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Progress of the GWAS related to osteoporosis
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Abstract; Osteoporosis is a systemic skeletal disease characterized by reduced bone mass, degraded bone microstructure, and
increased bone fragility. Osteoporosis is a clinically common disease, and with the aging trend of the world s population, its
incidence rate is increasing. As osteoporotic fractures cause considerable morbidity and mortality, exploring the pathogenesis of
osteoporosis is of particular importance. The etiology of osteoporosis is complex, which is influenced by both genetic and
environmental factors. In recent years, the field of bone research has witnessed great progress of the whole genome association study
(GWASs) of osteoporosis, which opens a new era in studying the genetics of osteoporosis. In this paper, the current status and
prospects of research on the genetic epidemiology of osteoporosis and the whole genome association of osteoporosis were reviewed.
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