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Acute Respiratory Failure Derived From Subglottic Stenosis in a
Patient with Relapsing Polychondritis

Hyun Jeong Kim, M.D., Won Park, M.D., Sung Kwon Bae, M.D., Sung Soo Kim, M.D.,
Yong Hwan Lee. M.D., Jung Soo Song, M.D., Jung Il Cho, M.D.*

Department of Internal Medicine, Inha University College of Medicine and Otolaryngology™, Inchon, Korea

Relapsing polychondritis (RP) is rare, chronic, relapsing, and multisystemic inflammatory disease targeting the
cartilaginous structures. Respiratory track involvement occurs in approximately half of the cases. Subglottic
stenosis is a rare manifestation of RP. Here, we report a case of RP with a subglottic stenosis, resulting in
acute respiratory failure.

A 63-year old man was admitted complaining of multiple joint pain, general weakness, weight loss, throat
pain, hoarseness, exertional dyspnea, and hearing difficulties. A laryngoscopy and neck CT revealed a
subglottic stenosis. Four days after admission, he complained severe dyspnea resulting in acute respiratory fail-
ure. Immediately, a tracheostomy was done for airway preservation. After high dose stercid therapy, the gener-
al symptoms were improved. However, the subglottic stenosis was sustained. Thus, a laryngotracheal
augumentation and stent Insertion was performed. The speech valve was then replaced. The subglottic stenosis
was managed with low dose stercid and monthly cyclophosphamide pulse therapy, and the patient has been fol
lowed up regularly. (Tuberculosis and Respiratory Diseases 2001, 50 ; 353-359)
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Fig. 1. The patient’s nose was depressed show-
ing a saddle nose deformity.
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Fig. 2. A. Plain neck radiograph taken before the operation showing a narrowing of the airway

in the subglottic area (arrow).

B. Plain neck radiograph taken after exchanging the stent for the speech valve shows a
dilated subglottic area (arrow) just above the speech valve.
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Fig. 3. Body bone scan with *®Tc-methylene
diphosphonate shows multiple joints and
thyroid cartilage hot uptake.
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Fig. 4. 3-dimensional computed tomograph
shows a nearly obstructed subglottic
area (arrow) and patent airway via
the James tube.
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