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Abstract: Breast is the target organ of female hormone, and estrogen is closely related to the in-
cidence of breast cancer. Endocrine therapy is an important treatment method for breast cancer,
while Tamoxifen(TAM) is a wildly use medicine for estrogen receptor(ER) positive breast cancer pa-
tients. However, TAM exerting its anti-tumor effect need to be metabolized in vivo, and CYP2D6 is
a key enzyme in the metabolism of TAM, which has multiple gene polymorphisms. Whether CYP2D6
gene polymorphism will affect the efficacy of TAM has been controversial. In this artical, the new
progress about the association between CYP2D6 gene polymorphism and TAM efficacy is reviewed.
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