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[ Abstract]
part in oncogenesis and tumor progression. Osteosarcoma is the most common tumor in the skeletal system
which grows promptly with high degree of malignancy and poor prognosis. This paper mainly summarized
TWIST gene in terms of clinical significance as well as the role it plays in the process of the occurrence

TWIST is the new-found oncogene protein which was believed to play a prominent

and development of osteosarcoma, and will give a new direction for diagnosis and treatment of
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osteosarcoma and scientific research in the future.
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