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with acute symptoms of a concomitant a respiratory infection and
lung abscess might be presented with chronic symptoms of weight
loss and anorexia. There are, however, some radiologic findings that
can help: rim enhancement of the walls on contrast-enhanced CT
scan suggests abscess and satellite nodules might occur in infectious etiologies.5
Traditionally, squamous cell carcinoma was the most frequent
histology found in cavitated tumors; however, an increasing number of adenocarcinomas have been found to form cavitations.6
Despite cavitation of primary lung cancer being relatively common,
cavitation of lung metastases is infrequent. Only 4% of lung metastases cavitate,7 which makes this case a rare presentation of stage
IV lung adenocarcinoma.
The differential diagnosis of a cavitary lung disease is challenging. Radiologic findings may help distinguish benign from malign
disease, but a high suspicion of neoplasm is essential for preventing
misdiagnosis.
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IGG4-Related Pleural Bridging Fibrosis,
Retrosternal Fibrosclerosis and Retroperitoneal
Fibrosis in an Asbestos-Exposed Patient
Fibrosis pleural en puente, fibroesclerosis retroesternal y fibrosis
retroperitoneal relacionadas con IGG4 en un paciente expuesto a
asbesto
Dear Editor:
We report the case of a 78-year-old man with a previous history
of asbestos exposure for 13 years, who presented with dyspnea.
The patient packed asbestos-containing waste materials until the
age of 50. Thus, the latency period was 28 years. Chest computed tomography showed an irregular, uncalcified pleural plaque
in the anterior right hemithorax. One year later, the plaque had
flattened, extending axially to the retrosternal mediastinum and
contralateral pleural space (Fig. 1A and B). A small soft-tissue mass
surrounding the abdominal infrarenal aorta was also identified
(Fig. 1C). Transthoracic percutaneous biopsy revealed storiform
fibrosis with polyclonal lymphoplasmocytic and plasma cell infiltration. Additionally, immunoglobulin G4 (IgG4) expression was
found in plasma cells, with an IgG4/IgG ratio >50% (Fig. 1D and E).
The serial IgG4 concentration was found to be high (5920 mg/L),
and a final diagnosis of IgG4-related bridging pleural fibrosis (BPF)
with retrosternal fibrosclerosis (RF) was established.
BPF refers to continuous bilateral anterior pleural thickening
that “bridges” the hemithoraces and involves the retrosternal area,
resulting in RF.1,2 BPF and RF have been described in association
with retroperitoneal fibrosis, and in the patient described here a
subtle retroperitoneal soft-tissue mass surrounding the infrarenal
aorta was also observed. These patterns have been described in
asbestos-exposed patients and in those with immunoglobulin G4related sclerosing disease (IgG4SD).1•4
Asbestos-related pleural fibrosis usually appears as bilateral,
partially calcified plaques involving the parietal pleura, and is quite
different from the pleural thickening observed in our patient.1,5
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Uibu et al.4 studied pleuro-pulmonary manifestations in a series of
48 asbestos-exposed patients with RF and found atypical pleural
plaques extending to the anterior mediastinum in three patients,
recognizing such plaques as rare findings and speculating that
asbestos may lead to severe fibrotic changes in some susceptible
individuals.
Imaging findings for mediastinal fibrosis were also atypical in
this case; the characteristic features of this entity are an oftencalcified invasive mass in the middle mediastinal compartment,
encasing vascular and bronchial structures. In the case described
here, we observed a different pattern of isolated, uncalcified retrosternal fibrosis.1
IgG4SD is a multisystem clinical-pathological entity described
in the last decade, characterized by fibro-inflammatory lesions rich
in IgG4-positive plasma cells.6 Thoracic involvement may occur in
several patterns, comprising pulmonary lesions (nodules, groundglass opacities, alveolar-interstitial disease and bronchovascular
disease), pleural thickening and mediastinal lesions (mediastinal
fibrosis and lymphadenopathy).6,7 Two sets of diagnostic criteria
have been proposed: the Japanese criteria, which involve clinical, serological IgG4 levels and histopathological features of the
disease, and the Boston criteria, which are histopathological.8,9
Recently, the Japanese team updated and proposed an organspecific approach.10
Some authors have speculated about a possible association
between asbestos exposure and IgG4SD, arguing that the latter
may arise due to hypersensitivity of the regulatory immune system
to atopic conditions induced by asbestos.3,11 IgG4SD shares some
characteristics with allergic disorders, such as elevated T helper 2
(Th2) cell, regulatory cytokine and serum immunoglobulin E (IgE)
levels; additionally, mast cells in IgG4SD show strong positivity for
IgE.12 Thus, IgG4SD has been considered to be a potentially allergic
condition, and asbestos could be the trigger inducing persistent Th2
responses and mast cell activation by sustained IgE production.12
The literature contains some case reports and case series describing IgG4SD in asbestos-exposed patients.3,11•13 In conclusion, we
here describe a clinicopathologically proven case of IgG4SD-related

Scientific Letters / Arch Bronconeumol. 2019;55(9):492–504

497

Fig. 1. Unenhanced chest computed tomography scans obtained in the axial plane (A) and with sagittal reformatting (B), showing a flat, uncalcified anterior pleural plaque
“bridging” the hemithoraces (arrows in A, open arrow in B). (C) Axial contrast-enhanced abdominal scan showing the periaortic soft tissue mass (arrowhead). (D) Photomicrograph of the pleural plaque showing storiform fibrosis and lymphoplasmacytic infiltrate (hematoxylin-eosin stain). (E) Immunohistochemical staining showing
immunoglobulin G4 positivity in plasma cells.

BPF, RF and retroperitoneal fibrosis in an occupationally asbestosexposed patient, highlighting, as previously suggested, a possible
association between these conditions.
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