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ABSTRACT: Idiopathic scoliosis is a spinal deformity that severely affects the physical and mental health of
adolescents. The etiology and pathogenesis of idiopathic scoliosis continues to be unknown, partly due to the short-
age of appropriate modeling systems, of which rodents have been widely used to model scoliosis due to their suscep-
tibility and high genetic similarity to humans. Various of modeling methods are discussed, including inbreeding to
produce scoliosis rats, bipedal rat models, enhanced leptin activity induction models, estrogen induction models,
lowering melatonin levels in vivo to induce models, genetic modification and non-invasive experimental models to
induce scoliosis. These models reveal the role of genetic factors, hormone levels and bio-mechanical factors in the
development of scoliosis. Despite the limitations of animal models, which do not exactly mimic the human spine,
they help to study the pathogenesis and progression of scoliosis and provide an important tool for the future treat-
ment of scoliosis and are important for the development of early diagnosis and intervention strategies. We summa-

rize the current state of development of rat scoliosis models, discuss their advantages and disadvantages, and look
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forward to their application prospects.
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