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ST B 5 E W R4/ T A AT A R
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Research Progress on the Molecular Mechanism of m6A Modifi-
cation in Osteosarcoma

LING Zhi'an', LIANG Yuting', WEI Suping' s WANG Yu’,ZHAO Jinmin®
(1. The Second Affiliated Hospital of Guangxi Medical University, Nanning, Guangxi,530007 , China;2. Guangxi Medical Universi-
ty, Nanning , Guangxi,530021,China)

Abstract ;: N6-methyladenosine (m6A) is one of the most abundant epigenetic modifications in eukaryotic mR-
NA and plays an important role in many diseases,especially tumors. Modification of m6A is dynamically reg-
ulated by methyltransferases,demethylases,and RNA — binding proteins. Osteosarcoma is one of the malig-
nant bone tumors that are prone to occur in children and adolescents. In recent years,the incidence of osteo-
sarcoma has increased. The regulated expression of m6A is related to the occurrence,development and prog-
nosis of osteosarcoma. The research progress of the molecular mechanism of m6A modification in the occur-
rence and development of osteosarcoma,chemo — resistance, targeted therapy and prognosis are reviewed in
this article to provide new ideas for the early diagnosis and targeted therapy of osteosarcoma.

Key words: m6A ; RNA methylation;osteosarcoma;progression and prognosis;molecular mechanism
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