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To explore the mechanism of extrapulmonary toxicological effects of PM2.5 exposure on
postmenopausal bone metabolism
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Abstract; Bone metabolism is a dynamic process of bone resorption and bone formation. Its molecular mechanism involves
oxidative stress, inflammatory factors, estrogen and related receptors ( such as AhR). It plays an important role in bone remodeling.
Atmospheric fine particulate matter (airborne particulate matter, PM2.5) because of its small particle size, large surface area and
strong activity, is an effective carrier for toxic and harmful substances adsorbed on its surface, and the deposition rate of aerosols in
the atmosphere is low and the transport distance is long, so it is more harmful to human beings. PM2. 5 can accumulate in the alveoli
of respiratory tract, destroy the alveolar capillary barrier and enter the blood system to act on all organs of the whole body,
Resultsing in different degrees of damage to each organ, and activating a series of systemic or local inflammatory factors, oxidation
and related receptors ( such as AhR) , which regulate the differentiation and proliferation of osteoblasts and osteoclasts and participate
in bone metabolism.
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Fig.1 The mechanism of PM2. 5 affecting bone metabolism at low estrogen levels
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