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new data from the Swiss registry
Claudia Tuellera, Hans Strickerb, Paola Soccalc, Michael Tammd, John-David Auberte, Marco Maggiorinif, 
Marcel Zwahleng,Laurent Nicoda for the Swiss Society for Pulmonary Hypertension
a Pneumology, University Hospital, Berne, Switzerland
b Angiology, Regional Hospital La Carita, Locarno, Switzerland
c Pneumology, University Hospital, Geneva, Switzerland
d Pneumology, University Hospital, Basel, Switzerland
e Pneumology, University Hospital, Lausanne, Switzerland
f Intensive Care Unit, Dept. of Internal Medicine, University Hospital, Zurich, Switzerland
g Institute of Social and Preventive Medicine, University of Bern, Switzerland

Background: since 1999 data from pulmonary
hypertension (PH) patients from all PH centres
in Switzerland were prospectively collected. We
analyse the epidemiological aspects of these data. 

Methods: PH was defined as a mean pul-
monary artery pressure of >25 mm Hg at rest or
>30 mm Hg during exercise. Patients with pul-
monary arterial hypertension (PAH), PH associ-
ated with lung diseases, PH due to chronic
thrombotic and/or embolic disease (CTEPH), or
PH due to miscellaneous disorders were regis-
tered. Data from adult patients included between
January 1999 and December 2004 were analysed. 

Results: 250 patients were registered (age 58 ±
16 years, 104 (41%) males). 152 patients (61%)
had PAH, 73 (29%) had CTEPH and 18 (7%)
had PH associated with lung disease. Patients 
<50 years (32%) were more likely to have PAH
than patients >50 years (76% vs. 53%, p <0.005).
Twenty-four patients (10%) were lost to follow-

up, 58 patients (26%) died and 150 (66%) sur-
vived without transplantation or thrombend -
arterectomy. Survivors differed from patients 
who died in the baseline six-minute walking dis-
tance (400 m [300–459] vs. 273m [174–415]), the
functional impairment (NYHA class III/IV 86%
vs. 98%), mixed venous saturation (63% [57–68]
vs. 56% [50–61]) and right atrial pressure (7 mm
Hg [4–11] vs. 11 mm Hg [4–18]). 

Discussion: PH is a disease affecting adults of
all ages. The management of these patients in
specialised centres guarantees a high quality of
care. Analysis of the registry data could be an in-
strument for quality control and might help iden-
tify weak points in assessment and treatment of
these patients.

Key words: pulmonary hypertension; epidemiology;
registry

Summary

Pulmonary hypertension (PH) is a devastat-
ing disease leading to right heart failure and
death. In the last 15 years, a better understanding
of pathogenesis and risk factors has led to new di-
agnostic and therapeutic approaches and hence to
an increased interest in detection of this incurable
disease [1–3]. Since PH is a rare disease, informa-
tion about epidemiology, follow-up and prognosis
are difficult to obtain, but are invaluable to im-
prove therapy and assess outcome parameters [4].
The Swiss Registry for Pulmonary Hypertension
was initiated in 1999 with the aim to gain more
insight into prevalence, epidemiology, therapy
and outcome of patients with pulmonary hyper-

tension in Switzerland. First retrospective data
have been published in 2001 [5]. Since then, data
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Abbreviations

CTEPH chronic thrombotic/embolic pulmonary hypertension

IPAH idiopathic pulmonary arterial hypertension

NYHA New York Heart Association

6MWD 6 minute walking distance

PAH pulmonary arterial hypertension

PAPmean mean pulmonary artery pressure

PH pulmonary hypertension

TEA thrombendarterectomy
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from PH patients from all PH centres and associ-
ated hospitals in Switzerland were prospectively
collected. In this study, we analyse the epidemio-

logical aspects of these data and focus on basic
clinical characteristics of PH patients and esti-
mated burden of the disease in the population.

