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Racl expression in ovarian cancer tissues and its role in malignant proliferation and

migration of ovarian cancer cell SKOV3

Peng Huijuan', Zhang Yu', Gao Yimeng', Luo Shujuan', Liu Bin*, Linghu Hua' (' Department of Obstetrics and Gynecology,
First Affiliated Hospital , >Department of Pathology, College of Basic Medical Sciences, Chongqing Medical University, Chongqing, 400016,
China)

[ Abstract | Objective  To observe the expression of Racl in human ovarian serous adenocarcinoma
tissues and its role in the malignant proliferation and migration of ovarian cancer cell SKOV3. Methods
Western blotting was applied to detect the expression of Racl protein in ovarian serous adenocarcinoma tissues,
benign ovarian serous cystadenoma tissues and normal ovarian tissues. Stable Racl-silencing SKOV3 cells were
constructed and named as SKOV3-Racli. Wound healing assay was conducted to evaluate the ability of the cell
migration, and MTT assay and plate clone assay were performed to detect the proliferation rate of SKOV3-Racli
cells. Results The expression level of Racl protein was significantly higher in human ovarian serous adeno-
carcinoma tissues than in benign ovarian serous cystadenoma tissues (0.89 +0.17 vs 0.69 +0.24, P <0.05)
and normal ovarian tissues (0.89 £0.17 vs 0.72 £0.12, P <0.05). Moreover, suppressed migration and
proliferation were observed in SKOV3-Racli cells (P <0.05). Conclusion  Racl is highly expressed in
human ovarian serous adenocarcinoma tissues, and suppressed migration and proliferation of SKOV3-Racli cells
support its contribution to malignant biological behavior of ovarian cancer cells.
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