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We have elucidated the mechanism of tumor cell progression in pancreatic
cancer based on hyperglycemia and YAP/TAZ signaling. First, in vitro experiments showed that
hyperglycemia in tumor cell lines augments resistance to anticancer drugs via YAP/TAZ protein
expression, and in vivo experiments showed that hyperglycemia induces an increase in tumor size by
subcutaneous and orthotopic transplantation of human cell lines using mice. In addition,
hyperglycemia was found to increase tumor size in mice. In addition, hyperglycemia activates not
only tumor cells but also cancer-associated fibroblasts. At the same time, YAP/TAZ inhibitors
suppress fibrosis and may contribute to the suppression of cancer progression in the pancreatic
cancer microenvironment. These findings suggest that hyperglycemia regulates cancer progression via
YAP/TAZ signaling in pancreatic cancer.
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