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CLINICOPATHOLOGIC STUDY OF
PLEOMORPHIC ADENOMA IN MINOR SALIVARY GLANDS

Seok-kee Baik, In-Ho Cha, Jin Kim*, Eui-Wung Lee

Dept. of Oral & Maxillofacial Surgery, Dept. of Oral Pathology College of Dentistry™, Yonsei University

Pleomorphic adenoma is the most common salivary neoplasm mainly occurring in the major salivary glands - especially in parotid
gland, which is characterized by variable histopathologic appearances and high recurrence rate with malignant transformation accord-
ing to surgical situations. And this benign mixed tumor occurring in minor salivary glands is believed to shows same clinicopathologic
appearances and relatively low recurrent rate compared with the case in major salivary glands. But there are few comparative studies
of large series of pleomorphic adenoma occurring in minor salivary glands which includes different histopathologic appearance, clinical

characteristics, treatment methods, recurrence rate, and malignant transformation.

We retrospectively studied the 54 patients who were pathologically confirmed with pleomorphic adenoma occurring in minor sali-

vary glands, and analyzed the clinico-histopathological appearance, surgical methods, recurrent cases.
The results obtained are as follows.
. The incidence of the tumor was most frequent in 4th & 5th decade, and in female.

. The exact duration could not be known due to asymptomatic slow growth patterns of the tumor.
. The mean tumor size was 2.3cm.
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stroma ratio), and 9 (17%) as Myxoid type(stroma-rich).

. Palate(90%) including hard & soft palate was the most frequent site for pleomorphic adenoma in minor salivary glands.

. 28 (52%) pleomorphic adenomas were classified as Cellular type (cell-rich), 17 (31%) specimen as Intermediate type(equal cell to

6. Surgically 51 cases (94%) were showed well-encapsulated tumors, but histopathologically only 34 specimen (63%) were well-

encapsulated.

Therefore pleomorphic adenomas in minor salivary glands also have to be excised more widely, not enucleated. And in case of sus-
picious malignancy or large tumor, preoperative incisional biopsy can be applied in the center of the tumor for prevention of rupture
of tumor cell, and total excision with use of frozen biopsy for detection of malignancy and confirming the excision margin, and closed

follow-up according to final histopathologic results is recommended.
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Graph. 1. Distribution of Age
Table 1. Distribution of Age&Gender Table 2. Clinical Chief Complaints
Male Female Total Percentage Cases Percentage
10-20 years 2 2 4% Swelling 22 41%
20-29 years 3 5 8 15% Ulcerative pain 2 4%
30-39 years 3 3 6 11% Detected by dentist 13 24%
40-49 years 6 6 12 22% Unknown 17 31%
50-59 years 6 10 16 30%
60-69 years 3 13%
70-79 years 2 1 3 6%
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Table 3. Locations

Cases Percentage
Hard Palate 21 39%
Soft Palate 15 28%
Palate (Hard & Soft) 13 24%
Maxilla Vestible 3 6%
Upper Lip 2 4%
Table 5. Tumor sizes
Cases Percentage
-2cm 21 39%
2cm - 4cm 31 57%
4cm - 2 4%

Fig. 1. Cellular Type?| CtEMMEL| && AH @ F2
duct®t trabecular T2&2| E2 ML[AE7} 200 M EA}
0]e| 7t of% Arf,

(H&E stain x200)
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Cells} stroma®] w]&of whe} 37H4] typel & H-7sted 23}
A= cellular typeo] 282 (52%)2 714 ©%o ™ intermediate
typeo] 17#](31%), myxoid type] 9&|(17%)= 7Hg A2 AHE
B9t} (Table 6) (Fig. 1, 2, 3)

Table 4. Duration

Cases Percentage
Under 1 year 12 22%
1 year - 5 years 6 11%
Above 5 years 14 26%
Unknown 22 41%

Table 6. Histopathologic classification

Cases Percentage
Cellular Type 28 52%
Intermediate Type 17 31%
Myxoid Type 9 17%

Fig. 2. Intermediate Type2| Cta8MES| Z& A4 duct
TR ML HZESE MEANO[S| 7HY £20| Mo 22 Hlg
2 EMS}

(H&E stain x100)
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(H&E stain x200) ' Table 7. Tumor encapsulation
Gross findings Microscopic findings
Well encapsulated 51(94%) 34(63%)
Poorly encalsulated 3(6%) 20(37%)
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pseudocapsule TAE £ £ UL} (H&E stain x100)

(H&E stain x200)
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(H&E stain x100) (H&E stain x40)
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