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Abstract: In the tumor microenvironment, as the primary tumor-infiltrating myeloid cells, neutrophils play a major
role in growth and malignant progression of tumor. Previous studies indicated that tumor-associated neutrophils had
influences on promoting the proliferation of tumor cells, accelerating growth and metastasis of tumor, promoting
angiogenesis and immunosuppression. And the related cytokines play a quite important role in the aforesaid process.
In this paper, we reviewed the research progress on the function and mechanism of related cytokines which have

effect on neutrophils promoting tumor growth and transfer.
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