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OAS1-RNAselL axis

Study on control of viral infection by manipulation of OAS1-RNaselL axis
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he OAS1-RNaseL system plays an important role in viral defense mechanisms,
but its activation also induces cellular injury. The OAS-RNaseL system is the primary antiviral
function in rodents and bats, and it is not yet clear how the system works without minimal cellular
damage in the species . Expression analysis of OAS isoforms in human alveolar basal cell
epithelium-derived, monocyte-derived, fibroblast-derived, and bat-derived cell lines (TB1lLu)
revealed that only OAS3 is expressed in TB1Lu. In addition, RNase L activity of OAS1, 2, and 3 in
human-derived cell lines was examined by knocking-out each one of them. This revealed that the
activity was almost abolished by 0AS3 deletion. To analyze bat-derived monocytes and DCs, we
attempted to establish iPS cells from TB1lLu. To directly elucidate the involvement of RNaseL in OAS1
gain-of-function mutations, we generated RNaseL KO iPS cells harboring the patient’ s mutation.
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