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Exploring predictive factors to identify statin-sensitivity of cancer cells and
building evidence for cancer metastasis inhibitors
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Statins are drugs used for hyperlipidemia and are expected to be used in
cancer therapy from the viewpoint of drug repurposing (also termed drug repositioning). In this
study, we used statin-sensitive and -resistant cancer cell lines to analyze (1) relationship between

epithelial-mesenchymal transition (EMT) and statin sensitivity, (2) metabolic systems involved in
statin sensitivity, and (3) effects on cell motility involved in cancer metastasis. As a result, EMT

increased statin sensitivity of cancer cells. Also, statin-sensitive and -resistant cancer cell
lines showed significantly different metabolic profiles after statin treatment, and these
differences emerged as candidate factors related to statin sensitivity. The results also suggest
that statins may exhibit anti-cancer effects in statin-sensitive cancer cells, even under hypoxic
conditions, where drug resistance and invasive metastatic potential are enhanced.
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