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Abstract: One of the major targets of medical research is cancer cells, which possess characteristics such as evasion of apoptosis,
infinite replication potential, continuous angiogenesis, evasion of immune destruction, and tissue invasion and metastasis.
Kaempferol, a flavonoid compound, has shown significant anti-cancer activity with multiple mechanisms of cancer inhibition. We
conducted a comprehensive literature review to identify the primary anti-cancer mechanisms of kaempferol. These mechanisms
include inhibition of tumour angiogenesis, anti-inflammatory effects, antioxidant properties, cell cycle regulation, inhibition of
tumour cell metastasis and induction of tumour cell apoptosis. In addition, progress has been made in researching the combined use
of kaempferol with other drugs. However, the clinical use of kaempferol is severely hampered by its poor water solubility and low
bioavailability. The lack of solubility has been addressed by the continuous development of nano-drug delivery systems, which pro-
vide a solution to this limitation. The integration of nanomaterials to load kaempferol has gained traction in various research institu-
tions, highlighting the pivotal role of nanomaterials in enhancing the stability, delivery efficiency and anticancer efficacy of
kaempferol. This development highlights the importance of nanotechnology in improving the application of kaempferol in cancer
treatment. We anticipate that this synthesis will stimulate further investigation into the anti-cancer mechanisms and applications of
kaempferol.
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Figure 1 The anticancer mechanism of kaempferol and its application in cancer treatment
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Figure 2 Mechanism of kaempferol inhibiting VEGF expres-
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Figure 3 Mechanism of antioxidant action of kaempferol
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Table 1 Kaempferol acts on different cell line stasis cycles
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