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The improvement of therapy-resistance with modified new virus and application to
the treatment in pancreatic cancer
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We investigated the factors which were involved in the radioresistance and
anticancer drug resistance in pancreatic cancer in order to create a foundation for modifying the new
viral vectors.

First, we found that S100A4 mRNA expression may predict radioresistance of pancreatic cancer cells and
may play an important role in the poor response of pancreatic cancer cells to radiation therapy.
Furthermore, we found that the antifibrotic agent, pirfenidone could be promising agents targeting
desmoplasia by suppression of PSCs and production of growth factors and stromal components related to
tumor-stromal interactions.
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desmoplasia by regulating stellate cells.
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