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Elucidation of mechanisms of the prostate cancer progress in_consideration of AR
Axis / microenvironment and the construction of the innovative treatment
strategy
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Superoxide
disumutase 3 (SOD3) SO0D3

cross-talk

We identified identified superoxide disumutase 3 (SOD3) which expression was
decreased in prostate caner tissue compared with normal tissue. SOD3 was related with metabolism
of the active oxygen and worked as a tumor inhibiting factor.

When prostate cancer cells were cocultured with derived derived from and prostate cancer and added
a large guantity of testosterone into coculture, the proliferation of the prostate cancer cells was
inhibited. This mechanism was involved in estrogen synthesis in stroll cells.

Furthermore, when androgen-sensitive prostate cancer cells were cocultured with andorgen-insensitive
prostate cancer cells, the proliferation of androgen-sensitive prostate cancer cells in the

presence of androgen was accelerated by androgen-insensitive cells. Moreover, invasion of

androgen-insensitive cells was induced by androgen-sensitive cells. We synthesized flavored
derivatives and confirmed anti-caner effect.
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