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Ear Fullness as an Unusual Initial Manifestation of Relapsing Polychondritis

Seong Kyu Moon, MD, Hyeok Ro Kwon, MD, Beom Mo Koo, MD and Hyun Sang Cho, MD

Department of Otorhinolaryngology-Head and Neck Surgery, Veterans Health Service Medical Center, Seoul,
Korea

— ABSTRACT —

Relapsing polychondritis is a rare multisystemic disease which affects cartilaginous tissues of auricles, nose,
larynx, trachea and joints as well as proteoglycan-rich structures. The disease is characterized by repetitive
inflammatory and destructive episodes. Chondritis most frequently involves external ear, but the spectrum of
clinical presentations may vary from intermittent episodes of painful chondritis and ocular inflammation, to organ
or even life-threatening manifestations like cardiovascular complications and airway collapse. Its pathogenesis in
not determined completely. In the treatment, main medication is a corticosteroid and immunosuppressive drugs
represent a second-choice treatment. Authors have recently experienced a case of relapsing polychondritis in a 42
year old man who had ear fullness as an initial manifestation. We report this case with a review of the literature. (J

Clinical Otolaryngol 2021;32:245-250)
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Fig. 1. Otoendoscopic findings and pure tone audiometry result. Serous ofitis media with dense transudate that gives
the membrane the characteristic yellow color (A). The preoperative pure tone audiometry shows bilateral conduc-

tive hearing loss (B).

Fig. 2. Endoscopic and radiologic findings. This photo reveals a right Eustachian tube with significant peritubal and
infraluminal edema (A). Contrast-enhanced T1-weighted axial MRI shows diffuse swelling and enhancement, poste-
rior and both lateral wall of the nasopharynx (B).
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Fig. 3. Photograph at admission showing marked inflammation of auricle with sparing of the lobule. At the time, this
characteristic part was overlooked (A). Deformation of the auricular cartilage after 2 months — it was resembling the
‘cauliflower ear’ of professional boxers (B). Right auricle after 13 months — it was atrophic and flabby, but without

signs of inflammation (C).
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Fig. 4. Scleritis in the patient with eye pain. Both eyes show diffuse anterior scleritits with swollen eyelid. R: Right, L: Left (A
and B). Laryngoscopic findings of the larynx. Epiglottis, aryepiglottic folds, arytenoids mucosa and surrounding struc-
tures were swollen and erythematous (C).
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Fig. 5. Microscopic findings of tragus cartilage biopsy from patient, showing a fibrotic corium and dense inflammma-
tory infiltrates reaching the cartilage (H&E stain, x200) (A). The affected cartilage include vacuoles (black arrow) in
chondrocytes, which is one of the typical changes in relapsing polychondritis(H&E stain, x200) (B).
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