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Abstract : Silicosis is one of the most common occupational 
lung diseases in the world. It has varied clinical presentation . 
Silicosis presenting as bilateral hilar lymphadenopathy without 
any pulmonary nodule is very rare.Only few studies are     
available describing such a presentation despite the known 
fact that hilar nodes are the first to be involved in             
pathogenesis of silicosis. Lithoptysis is a rare medical       
phenomenon commonly caused by tuberculosis and         
histoplasmosis. Only few cases of lithoptysis have been    
reported in patients with silicosis in medical literature. We 
report a case of silicosis who worked as a ledgeman in quarry 
fields 9 years back and presented to us with lithoptysis . His 
imaging study showed bilateral hilar lymphadenopathy with 
egg shell calcification. 
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Case report: 
A forty year old male presented with dyspnea on exertion for 
past 5 years , now MRC grade 2  without orthopnea or PND. 
History of cough with mucoid sputum was present for past five 
years. He gave history of spitting up of stone like particles for 
past one week which has brought him to the hospital. On the 
day of admission he spat out a stony hard particle during a  
out of cough.He has no history of fever, weight loss or loss of 
appetite. He was not a diabetic or hypertensive. He had no 
past medical history of tuberculosis . He gave a history of 
twenty pack years of smoking. He worked in quarry as a 
ledgeman from 1992-2002 without wearing any personal 
protective devices. Now he works in a tea shop.lithoptysis 

On examination he was afebrile and tachypneic. He had no   
pallor , cyanosis, clubbing, icterus, pedal edema or                
lymphadenopathy. His vitals were BP: 130/90 mm Hg, PR: 96/
min, RR: 34/min. On auscultation he had bilateral wheeze. Other 
systems were normal. Blood sugar: 102 mg%. Blood urea: 34 
mg% , serum creatinine: 0.6 mg%. Total bilirubin  1.0mg/dl. AST: 
30 IU/L, ALT : 34 IU/L, ALP : 96 IU/L, Total protein: 6 g/L,        
albumin: 4 g/L, globulin: 2  g/L . Total count : 7600 /mm3 . ESR 
46 mm/hr, Hb 10.4 gm/dl.HIV ELISA: negative 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
hyperinflated lung fields with bilateral hilar                        
lymphadenopathy 
 
 
 
 
 
 
 
 
 
 
 
 

egg shell calcification of nodes: typical ring like shadows 
noted around the nodes 
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Chest x ray showed hyperinflated chest and bilateral multiple hilar 
lymphadenopathy with typical egg shell calcification His serum ACE 
levels were normal. Serum calcium 9.0 mg/dl. Fundus and slit lamp 
examinations were normal. Sputum smear and culture were       
negative for Mycobacterium tuberculosis. Mantoux was negative.On 
fifth day of hospital admission , patient developed fever and cough 
with purulent sputum.CT thorax showed consolidation of left upper 
lobe and bilateral peribronchial calcified (egg shell pattern) lymph 
node 
 
 
 
 
 
 
 
 
 
 
 
 
 
CT Thorax showing left upper lobe consolidation 
. 

CT Thorax showing bilateral peribronchial lymph nodes      
distorting both bronchus which is a charecteristic finding of 
Broncholithiasis 
 
Patient was treated with antibiotics and bronchodilator. He was 
afebrile and hemodynamically stable at the time of discharge. 
 
Discussion: 
Silicosis can present as acute, accelerated and chronic silicosis. 
Chronic simple silicosis commonly present as a small nodule in mid 
or upper zone that may appear even many years after termination 
of exposure to silica. The time of onset of radiological findings and 
rate of progression of disease depends on cumulative dose of      
exposure to silica. Inhaled silica reaches lung aleveoli where it is 
engulfed by acinar macrophages which are then carried via        
pulmonary lymphatics to hilar nodes. Hilar nodes get enlarged , 
fibrosed and sometimes calcify. Once pulmonary lymphatics are 
blocked parenchymal silicosis begins.[1,2] 
Although animal studies suggest hilar nodes are first to be involved 
in silicosis, only few case reports are avialable in which silicosis 
present as bilateral hilar lymphadenopathy without parenchymal 
involvement.A study by Cox Ganser JM et al showed that lymph 
node silicosis actually precedes parenchymal silicosis.[2] Baldwin et 
al published a case series of five patients with silicosis who         
presented with isolated hilar lymphadenopathy.[3] 
Egg shell calcification commonly occurs in silicosis and coal       
workers pneumoconiosis. Other rare causes are sarcoidosis, post 
irradiation Hodgkins disease, scleroderma, blastomyces and very 
rarely amyloidosis and histoplasmosis.[4] Our patient did not have 
any features suggestive of other known causes of egg shell        
calcification. 

