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Zoledronic Acid in the Adjuvant Therapy for Breast Can-

cer and Its Potential Mechanism
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Abstract: The third-generation bisphosphonates (BPs) zoledronic acid (ZOL) is one of the accepted
standard drugs to treat breast cancer with bone metastasis . However,its application status in the ad-
juvant treatment for breast cancer is still controversial. Current clinical research results show that
ZOL not only can improve bone mineral density (BMD),but also reduce the recurrence and metasta-
sis of breast cancer. At low level estrogen environment,ZOL may improve survival in patients with
early breast cancer. Early application is superior to delay application. ZOL plays anti-tumor effect on
multiple procedures inhibit to tumor metastasis. However,the optimal dose,treatment cycles and the
duration maintain remain to be confirmed by further studies.
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