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APOBEC-mediated gene mutagenesis and mechanism of CIN progression induced by
infection
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i Previous studies have §ug?ested association between cervical dysplasia and
APOBEC3 expression. In the present study, cervica

infection and APOBEC3 expression were examined
using cultured cells. The expression of APOBEC3A was found to be up-regulated in studies using

interferon and toll-like receptor 9 ligands as innate immune mechanisms. This expression was
suggested to be synergistic with the ligands of interferon and tor-like receptor 9.
In addition, the action of these molecules may result in hype- mutations of HPV-DNA in cells.
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AAGCCGTCGCCTTGGGCACH  AAGAAA
AAGCCGTCGCCTTGGGCACH  AAGAAA
(3) AAGCCGTCGCCTTGGGCACH A|AAGAAA
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