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Clinicopathological Analysis of Ovarian Sertoli-Leydig Cell Tumor(SLCTs)
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ABSTRACT Objective: To study the pathological difference of ovarian SLCTs with reticular structure and heterogenous
components, and to provide help for pathological diagnosis and clinical treatment. Methods: a total of 4 cases with SLCTs reticular
structure and heterogenous components were collected from the second hospital of Harbin Medical University from January 2010 to
January 2019. The clinicopathological characteristics of these 4 cases were observed. Results: 1. All occurred in unilateral ovary. 2. The
average age of the patients was 21.7 years old. 3. According to the pathological classification of malignant tumors, there are no highly
differentiated cases, 3 moderately to poorly differentiated SLCTS and 1 poorly differentiated SLCT. 4. Immunohistochemical results
showed that a- inhibin, vimentin, calretinin, CK, Melania cytoplasm (+), CD10, CD99, EMA cell membrane (+), WT-1, ER, PR, Ki-67
cell nucleus (+), and «- inhibin was positive in four tumors. 5. The level of testosterone was increased in two patients before operation,
and CA125 was also increased in one of them, and decreased to normal after operation. 6. NO.Four patient was treated with BEP
(bleomycin + etoposide + cisplatin) combined with chemotherapy for three courses. The 4 patients were followed up for 3 to 36 months,
and one case recurred. Conclusion: Ovarian SLCTS with reticular structure and heterogenous components are very rare. The correct
pathological diagnosis of the tumor plays an important role in the clinical guidance of postoperative treatment. The factors of poor
prognosis of this kind of tumor may be related to age and no endocrine performance.
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Fig.l Histopathological morphology of SLCTS with reticular structure and heterogenous components
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Note: Fig.A Microscopic examination of tumor showing intermediate differentiation with presence of tubules of immature Sertoli cells and clusters of

Leydig cells (x200); Fig.B, C hereticular, papillary structure in the tumor, the papillae are thin and repeatedly branched; the papillae are covered with a

single cubic cell, with hyperchromatic nucleus and few cytoplasm(Bx200, Cx400); Fig. D SLCTS with intestinal epithelial differentiation(x200)
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