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The Expression of Nuclear Receptor Coactivators AIB1 in
Breast Cancer and its Clinical Significance for Endocrine

Therapy
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Abstract: [Purpose] To investigate the expression of nuclear receptor coactivators AIB1 in breast
cancer,and the relationship of AIB1 expression with estrogen resistance during endocrine therapy and
with prognosis of endocrine therapy. [ Methods ] The expression of AIB1 including 120 cases with
breast cancer,20 cases with normal breast and 40 cases with benign lesion was examined by immuno-
histochemistry. The relationship of AIB1 expression with estrogen resistance and with prognosis of en-
docrine therapy was analyzed. [Results] The over expression of AIBI was 40.00% in breast can-
cers,which was higher than that in benign lesions(15.00%) and in normal breast tissues(10.00%) with
significant difference. The over expression rate of AIB1 in patiente with estrogen resistance (60.00%)
was higher than that in the patients without recurrence or metastasis (27.00%)(P<0.05). [ Conclusion ]
Over expression of AIB1 closely correlate to endocrine therapy. AIB1 may be as an independent mark-
er for evaluating the efficacy and prognosis for endocrine therapy.
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