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Expression and clinical significance of autophagy-related

LC3-1I in epithelial ovarian cancer
Yu Ting' > Zhao Hongping® Zhou Ying® et al
('Dept of Gynecology Qilu Hospital of Shandong University Jinan 250012 >Dept of Gynecology
The Affiliated Provincial Hospital of Anhui Medical University Hefei 230001)

Abstract Objective 'To investigate the expression of microtubule-associated protein light chain 3-[I ( LC3-1) in
the epithelial ovarian carcinoma and explore their correlations to the tumorigenesis and development of epithelial o—
varian carcinoma. Methods 204 specimens with different-type epithelial ovarian tumors including 46 with serous
cystadenoma 28 with borderline serous cystadenoma 40 with serous cystadenocarcinoma 32 with mucinous cystade—
noma 32 with borderline mucinous cystadenoma 28 with mucinous cystadenocarcnoma were selected in our study.

Immunohistochemistry was employed to detect the expression of LC3-II. The correlations between expression of
LC3-II and both the pathological features and clinical manifestations of 68 epithelial ovarian cancer patients were
analyzed. Results The positive rates of LC3-]I were significantly higher in epithelial ovarian cancinoma and bor—
derline ovarian tumors than benign epithelial ovarian tumors. ( In ovarian serous tumor 95% and 71% wvs 4.5% P
<0.01; in ovarian mucinous tumor 92.9% and 66. 7% vs 6. 7% P <0.01) @) In the serous cystadenocarcinoma
and mucinous cystadenocarcnoma the expression of LC3-] was not correlated to age FIGO stage and histological
grade. Conclusion  Expression of LC3-]I is up-regulated in epithelial ovarian cancer tissues. The increase of au—
tophagic capacity may relate to the development of epithelial ovarian cancer.
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