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Expression and Significance of AR and NF-xkBp65 in Triple Negative Breast Carcinoma
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Abstract: Objective To investigate the expression and significance of AR and NF-KBp65 in triple neg-
ative breast carcinoma(TNBC). Methods The expression of AR and NF-KBp65 in 60 cases of TNBC
were detected by immunohistochemical staining. Results The positive rate of AR was 35% (21/60),
and that of NF-KBp65 was 70% (42/60), and there was no correlation between them. Compared with
clinicopathologic features, AR-positive cases were more likely at lower tumor grade and had less mito-
sis count(P =0, 026, P=0. 032, respectively), but NF-xB p65-positive cases had more mitosis count
(P=0.037). However, there was no significant difference found between their expressions and the
others features. Conclusion AR and NF-«B have high positive rates in TNBC, so they may play criti-
cal roles in tumorigenesis of TNBC., and could be new treatment targets.
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Figure 1 Expression of AR and NF-kBp65 in TNBC
(EnVision X 100)
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Table 1 Correlations between expression of AR, NF-kBp65 and clinicopathologic features of breast carcinoma

AR R NF-«Bp65 s
+ - X P + - X P
Age(years) 0.242 0. 785 0.013 0. 909
<350 10 16 18 8
=>50 11 23 24 10
Lymph node metastasis 0. 000 1. 000 0.114 1. 000
negative 9 1 14
positive 9 1 13
Tumor size (cm) 0. 155 0.783 0. 055 1. 000
<2 7 15 15 7
=>2 14 24 27 11
Mitosis count (/10HPF) 5. 053 0. 032 4, 351 0. 037
<10 15 16 18 13
=10 6 23 24 5
Histological grade 5.270 0. 026 3. 351 0.171
1 3 1 3 1
2 12 17 17 12
3 6 21 22 5
Clinical stages 1.342 0. 353 1. 285 0. 668
I 2 3 3
I 12 17 21
I 4 2 3
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