380PAH registry

Methods

Prospective data collection took place in 5 Univer-
sity Hospitals (Basel, Bern, Geneva, Lausanne, Zurich)
and in 4 associated hospitals (Aarau, Barmelweid, Lo-
carno, St Gallen) in Switzerland. Patients with pulmonary
arterial hypertension (idiopathic, associated with collagen
vascular disease, portal hypertension, HIV infection,
drugs or toxins), PH associated with lung diseases and/or
hypoxaemia, PH due to chronic thrombotic and/or
 embolic disease, or PH due to miscellaneous disorders
(sarcoidosis, histiocytosis X, lymphangiomyomatosis,
compression of pulmonary vessels) were included in the
registry. Patients with PH due to left heart disease were
not included as well as three patients with pulmonary an-
giosarcoma. Due to a change in nomenclature in 2004,
the term “idiopathic pulmonary arterial hypertension”
(IPAH) includes both sporadic and familial cases of pul-
monary arterial hypertension (PAH).

Pulmonary hypertension was defined as a mean pul-
monary artery pressure of >25 mm Hg at rest or >30 mm
Hg on exercise.

The following data were collected: age and gender of
the patient, diagnosis according to the Evian clinical clas-
sification [6], date of diagnosis, height, weight, vital signs
(blood pressure, heart rate and oxygen saturation at rest),
NYHA class, six minute walking distance (6MWD),
haemodynamics assessed by right heart catheterisation
(systolic pulmonary artery pressure, mean pulmonary ar-
tery pressure (PAPmean), right atrial pressure, cardiac
output, mixed venous oxygen saturation, pulmonary vas-
cular resistance, response to vasoreactivity testing, tricus-
pid pressure gradient measured with transthoracic
Doppler echocardiography, liver enzymes, creatinine, co-
agulation studies (INR) and current medication (diuret-
ics, anticoagulation, calcium antagonists, iloprost, bosen-
tan, sildenafil, oxygen). A positive response to vasoreactiv-
ity testing was defined as a decrease of PAPmean of more
than 10 mm Hg, to a value lower than 40 mm Hg, with a
normal or high cardiac output [7]. The tricuspid pressure
gradient was calculated from the maximal transtricuspid

jet in Doppler echocardiography using the modified
Bernoulli equation. 

Whether a patient was included in the registry or not
was at discretion of the treating PH specialist. When a
patient was included in the registry, data collection
started at the first visit of the patient in the PH centre or
associated hospital, and continued every 3 to 6 months
until occurrence of one of the clinical endpoints (death,
lung transplantation, pulmonary thrombendarterectomy).
The clinical follow-up of the patients was performed as
usual irrespective of whether a patient was included in the
registry or not.

In this study, we analyse data from adult patients 
(>18 years of age) that were included in the registry be-
tween January 1999 and December 2004 (table 1). 

Statistics: in descriptive analyses we report median
[interquartile range] for continuous parameters and for
categorical parameters frequency distribution. 

For estimation of prevalence and incidence of PH in
Switzerland we assumed an adult population of 6 million
inhabitants [8]. The prevalence of PH for the year 2004
was calculated by dividing the number of patients diag-
nosed with PH and included in the registry before 2004,
and known to be alive in 2004, by the approximate num-
ber of adult Swiss inhabitants. Incidence estimates were
calculated for each year by dividing the number of pa-
tients diagnosed with PH and included in the registry
each year by the approximate number of adult Swiss in-
habitants (6 million).

For survival analyses, follow-up time was calculated
from date of registration in the registry until last clinical
visit or the date of death. Differences between the two
outcome groups (survivors and non-survivors) were de-
scribed by presenting Kaplan-Meier survival curves for
selected variables. Analysis was performed with  STATA
9.1 software (Stata Corp LP, Texas, USA).  

Ethics: written informed consent was obtained from
each patient before inclusion in the registry. 

1999 2000 2001 2002 2003 2004 total

Number of patients included 15 36 30 47 63 59 250

Lost of follow-up 2 4 0 4 4 10 24

Number of patients included in the registry each year

Table 1

Results

A total of 252 adult patients were included in
the registry between January 1999 and December
2004. Two patients with PH due to left heart disease
were mistakenly included in the registry, and were
excluded from further analysis. Median follow-up of
the remaining 250 patients was 18.8 [9–31] months.
Median time between successive visits was 3 [2–5]
months. There were more female (147; 59%) than
male patients. Median age was 59 [46–70] years for

