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Identification of responsible gene of bone metastasis in prostate
cancer and its treatment using a recombinant HSV
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1) We have been developing the recombinant HSV, which has the promotor region targeted
on prostate specific membrane (PSM).

2) We have found that one of the two splice variant of surviving, survivin-Ex3 has a
positive, and the other splice variant survivin—2B has a negative correlation with
histological grade.

3) We have been developing the recombinant HSV, which has the promotor region targeted
on Survivin—Ex3.
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