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[ Abstract] Recently, a large number of researches have demonstrated that CXCR4 and CXCR7
play a vital role in tumorigenesis. It is well known that CXCL12-CXCR4/CXCRY7 axis significantly affects
cancer growth and metastasis. Here we discussed the expression of CXCL12-CXCR4/CXCR?7 in cancer,
and the function of CXCL12-CXCR4/CXCR?7 in cancer growth, proliferation and metastasis; moreover, we
investigated the effects of CXCL12-CXCR4/CXCR7 in cancer stem cells. In summary, these results

indicated CXCL12-CXCR4/CXCR7 may be a novel target for antitumor therapy.
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