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[Abstract] Osteoclasts are derived from mononuclear/macrophage precursor cells, which can promote the growth and
proliferation of tumor cells through osteolytic destruction. Excessive activation of osteoclasts can also accelerate the process
of tumor bone metastasis. Studies have shown that osteoclasts play an important role in the process of bone metastasis of
various tumors such as breast cancer, lung cancer, and osteosarcoma, which makes it a potential therapeutic target. This
article will review the interaction mechanism between osteoclasts and tumor bone metastasis, as well as the regulation
mechanism of traditional Chinese medicine Tripterygium wilfordii and its active components on osteoclast differentiation and
function, aiming to provide a new theoretical basis for clinical treatment of tumor bone metastasis.
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