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[Abstract] Adolescent idiopathic scoliosis (AIS) is a highly heterogeneous condition, with some patients
showing marked progressive exacerbation and others relatively stable. Accurate identification of patients at
high risk of progression can help to intervene early in treatment to control scoliosis progression and avoid over
medication of patients at low risk of progression. Epigenetic factors dynamically regulate gene expression
without altering the gene sequence,fully reflecting genetic and environmental interactions,and hold great po-
tential in predicting AIS progression. Recent studies have reported numerous epigenetic factors associated with
AIS progression and have shown positive results in the prediction of AIS progression. This article provides an
overview of research progress on epigenetic factors at risk for AIS progression, with the expectation that it
will provide ideas for subsequent AIS treatment and research.
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