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Research progress in mechanism of nervous system
injury induced by environmental PM.

CHEN Yue-hong*, YAN Li-sha*, SHOU Yi-kai, ZHU Xiao-zheng, FAN Jie,
ZHOU Shi-qi, YU Wen-lei, HU Yu, WANG Huan-huan
(School of Medicine, Hangzhou Normal University, Hangzhou 310018, China)

Abstract: Ambient fine particulate matter (PM.s) refers to particulate matter whose aerodynamic
diameter is less than or equal to 2.5 ym in the environment. Its composition is complex, its particle size
is small and its quantity is large. PM.s can reach the alveoli, deposit with breath, and even infiltrate into
the circulatory system, thus causing corresponding pathological changes. Epidemiological study has
showed that PM.s exposure could increase the risk of neurodegenerative diseases. This review discusses
the molecular mechanism of central nervous system dysfunction induced by ambient PM.s, including
neuroinflammatory response, oxidative stress, cellular apoptosis and autophagy, DNA damage and
methylation.

Key words: PM.s; central nervous system; neurodegenerative diseases
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