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Translating research of ovarian cancer for the invention of new moleculer targeted therapy
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Ovarian cancer is the most lethal gynecological cancer and the 4th major cause of cancer death among
women. The reason is that ovarian cancer is often discovered when it is in progressed stage and the
possibility of recurrence is quite high. Moreover, once it recurs, most cases (more than 70 % ) show the
drug resistance for platinum drug which is now widely used in the first line chemotherapy. In this situation,
it is considered to be very important that the new moleculer targeted drug is invented for those recurrent
drug resistant types of cancer. As we investigated the alteration of whole genome of ovarian cancer
samples, we detected the certain BTB/P0OZ family member gene called NAC1 was strongly related to cancer
recurrent, drug resistance and cancer cell survival. Then, we figured out that proliferation of cancer cells was

suppressed and cancer cell death was induced by blocking the role of NAC1. Therefore, we will be able to
make a tremendous progress of cancer therapy by establishing new moleculer targeted drug of NACT.
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