Cytokine Profile of Bilateral Pseudocyst of the Auricle

Sir,

Pseudocyst of the auricle (PA) occurs on the upper part of
the ear with smooth surface as the result of trauma, mechanical
stimuli or infection. Although the pathomechanism(s) of the
blistering process in PA is still unknown, an overproduction
of glycosaminoglycans by repeated minor trauma or mechan-
ical stimuli to the ear cartilage is suggested to be the primary
stage of this disorder (1). Recent investigations have revealed
that various cytokines are released from cartilages, fibroblasts,
activated lymphocytes or monocytes. We examined the cyto-
kine profile of the blister fluids and sera of a patient with
bilateral PA and 2 patients with solitary PA.

Sera and blister fluids were collected from a 45-year-old
male with bilateral PA, a 64-year-old male with solitary PA,
and a 49-year-old female with solitary PA, who were diagnosed
by clinical and histopathological examinations, before treat-
ment. Specimens were stored at —80°C until use. Interleukin-
1p (IL-1B), IL-2, IL-6 and tumor necrosis factor-o. (TNF-a)
were measured by ELISA technique. In normal sera, cytokine
levels were as follows: IL-1p<10.0 pg/ml; IL-2<0.8 U/ml;
IL-6 <4.0 pg/ml; TNF-2<5.0 pg/ml.

We demonstrated a marked increase of IL-6 and a slight
increase of IL-1P in the blister fluid in the case of bilateral
onset, while serum levels were within normal range (Table I).
IL-6 was also elevated in the two solitary PA fluids. Cartilage
degeneration is thought to be further accelerated by various
cytokines released by the resident mesenchymal cells, the
infiltrating neutrophils, monocytes or macrophages (2). I1L-1
is the most important mediator of inflammation and cartilage
destruction, which increases the synthesis of proteases and
PGE, by chondrocytes, and inhibits the formation of extracel-
lular matrix components (3). IL-6 is induced by IL-1 and is a
stimulator of chondrocyte proliferation (4). Furthermore,
analysis of the LDH isozyme pattern of the blister fluids
revealed an increase in LDH4 (31.6% in It BF, 23.2% in rt
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Table I. Cyrokine profiles of sera and blister fluids of patients
with pseudocyst of the auricle

Patient Serum/ IL-1B IL-2 IL-6 TNF-o
blister fluid (pg/ml) (U/ml) (pg/ml) (pg/ml)
45/M S =10.0 =0.8 <04 <5.0
BF (1t) 18 <0.8 1740 <5.0
BF (rt) 15 =0.8 3600 <50
64/M S ND ND ND ND
BF <10.0 ND 1010 ND
49/F S ND ND ND ND
BF <10.0 ND 2830 ND

BF) and LDHS (51.7% in It BF, 42.5% in rt BF) isozymes,
while the serum isozyme pattern exhibited a dominance of
LDHI1 of 25.3% (LDH4; 9.8%, LDHS; 18.8%) in the bilateral
case. The LDH isozyme pattern of articular cartilages demon-
strates mostly LDH4 and LDHS5 isozymes (5). It is suggested
that the release of cytokines is derived from infiltrating
inflammatory cells or damaged cartilages, which play a role in
the formation of PA.
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