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[Abstract] Objective To investigate the expression of human epithelial growth factor receptor-3(HER3) in
breast cancer tissue and its correlation with clinicopathological characteristics and prognosis. Methods The immuno-
histochemical method was used to detect the HER3 expression in 126 specimens of breast cancer tissue. The relation
between its expression with age, menstruation situation, tumor size, TNM stage, lymph node metastasis, estrogen
receptor(ER) , progesterone receptor(PR), HER2 and prognosis was analyzed. Results (1) The positive expression
rate of HER3 in breast cancer tissue was 30. 2%. The HERS3 positive expression in the breast cancer menopausal pa-
tients was 43. 3%, which was higher than 18. 2% in the non-menopausal ones(P<C0. 05), and the HER3 positive
expression in the patients with positive lymph nodes metastasis was 40. 0% , which was higher than 21. 2% in the
non-lymph node metastasis ones, the differences were statistically significant(P<C0. 05) ; and the HER3 positive ex-
pression in the breast cancer patients with HER2 positive was 42. 5% . which was higher than 24. 4% in the patients
with non-HER2 positive, the difference was statistically significant(P<C0. 05). (2) The 5-year disease-free survival
(DFS) rate in the HER3 positive patients was lower (P<C0. 05). (3) The lymph node metastasis rate in the patients
with both HER3 and HER2 positive was significantly higher (P<C0. 05). Conclusion The HER3 expression plays an
important role in the development of breast cancer and influences its prognosis,therefore HER3 could be used as an
indicator for judging the prognosis of breast cancer and a target point of clinical therapy.
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