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ABSTRACT : Osteosarcoma is the most common malignant bone tumour, with a peak incidence in children and young adolescents
aged 10-25 years, osteosarcoma has a high malignant level, in mortality, local recurrence rate and the distant metastasis rate were higher.
Though intensifying or modifying chemotherapy improved survival rate for patients with osteosarcoma, but the effect was unsatisfactory.
In recent years, with the development of molecular biology and molecular genetics, more and more people have come to realize that the
expression and regulation of certain genes may be involved in occurrence, development and prognosis of osteosarcoma, which include
activation and expressions of oncogene, deletion and inactivationof anti-oncogene. This paper discusses oncogene and anti-oncogene
with occurrence, development and prognosis of osteosarcoma, based on a large number of domestic and foreign documents and papers

about osteosarcoma gene of analysis. It was from the study of these that offers new directions to find out a new target in the future

treatments of osteosarcoma.
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