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Immunohistochemical Study on TGF-a & [3 Expression in Cholesteatoma
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Sung-Yong Park, MD, Hyun-Woong Ma, MD and Young-Hwan Choi, MD
Department of Otolaryngology, College of Medicine, Chosun University, Kwang-ju, Korea

— ABSTRACT —

Background and Objectives[] The cholesteatoma consists of keratinizing squamous epithelium in middle ear
cavity. These abnormal behavior of cholesteatoma epithelium seems to be induced by presence of a heavy
immune cell infiltrate releasing different cytokines and growth factor in high amount. Materials and Method[l

This study investigated the presence of transforming growth factor-alpha (TGF-a), beta (TGF-B) in the
mucosa of cholesteatoma specimens of human middle ear cholesteatoma tissue (N=17) and external auditory
canal skin were obtained from patients during ear surgery as a control group. Results[] Immunostaining for
TGF-a showed a cytoplasmic staining pattern in epithelial cells of normal skin and cholesteatoma. In normal
skin samples the expression of TGF-a was restricted to epithelial cells in the basal layer and parabasal layer
but all epithelial cell layers in cholesteatoma were positive with prominent staining of the basal cells. A nu-
mber of infiltrated cells in cholesteatoma matrix also expressed TGF-a immunostaining. Cholesteatoma tissue
showed a strongly enhanced expression of TGF-f in lymphocytes and fibroblasts of stroma, particularly in an
area of heavy inflammatory infiltration. Conclusion(J According to the well known roles of the TGF-a and f3,
these results suggest that TGF-a is an important factor for the hyperproliferative behavior of cholesteatoma
epithelium and TGF-3 protect the infiltration into the matrix of cholesteatoma. (J Clinical Otolaryngol 1999;
10:178-183)
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Fig. 1. Positive immunostaining of the basal cell layer for
TGF-a in normal EAC skin (ABC method, x 100).

Fig. 2. Positive immunostaining of the basal and parab-
asal cell layer for TGF-a in cholesteatoma. Note a few
positive staining of lymphocytes in subepithelial matrix
(ABC method, x 100).
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Fig. 3. Positive TGF-a immunostaining of lymphocytes,
macrophages and fibroblasts in inflammmed maitrix of ch-
olesteatoma(ABC method, x 200).

Fig. 4. A0 Negative immunostaining of epidermis and a
minute scattered of positive immunostaining of matrix
lymphocytes for TGF- in normal EAC skin(ABC method,
x 200). BO Positive immunostaining in the subepithelial
matrix for TGF  in cholesteatoma(ABC method, x 100).

Fig. 5. Positive immunostaining of the basal, parabasal
layer and matrix for TGF-b in cholesteatoma(ABC met-
hod,x 200).



Table 1. TGF-a & B expression on cholesteatoma fissues

Primary Ab

Stainability e MEFF
- 4(23.52) 1 5.88)
+ 5(29.44) 8(47.08)
_— 2(11.75) 4(23.52)
ot 6(35.29) 4(23.52)
Total 17(100%) 17(100%)
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