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Abstract: Osteosarcoma is a primary and aggressive malignant tumor, which is prone to early metastasis and lacks
effective therapeutic targets. Surgery, chemoradiotherapy and the combination of the two are the main treatment methods
at present, but the overall survival rate of patients with metastatic osteosarcoma has not been significantly improved.
Osteosarcoma belongs to the category of "cancer disease" in traditional Chinese medicine. Traditional Chinese medicine
has a long history in the treatment of osteosarcoma and can play an active role in the prevention and treatment of
osteosarcoma metastasis, but its mechanism is not clear yet. Signaling pathway plays an important role in the
pathogenesis of osteosarcoma metastasis and is one of the targets for the study of pathologic mechanism of osteosarcoma
metastasis and therapeutic drugs. In recent years, large number of studies have been conducted on the signaling
pathways related to the prevention and treatment of osteosarcoma metastasis by effective components of traditional
Chinese medicine. This review is expected to provide reference for the prevention and treatment of osteosarcoma
metastasis by traditional Chinese medicine, new drug development and clinical diagnosis and treatment.
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