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[Abstract]

behavior in primary liver cancer. Methods: The protein expressions of VEGF and EGFR were detected in 63 primary liver cancer by

Objective:To investigaee the expressions of VEGEF and EGFR and their associations with the clinical biological

immunohistochemistry streptavidin-perosidase (SP)methods. Results;: (DThe positive expression rate of VEGF and EGFR was 63.5%
and 50.8% ,respectively. @The expression of VEGF was significantly correlated with Edmondson pathologic grade, portal vein tumor
thrombus, tumor capsule and clinical stage (P < 0.05),while not with sex,age, AFP level, HBsAg status,liver cirrhosis, histological
type and tumor size (P > 0.05). @EGFR expression was related to histological type, Edmondson pathologic grade,tumor mass and
tumor capsule (P < 0.05). No correlation was found between EGFR expression and sex,age , AFP level, HBsAg status, liver cirrhosis,
portal vein tumor thrombus,clinical stage (P > 0.05). Conclusion: VEGF and EGFR play an important role in the growth and
metastasis of primary liver cancer.
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Figure 1 VEGF(A) and EGFR(B) positive cells in hepa-

tocellular carcinoma
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Table 1 The expression of EGFR and VEGF in different

tissues
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Table 2 The relationship between the expression of VEGF and EGFR and the clinical biological behavior of primary hep-

atocellular carcinoma
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Table 3 The relationship between the expression of

VEGF and EGFR and the clinical biological

behavior of primary hepatocellular carcinoma
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