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Air pollution and neurodegenerative diseases
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Abstract: With the quick development of modern industry, air pollution has been exploding in the past decades,
which consequently results in more and more damage to human body. Environmental toxins from polluted air can
cause pathologic change of every system in our body and even influence body and intelligence development of
children. Recently, it has been reported that chronic exposure or acute exposure to the pollution matters could cause
direct damage on the central nervous system (CNS), or stimulate some susceptible system (e.g., the respiratory
system, immune system, etc.) to produce some harmful factors, which can reach the brain though peripheral
circulation and then cause neuroinflammation, neurotoxicity, oxidative stress, eventually result in neurodegenerative

diseases, such as Alzheimer’s disease and Parkinson’s disease. This review focuses on the pathways and the

mechanisms of neurodegenerative diseases caused by air pollution.
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