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Abstract: Chemokines are small molecule secreted proteins produced by tumor cells and stromal cells,
which can be divided into CXC,CC,CX3C and C,and the CXC is the most studied subtype. CXC chemokine
ligands (CXCL)9,10 and 11 play an important role in the immune system by interacting with their homolo-
gous CXC chemokine receptor 3 (CXCR3) ,and are closely related to the occurrence and development of malig-
nant tumors. In this review,the research progress of CXCL9,CXCL10,CXCL11/CXCR3 axis was reviewed,in-
cluding their direct regulation of tumor cell proliferation and metastasis,indirect regulation of vascular endo-
thelial cells, mediating cell targeted movement in tumor microenvironment,and its relationship with immuno-
therapy. In addition, the potential of regulating chemokines in combination with other therapies to treat cancer
is discussed.
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