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[Abstract] Osteosarcoma is one of the most common primary malignant tumors in children and adolescents, and its development
mechanism in human body has not been clearly explained by scholars. With the in-depth study of immunology, tumor immunity has
gradually become a hot spot in the field of tumor research. A large number of studies have shown that programmed death protein-1 (PD-1)
and its ligand 1 (PD-L1) can mediate immunosuppression, weaken the killing effect of immune cells on tumor cells, and lead to immune
escape of tumor cells, thus promoting the development of tumor. This paper reviews the immune escape mechanism of PD-1/PD-L1 in

osteosarcoma and the latest progress of PD-1/PD-L1 axis in the treatment of osteosarcoma, aiming to provide theoretical reference for

understanding the role of PD-1/PD-L1 in osteosarcoma and developing new drugs for the treatment of osteosarcoma.
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