The term broncholithiasis denotes the presence of calcified 
or ossified material within the lumen of the bronchus. But 
broncholiths may not be visualised by bronchoscopy in all 
cases of broncholithiasis. [5]It is now defined as a disorder 
charecterised by presence of peribronchial calcified lymph 
nodes which may erode into an adjacent bronchi or distort 
the bronchi which can lead to symptoms due to bronchial 
obstruction. Broncholithiasis may cause atelectasis, mucoid 
impaction, bronchiectasis, expiratory air trapping and recur-
rent pnuemonia.[5,6] Although very rare even in cases of 
broncholithiasis, history of lithoptysis must be asked for in 
any patient with respiratory complaints as it gives an      
important clue for diagnosing underlying broncholithiasis 
and thereby helps in reducing fatal complications. 
Lithopytsis was first described by Aristotle in 300 BC and 
later confirmed by Galen and Aretaues. Most of the time it is 
ignored by patients as well as physicians .IM Samson et al 
reported a psychiatric patient with lithoptysis and bilateral 
broncholithiasis who was undiagnosed for twenty years 
because of disregard of patients symptom by treating     
physician.[7] Tuberculosis is the commonest cause of    
broncholithiasis followed by Histoplasmosis and other fungal 
infections. Other less common causes are calcification of 
aspirated foreign material and erosion by and extrusion of 
calcified bronchial cartilage plates. [5,7].Sertolli was the first 
to describe broncholithiasis in patients with silicosis in 1957.
[8]. Since then only a few case reports of silicosis with     
broncholithiasis have been published .VCS Antao reported a 
case of silicosis in whom broncholiths were generated from 
parenchymal nodules rather than from lymph nodes.[9]
Broncholith is usually composed of 85-90% calcium       
phosphate and 10-15% calcium carbonate.[7]Broncholiths 
that were reported in VCS Antao et al case were composed 
of 78.92% calcium and 21.09% phosphorus. 
Broncholithiasis may cause serious complications like fatal 
hemoptysis, recurent pneumonia, bronchoesophageal    
fistula, aortotracheal fistula, pleural fistula and mediastinal 
abscess. [10,11,12,13,14] Bronchoscopy was not done in 
our patient as it is a relatively less sensitive technique    
compared to CT for identification of broncholiths . [6] 
Most of the broncholiths can be followed up conservatively. 
Treatment is indicated only in patients with severe       
hemoptysis, traction diverticula, carcinoma, recurrent     
pneumonia or fistula formation. Bronchoscopy is a safe and 
effective option for loose broncholiths that are not fixed to 
the airway. Any attempt to remove broncholith that are   
attached to bronchial wall may result in catastrophic        
hemorrhage. [5] Lobectomy or segmentectomy is usually 
required, since removal of the calcied mass will almost         
certainly result in loss of a portion of the bronchial wall.
[16,17,18] Lung function study in our patient showed      
obstructive pattern which is an expected finding in silicosis. 
Studies showed that even nonsmokers who are exposed to 
silica had lung functionimpair ment as severe as that of 
heaviest smokers.[19] Although there was no parenchymal 
involvement in our patient , he needed further follow up for 
progression of disease 
 
Conclusion: 
We are reporting this case because of two rare                
presentations of silicosis in same patient. Silicosis         
presenting as lithoptysis and broncholithiasis is very rare 
and only few cases have been reported in literature.        
Silicosis presenting as bilateral hilar lymphadenopathy   
without any pulmonary nodules is also very rare. Although 
there was no parenchymal involvement in our patient , he 
needed further follow up for to look for further progression of 
disease and development of nodules. 
 



