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=Abstract=

Relapsing polychondritis is an episodic and often progressive inflammatory disorder of unknown
cause affecting predominantly the cartilage of ears, nose and tracheobronchial tree, as well as other
proteoglycan-rich structures such as eye, heart, blood vessels and inner ear. Relapsing polychondritis
can present with many other rheumatic disorders, such as rheumatoid arthritis, systemic lupus
erythematosus, Sjogren’ s syndrome, Behcet s disease and vasculitis. Recently we have experienced
a case of relapsing polychondritis patient who presented with systemic lupus erythematosus.
Relapsing polychondritis occuring in a systemic lupus erythematosus patient have never been reported

in the Korean literature.
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Fig. 1. Photograph shows typical features of both auricular chondritis(A: Right ear B: Left ear) - Swelling of the

cartilaginous portion of the ear is seen. Earlobes are spared since they do not contain cartifage. The

overlying skin has a beety red color.
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Fig. 2. Ear, auricle, right, incisional biopsy: There is loss of basophilic staining of the cartilage

matrix accompanied by mild perichondral lymphocytes infiltration (H&E x 200).
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