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Development of chemoprevention for familial breast cancer focusing on the cancer
metabolism
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We investigated whether the combination of molecular-targeting agents
against the abnormalities of cancer-related genes with the inhibitors of cancer-related metabolism
could be a feasible strategy for the chemoprevention of the familial breast cancer. We thus tried
two combination therapies as follows: (1) HDAC inhibitor vorinostat and the inhibitor of the
glutathione pathway, salazosulfapyridine (2) MEK inhibitors and the inhibitor of the mevalonate
pathway, statins. We here found that both combinations inhibited the cell growth with the induction

of cell death in several cancer cell lines, including breast cancer, indicating that our concept
may be applied to the prevention or treatment against various types of cancer.
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