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Abstract: An increasing number of epidemiological and experimental studies demonstrate the adverse effect of air
pollution as one of major risk factors with consequences on human health in both industrialized and developing coun—
tries. Ambient fine particulate matter (PM, ) is associated with a propensity to chronic diseases, including diabetes
mellitus. The recent studies have provided a new link to PM, ;-induced oxidative stress, inflammation and insulin re—
sistance. In this review, we focused on the PM, ;-induced oxidative stress and inflammation how these factors contrib—

ute to the progression and development of diabetes mellitus.
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