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Abgtract :Objective  Using Tet regulation system, the feashility of gene therapy for human breast carci-
noma xenografts in nude mice induced by antibiotics in vivo were investigated in this study. Methods
Mouse breast cancer model was established by trangerring human breast cancer cell s subcutaneoudy into
the BALB/ C nude mice to make xenografts. Recombinant retroviruses containing HSVtk and Tet-On
gene were constructed respectively for treatment. The growth of tumor was tested and pathological anal-
yss was performed ater ganciclovir (GCV) and retroviruses treatment induced by doxycycline (Dox) .
The antitumor effect was observed to evaluate the regulatory therapy in breast cancer model of nude
mice. Results After GCV and retroviruses treatment , under induction of Dox , volume of tumorsof nude
mice model was decreased remarkably , tumor growth was retarded and surviva period was prolonged
compared with the control groups (P<0.05). Some of infiltrating inflammatory cell s and strong eosino-
phil cells could be observed in the tumor mass stained with hematoxylin and eosin. Conclusion Recombi-
nant retroviruses containing Tet regulation system and suicide gene can success ully used in cancer gene
therapy and killed tumor cellsin breast cancer model of nude mice after GCV treatment induced by antibi-
otics(Dox) in vivo.
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