female patients, and 63 [45–70] years for male pa-
tients. Most patients (90%) had either PAH or
chronic thrombotic/embolic pulmonary hyperten-
sion (CTEPH). Further information about baseline
characteristics of patients and aetiology is given in
table 2. About one third (32%) of patients were
younger than 50 years. Of these, 76% had PAH,
whereas only 53% of patients over 50 years of age
had PAH. Age distribution is shown in figure 1.
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Seventy-one of the 250 patients had no right-
heart catheter data in the registry (28%). Of the
remaining 179 patients, 119 (66%) had vasoreac-
tivity testing. A first analysis gave 38% of respon-
ders, which appeared much higher than reported
in the literature. So right heart catheter data were
verified in the source document in 118 of 250 pa-
tients. Of these 118 patients, 31 patients did not
have a right-heart catheter, and 16 had a catheter
but no vasoreactivity testing. In the remaining 71
patients, vasoreactivity was verified according to
the criteria described above. New analysis gave an
overall responder rate of 20% (table 2). Patients
with IPAH were significantly more likely to re-

spond to vasoreactivity testing than were patients
with other aetiologies for PH (p = 0.03). 

In 2004 we estimated the prevalence of PH of
any aetiology in Switzerland at about 25 patients
per one million adult inhabitants. For PAH preva-
lence was 15.5 patients, and for IPAH 8.6 patients
per one million adult inhabitants respectively.
The incidence of PAH was estimated to have in-
creased from 1.2 patients per one million adult in-
habitants in 1999 to 3.5 patients per one million
adult inhabitants in 2004. Respective data for
IPAH were 0.8 patients per one million adult in-
habitants in 1999 and 1.2 patients per one million
adult inhabitants in 2004.

Twenty-four patients (10%) were lost to fol-
low-up. Of the remaining 226 patients, 58 (26%)
died, 7 (3%) had pulmonary thrombendarterec-
tomy (TEA) for CTEPH, 10 (4%) underwent
lung transplantation, 1 patient had liver trans-
plantation, and 150 patients (66%) survived with-
out TEA or transplantation. Median time be-
tween diagnosis and death was 23.5 months,
range 4–196 months. Characteristics of patients
who survived without TEA or transplantation
(“survivors”) and patients who died are shown in
Table 3. Survival as a function of different base-
line parameters is shown in figure 2. 
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Figure 1
Age distribution 

of patients with PH 

in Switzerland. The

black bars show ret-

rospective data from

1991–1999 (from [5]),

prospective data

from 1999–2004 

are in white.
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Characteristics Total IPAH CTEPH CVD
N = 250 N = 70 N = 73 N = 41

Sex (%) Male 41 36 45 24
Female 59 64 55 76

Age (%) <50 y 32 34 16 29
>50 y 68 66 84 71

NYHA (%) I 1 0 0 5
II 12 10 14 15
III 62 70 57 54
IV 25 20 29 26

n 242 69 73 39

6MWD (m) 367 [246–450] 360 [278–428] 389 [270–450] 383 [229–450]
n 215 64 64 31

Mean pulmonary artery pressure (mm Hg) 47 [37–57] 51 [40–64] 46 [37–56] 43 [34–51]
n 176 58 50 27

Pulmonary vascular resistance (dyn.s.cm–5) 780 [480–1100] 850 [550–1180] 730 [570–1020] 570 [410–910]
n 159 50 48 23

Mixed venous oxygen saturation (%) 61 [54–67] 62 [57–68] 59 [53–63] 61 [49–69]
n 148 48 44 18

Cardiac output (l/min) 3.9 [3.2–5.0] 4.0 [3.3–5.2] 3.6 [3.0–4.2] 4.1 [3.0–5.3]
n 151 47 47 19

Tricuspid regurgitation pressure gradient (mm Hg) 65 [55–80] 70 [56–84] 70 [56–86] 56 [48–65]
n 189 56 51 33

Responder in vasoreactivity testing (%) 20 35 8 20
n 71 20 24 5

Baseline characteristics of patients included in the Swiss Pulmonary Hypertension Registry. For continuous data median and 
[interquartile range] are shown. 
Not shown are following aetiologies (number of patients): PAH associated with congenital shunts (10), with portal hypertension (1), 
with HIV (10), with drugs (3), PAH not further specified (17), pulmonary veno-occlusive disease (1), PH associated with hypoxemia 
or lung disease (18), PH associated with miscellaneous diseases (6). 
IPAH = idiopathic PAH; CTEPH = chronic thrombo-embolic PH; CVD = PAH associated with collagen vascular disease

Table 2
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Figure 2

Survival as a function

of prognostically im-

portant baseline pa-

rameters. 

