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Abstract ; Pancreatic cancer is an aggressive malignancy that is frequently diagnosed at advanced
stage with poor prognosis. Moreover,it is often unresponsive to conventional radiation and
chemotherapy. Therefore,novel therapeutic strategies,such as immunological approaches,are ur-
gently needed to improve the clinical outcome of pancreatic cancer patients. Pancreatitis is the
most important risk factor for pancreatic cancer. This review focuses on inflammation related im-
mune cells such as tumor-associated macrophages(TAM) ,myeloid-derived suppressor cells(MDSC),
regulatory T cell(Treg) ,CTL and y8T cells in mediating inflammation and its roles in the develop-
ment of pancreatic cancer,which may provide theoretical basis for immunotherapy of pancreatic
cancer.
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derived suppressor cells, MDSC)
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