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Abstract: Objective To evaluate the expression of AR (androgen receptor, AR) in different molecular
subgroups of breast cancer and its significance. Methods Three hundred and thirty-five cases of inva-
sive ductal breast carcinoma were involved in this study. Immunohistochemical expression of AR on
paraffin-embedded tumor tissues was analyzed, compared with patients’ outcome during 66-months’
follow-up observation, and its implications were evaluated in five molecular subgroups. Results A
greater percentage (72. 5%) of breast cancer cases displayed nuclear immunoreactivity for AR, and
AR expression was found in 53. 2% of ER, PR-negative cases. The majority (61. 0%) of basal-like
breast cancers showed loss of AR expression, which had poor prognosis. In luminal A,luminal B, bas-
al-like,and normal-like subgroups, the occurrence rate of relapse,metastasis and death for AR positive
was lower than that of AR negative tumors (P = 0. 019,0. 044,0. 034 and 0. 032 respectively). The
disease-free survival curves also revealed that the patients with AR expression had a more favorable
prognosis than those without it (P = 0. 006,0. 013,0. 036 and 0. 010). Conclusion The detection of
AR may help improve the molecular subtyping of breast cancer and provide theoretical evidence for in-
dividualized treatment.
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Table 1 Expression of AR in five molecular subgroups

of IDC of the breast

Total cases AR positive

Subgroups % Cases 0
luminal A 173(52.9) 145 (83.8)
luminal B 45(13. 8) 34 (75.6)
HER-2 overexpressing ~ 43(13. 1) 24 (55.8)
basal-like 41(12.5) 16 (39. )
normal-like 25(7.6) 18 (72.0)
Total 327 237 (72.5)
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la: AR revealed nuclear staining in IDC; 1b: ER revealed nuclear staining in IDC; 1c: PR revealed nuclear staining in IDC; 1d:

The tumor showed strong membrane staining of HER-2; 1e: Diffuse cytoplasmic and membrane staining of CK 5/6;1f; Diffuse

cytoplasmic staining of CK14
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Figure 1 The positive expression of each protein in breast cancer tissues(SP X 200)
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2a: Disease-free survival curve of 173 luminal A breast cancer patients (P =0. 006) ;2b:of 45 luminal B breast cancer patients

(P=0.013);2c:of 41 basal-like breast cancer patients (P =0. 036) ;2d:of 25 normal-like breast cancer patients (P =0, 010)
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Figure 2 Disease-free survival curve of the patients in each breast cancer subgroup
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Table 2 AR expression and the prognostic subcategories

of each breast cancer subgroup

Cases of relapse,

Subgroups Cases distant metastasis P
or death(%)

luminal A
AR positive 145 18(12. 4) 0.019
AR negative 28 9(32. 1)

luminal B
AR positive 34 6(17.6) 0. 044
AR negative 1 6(54.5)

HER-2 overexpressing
AR positive 24 9(37.5) 0. 437
AR negative 19 5(26. 3)

basal-like
AR positive 16 2(12.5) 0. 034
AR negative 25 11(44. )

normal-like
AR positive 18 2(11. 1) 0.032
AR negative 7 4(57. 1)
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