Survived Died
N = 150 N = 58

Aetiology IPAH 30% 26%
CTEPH 31% 24%
CVD 14% 21%
other 25% 29%

NYHA class III or IV 86% 98%

Male gender 38% 41%

Responder in vasoreactivity testing 23% 20%

6-minute walking distance (m) 400 [300–459] (134) 273 [174–415] (49)

Systolic blood pressure (mm Hg) 124 [110–139] (148) 120 [110–140] (54)

Mean pulmonary artery pressure (mm Hg) 47 [36–57] (107) 51 [39–55] (37)

Systolic pulmonary artery pressure (mm Hg) 74 [59–90] (101) 79 [63–103] (34)

Pulmonary vascular resistance (dyn.s.cm–5) 690 [460–1080] (96) 890 [570–1220] (31)

Cardiac Output (l/min) 4.0 [3.4–5.1] (92) 3.3 [3–5.3] (29)

Mixed venous oxygen saturation (%) 63 [57–68] (88) 56 [50–61] (31) 

Right atrial pressure (mm Hg) 7 [4–11] (81) 11 [4–18] (31)

Tricuspid pressure gradient (mm Hg) 62 [54–80] (116) 69 [57–82] (42)

Age at diagnosis (y) 59 [44–69] (150) 60 [44–70] (58)

Baseline characteristics of patients who survived without transplantation or thrombend-
arterectomy and patients who died during follow-up. For continuous data, median and 
[interquartile range] (sample size) are shown.

Table 3

Discussion

Analysis of the Swiss Registry for Pulmonary
Hypertension yields an estimation of prevalence
and incidence of this disease in Switzerland and
gives some insights in the clinical characteristics
of patients with PH. However, the registry has
some limitations. Although comprehensive infor-
mation has been provided to potential referring
physicians all over Switzerland we cannot assume
that every patient diagnosed with PH in Switzer-
land is included in the registry. Further, it is likely
that patients with functional class I and II are
under-represented probably in part because they
are under-diagnosed. Moreover, the assessment of

patients with PH in the different participating
centres is not identical, and the completeness of
data entered into the register varies. 

The conservative estimates of the prevalence
of PAH and IPAH in Switzerland in 2004 based
on our registry are within the range of the data
from the French Network on Pulmonary Arterial
Hypertension with an estimated prevalence of 15
and 5.9 cases respectively per one million adult 
inhabitants [11]. Both the French and Swiss re -
gistries show a lower prevalence of this disease
than the recently published data from the Scottish
population [26]. Peacock and co-workers found a
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prevalence of PAH of 26 and of IPAH of 9 per
million populations, based on data from the Scot-
tish Pulmonary Vascular Unit. Their data from
the national hospitalisation registry showed even
higher values (52 and 25 per million, respectively).
The conservatively estimated incidence of PAH
in Switzerland in 2004 is in the range of the esti-
mation based on the French registry (2.4 cases per
one million adult inhabitants) [11], but again
lower than the estimated incidence of 7.1 per mil-
lion in the Scottish population [26]. Further stud-
ies from other countries have yet to show which
estimates of prevalence and incidence are closest
to reality, and whether regional differences play a
role. Compared to retrospective data from 1991
to 1999 on PH in Switzerland, the proportion of
patients >50 years of age (68%) is now much
higher (figure 1) [5]. The reason for this might be
the availability of several effective treatments for
this disease [1–3] and the increasing clinical expe-
rience with those treatments. Physicians therefore
consider this disease more often as a potential ex-
planation for exercise intolerance also in elderly
patients. The age shift is also due to the higher
percentage of patients in the registry with
CTEPH (29%) or hypoxaemia-related PH (7%)
than documented in the past (15% and 0% re-
spectively) [5]. The increase in the number of pa-
tients diagnosed with CTEPH may have been
due to a major awareness following the publica-
tion of a study showing a more frequent than ex-
pected development of PH after acute pulmonary
embolism [14]. 

Our patients are still detected at an advanced
stage of the disease, with a mean pulmonary ar-
tery pressure of 50 mm Hg and 87% of patients
having NYHA class III or IV dyspnoea at diagno-
sis. Reasons for this late detection might still be
an insufficient awareness of the disease and the
under-use of echocardiography and diffusion ca-
pacity measurements in the workup of patients
with unexplained dyspnoea. It is also the hallmark
of the disease itself, which progresses insidiously
without specific clinical signs or symptoms until
late, when right heart failure and severe distur-
bance of gas exchange is present. 

