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Abstract : Estrogen receptors (ER) are involved in a variety of complex physiological processes in the human
body, and abnormal hormone signaling can lead to the occurrence of many diseases, such as cancer,
inflammation, and cardiovascular diseases. Among them, cancer includes breast cancer, ovarian
cancer, cervical cancer and endometrial cancer and other gynecological tumors, and breast cancer is
more common clinically. Breast cancer is a hormone—-dependent tumor, and the level of hormones in
the body affects its occurrence and development by binding with ER, so ER plays an important role in
the treatment of breast cancer. This article summarizes the close relationship between ER and breast
cancer treatment, provides a theoretical basis for further research on the mechanism between ER and
breast cancer treatment, and provides research ideas for subsequent breast cancer treatment and
improvement of patient prognosis.

Keywords : estrogen receptor; breast cancer; treat
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AR RFUIE & R i3 Y, FEAIRa AR KA A R R o B . S, MEEEEGT BR o M H0A N 2 SE0RE

FERERINEN, HA9e R ER o 7EFLIME PSR RIA 70%, ER o S5FUEE S5 1 R LR A IEIT SEMBEUIDE, Brble L
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EEEAMN: BBk (1998-) , &, BHEMA, AEALARLE, FHRTH: HE
AR & (191-) , &, BATHATA, BEHEE, BEFER, HETE: HPRIES KA.
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