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Abstract: Objective To research the relationships between expression of G-protein coupled estrogen re-
ceptor (GPER) and patient prognosis in primary mammary cancers. Methods GPER from 241 tissues of
primary breast cancer patients was detected by immunohistochemistry relationships between the expres-
sion of GPER and each of clinicopathological factors were analyzed by Chi-square and t-test. After a medi-
an 44, 6 months follow-up, relationships between GPER expression and patient prognosis were analyzed
by Kaplan-Meier method. Results GPER expression rate was 64. 7%. There was a significant relation-
ship among GPER and ERa, PR(P<C0. 05) , while no statistically association between GPER and HER-2
as well as other clinicopathological variables (patients age.menstruation status, tumor size, TNM stage,
histological grade and pathological type) (P>>0. 05). Disease-free survival and overall survival in patients
with GPER + tumors were longer than those in patients with GPER-(P>0. 05). There was no marked
association between GPER expression and hormonal therapy resistance. Conclusion The expression of
GPER was not significantly related with most clinicopathological variables and impact on prognosis of
breast cancers patients,also not an independent prognostic determinant for breast carcinoma.
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Table 1 Characteristics of the breast cancer specimens

Items Number GPER™
Age(T £s) 50.6+11.5 50.6%+11.3
Menstruation status

Premenopause 115 76
Postmenopause 126 80
Tumor size 25.8+13.8 25.8%*14.5
TNM stage(7th AJCC )
0 5 2
I 68 50
II 93 56
1l 50 30
I\ 25 18
Histologic grade
1 62 48
I 154 88
I 25 20
Histopathologic type
Invasive ductal 212 135
Invasive lobular 5 3
DCIS 5 2
Mucinous 7 6
Medullary 4 3
Adenoid cystic 7 3
Others 1 1
Neoadjuvant chemotherapy
Yes 52 35
No 189 121
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la:positive expression of GPER in carcinomatous cell cytoplasmas

1b:negative expression of GPER in carcinomatous cell cytoplasma
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Figure 1 The expression of GPER in breast cancer(DAB X 400)
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Table 2 Distribution of GPER with ERa,PR and HER-2

Items Total GPER"

ERa expression”

+ 122 87

- 114 69
PR expression”

+ 98 46

- 143 110
HER-2 status

- 110 66

+ 62 42

+ + 43 31

+ + + 26 17

Note: * : P<C0. 05
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Figure 2 Disease-free survival curve of patients with GPER positive and negative tumors
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Figure 3 Overall survival curve of patients with GPER positive and negative tumors
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Figure 4 Disease -free survival curve of patients with GPER/ERa expression phenotype tumors
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Figure 5 Overall survival curve of patients with GPER/ERa expression phenotype tumors
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