Overall mortality over 5 years’ follow-up of
patients with PH of any aetiology included into
the Swiss registry between 1999 and 2004 was
26%. There is no gender difference in mortality.
In this study 6MWD, NYHA class, right atrial
pressure and mixed venous saturation seem to be
important prognostic parameters. There are
other studies, including the retrospective data
from 1991–1999 from the Swiss Registry for Pul-
monary Hypertension [5] confirming the impor-
tance of central venous saturation [10], NYHA
functional class [9, 13], right atrial pressure [9, 15]
and 6-minute walking distance [12] as prognostic
parameters. Pulmonary vascular resistance is nei-
ther a predictor of mortality in this study nor in
others [5, 12]. In contrast to other publications,
parameters like mean pulmonary artery pressure,

cardiac index, or response to vasoreactivity testing
(15–18) could not be identified as significant out-
come parameters. Other parameters shown to
have prognostic importance such as the presence
and size of pericardial effusion on echocardiogra-
phy [19], blood tests such as plasma brain natri-
uretic peptide (20), serum cardiac troponin T [21]
or hyperuricaemia [22] and quality of life assess-
ments [23] were not routinely collected in this
registry. 

The lack of prognostic significance of vasore-
activity testing might be due to the small number
of patients who had vasoreactivity testing with
verified response according to the Venice criteria
(n = 71), with only 20 patients having idiopathic
pulmonary arterial hypertension. The overall va-
soreactivity rate of 20% is in accordance with
other data in the literature [24]. However, right
heart catheterisation and vasoreactivity testing re-
main a weak point of the routine assessment of
patients with PH in Switzerland. Twenty-eight
percent of patients did not undergo right heart
catheterisation, and only 71% of patients who had
right heart catheterisation for diagnosis had va-
soreactivity testing. Whether this is a reporting
bias or reflects reality is not known. It could be ar-
gued that in patients with CTEPH or PH due to
hypoxaemia vasoreactivity, testing is not necessary,
as the prognostic value of this manoeuvre has
been validated only in patients with pulmonary
arterial hypertension. However, vasoreactivity
testing was performed in only 57% of patients
with idiopathic pulmonary arterial hypertension,
but in 44% of patients with CTEPH and 50% of
patients with PH due to hypoxaemia or chronic
lung disease. The significance of positive vasore-
activity test in the latter patients is not yet clear,
but the registry might help to assess this point in
the future – provided that right heart catheterisa-
tion and vasoreacitivity testing are consequently
performed in every patient. As age and co-mor-
bidities of patients with PH increase, the assess-
ment of PH by right heart catheterisation is
strongly recommended. It is the only method that
reliably excludes left heart insufficiency as a rea-
son for the elevated pulmonary artery pressure;
moreover it may correct falsely elevated pressure
gradients measured by echocardiography in pa-
tients with COPD [25].  

In conclusion, the Swiss Registry for Pul-
monary Hypertension is a useful and informative
tool for clinicians involved in the management of
patients with this disease and provides data on
epidemiology of PH patients that compares well
with data from other registries. A high reporting
rate is crucial to have reliable information from
the registry and to improve our epidemiological
understanding of this disease. It may soon be im-
portant to identify patients at an earlier stage of
disease to intervene earlier with new therapies. A
sustained collaboration between general practi-
tioners and specialised PH centres is necessary in
this regard. The management of these patients in

383S W I S S  M E D  W K LY 2 0 0 8 ; 13 8 ( 2 5 – 2 6 ) : 3 7 9 – 3 8 4  ·  w w w. s m w. ch

379-384 Tueller 11915.qxp  19.6.2008  7:53 Uhr  Seite 383



specialised centres guarantees a high quality of
care, and the regular analysis of the registry data
could be an instrument for quality control and
might help identify weak points in assessment and
treatment of patients affected with a disease lead-
ing to marked disabilities and still high mortality. 
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Zurich) and Monika Sorge Maître (University Hospital
of Geneva) for their help with the registry, and Markus
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Berne) for statistical support. 

