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[Abstract] Adenosine deaminase acting on RNA (ADAR)1, as an RNA editing enzyme, catalyzes the
deamination of adenosine (A) to inosine (I) in RNA molecules, thereby modifying the production of gene products
through both selective and non-selective activities. This editing process occurs in coding or non-coding regions, and
plays a critical role in correcting pathogenic mutations as well as regulating gene expression and protein function in
mammals. However, it may also activate aberrant signaling pathways that contributes to disease pathogenesis. ADAR1
exerts diverse roles not only in tumors, autoimmune diseases, neurological disorders, and neurodegenerative disorders,
but also in infections caused by various pathogens. This review summarizes the role of ADAR1 in infectious diseases
and its underlying molecular mechanisms.
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