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Abstract: The majority of the DNAs are contained in long linear chromosomes of eukaryotic cells, and circular DNA
molecules such as mitochondrial DNA and extrachromosomal circular DNA (eccDNA), also exist widely. Recently, an in-
creasing number of functional and clinical studies have shown that eccDNA is related to the tumorigenesis and progression
of tumors, and the development of drug resistance. Therefore, this article mainly reviewed the biological characteristics of
eccDNA and its mechanism in tumor drug resistance, as well as its future research prospect.
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