
LETTERS TO THE EDITOR

Corticosteroids in Exacerbations
of Chronic Obstructive Pulmonary
Disease: Yes, but Less

To the editor: The use of corticosteroids
in exacerbations of chronic obstructive
pulmonary disease (COPD) has become
widespread in clinical practice, yet an
optimum dosage for these drugs has still not
been defined. In their recent review, based on
expert recommendations, Carrera et al1

advocate a dosage for prednisolone of 1.5 to
2 mg/kg/d (105 to 140 mg in a patient
weighing 70 kg). This contrasts with the
results of 2 randomized studies, cited in their
article, that proposed lower dosages.2,3

Corticosteroids have marked side effects that
should be taken into account in clinical practice.4

Of the acute side effects, reactive
hyperglycemia, which tends to appear following
moderate dosages even over short periods, often
makes clinical management of the exacerbations
more difficult. Among the chronic side effects,
osteoporosis and vertebral fractures are
particularly serious, particularly in elderly
patients with lower baseline bone mass. In
patients with severe COPD, protein catabolism
is increased and bone mineral density reduced.5

Furthermore, long-term treatment with inhaled
corticosteroids at high dosages has become
commonplace with these patients, further
increasing the risk of osteoporotic fractures.6 In
this context, as the disease progresses
exacerbations are more frequent and there is a
tendency toward repeated use of corticosteroids,
which have an accumulative effect on inducing
lumbar osteoporosis.7

It is therefore worth revisiting the studies
by Davies et al2 (in patients admitted to
hospital with a mean forced expiratory
volume in the first second (FEV1) of 25%,
with no acidosis) and by Aaron et al3 (in
outpatients with a mean FEV1 of <40%).
These patients showed a good clinical
outcome in exacerbations of COPD with 30
mg and 40 mg of prednisone added daily to
the bronchodilator and antibiotic treatment. A
low dosage with consequent lower morbidity
seems most suitable in this clinical situation.
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Authors’ Reply to “Corticosteroids
in Exacerbations of Chronic
Obstructive Pulmonary Disease:
Yes, but Less”

To the editor: We would like to thank Dr.
Verea-Hernández for his interest and enriching
critical reading of our work.1 Systemic
corticosteroids are effective in the treatment of
exacerbations of chronic obstructive pulmonary
disease (COPD).2 Nevertheless, as indicated in
our review, there are no conclusive studies on
the optimum dosage and duration of treatment
with corticosteroids in these circumstances.1

The best available medical evidence in this
regard comes from the study by Niewoehner et
al,3 the most extensive study available (271
patients) that has been specifically designed to
evaluate clinical variables in exacerbated
COPD as a primary objective. The results show
that using high initial dosages of corticosteroids
(125 mg of methylprednisolone every 6 hours)
reduces treatment failure, shortens the stay in
hospital and improves the lung function of these
patients.3

It is true that lower dosages of
corticosteroids (30 to 40 mg every 24 h) have
led to positive results in shorter studies on
outpatients or patients who continued to take
inhaled corticosteroids during the study.4,5

This information a) confirms the usefulness of
systemic corticosteroids in the treatment of
exacerbated COPD; b) supports the assertion
of a lack of definition regarding the optimum
dosage for beginning treatment; and c) allows
us to assume that the less severe exacerbations
may be treated with lower doses of
corticosteroids. We do not believe, however,
that there is sufficient medical evidence to
recommend low dosages of corticosteroids in
the initial treatment of patients with
exacerbated COPD who require admission to
hospital. For this reason, in our review, we
recommend initial dosages of 0.5 mg/kg every
6 to 8 hours of prednisolone, in accordance
with the recommendations of the Spanish
Society of Pulmonology and Thoracic Surgery

(SEPAR) and with an evidence grade of D
(opinion of consensus groups).1,6 At the other
extreme and with the same grade of evidence,
the consensus statement of the American
Thoracic Society/European Respiratory
Society recommends the use of low dosages of
corticosteroids (30 to 40 mg per day of
prednisone) and considers administering them
via inhalation, even in patients requiring
intensive care.7 To conclude, the initial
optimum dosage is not properly established
and any recommendation can only have an
evidence grade of D.
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Spontaneous Hemothorax due 
to a Ruptured Pulmonary Artery
Aneurysm in Rendu-Osler-Weber
Disease

To the editor: We read with interest the
letter by Ausín and colleagues1 reporting a
case of spontaneous hemothorax due to
rupture of a vascular malformation in a
patient with Rendu-Osler-Weber disease.
About half of pulmonary arteriovenous
fistulas are found associated with this
disease. Although spontaneous rupture of a
malformation with massive hemothorax is an
unusual event, the possibility of it happening
is well known. The risk of rupture is
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considerable in pregnant patients, in whom
fistulas increase considerably in size.2

We treated a 24-year-old patient, in the
27th week of pregnancy, who had a family
history of Rendu-Osler-Weber disease.3 She
was admitted with dyspnea and hypotension
(70/40 mm Hg), tachycardia (120 beats/min),
and tachypnea (40 breaths/min). Clinical
manifestations and radiologic findings
confirmed the presence of hemothorax. A
pleural drain was inserted and 300 mL of
blood was removed initially. Pulmonary
arteriography detected an arteriovenous
fistula. Because the patient’s hemodynamic
status was deteriorating and a large amount
of blood had been lost through the pleural
drain, emergency surgery was performed. A
ruptured pulmonary arteriovenous fistula was
found to be the source of massive bleeding.
The fistula was sutured mechanically and
resected. Additional fistulas were located,
and one of the larger ones was also resected. 

