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Expression of CXCR4 and MMP -9 in Gastric Cancer and Its Significance . Xu Bin,Han Shaowei,Zhou Xiaozhen, JiangPing, Li Liyt.
District People's Hospital of Wenzhou Ouhai,ZheJiang 325027 , China

Abstract Objective To investigate the relationship between the expression of CXCR4 and MMP -9 in gastric cancer and several
clinicopathological factors. Methods A total of 76 cases of gastric cancer were enrolled in this study. Immunohistochemical staining was
performed to detect the expression of CXCR4 and MMP -9 in gastric cancer. And statistical analysis technique was used to investigate the
relationship between CXCR4 and MMP -9 expressions and the clinicopathological factors. Results The total positive rate of CXCR4 ex-
pression in these samples was 55.26% , but there was no positive expression in the normal stomach tissue. The positive expression of CX-
CR4 was higher in these cases with lymphnode metastasis than that of patients without lymphnode metastasis (73.91% vs 36.37% , P =
0.000). The positive rate of CXCR4 expression in these cases with peritoneal metastasis was higher than that of patients without peritoneal
metastasis (100% vs 39.28% , P <0.000). Meanwhile, the positive rate of MMP — 9 expression in normal stomach tissue and gastric
cancer tissues were 15.79% and 67.11% , respectively. The positive expression of MMP —9 was higher in these cases with lymph node
metastasis than that of patients without lymph node metastasis (80.43% vs 46.67% , P =0.002). Furthermore, the positive expression
of MMP -9 with peritoneal transfer group was higher than that of patients without peritoneal transfer group (100% vs 55.36% , P =
0.000). The expression level of CXCR4 and MMP -9 were closely correlated with histological cellular differentiation, invasion depth (P
=0.000, 0.001, 0.002, 0.013), and the positive expression of CXCR4 was consistent with the positive expression of MMP -9 (r =
0.406,P =0.000). Conclusion Expressions of CXCR4 and MMP -9 are closely related to the degree of malignancy of gastric cancer,

which may provide an evidence for diagnosis and assessment of prognosis in gastric cancer.

Key words Gastric cancer; CXCR 4; MMP -9 ; Clinicopathological factors
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