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Abstract: Objective To investigate the expression of chemokine receptor 7 (CXCR7) in esophageal squa-
mous cell carcinoma and its clinical significance, Methods Sixty patients with esophageal squamous cell carci-
noma in Xinjiang Uygur Autonomous Region from January 2014 to December 2015 were enrolled. The type of
squamous cell carcinoma was confirmed by pathology. Immunohistochemical S-P method was used to detect
the expression of CXCR7 in esophageal squamous cell carcinoma and adjacent normal tissues. The relationship
between the expression of CXCR7 in esophageal squamous cell carcinoma and clinicopathological features were
analyzed. Results In esophageal squamous cell carcinoma, CXCR7 was mainly located in the cytoplasm and
cell membrane, with pale yellow or brown particles. The positive expression rate of CXCR7 in esophageal
squamous cell carcinoma was 71.2% (43/60) and negative expression rate was 28. 3% (17/60). The positive
expression rate of CXCR?7 in paracancerous tissue was only 6. 7% (4/60) The expression of CXCR7 in the ad-
jacent tissues was 93.3% (56/60). The positive expression rate of CXCR7 in esophageal carcinoma tissues was

significantly higher than that in adjacent tissues.and the difference was statistically significant (y*=53.197,
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P=0.000). The expression of CXCR7 was correlated with TNM stage and lymph node metastasis (P<0. 05).
The positive rate of CXCR7 expression in patients with lymph node metastasis,stage Il — [l TNM was signifi-

cantly higher than that in patients with no node metastasis and stage | ,and the difference was statistically

significant (P<C0. 05). COX regression analysis showed that lymph node metastasis and CXCR7 expression

were independent prognostic factors for esophageal cancer. Kaplan-Meier analysis showed that patients with

high expression of CXCR7 and shorter survival time,and low CXCR7 expression in patients with longer sur-

vival time (P=10. 001). Conclusion
lymph node metastasis.
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