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Clinical Summary

The most common cause of cavitation in progressive
massive fibrosis (PMF) in patients with silicosis is
infection with Mycobacterium tuberculosis. However,
cavitation of PMF as a result of ischaemic necrosis has
also ben identified as a rare entity in silicosis.

A 40-year-old male, non-smoker, working as a stone-
cutter for 30 years presented with a five years history of
exertional breathlessness and eight months of dry
cough. He had no history of fever, haemoptysis, chest
pain, weight loss or loss of appetite. Physical
examination was unremarkable.

Investigations

Routine haematological and biochemical investigations
were found to be normal. Chest radiograph (postero-
anterior view; Figure 1) showed well-defined, multiple
nodular opacities in both lung fields along with
massive fibrosis with cavitation in upper zones.

Computed tomography (CT) of the chest (Figure
2A,B,C) revealed bilateral multiple randomly
distributed nodules of uniform size and attenuation

involving all lobes with upper lobe predominance with
massive fibrosis with cavitation in both upper lobes
(left more than right). Two samples of sputum for acid-

Figure 1. Chest radiograph (postero-anterior view) showing
multiple nodular opacities along with progressive massive fibrosis
with cavitation in both upper zones.

Figure 2A,B,C. Computed tomography of the chest showing bilateral
multiple randomly distributed nodules in upper,  middle and lower
lobes with progressive massive fibrosis with cavitation in both
upper lobes (Left > right).
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fast bacilli (AFB) were negative. Mantoux test was
negative. Pulmonary function test showed mild
impairment of lung functions.

Fibreoptic bronchoscopy was done and transbronchial
lung biopsy revealed ill-defined granulomatous
inflammation surrounding anthracotic pigment.
Bronchoalveolar lavage and endobronchial brush were
negative for atypical cells, Gram’s stain, fungal stain and
AFB. A diagnosis of silicosis with progressive massive
fibrosis was made on the basis of occupational history and
radiological imaging characteristic of silicosis.

Diagnosis

Silicosis with progressive massive fibrosis

Discussion

Silicosis also known as “potters rot” is
pneumoconiosis attributable to inhalation of respirable
particles of crystalline silica. Crystalline silica has been
classified as a group 1 substance by the International
Agency for Research on Cancer.1 A number of clinical
and pathologic varieties of silicosis have been identified
including simple, or nodular, silicosis, silico-
proteinosis (acute silicosis), complicated silicosis
(progressive massive fibrosis), and interstitial fibrosis.2

In the case presented, the patient had significant
exposure to silica dust during stone crushing and
radiologically had complicated silicosis. Conglomerate
silicosis or complicated silicosis results from the
coalescence and agglomeration of several smaller
nodules. In addition to the enlargement of nodules,
profusion of nodular lesions results in PMF.
Histopathologically the condition, is said to develop
when the above described pulmonary lesions coalesce
forming pulmonary masses 2cm or larger. However,
according to the Silicosis and Silicate Disease
Committee, a PMF lesion is defined as a lesion greater
than 2cm in diameter in contrast to the 1cm or larger
radiographic size established by the International
Labour Office (ILO).3 Progressive massive fibrosis is
often characterised by large fibrotic masses in
conjunction with a distortion of the lung architecture
often involving an upward displacement of the
mediastinal and hilar structures attributable to volume
loss. In addition, lower areas of the lung may appear
hyperinflated and emphysematous, often in
conjunction with multiple bullae.2 Progressive massive

fibrosis lesions have a predilection to occur in the
upper lobes of the right lung. However, in advanced
cases, lesions are bilateral4 and the appearance being
described sometimes as an “Angel’s Wing”
appearance.5 The conglomerate lesions appear against
a background of smaller nodules and may obliterate
bronchi and vessels and cause marked distortion of
lung structure and function. Tuberculosis (TB) should
be suspected when chest radiograph reveal the rapid
emergence of new opacities, together with pleural
effusion and cavitation.6 Nevertheless, cavitation is a
relatively uncommon finding in silicosis. When it does
occur, one should consider TB as the likely cause.7 In
our case, we excluded possibility of pulmonary TB. The
PMF lesions in accelerated silicosis may cause
cavitation due to the resultant ischaemia and necrosis.
In a series of 44 patients with silicosis and
conglomerate masses who underwent chest high
resolution CT, cavitations was noted in eight patients,
and of these, six had concomitant TB.8 Occasionally,
cavitation due to ischaemic necrosis may occur in a
conglomerate mass.9,10
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