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[Abstract] Objective

colorectal cancer (CRC) and to study its significance in clinical research. Methods

To detect the expression condition of chemokine (C-X-C motif) ligand 2 (CXCL2) in
The data of colorectal cancer CX-
CL2 mRNA expression in 6 independent research centers were analysed by using the Oncomine microarray database.
The tissue microarray (TMA) immunohistochemistry staining was employed to characterize the expression of the
CXCL2 protein in CRC. The correlation of CXCL2 expression with clinicopathological features and prognosis was an-
alyzed by statistics. Results CXCL2 was highly expressed in CRC tissues compared with corresponding peritumoral
tissues. 31. 31% of CXCL2 cytoplasm in CRC was highly expressed, which was significantly correlated with the
tumor location (P=10. 022), infiltration extent of primary tumor (P = 0. 005) and lymph node metastasis (P =

0.017). The Kaplan-Meier and Cox regression analysis revealed that high CXCL2 expression was an independent pre-

dictive factor of poor prognosis in CRC. Conclusion

High CXCL2 expression may be associated with invasion and

metastasis of CRC,which can be used as a prognostic index and potential target for the treatment of CRC.
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