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Abstract

Pancreatic and biliary tract cancers are well known for their poor prognosis caused by the difficulty of
early detection and the resistance to chemotherapy. We are going to enter a new era of the medical treat-
ment of pancreatic and biliary tract cancer, where the new antitumor agents, the drugs against the new tar-
gets such as tumor stroma and cancer stem cells, and immunotherapeutic agents such as immune-check-
point inhibitors are used.

In addition, the target of treatment has been turning from the cancer types into genetic abnormalities for
the precision medicine. In the treatment of pancreatic and biliary tract cancer, the evidence of the relation
between genetic abnormality and the treatment is still insufficient, but a further progress is expected by the
development of the new drugs and the elucidation of pathophysiology based on genetic abnormalities.
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2014 Gemcitabine + nab-Paclitaxel #f fl & 1%
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