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WFFeR RO EE (3530) @ Loss of ATBF1 was associated with the high malignant potential
in prostate cancer. Processing of ATBF1 may be involved in the alteration of cell cycle
markers, which are indices for susceptibility to androgen deprivation. In androgen
receptor—active prostate cancer cells, transcription levels of androgen—responsive KLKs
were upregulated by adrenal androgens in a concentration—dependent manner. The present
study verified that androgen synthesis mediated by the pituitary—adrenal axis is a

potential target for advanced ADT.
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