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Analysis of the Expression of Estrogen Receptor «, s
and Progesterone Receptor in Postmenopausal
Women Treated with Tamoxifen

Hyung Jae Won, Jong Seung Shin, Ki Hyun Park, Dong Je Cho,
Chan Ho Song, Hye Dae Lee', Sun Won Hong" , Byung Seok Lee.
Department of Obstetrics and Gynecology, Breast Cancer Center', Department of Diagnostic Pathology?,
Yong Dong Severance Hospital, Yonsei University, College of Medicine, Seoul, Korea

Tamoxifen, a nonsteroidal antiestrogen, is one of the most valuable treatment alternatives for breast cancer patients. But
the long term effect of tamoxifen is still limited. Although tamoxifen acts primarily as an antiestrogen, it also appears to
exert a estrogenic effect as well. This study was initiated to investigate the expression of estrogen receptor a, # and proges-
terone receptor in postmenopausal women treated with tamoxifen.

Total 21 women were included in this study. 8 postmenopausal breast cancer patients treated with tamoxifen, 6
premenopausal women including 3 secretory phase, 3 proliferative phase, and 7 postmenopausal women.

Formalin-fixed and paraffin embedded sections were stained for ER @, ER # and PR immunohistochemically with
monoclonal antibodies.

The expression of ER & and PR did not depend on the phase.(p=0.445, p=0.133) The expression of ER § in tamoxifen treat-
ed group was significantly decreased than in post menopause group.(p <0.05)
Tamoxifen may cause the growth of myoma by down regulation of ER f and dose not blocks ER « binding effectively.
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Fig. 2 Mean immuno reactive score of ERe, ERP and PR in uterine myoma cells
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Fig 3. Expression of ERa in uterine myoma cells in paraffin section ( X 400)
{NC:negative control. PC:positive control)
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Fig 4. Expression of ER in uterine myoma cells in paraffin section (X 400)
{NC:negative control, PC:positive control)
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Fig 5. Expression of PR in uterine myoma cells in paraffin section (X400)
(NC:negative control, PC:positive control)
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