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Treatment of Diffuse Tracheobronchial Amyloidosis by Repeated
Electrocautry Under Fiberoptic Bronchoscopy

Hojoong Kim, M.D., Jong Hoon Koh, M.D., Myeong Jun Chang, M.D.
Sung Hun Hong, M.D., Kyung Hwan Kim, M.D., in Kyu Hyun, M.D.
Myoung Koo Lee, M.D. and Ki Suck Jung, M.D.

Department of Internal Midicine, Hallym University College of Medicine, Seoul, Korea

Diffuse trachecbronchial amyloidosis is an uncommon form of pulmonary involvement, and
causes prolonged cough, dyspnea, wheezing and repeaied development of pneumonia.

We report a case of diffuse tracheobronchial amyloidosis in 58-year-old woman that was traeted
by repeated electrocautry under flexible fiberoptic bronchoscopy. The patient had a long-standing
history of dyspnea and was admitted due to resting dyspnea, which was aggravated to impending
respiratory failure after diagnostic procedures. We applied repeated electrocautry to the
endobronchial amyloid tumors and successfully reduced bronchial stenosis and the pateint didn’t
feel dyspnea. We suppose that, in certain cases of tracheobronchial amyloidosis patients,

endobronchial electrocautry would be a helpful procedure.
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Fig. 1. The initial chest radiograph showed enlarged
bilateral hilar shadows and bilateral lower
lobe infiltrations,
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Fig. 2. The chest CT scan showed narrowed left main
bronchus and distal atelectatic lung.

Fig. 3. Fiberoptic bronchoscopy revealed protruding

bulky mass in left main bronchus. The mass
was hypervascular and obstructing the lumen
about 90%.

thFig. 2).
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Fig. 4. Congo red staining of forcep biopsied tissue.
Pinky homogenous tissue(A) showed apple
green birefrigence(B) in polarizing micros-
copy.
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