Correspondence:
Dr. med. Claudia Tüller
Pneumologie
Inselspital
CH-3010 Bern
E-Mail: claudia.tueller@insel.ch

384PAH registry

References

1 Rubin LJ, Badesch DB, Barst RJ, et al. Bosentan therapy for
pulmonary arterial hypertension. N Engl J Med. 2002;346(12):
896–903.

2 Galie N, Ghofrani HA, Torbicki A, et al. Sildenafil citrate ther-
apy for pulmonary arterial hypertension. N Engl J Med. 2005;
353(20):2148–57.

3 Olschewski H, Simonneau G, Galie N, et al. Inhaled iloprost
for severe pulmonary hypertension. N Engl J Med. 2002;
347(5):322–9.

4 Galie N, Manes A, Uguccioni L, et al. Primary pulmonary hy-
pertension: insights into pathogenesis from epidemiology.
Chest. 1998;114(3 Suppl):184S–94S.

5 Stricker H, Domenighetti G, Popov W, et al. Severe pul-
monary hypertension: data from the Swiss Registry. Swiss Med
Wkly. 2001;131(23-24):346–50.

6 Fishman AP. Clinical classification of pulmonary hypertension.
Clin Chest Med. 2001;22(3):385–91, vii.

7 Barst RJ, McGoon M, Torbicki A, et al. Diagnosis and differen-
tial assessment of pulmonary arterial hypertension. J Am Coll
Cardiol. 2004;43(12 Suppl S):40S–7S.

8 Die Bevölkerung der Schweiz. In: Bundesamt für Statistik
BFS; 2006.

9 D’Alonzo GE, Barst RJ, Ayres SM, et al. Survival in patients
with primary pulmonary hypertension. Results from a national
prospective registry. Ann Intern Med. 1991;115(5):343–9.

10 Fuster V, Steele PM, Edwards WD, Gersh BJ, McGoon MD,
Frye RL. Primary pulmonary hypertension: natural history
and the importance of thrombosis. Circulation. 1984;70(4):
580–7.

11 Humbert M, Sitbon O, Chaouat A, et al. Pulmonary arterial
hypertension in France: results from a national registry. Am 
J Respir Crit Care Med. 2006;173(9):1023–30.

12 Miyamoto S, Nagaya N, Satoh T, et al. Clinical correlates and
prognostic significance of six-minute walk test in patients with
primary pulmonary hypertension. Comparison with cardiopul-
monary exercise testing. Am J Respir Crit Care Med. 2000;
161(2 Pt 1):487–92.

13 Sitbon O, Humbert M, Nunes H, et al. Long-term intravenous
epoprostenol infusion in primary pulmonary hypertension:
prognostic factors and survival. J Am Coll Cardiol. 2002;
40(4):780–8.

14 Pengo V, Lensing AW, Prins MH, et al. Incidence of chronic
thromboembolic pulmonary hypertension after pulmonary
embolism. N Engl J Med. 2004;350(22):2257–64.

15 McLaughlin VV, Shillington A, Rich S. Survival in primary
pulmonary hypertension: the impact of epoprostenol therapy.
Circulation. 2002;106(12):1477–82.

16 Galie N, Ussia G, Passarelli P, Parlangeli R, Branzi A, Magnani
B. Role of pharmacologic tests in the treatment of primary pul-
monary hypertension. Am J Cardiol. 1995;75(3):55A–62A.

17 Raffy O, Azarian R, Brenot F, et al. Clinical significance of the
pulmonary vasodilator response during short-term infusion of
prostacyclin in primary pulmonary hypertension. Circulation.
1996;93(3):484–8.

18 Rich S, Kaufmann E, Levy PS. The effect of high doses of 
calcium-channel blockers on survival in primary pulmonary
hypertension. N Engl J Med. 1992;327(2):76–81.

19 Eysmann SB, Palevsky HI, Reichek N, Hackney K, Douglas
PS. Two-dimensional and Doppler-echocardiographic and car-
diac catheterization correlates of survival in primary pul-
monary hypertension. Circulation. 1989;80(2):353–60.

20 Nagaya N, Nishikimi T, Uematsu M, et al. Plasma brain 
natriuretic peptide as a prognostic indicator in patients with
primary pulmonary hypertension. Circulation. 2000;102(8):
865–70.

