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Abstract: Objective To explore the expressions of leukocyte differentiation antigen 44 (CD44), vascular
endothelial growth factor (VEGF) and epidermal growth factor receptor (EGFR) in breast cancer and clinical
significances. Methods A total of 187 patients with breast cancer undergoing radical resection were selected
and the corresponding surgical resection samples were collected. Immunohistochemistry was used to detect the
expressions of CD44, VEGF and EGFR in the breast cancer tissues and the tissues adjacent to breast carcino-

ma. Results The expressions of CD44, VEGF and EGFR in the cancer tissues were higher than those in the

tissues adjacent to carcinoma ( P <{0. 001). The positive expression rates in all patients with axillary lymph
node metastasis were higher than those in patients without lymph node metastasis ( P <Z0.05). Moreover, the
positive expression rates of CD44, VEGF and EGFR in histological grades [ , Il and [l breast cancers differed
statistically significantly ( P <C0.05). In breast cancer, the expression of VEGF was positively associated with

the expression of EGFR ( » =0. 218, P <{0. 05), the expression of VEGF was positively associated with the ex-
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pression of CD44 ( r =0. 219, P <<0.05), and the expression of EGFR was positively associated with the ex-

pression of CD44 ( » =0. 147, P <<0. 05).

Conclusion CD44, VEGF and EGFR are associated with infiltra-

tion and metastasis of breast cancer. The combined determination of the expressions of CD44, VEGF and EG-

FR in breast cancer can provide theoretic evidences for identifying the malignant degree of breast cancer and

finding a new therapeutic target.
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