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Purpose: Gynecomastia is a common male breast abnor-
mality and primarily occurs in puberty and senescence. The
obvious etiological role of hormonal changes in gynecoma-
stia, plus the discovery of estrogen receptor in normal and
neoplastic breast, has spurred several investigations of ER
content in male gynecomastic tissues. The results have been
inconsistent and the fraction of ER-positive specimens has
varied from 0~90%.

Methods: Immunohistochemical hormonal receptor analysis
using monoclonal estrogen receptor (ER) «, A and proges-
teron receptor (PR) was performed on the breast tissues of
58 patients with gynecomastia between January 1995 and
January 2000 in the Department of Surgery, Uijongbu St.
Mary's Hospital. These results were statistically compared
with clinical data.

Results: 48 cases (82.8%) were ER ¢ positive and 55
cases (94.8%) were ER 3 positive and PR positivity was
noted in 55 cases (94.8%). There was negative relationship
between ER @ and age, PR and location.

Conclusion: This study demonstrates that intracellular ster-
oid receptors are present in most gynecomastic tissues.
Additionally, it supports the general assumption that estrogen
and progesteron may be two of the hormones responsible
for the development of gynecomastia. (J Korean Surg Soc
2001;60:268-272)
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Table 1. Patients characteristics

No. (%) P-value
Age 0.0489
<30 18 (31%)
<60 21 (36.2%)
>60 19 (32.8%)
Size 0.0056
<3 cm 11 (19%)
<6 cm 38 (65.5%)
>6 cm 9 (15.5%)
Duration NA
<1 mon 24 (45.3%)
<6 mon 16 (30.2%)
<1 yr 6 (11.3%)
>1 yr 7 (13.2%)
Side NA
Rt 24 (41.4%)
Lt 26 (44.8%)
Both 8 (13.8%)

NA = not applicable.
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Fig. 1. Immunohistochemical staining of ER /3 in gynecomastia specimenes. The immunostaining shows negatively non-stained (a),

moderate stained nucleus (b) and strong positively stained nucleus in tissues (c). (X400).

Table 2. Estrogen and progesteron receptors status

ER a ER 3 PR
- 10 (17.2%) 3 (52%) 3 (52%)
+ 36 (62.1%) 34 (58.6%) 29 (50%)
++ 12 (20.7%) 21 (36.2%) 26 (44.8%)
Total 58 58 58
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