
LETTERS TO THE EDITOR

On the Translation of Lobar and
Lobectomy Into Spanish: Here
Comes the Wolf!

To the editor:
Many authors have pointed out the

importance of proper use of language in
scientific publications.1 The use of lobar and
lobectomia is fairly widespread in Spanish,
although incorrect in our opinion. A total of
26 articles published in ARCHIVOS DE

BRONCONEUMOLOGÍA (January 1995-July
2004) included one or the other of these
terms in the title or abstract. If we search
other Spanish language medical journals
(Anales Españoles de Pediatría, Cirugía

Española, Gastroenterología y Hepatología,

Medicina Clínica, Medicina Intensiva, and
Radiología) the number rises to 75.

The origin of words related to the Spanish
word denoting a lobe (lóbulo) is the Greek
word λοβοζ (lobós),2 which passed to Latin
(lobus), in which language there is also the
diminutive form lobulus. In English, the word
lobe refers to a more or less well-defined
portion of any organ.3 Certain Spanish medical
dictionaries do include the words lobo and
lobar, but possibly because of the coincidence
of the Spanish word for a certain carnivorous
mammal (a wolf), lóbulo has become the usual
noun for referring to portions of an organ.4

Nevertheless, we feel the temptation to
translate too literally from English. 

Given that the noun approved for use in
Castilian Spanish is lóbulo and not lobo

(which conjures for all of us a fierce and furry
image), we believe it necessary to point out
that the correct translation of the English
word lobar is lobular and that the translation
of the English lobular is lobulillar.5 Likewise,
we consider that lobulectomía is a more
appropriate word to use than lobectomía. And
we will not enter into discussion of the term
lobitis. Although some dictionaries accept it,
it seems to evoke a notion of inflammation of
the most savage side of our character. 
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Long-Term Treatment With
Azithromycin in a Patient With
Idiopathic Bronchiectasis

To the editor:
Patients with bronchiectasis present

recurring episodes of obstruction, infection,
and inflammation that progressively destroy
the lung. Although various studies have
demonstrated the efficacy and safety of long-
term treatment with azithromycin in cystic
fibrosis and diffuse panbronchiolitis, its
efficacy in idiopathic bronchiectasis is
unknown. The activity of macrolides in cystic
fibrosis and diffuse panbronchiolitis can be
attributed to the fact that they have an
antiinflammatory effect, reduce the virulence
of Pseudomonas aeruginosa, lower sputum
viscosity, and improve mucociliary clearance.
We describe the case of a patient with
idiopathic bronchiectasis who was successfully
treated with oral azithromycin for 2 years.

The patient, a 49-year-old woman, was a
nonsmoker and had presented cough with
expectoration and progressive dyspnea since
childhood, along with frequent episodes of purulent
expectoration and fever. There was no family
history of congenital respiratory disease. The patient
was admitted to hospital in January 1994 with fever
and exacerbated cough, expectoration, and dyspnea.
Blood and biochemical analyses showed a white cell
count of 15 000 cells/µL (88% of which were
neutrophils), a hemoglobin concentration of 12.3
g/dL, and a basal glucose concentration of 256
mg/dL. Bilateral basal bronchiectasis was observed
in the chest radiograph. Arterial blood gas analysis
on admission showed basal values of pH 7.31, PaO2

38 mm Hg, and PaCO2 of 56.2 mm Hg. Treatment
was initiated with antibiotics (initially intravenous
and then subsequently oral), oxygen therapy, and
bronchodilators. Although respiratory failure
persisted, the patient showed clinical improvement
at 16 days. On discharge, oxygen, bronchodilators,
and inhaled corticosteroids were prescribed, and it
was recommended that the patient receive annual
vaccination against influenza and treatment with
antibiotics during respiratory exacerbations. From
1994 to July 2002, when treatment with
azithromycin was initiated, the patient was
readmitted to hospital on 14 occasions, each time for
infectious exacerbations, accompanied on 3
occasions by life-threatening hemoptysis; in total,
234 days were spent in hospital (26 days per year).
During this period, various sweat tests were
performed along with analysis of immunoglobulins
and α1-antitrypsin; all results fell within the normal
range. Allergic bronchopulmonary aspergillosis and
nontuberculous mycobacterial infection were also
ruled out. Clinical deterioration was much more
pronounced in later years; the patient came to
require a course of oral antibiotics each month and
presented cor pulmonale, weight loss of 14 kg, and
notable worsening of her quality of life. In sputum
cultures, only P aeruginosa and Candida albicans

were regularly isolated. Tobramycin aerosol
treatment was attempted but had to be withdrawn
due to intense bronchospasm. In July 2002—with a
forced expiratory volume in the first second of 510
mL (20% of predicted)—, maintenance treatment
was initiated with oral azithromycin (500 mg/48
hours). In 2 years of treatment with this drug the
patient did not require oral or intravenous antibiotics
and only required hospital admission (14 days) on
one occasion, thereby reducing the average number
of days spent in hospital (26 days per year prior to

treatment with azithromycin compared with 7 days
per year after initiation of the treatment). The
treatment resulted in a weight gain of 14 kg and an
improvement in the patient’s quality of life.
However, no spirometric or blood gas improvements
were observed. No side effects of the treatment were
observed during this period and the pattern of P

aeruginosa colonization did not change.

