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[ Abstract]  Objective To investigate the expression of gonadotropin releasing hormone receptor
(GnRH-R) in breast cancer tissue and its correlation with patients’ clinicopathological characteristics.
Methods We collected surgically resected specimens from 104 cases of invasive ductal breast cancer in the
Affiliated Hospital of Jiangnan University from December 2010 to January 2008 for a retrospective study. The
expression of GnRH-R in breast cancer tissue was detected by immunohistochemical SP method. The correlation
between GnRH-R expression and patients’ clinicopathological characteristics was analyzed using x> test.
Results The positive rate of GnRH-R in invasive breast cancer tissue was 66. 3% (69/104). With regards to
different molecular subgroups, the positive rate of GnRH-R was 5/11 in luminal A subtype, 61.4% (27/44)in
luminal B subtype, 8/16 in HER-2 overexpression subtype and 87.9% (29/33) in triple negative subtype,
indicating a significant difference (x* = 11. 407 ,P<0.050). The pairwise comparison showed that the positive
expression rate of GnRH-R in triple negative subtype was significantly higher than that in luminal A subtype
(X" = 8.455, P<0.008) or HER-2 overexpression subtype( X" = 8. 361, P<0.008) respectively. The positive
rates of GnRH-R in breast cancer tissues presented no significant difference in patients with different ages,
histological grade, lymph node metastasis and clinical stages (x*=0.506,P=0.477; x* =0.007,P=0.936;
x> =2.158 ,P=0.340; x*=0.007,P=0.936). Conclusion GnRH-R is highly expressed in triple negative
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breast cancer tissue, which may provide references for the treatment of triple negative breast cancer.
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