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[ Abstract | To explore the expression of GPR30, HRG1 and HER2 including the activation status of HER2
(phosphorylated HER2) in invasive ductal breast cancers and their relationship with lymphatic metastasis. Methods

Objective
The expres-
sion of GPR30,HRG1,HER2 and pHER2 in 72 cases of specimens of invasive ductal breast cancers were examined by immunohis-
tochemistry method. Results A moderate correlation between GPR30 and HRG1 was disclosed (r=0.597,P=0. 000). There was
strong correlation between pHER2 and GPR30 or HRG1 (r=0. 742, P=0. 000;7=0. 615, P=0. 000). The expression of GPR30
and pHER2 in the lymphatic metastasis group was remarkably higher than in the group without lymphatic metastasis(P<Z0. 05).
Conclusion The interaction between GPR30 and HRG1 HER2 signal transduction pathways might be involved in the lymphatic

metastasis in breast cancer. Blocking both of GPR30 and HRGI1 signaling pathway could be a promising new strategy for breast

cancer treatments.
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