 

An Initiative of The Tamil Nadu Dr. M.G.R. Medical University 
University Journal of Medicine and Medical Specialities 

References: 
1.Seaton A, Cherrie JW. Quartz exposures and severe silicosis: a 
role for the hilar nodes. Occup Environ Med 1998;55:583–6. 
2.Cox-Ganser JM, Burchfiel CM, Fekedulegn D, Andrew ME,   
Ducatman BS. Silicosis in lymph nodes: 
the canary in the miner?J Occup Environ Med. 2009 Feb; 51(2):164
-169 
3.Baldwin DR, Lambert L, Pantin CF, Prowse K,Cole RB.Silicosis 
presenting as bilateral hilar lymphadenopathy.Thorax 1996;51:1165
–67 
4.Barry H.Gross, Harold J Schneider.Egg shell calcification of lymph 
nodes : an update.AJR135:1265-1268,dec 1980 
5.Conces DJ Jr, Tarver RD, Vix VA. Broncholithiasis:CT features in 
15 patients. AJR Am J Roentgenol 1991; 157:249–253. 
6.Seo JB, Song KS, Lee JS, Goo JM, Kim HY, Song JW, Lee IS, 
Lim TH.Broncholithiasis: review of the causes with                     
Radiologic-pathologic correlation.Radiographics.2002 Oct;22 Spec 
No:S199-213. 
7. Samson IM, Rossoff LJ. Chronic lithoptysis with multiple bilateral 
broncholiths. Chest 1997; 112: 563–565. 
8. Sartorelli E. Broncholithiasis in silicosis. Am Rev Respir Dis 1974; 
109: 687. 
9.V.C.S.Antao, G.A.Pinheiro,J.M.Jansen. Broncholithiasis and 
lithoptysis associated with silicosis. Eur Respir J 2002; 20:       1057
–1059. 
10.Case records of the Massachusetts General Hospital. Weekly 
clinicopathological exercises. Case 46-1991. A 64-year-old man 
with recurrent hemoptysis, a bronchoesophageal fistula, and      
broncholithiasis. N Engl J Med 1991; 325: 1429–1436. 
11.Cahill BC, Harmon KR, Shumway SJ, Mickman JK, Hertz MI. 
Tracheobronchial obstruction due to silicosis. Am Rev Respir Dis 
1992; 145: 719–721. 
12.Carasso B, Couropmitree C, Heredia R. Eggshell silicotic       
calcification causing bronchoesophageal fistula. Am Rev Respir Dis 
1973; 108: 1384–1387. 
13.Bollengier, W. E., and J. M. Guernsey. 1974. Broncholithiasis 
with aorto-tracheal fistula. J. Thorac. Cardiovasc. Surg. 68:       588
–592. 
14.Sean M. Studer, MD; Richard F. Heitmiller, MD; and Peter B. 
Terry, MD, FCCP. Mediastinal Abscess Due to Passage of a     
Broncholith. Chest 2002; 121:296–297 
15.Groves, L. K., and D. B. Effler. 1956. Broncholithiasis: a review 
of twenty-seven cases. Am. Rev. Tuberc. 73:19–30. 
16.Faber LP, Jensik RJ, Chawla SK, et al. The surgical implication 
of broncholithiasis. Thorac Cardiovasc Surg 1975; 70:779–7 
17.Schmidt HW, Clagett OT, McDonald JR. Broncholithiasis. Thorac 
Cardiovasc Surg 1950; 19:226–245 
18. Robert J. Cerfolio, Ayesha S. Bryant, Lee Maniscalco. Rigid 
bronchoscopy and surgical resection for broncholithiasis and     
calcified mediastinal lymph nodes. J Thorac Cardiovasc Surg 
2008;136:186- 190 
19.American thoracic society committee of the scientific assembly 
of environment and occupational health. Adverse effects of        
crystalline silica exposure. Am J Respir Crit Care Med 
1997:1558:761-765. 

 


