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Abstract: Kaempferol, a natural flavonoid compound, can be extracted from various traditional Chinese medicine,
fruits and vegetables. It possesses effective physiological activity, low toxicity and low side effects. It has been
revealed by the research results that kaempferol exhibits obvious preventive and inhibitory effects on many common
cancers, such as colon cancer, breast cancer, leukemia, etc. . The anti—tumor effects are mainly exerted by
blocking cell cycle, inhibiting invasion and migration, inducing cell apoptosis and autophagy, and inhibiting
aerobic glycolysis of tumors. Meanwhile, the combination of kaempferol and many drugs can produce synergistic
anti—tumor and sensitizing effects. The nano—preparation of kaempferol has significant curative effect in the treatment
of tumor, which indicates that kaempferol has a good clinical application prospect. In this work, the
pharmacological research progress for anti—tumor effect of kaempferol in recent years was reviewed. This article aims
to provide theoretical basis and research ideas for further research of kaempferol.
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Figure 1 Molecular structure formula of kaempferol
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