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Research progress on anti-breast cancer mechanism of Iphigenia indica

LIU Ying, ZHANG Zi-ying, MA Li-jie
Department of Pharmacology, Basic Medical College, Inner Mongolia Medical University, Hohhot 010110, China

Abstract: Breast cancer has become the fastest growing malignancy in China, accounting for the highest mortality rate among women.
At present, western medicine in the treatment of breast cancer has many disadvantages such as high side effects, drug resistance, easy
invasion, and metastasis. As a commonly used anticancer drug in traditional Chinese and Mongolian medicine, Iphigenia indica Kunth
can not only inhibit the growth and proliferation of cancer cells, induce apoptosis, interfere with invasion and migration, but also resist
angiogenesis, which have been used in clinical practice. In this paper, recent studies on anti-breast cancer mechanism of Iphigenia
indica are summarized, which can provide reference for further clinical application of Iphigenia indica.
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