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ABSTRACT

Background and Objectives : Salivary gland tumors are characterized by extreme histological diversity. Even within a single
tumor, various histological patterns are observed. The same histological patterns are shared among various tumor types, regard-
less of the biological behavior, making diagnosis difficult. Although a great number of immunohistochemical studies of major
salivary gland tumors have been published, their clinical and diagnostic implications are not fully apparent. We have performed
basic immunohistochemical stains of pleomorphic adenoma (PA) and adenoid cystic carcinoma (ACC) to determine the dia-
gnostic value of c-kit, Ki-67, glial fibrillary acidic protein (GFAP) and p53. Materials and Method : Paraffin-embedded tissue
specimens from 48 cases, who were diagnosed as PA (n=31) and ACC (n=17) from 1993 to 2002, were immunohisto-
chemically stained for c-kit, Ki-67, GFAP and p53. Results : In the immunohistochemical stains of c-kit, Ki-67 and p53, there
were no difference between PA and ACC. However, in the immunohistochemical stain of GFAP, there were difference in PA and
ACC. GFAP was expressed in 74% of the PA and was not expressed in all cases of ACC. Conclusion : These data suggest that
GFAP immunoreactivity could be helped in the occasional differential diagnostic dilemma of pleomorphic adenoma versus ad-
enoid cystic carcinoma in salivary gland. (Korean J Otorhinolaryngol-Head Neck Surg 2008;51:336-42)

KEY WORDS : Glial fibrillary acidic protein - Pleomorphic adenoma - Adenoid cystic carcinoma.
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Table 1. C—kit expression in pleomorphic adenoma and ade-
noid cystic carcinoma of the salivary gland

C—kit expression

" Positive
Tumors . Positive .
Negative (%)
Weak Moderate Strong
PA (n=31) 3 2 4 22 28 ( 90.0)
ACC (n=17) 0 1 3 13 17 (100.0)

PA : pleomorphic adenoma, ACC : adenoid cystic carcinoma

Table 2. Ki—67 labeling indices in pleomorphic adenoma and
adenoid cystic carcinoma of the salivary gland

Tumors Ki—67 labeling indices (mean +SD)
PA (n=31) 6.931+4.09
ACC (n=17) 3.62+t4.51

PA : pleomorphic adenoma, ACC : adenoid cystic carcinoma

Fig. 1. Immunohistochemical stain- |
ing for c-kit. C-kit immunoreactivi-
ties were positive in the cytoplasm
of neoplastic cell in pleomorphic |
adenoma (A) and adenoid cystic
carcinoma (B) (LSAB method, co-
unterstained by Mayer’s hematox-
ylin, X100).
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‘| Fig. 2. Immunohistochemical stain-
ing for Ki-67. Ki-67 indices showed
less than 10% of tumor cells in ple-
| omorphic adenoma (A) as well as
in the adenoid cystic carcinoma
(B) (LSAB method, counterstained
by Mayer’s hematoxylin, x<100).

Fig. 3. Immunohistochemical stain-
| ing for GFAP. In the pleomorphic
adenoma (A), GFAP immunorea-
ctivity was negative in the neopla-
stic ductal epithelial cells, but st-
rong positive in the nonluminal tu-
mor cells. In the adenoid cystic car-
. | cinoma (B), GFAP immunoreacti-
| vity was negative in the neopla-
| stic ductal epithelial cells and no-
nluminal tumor cells (LSAB metho
d, counterstained by Mayer’s he-
matoxylin, x100).

Table 3. Glial fibrillary acidic protein in pleomorphic adenoma
and adenoid cystic carcinoma of the salivary gland

GFAP expression (%)

Tumors

Negative Positive
PA (n=31) 8 ( 26.0) 23 (74.00*
ACC (n=17) 17 (100.0)* 0( 0.0)

%p<0.05. GFAP : glial fibrilary acidic protein, PA : pleomorphic
adenoma, ACC : adenoid cystic carcinoma
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tumor cells) & 73t A A4S Holal, APdddES
WS 95 S| E (neoplastic  ductal  epithelial
cells) & & JIAEZE AR = F4AH 3 (nonluminal
tumor cells) 5 &4 27L& RYHFig. 3).

MR TGS A T 1%, FEN FTUE 3% A
Ao B glont ted
=l

Table 4. p53 expression in pleomorphic adenoma and adenoid
cystic carcinoma of the salivary gland

P53 expression

" Positive
Tumors . Positive ®
Negative (%)
Weak Moderate Strong
PA (n=31) 10 21 0 0 21 (68.0)
ACC (n=17) 5 12 0 0 12 (71.0)

PA : pleomorphic adenoma, ACC : adenoid cystic carcinoma

Fig. 4. Immunohistochemical stain- | us
ing for p53 protein. In the pleomor-
phic adenoma (A) as well asin the
adenoid cystic carcinoma (B), p53
protein expressed weak positive
(1+) nuclear staining of tumor cel-
Is (LSAB method, counterstained by 3
Mayer’s hematoxylin, x<100). ¢
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