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because the characteristics of the pleural fluid 
improved with antituberculous therapy. Severe 
pulmonary hypertension and increased right-sided 
pressure contributed to the transudate characteristics 
of the pleural effusion.
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Tracheobronchopathia osteochondroplastica following 
laryngeal tuberculosis

Sir,

Tracheobronchopathia osteochondroplastica (TPO) 
is a rare, idiopathic, benign disorder that is usually 
asymptomatic and mostly diagnosed incidentally. 
Characteristic feature is the formation of multiple 
nodules in the trachea, proximal bronchi, and 

rarely in the larynx with sparing of the posterior 
membranous trachea.[1] We describe a patient wherein 
TPO developed during the course of treatment of vocal 
cord tuberculosis (TB).

A 66-year-old male presented with hoarseness of 
voice and fever for 1 month. Indirect laryngoscopy 
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revealed vocal cord nodularity and biopsy from vocal 
cord nodule demonstrated necrotizing granulomatous 
inflammation consistent with TB [Figure 1]. Computed 
tomography (CT) scan (baseline) showed normal 
tracheal appearance [Figure 2a]. Patient received 
four-drug antituberculous treatment. At 6 months 
despite improvement in fever, hoarseness persisted. 
Follow-up CT demonstrated nodular tracheal wall with 
few nodules showing calcification, along with vocal cord 
nodularity [Figure 2b]. Flexible bronchoscopy demonstrated 
numerous nodules involving vocal cords, anterolateral wall 
of the trachea, and bilateral proximal main bronchi with 
sparing of posterior tracheal wall [Figure 2c]. Biopsy from 
tracheal nodule had stony hard feeling and revealed focal 
calcification and ossification confirming the diagnosis of 
TPO [Figure 3]. The patient was counseled regarding the 
indolent nature of the condition and advised conservative 
management.

TPO is a disease of unknown etiology that is usually 
incidentally diagnosed in sixth and seventh decade 
of life.[1] Patients are usually asymptomatic, however, 
symptomatic ones may present with cough, wheezing, 
dyspnea, or hemoptysis. The etiology of the disease is 
not yet identified but association with certain chronic 
inflammatory conditions, chemical or mechanical 
irritation, degenerative, or metabolic abnormalities is 
described. In one case report, diagnosis of TPO and 
amyloidosis was simultaneously made on postmortem 
examination.[2] In another, TPO was diagnosed in a 
patient chronically infected with Mycobacterium avium 
intracellulare.[3] Association of TPO with silicosis and IgA 
deficiency has also been reported.

On systematic review of literature to identify reports 
describing TPO and TB, two relevant publications were 
identified. In one patient, TB was diagnosed 21 years before 
the diagnosis of TPO.[4] In two cases, TPO was identified 
along with active TB and persisted after the treatment of 
TB.[5,6] In our patient, TPO was diagnosed following the 
treatment of histopathologically confirmed laryngeal TB, 
and the diagnoses of both TB and TPO are substantiated 
with histopathological confirmation of the diagnosis. This 
is the first report which strongly supports granulomatous 
etiology such as TB as possible etiology for TPO.

Differential diagnosis of TPO includes tracheobronchial 
amyloidosis, granulomatosis with polyangiitis, endobronchial 
sarcoidosis, TB, papillomatosis, and bronchial and tracheal 
wall tumors. Flexible bronchoscopy is considered diagnostic 
that reveals characteristic “rock garden” or “cobblestone” 
appearance due to the nodular projections in the lumen that 
gives gritty sensation to the passing bronchoscope.[2] CT is a 
useful modality that may show calcified airway nodularity. 
Histopathology is seldom needed for the diagnosis and it 
is often difficult to obtain a biopsy owing to stony hard 
nature of the nodules.[3] Treatment of this disease is usually 
conservative. In patients with severe airway obstruction, 
bronchoscopic removal or surgery may be required.

Figure 1: Vocal cord nodule biopsy section shows granulomatous 
inflammation with Langhans giant cells (H and E, ×40)

Figure 2: (a) Baseline contrast‑enhanced computed tomography neck (sagital 
section) showing normal appearance of the trachea. (b) Follow‑up computed 
tomography (axial section) showing multiple nodules arising from tracheal 
wall with focal calcification. (c) Flexible bronchoscopy demonstrating multiple 
nodules in anterolateral walls of trachea with sparing of posterior tracheal wall
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Figure 3: Biopsy from tracheal nodule revealing foci of squamous metaplasia 
of respiratory epithelium and nonspecific chronic inflammation with a tiny focus 
of calcification. In the inset, an area of ossification is seen (H and E, ×400)
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Unusual presentation of lung cancer as skeletal muscle and 
subcutaneous metastases

Sir,

Metastases involving the brain, bone, liver, adrenal glands, 
and lymph nodes are well known in lung cancer. It is 
rare to have soft tissue metastasis in a lung cancer, with 
a reported overall incidence of 2.3%.[1] Skeletal muscle or 
subcutaneous metastasis could be an initial presentation of 
an occult primary lung cancer. A high index of suspicion 
is necessary in these cases as soft tissue metastases are not 
only rare but also carry poor prognosis.

A 67-year-old woman, a nonsmoker, presented with 
a painless and slow growing swelling in the right 
suprascapular region. She noticed it for the past 1 month. 
There was no history of tuberculosis. She had no chest 
pain, loss of weight, or loss of appetite. On examination, 
the mass was located in the suprascapular region, 
approximately 3 cm × 3 cm in size, immobile and 
nontender with normal overlying skin. There was also 
a lymph node palpable in the left side of the neck. Her 
blood pressure was 139/70 mmHg, pulse was 81/min, 
and respirations were 19/min. Systematic review of other 
systems was unremarkable.

Chest radiograph of the patient showed a spiculated 
right suprahilar opacity highly suspicious for a lung 
tumor. Computed tomography (CT) of neck and chest 
showed peripherally-enhancing lesions with central 
low attenuation involving the left levator scapulae 
muscle [Figure 1] (correlating to the clinically-suspected 
lymph node), subcutaneous tissue of right suprascapular 
region at T1 vertebral level [Figure 2] (corresponding 
to the clinically palpable suprascapular mass). There 
was a central necrotic mass in the upper lobe of the 
right lung [Figure 3]. Biopsy of the lung lesion revealed 
squamous cell carcinoma. Her sputum was negative for 
acid-fast bacilli.

CT of the abdomen (images not shown) revealed further 
lesions in the left erector spinae, right rectus abdominus 
and left gluteus medius muscles. There were also focal 
lesions in liver and head of pancreas. The patient 
was given chemotherapy consisting of three cycles of 
gemcitabine and carboplatin. Follow-up CT at 3 months 
and 5 months intervals showed further worsening of 
primary lesion and metastases involving the lung and 
liver, with the appearance of multiple bone metastases. 
The patient was switched to new regimen consisting of 
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