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Expression and significance of VEGF in primary breast carcinoma tissues

SUN ZhiJun, et al
(Department of Generul Surgery, College of Clinical Medicine , Chongqing Medical Universitv)
[ Abstract] Objective : To study the expression of VEGF in primary breast carcinoma tissues and o evaluate the predictive significance
in recurrence of the primary breast carcinoma. Methads : Expression of VEGFE in 63 benign and malignant breast paraffin — embedded
specimens was determined and the difference in the positive rate and the intensity of positive reaction of VEGF were compared. Re-
sults 1 The positive rate of VEGF was significantly increased in malignant breast tissues compared with benign breast tissues. While the
positive intensity of VEGF was significantly increased in tissues with recurrence of the primary breast carcinoma compared with the
tissues of no recurrence of breast carcinoma and multiple breast carcinoma. Conclusion ; The expression of VEGF may indicate the pro-
liferating activity of carcinoma cell. The positive intensity of expression of VEGF may be valuable in prediction of the recurrence of pri-
mary breast carcinoma.
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