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Abstract; Polychlorinated biphenyls (PCBs) are known as persistent organic pollutants ( POPs) with lipophilic, migratory, and
highly toxic properties. PCBs has attracted much attention because of its harm to human health. Studies have found that PCBs can
cause endocrine disorders and have carcinogenicity, developmental toxicity, and skeletal toxicity. Exposure to PCBs increases the
incidence and severity of bone disease and increases the risk of osteoporosis. PCBs play an estrogen-like effect, anti-estrogen effect,
or anti-androgen effect via ER dependent signaling pathway and the RANK-RANKL pathway. They also inhibit osteoblast
differentiation and interfere osteoclast activation through regulation of related marker gene expression and cell apoptosis. In addition,
PCBs cause bone homeostasis unbalance by interfering the expression of microRNAs to regulate bone resorption, resulting in the
change in bone mineral density. The internal mechanism of bone tissue property changes induced by PCBs has not been fully
elucidated. This article reviews the effect of PCBs exposure on bone metabolism and its mechanism.
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