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[ Abstract]

cents. Currently, the combination of surgical resection and chemotherapy is the chief method for treating OS. OS resis-

Osteosarcoma (OS) is the most common malignant primary bone tumor in children and adoles-

tance to the anti-OS drugs plays an important role in decreasing the chemotherapeutical efficacy. Therefore, elucida-
tion of the mechanisms of chemoresistance and implementation of strategies to overcome chemoresistance will defi-
nitely play a pivotal role in developing novel chemotherapeutics and improving the survival rate of OS patients. There
are two major mechanisms contribute to drug resistance of OS: osteosarcoma inhibiting chemotherapeutical efficacy
directly and improving the cell ability to resistance chemotherapeutics. This article reviewed three methods of osteosar-

coma inhibiting chemotherapeutical efficacy directly: inhibiting chemotherapeutics transport into cell, removal of che-

motherapeutics from tumor cells and promoting chemotherapeutics inactivation.
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