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Abstract
DNA virus is a leading factor for many kinds of cancer. Virus DNA integration could cause host cell organization

Cancer is one kind of diseases which seriously jeopardized the health of human beings. Oncogenic

inflammation and tumorigenesis. Its integration could induce the host genome instability and rearrangement. It
could also cause the alterations of host transcriptome such as viral promoter driven human transcription,
viral-human transcription fusion and form new fusion gene, and the host gene expression change. Meanwhile, it's
one of the mechanisms for virus replication, escape the host immunological recognition and maintain itself. The
review focus on the research and the progress of the oncogenic DNA virus integration regulation and the
carcinogenic effect of its integration. We also prospect the oncogenic DNA virus integration research direction and

the application on the cancer occurrence, development, diagnose and therapy.
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