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Abstract: Objective To investigate the expression of eukaryotic initiation factor 4E(elF4E) ,vascular endothelial growth factor
(VEGF)-A and VEGF-C in gastric cancer tissues and their correlation with invasion and metastasis of gastric carcinoma. Methods
The expressions of elF4E, VEGF-A and VEGF-C were detected in tissues of 58 gastric carcinomas and 25 normal gastric mucosa by
The positive rate of eIF4AE, VEGF-A and VEGF-C protein expression were 89. 7%
(52/58),65.5% (38/58),60. 3% (35/58) in gastric carcinoma, which were higher than those in normal gastric mucosa tissues
which were 4. 0% (1/25),12.0%(3/25),8.0%(2/25) respectively. Expressions of eIF4E, VEGF-A and VEGF-C were significantly
correlated with the depth of invasion and lymph node metastasis(P<C0. 05) , but not with the age, sex of patients(P>>0. 05). Ex-

using immunohistochemical method. Results

pressions of elF4E and VEGF-C were significantly correlated with tumor differentiation. The expression of elF4E was being found
positively correlated with VEGF-A and VEGF-C. Conclusion
gastric carcinoma. VEGF-A and VEGF-C may be helpful in lymph metastasis. Combined detection of elF4E, VEGF-A and VEGF-C

elF4E may play certain roles in the oncogenesis and progression of

may be helpful to assess the malignant degree and prognosis of gastric carcinoma.
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