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[Abstract] Objective To investigate the effect of LPA-mediated the CXCL12-CXCR4 biology axis in
tumor metastasis of ovarian cancer cell lines. Methods Human ovarian cancer cell lines CAOV3 and SKOV3
were cultured in vitro. Two ovarian cancer cell lines were detected CXCR4 protein expression by immunocytochemistry.
Ovarian cancer cell lines were cultured for LPA different dose and different time .The expressions of CXCR4 was
investigated by reverse transcriptaseolymerase chain reaction (RT-PCR), and flow cytometry. The expressions of
CXCL12 was investigated by ELISA. SKOV3 cell were planted into nude mice abdomen, Expression of CXCR4 in
transplantated tumors were assay by immunohistochemistry and flow cytometry. Results The immunocytochemistry
result showed that, ovary cancer cell CAOV3 and SKOV3 expressed CXCR4 protein in the cell membrane and the
cytoplasm. CXCR4 and CXCL12 increased in ovary cancer cells with LPA different doses respectively and
different time compared with control groups (P <<0.05). Expression of CXCR4 increased significantly in
LPA-treated group, compared with control group (P<<0.05). Conclusion LPA induces the expression of CXCL12
and CXCR4 in ovarian cancer cells to promote metastasis. LPA promotes metastasis of ovarian cancer by
up-regulating CXCL12-CXCR4 biology axis expression.
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