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Abstract:The research on the impact of the tumor microenviroment on the tumor cells has
been gradually deepened recently. The microenviroment can influence the cancer cells through
various ways,which is associated with variation of cytokines. Cytokines are secreted from can-
cer cells or immune cells in the tumor microenviroment and take part in the development of tu-
mor through various ways with the mechanisms of synergism and antagonism. Although cy-
tokines do not exert remarkably anti-cancer effect in the tumor progression,they are recognized
as a link between cancer cells and tumor microenviroment. A rational neutralization or modula-
tion in the cytokines of tumor may be important in anti-tumor immunotherapy. This review will
focus on the mechanisms of cytokines affect the immune cells in the tumor environment and
enhance genomic instability of cancer cells and DNA damage associated with cytokines.
Subject words:immune cells;cancer cells ; tumor microenviorment ; cytokines
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