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Investigation of potential use of molecular targeted medicine on inhibition of
oral cancer invasion and metastasis

Fujihara, Hisako
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In this report, mechanism of oral cancer invasion and metastasis was
analyzed using PARP inhibitor which is one of molecular target drugs and currently under clinical
trial for breast cancer. Materials used in this reports are three kinds of oral cancer derived
cells, Ca9-22, SAS, and HSC-2 and Olaparib (AZD2281) as PARP inhibitor.

In the Ffirst year, PARP inhibitor showed significant decrease of 1) cell proliferation, 2) cell
migration, 3) cell infiltration, and 4) cell adhesion except cell (Ca9—22§ adhesion for laminin
coating, which showed significant increase of cell adhesion using with Olaparib. Next, xenografted
tumors were generated by injection of tumor cells into masseter muscles. Tumor volumes of control
group mice increased during the experimental period. However, tumor growth rate of AZD2281 group
significantly decreased compared to the control group after tumor cell injection. Xenografted tumor
invasion to mandibule was also compared between Olaparib/control groups.
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