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Advances in studies on drugs for prevention and treatment of breast cancer by
intervening estrogenic metabolism

HUANG Dan-ning, ZHOU Ying-jun
School of Pharmaceutical Sciences, Central South University, Changsha 410013, China

Abstract: Breast cancer is the most common malignant tumor among women and is hormone dependent. Exposure to estrogen is an
important determinant of breast cancer. Some related researches showed that the intervention of estrogenic metabolism process could
be an effective means of prevention and treatment of breast cancer. In the metabolism process of estrogen, 2-OH E, 2-OMe E, and
4-OMe E are good metabolites while 16-OH E and 4-OH E are harmful. If we improve the ratio of 2-OH E to 16-OH E, the breast
cancer could be prevented and treated effectively. In addition, increasing the activity of catechol-O-methyltransferase is also useful in
the prevention and treatment of breast cancer which has broad prospects. Therefore, an overview of research on estrogen metabolism
and its use in prevention and treatment of breast cancer has been given in recent years.
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