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Abstract

New therapies for pancreatic cancer

Masatoshi MOGAKTI*, Hideki FUJII*, Yoshiro MATSUMOTO*
Masahiko HIROTA**, Yuji SHIBATA**, P. M. Pour.**

Pancreatic cancer is a poor prognostic malignant tumor. Lots of investigators are working to inprove this cancer’s
prognosis. Early diagnosis and maltidisciplinary therapy including operation should be done for that. However, evevn
small pancreatic cancer invades lympatics and perineural spaces. Thereby, development of therapy is necessary for that.
This paper focus on “Targeting radio-immunotherapy” and “Gane therapy” which are now multidisciplinarily under-

going at our laboratories by pancreatic research group. We hope these therapies improve a prognosis of the human

pancreatic cancer.
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