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Expression of HIF-2a and VEGF in colorectal cancer and its relationship with prognosis
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[Abstract] Objective To study the expression of HIF-2q and VEGF in colorectal cancer and to investigate the relationship
between them and clinicopathologic parameter. Methods Immunohistochemistry staining was conducted to detect the expression of
HIF-2a and VEGF protein in 67 samples of colorectal tumor tissues and 67 samples of normal adjacent tissue. Results The expres-
sion of HIF-2q and VEGF in colorectal cancer tissues was significantly higher than that in adjacent tissues. The expression of HIF-
2a and VEGF increased with the clinical stage and lymph node metastasis. The expression of HIF-2qa increased with the tumor vol-
ume. The expression of HIF-2¢ and VEGF was not related to the age,sex,tumor location and tumor differentiation of the patients.
HIF-2q was positively correlated with VEGF expression. Kaplan-Meier survival analysis showed that HIF-2¢ expression was associ-
ated with survival, that is,the higher expression of HIF-2« the worse of prognosis was obtained. Conclusion HIF-2q is involved in
the process of growth,invasion and metastasis of colorectal cancer. This process may be related to the regulation of VEGF expres-
sion.
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