Congenital arteriovenous fistulas are usually
asymptomatic but sometimes have nonspecific
manifestations. The most common signs and
symptoms are dyspnea, cyanosis, and
polycythemia secondary to hypoxia caused by
right-to-left shunt. Cerebral abscesses have also
been described. Hemothorax can lead to severe
bleeding and sudden death due to hypovolemic
shock. Risk of this complication is reported to
increase during pregnancy because of greater
cardiac output and relaxation of smooth
muscles induced by high concentrations of
progesterone during gestation.4

This case illustrates a possible scenario
that we believe should be borne in mind:
when spontaneous hemothorax occurs in a
woman of childbearing age, pregnancy and
the presence of arteriovenous fistulas should
always be ruled out. When a pregnant woman
is known to have Rendu-Osler-Weber
disease, it is important to warn of the risk of
spontaneous hemothorax, which occurs most
often in the second part of pregnancy.5

Another point we would like to make is
that minimally invasive techniques can now
be used to treat this complication. The
combined use of selective embolization of a
fistula and video-assisted thoracoscopy was
recently described.6 The patient must be
hemodynamically stable before carrying out
that procedure, however, and such was not
the case for our patient. Pregnant patients
with Rendu-Osler-Weber disease should be
monitored carefully to assess increases in the
size of arteriovenous fistulas. Prophylactic
embolization or even surgical resection may
be indicated in order to prevent massive
hemothorax.5
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Bronchopneumonia Due 
to Nocardia asteroides in a Man
With Chronic Obstructive
Pulmonary Disease

To the editor: Nocardiosis is a rare disease
that can affect the lung, soft tissue, and brain.
The incidence of nocardiosis is higher among
immunocompromised patients—such as
those who have diabetes or are positive for
human immunodeficiency virus—and in
those receiving immunosuppressant drugs.
It has occasionally been described in
immunocompetent individuals, however. The
use of techniques for earlier detection in
recent years has made this a more common
diagnosis. We report the case of a man with
chronic obstructive pulmonary disease
(COPD) and bronchiectasis who developed
severe pneumonia due to Nocardia

asteroides. Outcome was satisfactory. 

A 57-year-old man with a medical history of

smoking, alcoholism, bronchiectasis, severe COPD

diagnosed 17 years earlier, and numerous

admissions for exacerbations was hospitalized with

an increase in his usual breathlessness, a low-grade

fever, and a productive cough with purulent

discharge that had started 10 days earlier. Chronic

treatment included home oxygen therapy,

bronchodilators, inhaled corticosteroids, theophylline,

occasional use of antibiotics, and oral

corticosteroids; he had not used the last drugs for

the past 2 months. Upon physical examination the

patient was conscious, oriented, and not cyanotic.

Heart rate was 100 beats/min and respiratory rate

was 25 breaths/min. The only remarkable lung

sounds were coarse ronchi and disseminated

wheezes. Noteworthy laboratory findings were a

white cell count of 10 700 with a left shift and an

erythrocyte sedimentation rate of 77 mm/h; arterial

blood gas analysis revealed a pH of 7.35, PaO2 of

85 mm Hg, PaCO2 of 51 mmHg, and HCO3 of 28

mmol/L. A chest radiograph showed pulmonary air

trapping, residual lesions in both pulmonary apices,

including increased linear markings (tram tracking),

signs of precapillary pulmonary hypertension, and a

slight alveolar pattern in the lingula. After starting

supplemental oxygen therapy, inhaled bronchodilators,

and empirical intravenous antibiotic therapy

(amoxicillin–clavulanic, 875/125 mg/8 h), the patient’s

condition worsened, with increased dyspnea,

persistent purulent sputum and fever. Ciprofloxacin

(500 mg/12 h) was added to the regimen on the

fourth day of admission. The fever peaked at 39oC

on the 8th day of hospitalization. Blood cultures

were negative and the sputum culture grew the

usual flora. A chest radiograph showed bilateral

patchy alveolar infiltrates in the left lower lobe, the

lingula, and both upper lobes (Figure). On the 9th

day, fiberoptic bronchoscopy revealed signs of

inflammation and purulent secretions but no

endobronchial lesions. Microbiological tests and

cultures of the telescoping catheter and bronchial

aspirate indicated the presence of branching gram-

positive bacilli that were weakly acid-fast by Ziehl-

Neelsen staining; they were identified as N

asteroides, sensitive to amoxicillin–clavulanic acid,

cefuroxime, cefotaxime, gentamicin, vancomycin,

and trimethoprim–sulfamethoxazole. With a firm

diagnosis of bronchopneumonia due to N

asteroides, intravenous treatment with cefotaxime

(1 g/6 h) and imipenem (500 mg/6 h) was prescribed.

The patient responded slowly, with radiographic

improvement, although he had intermittent fever

throughout the next 16 days. Thirty days after

admission, the patient was discharged under

treatment with trimethoprim–sulfamethoxazole.

Nocardia species, in the Nocardiaceae
family, are weakly acid-fast, aerobic, gram-
positive bacilli. N asteroides is the main
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