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Molecular pathological study of ovarian cancer using CRISPR/Cas9 system.
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The ﬁurpose of this study, we will develop a novel therapeutic strategy for
ovarian cancer. We deplete the chemokine receptor gene involved in ovarian cancer progression using
CRISPR/Cas9 system of genome editing technology, then, reveal its pathophysiological role in the
cancer microenvironment.

First, we the evaluated the expression of chemokine receptors in mouse ovarian cancer cell lines "
ID8" using real time RT-PCR and flow cytometry, the expression of CCR5, CXCR4, and CX3CR1 were
confirmed by real time RT-PCR, and the expression of CXCR4 was confirmed by flow cytometry. Second,
we constructed gene modification vector of CCR5, CXCR4, CX3CR1l, and transfected ID8 with the CXCR4
gene modification vector, the gene knockout cells were established. In the future, we plan to
evaluate the involvement in ovarian cancer progression of these chemokines.
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