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Research progress on action mechanism of gemcitabine and its synergists for
pancreatic cancer cells
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Abstract: Pancreatic cancer is recognized as one of the most highly malignant diseases in the world. Because of the stealthiness and
rapid progression of pancreatic cancer, there is no effective treatment scheme. Combined chemotherapies based on gemcitabine are
primary clinical methods. Researches found that pancreatic cancer cells had highly chemotherapy resistance to gemcitabine, and its
effectiveness was far from the expected result. Moreover, the combination with cytotoxic drugs has strong injuries to patients.
Therefore, researchers focus on seeking synergists which can be used with gemcitabine to enhance its pharmacological action in the
treatment of pancreatic cancer. To study the mechanism of the combination of synergists and gemcitabine may provide it with positive
impact on promoting cell apoptosis, which will bring benefit for pancreatic cancer patients.
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