21 Torbicki A, Kurzyna M, Kuca P, et al. Detectable serum cardiac
troponin T as a marker of poor prognosis among patients with
chronic precapillary pulmonary hypertension. Circulation.
2003;108(7):844–8.

22 Voelkel MA, Wynne KM, Badesch DB, Groves BM, Voelkel
NF. Hyperuricemia in severe pulmonary hypertension. Chest.
2000;117(1):19–24.

23 Cenedese E, Speich R, Dorschner L, et al. Measurement of
quality of life in pulmonary hypertension and its significance.
Eur Respir J. 2006;28(4):808–15.

24 Zagolin BM, Wainstein GE, Uriarte GdCP, Parra RC. Clini-
cal, functional and hemodynamic features of patients with pul-
monary arterial hypertension. Rev Med Chil. 2006;134(5):
589–95.

25 Arcasoy SM, Christie JD, Ferrari VA, et al. Echocardiographic
assessment of pulmonary hypertension in patients with ad-
vanced lung disease. Am J Respir Crit Care Med. 2003;167(5):
735–40.

26 Peacock AJ, Murphy NF, McMurray JJV, et al. An epidemio-
logical study of pulmonary arterial hypertension.  Eur Respir J.
2007;30:104–9.

379-384 Tueller 11915.qxp  19.6.2008  7:53 Uhr  Seite 384



Official journal of the Swiss Society of Infectious Diseases,
the Swiss Society of Internal Medicine and the Swiss Respiratory Society

Supported by the FMH (Swiss Medical Association) and by Schwabe AG,
the long-established scientific publishing house founded in 1488Editores Medicorum Helveticorum

E s t a b l i s h e d i n 1 8 7 1

F o r m e r l y : S c h w e i ze r i s c h e M e d i z i n i s c h e W o c h e n s c h r i f t

S w i s s M e d i c a l W e e k l y

T h e E u r o p e a n J o u r n a l o f M e d i c a l S c i e n c e s

What Swiss Medical Weekly has to offer:

• SMW’s impact factor has been steadily
rising. The 2006 impact factor is 1.346.

• Open access to the publication via
the Internet, therefore wide audience
and impact

• Rapid listing in Medline
• LinkOut-button from PubMed

with link to the full text website
http://www.smw.ch (direct link from

each SMW record in PubMed)

• No-nonsense submission – you submit
a single copy of your manuscript by
e-mail attachment

• Peer review based on a broad spectrum
of international academic referees

• Assistance of professional statisticians
for every article with statistical analyses

• Fast peer review, by e-mail exchange
with the referees

• Prompt decisions based on weekly con-
ferences of the Editorial Board

• Prompt notification on the status of
your manuscript by e-mail

• Professional English copy editing

Editorial Board
Prof. Jean-Michel Dayer, Geneva
Prof Paul Erne, Lucerne
Prof. Peter Gehr, Berne
Prof. André P. Perruchoud, Basel
Prof. Andreas Schaffner, Zurich

(editor in chief)
Prof. Werner Straub, Berne (senior editor)
Prof. Ludwig von Segesser, Lausanne

International Advisory Committee
Prof. K. E. Juhani Airaksinen, Turku, Fin-

land
Prof. Anthony Bayes de Luna, Barcelona,

Spain
Prof. Hubert E. Blum, Freiburg, Germany
Prof. Walter E. Haefeli, Heidelberg, Ger-

many
Prof. Nino Kuenzli, Los Angeles, USA
Prof. René Lutter, Amsterdam,

The Netherlands
Prof. Claude Martin, Marseille, France
Prof. Josef Patsch, Innsbruck, Austria
Prof. Luigi Tavazzi, Pavia, Italy

We evaluate manuscripts of broad clinical
interest from all specialities, including
experimental medicine and clinical in-
vestigation.

We look forward to receiving your paper!

Guidelines for authors:
http://www.smw.ch/set_authors.html

All manuscripts should be sent in electronic
form, to:

EMH Swiss Medical Publishers Ltd.
SMW Editorial Secretariat
Farnsburgerstrasse 8
CH-4132 Muttenz

Manuscripts: submission@smw.ch
Letters to the editor: letters@smw.ch
Editorial Board: red@smw.ch
Internet: http://www.smw.ch

The many reasons why you should choose SMW to publish your research

Call for paper NEU.qxp:1. US SMW 38 28.2.2008 8:10 Uhr Seite 1


	1

