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Research progress of animal models and the pathogenic mechanism of senile osteoporosis
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Abstract: The special appearance of biological ageing in skeletal system is senile osteoporosis ( SOP) , which impairs seriously the
healthy state and life quality of the elderly. With the acceleration of population aging, how to prevent and treat SOP and SOP-
induced osteoporotic fracture is a problem to be solved urgently in medical field, and is also a social problem. The development of
appropriate animal models for SOP can benefit to explore the pathogenesis of SOP and to help the research and development of novel
drugs. This review summarizes 3 SOP animal models, including the senescence-accelerated mouse strain P6, the D-galactose—
induced aging animal model, and the naturally aged animal model, which are more often used in recent years, and reviews the
respective pathogenesis of each animal model.
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products (AGEs) from D-galactose on bone metabolism
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