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Abstract : MicroRNAs (miRNAs) are non-coding small RNAs of 22~25 nucleotides in length,with
high conservation,sequence and specificity. MiRNAs are involved in the regulation of a variety of
biological activities and pathological processes,including the formation and progression of the tu-
mor. Osteosarcoma is a highly metastatic and invasive malignant tumor. At present, the surgery and
chemotherapy are still mainly treatment for osteosarcoma,however,the drug resistance of tumor
cells is the primary issue for treatment and prognosis of patients. In recent years,it has been found
that miRNA can regulate multiple target genes in tumor cells,which can reduce or even reverse
the resistance of tumor cells to chemotherapeutic drugs. The study of miRNA may become a new
way to change the drug resistance mechanism of osteosarcoma. This article reviews the develop-
ment of mechanisms for miRNA regulation of drug-resistance in osteosarcoma.
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