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Research progression of microRNAs involved in regulation of arsenic toxicity
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Abstract: Arsenic is an environmental metallic substance that can induce cancer at low dose and long-term exposure, but
can treat cancer too with high dose and short-term intervention, its irreversible damage effect to various organs and systems has
also received much attention. In addition to oxidative stress, apoptosis and DNA methylation, the role of microRNAs (miRNA) ,
in non-coding RNA as a star molecule that do not change the basic DNA sequence but can regulate changes of gene activity has
already become a new focus in arsenic toxicity research. In recent years, a large number of studies have shown that the abnormal
expression of miRNA was closely related to multiple organ damage, reproductive toxicity, and cell malignant transformation of the
body caused by arsenic. This article will give a brief review on environmental arsenic-induced toxic damage on organisms,

thereby provide some new ideas for the diagnosis and treatment of arsenic-induced diseases.
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