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A Case of Relapsing Polychondritis Presenting As a Diffuse
Tracheobronchial Tree Involvement

Jin-Su Hwang, M.D., Ji-Hyun Park, M.D., Wan-Hee Yoo, M.D,,
Heung-Bum Lee, M.D., Yong-Chul Lee, M.D., and Yang-Keun Rhee, M.D.

Department of Internal Medicine, Chonbuk National University, Medical School, Chonju, Korea

Relapsing polychondritis (RP) is a rare inflammatory disorder of unknown eticlogy, causing recurrent in-

flammatory and degenerative reactions involving the cartilaginous structures throughout the body. Gener-

ally, RP is known as multiorgan disease presented as auricular chondritis, arthritis, nasal chondritis, ocu-

lar inflammation, audiovestibular damage and respiratory tract inflammation. Major airway involvement

occurs in more than 50% of the patient and has been reported to be the primary cause of death. Rare-

ly, it may be presented with only respiratory symptoms without typical clinical manifestation of RP. We

experienced a 64-year-old male patient with RP involving diffuse airway tract without other characteris-

tic clinical manifestation and present here with a review of literatures. (Tuberculosis and Respiratory Dis-

eases 1999, 46 : B61-868)
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Fig. 1. Chest PA shows diffuse narrowing of the
tracheal lumen.
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Fig. 2. Chest CT shows thickening of the trache-
al wall and narrowing of the lumen,
which involves posterior wall.
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Fig. 3. 3-Dimensional CT shows diffuse narrow-
ing of the tracheobronchial tree.
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Fig. 4. Tc-99m MDP bone scan demonstrates in-
creased uptake on both costochondral
and costosternal junctions, and thyroid
catilage.
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A : Carina

B: Right‘majn bronchus

C : Left second carina level

Fig. 5. Broncoscopic findings show diffuse mucosal thickening on the all tracheobroncheal tree
without definitive mucosal destruction, A ! carina, B ! right main bronchus, and C : left

second carina level.

Ve

AHE 58 Y & U3, F

e 10~20%904 ¥4 23& 2Y & Utk &
| HET IFEEe 48 2529 435 d Aot
Ho opA|e] &% X =& F 5 o). %3
Ao Az Fo 2R A28 S of

e

ot

A= ALY ohEd dEF A F 2/3944
38 Hojn, gyl A oshA] SR8l w3
| g o] Age] BFEe Aol vke B
T 4P, McAdam §2& Adg gAY d299
A7)z FFA4 ohAdEd, vrwhdoln 8%

i\

>

— 865 —



~ J.S. Hwang, et al —

Fig. 5. Follow-up chest CT shows some im-
proved tracheal wall thickening and
widened its lumen.
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