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Evaluation of the synergistic anti-proliferation effects of heparin or NF— x B
inhibitor and gemcitabine on pancreatic cancer
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Pancreatic cancer is characterized by abundant quantity of the connective tissue
framework and the interaction between cancer cells and connective tissue could be very
important for the growth and invasiveness of cancer cells, leading partly to the poor
outcome of the patients with pancreatic cancer. We evaluated the effects of heparin or
NF — k B inhibitor, DHMEQ, on pancreatic cancer. Heparin showed not only
anti—proliferation effects but also inhibition of liver metastasis on in vivo model.
Gemcitabine showed angiogenesis inhibition, apoptosis induction and invasiveness
inhibition rather than cell growth inhibition. The anti—tumor effects of combination
therapy were promising.
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