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Abstract; Adolescent idiopathic scoliosis ( AIS) is an unexplained occurrence of structural scoliosis in adolescence. Multiple

factors, such as gene polymorphism, growth and development, etc. , may be related to the pathogenesis of this disease. Many

studies have found that patients with AIS may have low bone mineral density (BMD) in the whole body, but the mechanism still

remains unknown. This paper reviews the relationship between low BMD and AIS in three aspects, including bone microstructure

and biomechanics, gene polymorphism, and signal transduction pathway. Improving BMD may be benefit for the treatment of AIS.
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