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Table 1. The result of immunohistochemical staining for intracytoplasmic

connexin 26 expression in the laryngeal squamous cell lesions.

Table 2. The alteration of intercellular or membranous staining of

connexin 26 in the laryngeal squamous cell lesions. woeeeeeeeeeenes 18



Fig. 1. Immunostaining of connexin 26 in squamous epithelial hyperplasia
of the larynx, showing positive membranous staining in cells of
the parabasal and intermediate layers. LSAB method,

counterstained by Mayer's hematoxylin.

............................................... 19

Fig. 2. Immunostaining of connexin 26 in severe dysplasia of the larynx,
showing markedly decreased membranous staining in almost all
layers of the mucosa. Focal granular expression of connexin 26
between cells of the superficial layer is noted. LSAB method,
counterstained by Mayer's hematoxylin « e eeesmessmsisiniiinn. 20

Fig. 3. Immunostaining of connexin 26 in squamous cell carcinoma in situ
of the larynx, showing decreased membranous staining as
compared with squamous epithelial hyperplasia with atypia in the

right. LSAB method, counterstained by Mayer's hematoxylin

Fig. 4. Immunostaining of connexin 26 in invasive squamous cell

carcinoma of the larynx, showing strong intracytoplasmic staining

of the invasive squamous cell nests. LSAB method, counterstained
by Mayer's hematoxylin.

Fig. 5. Immunostaining of connexin 26 in squamous cell carcinoma in situ
of the larynx, showing focal cytoplasmic staining of the
microinvasive components as compared with adjacent non-invasive
components. LSAB method, counterstained by Mayer's

hematoxylin.



ABSTRACT

The Significance of Connexin 26 Expression

in Squamous Cell Lesions of the Larynx

Kim Seong-Yeol
Advisor : Prof. Do Nam-Yong, M.D., Ph.D.
Department of Medicine,

Graduate School of Chosun University

Background and Objectives : Gap junctional intercellular communication
(GJIC) is a mechanism for direct cell to cell signalling and is mediated by
gap junctions, which consist of transmembrane proteins called connexins
(Cxs). The authors investigate the role of connexin 26 as a biomarker
that helps diagnose laryngeal squamous cell lesions. Materials and
Method : Paraffin-embedded tissue specimens from 50 patients, who were
diagnosed as laryngeal invasive squamous cell carcinoma (n=15),
carcinoma 2 si/z (n=10), dysplasia (n=15), and non-neoplastic epithelial
hyperplasia (n=10) between 1993 and 2005, were immunohistochemically
stained for connexin 26 protein. Results : Intracytoplasmic positive
expression of connexin 26 was 100% in invasive squamous cell carcinoma
and 20% in carcinoma 7 sizZet. However, in dysplasia and hyperplasia,
positive expression was none. Moreover, majority of intercellular or
membranous staining tended to decline in dyplasia, carcinoma sz siZ¢, and
squamous cell carcinoma. Conclusion : These results suggest that
aberrant expression of connexin 26 in laryngeal squamous cell lesions can
be associated with tumorigenesis and invasion. Further studies need to
investigate these expression of connexin 26 may represent more
aggressive pathology of the larynx.

KEY WORDS : Connexin 26 - Larynx - Squamous cell lesions
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Table 1. The result of immunohistochemical staining for intracytoplasmic

connexin 26 expression in the laryngeal squamous cell lesions.

No(%)
Negative Positive P value
SCC (n=15) 0 15 (100) p <0.01
CIS (n=10) 8 (80) 2 (20)
Dysplasia (n=15) 15 (100) 0
Hyperplasia (n=10) 10 (100) 0
Control (n=5) 5 (100) 0

SCC: invasive squamous cell carcinoma

CIS: carcinoma 2 st

tested by Fisher’s exact test
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Table 2. The alteration of

intercellular or membranous

connexin 26 in the laryngeal squamous cell lesions.

staining of

No(%)
Decrement Decrement/Increment  Increment | P value
SCC (n=15) 15 (100) 0 0 p <0.01
CIS (n=10) 10 (100) 0 0
Dysplasia (n=15) 8 (53) 3 (20) 4 (27)
Hyperplasia (n=10) 0 0 0
Control (n=5) 0 0 0

SCC: invasive squamous cell carcinoma

CIS: carcinoma 2 st

tested by Fisher’s exact test
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Fig. 1. Immunostaining of connexin 26 in squamous epithelial hyperplasia
of the larynx, showing positive membranous staining in cells of the
parabasal and intermediate layers. (LSAB method, counterstained by

Mayer’s hematoxylin)
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Fig. 2. Immunostaining of connexin 26 in severe dysplasia of the larynx,
showing markedly decreased membranous staining in almost all layers of
the mucosa. Focal granular expression of connexin 26 between cells of the
superficial layer is noted. (LSAB method, counterstained by Mayer’s

hematoxylin)
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Fig. 3. Immunostaining of connexin 26 in squamous cell carcinoma in
situ of the larynx, showing decreased membranous staining as compared
with squamous epithelial hyperplasia with atypia in the right. (LSAB

method, counterstained by Mayer's hematoxylin)
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Fig. 4. Immunostaining of connexin 26 in invasive squamous cell

carcinoma of the larynx, showing strong intracytoplasmic staining of the
invasive squamous cell nests. (LSAB method, counterstained by Mayer’s

hematoxylin)
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Fig. 5. Immunostaining of connexin 26 in squamous cell carcinoma in

situ of the larynx, showing focal cytoplasmic staining of the microinvasive
components as compared with adjacent non-invasive components. (LSAB

method, counterstained by Mayer's hematoxylin)
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