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A Case of Relapsing Polychondritis involving Trachea and Bronchi

Sang Chul Lim', M.D., Il Gweon Jang, M.D.,
Sung Chul Lim, M.D., Kyung Ok Park, M.D.

Department of Otolaryngology-Head and Neck Surgery” and Pulmonology,
Chonnam University Medical School, Kwangju, Korea

Relapsing polychondritis is a rare disesase involving any cartilaginous structure of entire body
and is characterized by recurrent episode of inflammation and degeneration of cartilage and most
commonly involve ear, nose, larynx, trachea, ribs, Eustachian tube, etc.

Its signs and symptoms are recurrent swelling of auricle, saddle nose deformity, polyarthralgia,
hoarseness and dyspnea, audiovestibular disturbance and cardiovascular abnormality, etc.
Characteristic histologic findings are loss of normal basophilic staining of cartilage, perichondrial
inflammatory infiltration with plamsa cells, lymphocytes and neutrophils, and finallly, destruction of
cartilage and replacement with scar tissue.

Our case had saddle nose deformity, arthralgia, tracheal collapse, hearig loss and postive
histologic finding but no auricular perichnodritis. Her major problem was airway -obstruction due to
tracheal collapse. This case was diagnosed with relapsing polychondritis according to the Damiani’s
criteria.

This case indicates that any patients complaining of airway obstruction have to be examined
systemically.
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At 24 0 EFA Jd 34 CBCAY WBC
18,600/ # L (neutrophil 698.9%, lymphocyte 18.6%,

monocyte 10.2%, eosinophil 1.8%, basophil 0.5%),
RBC 358x10% L, Hgb 9.3g/dL, Hct 31.8%,
MCV 87.4fi, MCH 28.2pg, MCHC 32.9%, Plt
593x10% #L, TIBC 147u/dL, iron 13ug/dL,
ferritin 380 # g/L, reticulocyte count 1.4%, hapto-
globulin 642.3mg/dL, direct coombs’ test &4,
indirect coombs' test &4, =4A A, 77)%F
AA B, AZNEHA B, 8F JEE 5=
A4H4, CRP 203mg/dl, ESR 135mm/hr,
VDRL &4, FTS-ABS 24, RA factor 24,
antinuclear antibody 3+, LE cell test <43,
antidouble stranded DNA 24, antismooth muscle
antibody 4, antineutrophilic cytoplasmic antibody
SA4°l 22 ABGA(arterial blood gas analysis)
4 pH 747, pCO; 41.3mmHg, pO: 745mmHg,
HCOs 302mEq/L, Sa0; 9%5.6%cth XEES3
HHAAHE &L AFolurt

WA HAL &7 0 de FRARNA Y7
F(tracheal air column)2] ZH¥kx<l ¥&tu} para~
tracheal striped) ®]37} #AEew FE¥ HRCT
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oHFig. 2).
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Foll AYNFE b (stellate ganglion block)
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U(collapse)o] #FHFUoH ZAAAELE AP}
[t AFLHEL dF9 34974 ¥ (baso-
philic stain)®] 242 AZF99 GFH 422
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Fig. 3. Microscopic findings showing destruc-
tion and disappearance of tracheal cartilagen-
ous tissue, loss of basophilia of cartilage and
infiltration of inflammatory cells( X250, H&E).
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ral effusion)e] ANRL 7|BAAWAF LAY 7=
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Zl ¢ 2 (bronchial spasm)o] 913 ZTEFZTFO
FAEAY. 10¥ 99 H A Fo] LAsl] AT
ABNE NPFPo) APo2d HUALF
NFFToz Agstgdct.

Fig. 2. High resolution CT of chest: diffuse
smooth thickening of tracheal wall and proxi-
mal bronchi associated with luminal narrowing,
but no calcification or mediastinal infiltration.
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