shortening
in the anterior, posterior, and lateral walls of the left ventricle and
the septum. Similar to RV volume overload, RV pressure
overload distorts left ventricular end-diastolic geometry. In
contrast to RV volume overload, with RV pressure overload,
the left ventricle does not return to its normal shape in systole [4].
Angiographic and echocardiographic data from patients with
chronic pulmonary hypertension have also shown abnormalities
in septal geometry and motion [5]. Thus, we agree with D.
Jastrzebski and coworkers that the left ventricle may undergo
morphological changes in patients with IPF but we submit that
overall systolic function is almost always preserved. LV systolic
dysfunction, rarely present, is often due to coexisting severe
right-sided heart failure with pulmonary vascular disease [2].

In IPF, impairment in early diastolic LV filling with compen-
satory increases in atrial systolic filling does not achieve c
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