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Impact of chemokine signals in the tumor microenvironment of pancreatic cancer
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Pancreatic cancer is one of the most deadly cancers. Understanding the
biology and development of therapeutics contributing to the prognosis are urgently needed.
Previously, we found that both pancreatic cancer cells and cancer-associated fibroblasts produce CXC

chemokines that enhance cell invasion and migration each other, thereby promoting cancer
progression. In this study, global Cxcr2 heterozygous knockout in a clinically-relevant murine
pancreatic cancer model was achieved and analyzed. It demonstrated significant survival extension of
the cancer-bearing mice, accompanied by decreased microvessel invasion of the cancer cells. We also
observed a shift of immune-inflammatory microenvironment: decreased tumor-infiltrated neutrophils
and myeloid-derived suppressor cells (MDSCs) and increased M1/M2 ratio of the tumor-infiltrated
macrophages, which resulted in increased apoptosis of the tumor cells.
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