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Abstract:In recent years,with the continuous in-depth research on the mechanism of kidney damage,peo-

ple have gradually realized that the kidney is susceptible to environmental factors,such as air pollutants. The

glomerulus is the main kidney function unit for blood filtration, making it more susceptible to air pollutants.
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The epidemiological evidence and research progress between air pollution and glomerular diseases have gradu-

ally explained the underlying biological mechanism of glomerular damage caused by air pollution. Paying at-

tention to the glomerular disease damage caused by air pollution will make it possible to clarify the important

environmental pathogenic factors of kidney disease and propose new prevention and control strategies for the

management of kidney disease.
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