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Ovarian Sertoli-Leydig Cell Tumors with Heterologous Gastrointestinal Type

Epithelium or with Striated Skeletal Muscle
- A report of two cases -

Ki Ouk Min, M.D., Eun Joo Seo, M.D., Young Shin Kim, M.D.
Kyo Young Lee, M.D. and Sang In Shim, M.D.

Department of Clinical Pathology, Catholic University Medical College

Sertoli-Levdig cell tumors of the ovary are rare, accounting for no more than 0.5% of all
ovarian neoplasms. These tumors occur predominantly in women 10 to 30 years of age. Hetero-
logous elements are found in over 20% of the moderately and poorly differentiated Sertoli-
Leydig cell tumors. The most common element is gastrointestinal mucin-secreting epithelium,
found in approximately 20% of all cases. Approximately 4% of Sertoli-Leydig cell wumors
contain immarture skeletal muscle and/or canilaginous elements. The ongin of these neoplasms
is regarded as neometaplasia of the mesodermal neoplastic element. While the degree of differen-
tiation of Sertoli-Leydig cell wumors is probably of greater importance in determining prognosis
than the presence of heterologous components, recent evidence does point to an unfavorable
effect on clinical outcome when heterologous mesenchymal components such as cartilage and
striated muscle are present. We experienced two cases of ovarian heterologous Sertoli-Levdig
cell tumors with gastrointestinal type epithelium and siriated skeletal muscle in 20 and 21
year-old females, respectively.

One case involved a patient who had complained of amenorrhea for 3 years while the other
case involved a patient who had complained of left lower abdominal tenderness and amenorrhea
for one and one half years. It was determined by ultrasonography of the pelvis that the two
patients suffered from right and left ovarian masses. Both patients underwent adnexectomy.

These umors were large with partly solid and parily cystic areas. Based on light microscopic

examination one case was classified as an intermediate Senoli-Leydig cell umor with hetero-
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logous gastrointestinal type epithelium, while the other case was classified as a poorly dif-
ferentiated Sertoli-Leydig cell tumor with heterologous striated skeletal muscle. (Korean J

Pathol 1996; 30: 50~56)
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Fig. 1. Sectioned surface of an 12 cm sized multiloculated
cystic tumor with a predominant pale gelatinous solid
component(casel).
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Fig. 2. Glands with goblet cells in
a background of Sertoli-Lleydig
'1’3 cell umor(case 1),

Fig. 3. Densely cellular area con-
sisting of round to spindle shap-
ed cells arranged in solid sheets
{case II).
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Fig. 4. Rhabdomyoblasts contain-
ing abundant cytoplasm and vesi-
cular nuclei{case II).

Fig. 5. Skeletal muscle cells with
cross striation(case 11).
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Fig. 7. A DNA histogram obtained by flow cytometric
analysis from Sertoli-Levdig cell tumor with heterolorous
gastrointestinal type epithelium showing aneuploid peak
(D.1.=1.23)(cascI).
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