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Research Progress of Molecular Signaling Pathways in Chordoma
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Abstract

Chordoma is a rare malignant bone tumor derived from embryonic chordoma. It is highly invasive and locally invasive, and it is dif-
ficult to completely remove the tumor due to its special growth mode and location. Due to the chemical resistance of chordoma, the
clinical effect of radiotherapy and chemotherapy is poor, and the existence of high recurrence rate, there is no effective drug treatment
method. The treatment of chordoma remains a challenge for clinicians. In recent years, the research on tumor molecular signaling path-
way and epigenetics has made some breakthroughs in the treatment of chordoma. Among them, Brachyury, Sox9, survivin, microRNA
and epigenetic changes affect the development of chordoma by regulating the biological activities of chordoma cells such as prolifer-
ation, migration and invasion. Fully understanding the mechanism of molecular signaling pathway in chordoma is helpful to improve
the prognosis and early molecular targeted intervention. It is very important for the current treatment and management of chordoma to
actively find the molecular signaling pathways of chordoma progression. This paper reviews the current research hotspots of molecular
signaling pathways in chordoma.
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