Treatment of bronchiectasis essentially
consists of respiratory physiotherapy and
administration of antibiotics during
exacerbations. Inhaled maintenance antibiotics
are normally used in cystic fibrosis patients
with P aeruginosa colonization.1,2 The benefit
of maintenance treatment with azithromycin
and other macrolides containing 14 or 15
carbon atoms has only been described in vivo
in cystic fibrosis3 and diffuse panbronchiolitis.
In both diseases, the majority of studies show a
reduction in the number of pulmonary
exacerbations and a slight improvement in lung
function.4 Only 2 reports have evaluated long-
term treatment with macrolides in
bronchiectasis not due to either cystic fibrosis
or diffuse panbronchiolitis. In one of these,
azithromycin reduced the incidence of
respiratory exacerbations and lowered the
volume of sputum.5 However, it did not halt
functional deterioration. In vitro studies have
demonstrated the antiinflammatory activity of
macrolides, in particular the reduction of
proinflammatory cytokines and the modulation
of neutrophil activity.6 Thus, it has been
observed that erythromycin inhibits the
synthesis of tumor necrosis factor, while
clarithromycin inhibits the production of
interleukin 8. Other authors have demonstrated
that erythromycin and flurithromycin inhibit
the activity of neutrophil elastase and that
azithromycin modulates neutrophil function
and mediators of inflammation. Despite these
in vitro results, the efficacy of azithromycin in
reducing the production of proinflammatory
cytokines has not been demonstrated in vivo.4

In the case presented here, P aeruginosa was
the only bacterium isolated from sputum either
before or after treatment with azithromycin.
Consequently, it is reasonable to suggest that
the marked improvement in the patient was not
due to the antibacterial activity of azithromycin
against other species, but rather to its effects of
reducing inflammation and/or the virulence of
P aeruginosa. Although many questions about
treatment of bronchiectasis with azithromycin
remain to be addressed, the excellent response
of our patient to this macrolide suggests a role
for prolonged treatment with azithromycin in
idiopathic bronchiectasis. Nevertheless, more
extensive studies are required to evaluate the
true effect of azithromycin in this disease.
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Non-Small Cell Bronchogenic
Carcinoma and Peutz-Jeghers
Syndrome

To the editor:
In Peutz-Jeghers syndrome, multiple

hamartomatous gastrointestinal polyps are
associated with melanin pigmentation of the
buccal mucosa, lips, hands, feet, and
occasionally, the perianal region. Affected
individuals have an increased risk of
malignant tumors,1 particularly gastrointestinal
but also genital, mammary, and pancreatic
tumors. However, few cases have been
published in which Peutz-Jeghers syndrome is

associated with non-small cell bronchogenic
carcinoma. We describe such a case.

The patient, a 43-year-old man, was a smoker
(18 pack-years) who had been diagnosed 20 years
previously with Peutz-Jeghers syndrome and had
been surgically treated 12 years previously for a
benign mammary nodule in the right breast. The
patient presented with cough, hemoptysis, and
right-sided pleuritic pain that had persisted for 1
week. There were no other signs or symptoms,
either thoracic or associated with other organs or
systems. Physical examination revealed the
presence of melanosis around the mouth, while
other areas were found to be normal. Results of a
hemogram, biochemical and coagulation analysis,
and respiratory function tests were all normal. A
chest radiograph revealed a mass in the right
parahilar region and a more peripheral nodule,
along with reduced volume of the upper right lobe.
Computed tomography (CT) revealed a mass in the
upper portion of the right hilum abutting the right
pulmonary artery, the right main bronchus, and the
upper lobar bronchus and its branches; a more
peripheral nodule was also observed in contact with
the pleura and diseased lymph nodes were observed
in the right paratracheal area of the mediastinum,
the largest being 2.5 cm in diameter. Fiberoptic
bronchoscopy revealed an obstruction at the
entrance of the upper lobar bronchus caused by
tumor infiltration of the anterior wall and in the
vicinity of the main bronchus; biopsy of the
obstruction revealed large-cell bronchogenic
carcinoma. CT of the abdomen did not reveal
abnormalities. Bone scintigraphy was normal. Head
CT with contrast enhancement revealed the
presence of a single metastatic lesion in the right
parietal region (stage IVc). Treatment with cerebral
radiotherapy and chemotherapy was prescribed.2

Lung adenocarcinomas are associated with
a high frequency of mutations (probably
more than 30%) in the 2 copies of the LKB1

gene.3 These are somatic mutations; in other
words, they are only present in the tumor and

not in healthy tissue, and therefore, are not
inherited. Patients with Peutz-Jeghers
syndrome carry germline mutations in
LKB1,4 meaning that the mutations are
already present in normal tissue, but only on
1 of the 2 chromosomes. When these patients
develop tumors, including non-small cell
bronchogenic carcinoma, they have 2
mutated copies of the gene.

Fiberoptic bronchoscopy did not reveal the
presence of hamartomatous lesions, indicating
that this primary tumor developed
independently5 and was associated with the
genetic factors mentioned.
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