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Abstract RIP-seq using RNA from WTAP knockout cells

RIP-seq using mouse brain polyA+ RNA

Né-methyladenosine (m®A) has been shown to be the most common base modification in
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| | | | | | e \We have developed and validated a monoclonal antibody specific for m°A.
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currently available polyclonal antibody.

Disru p’[iOn Of WTAP Via CaSQ genOme ed|t|ng e The monoclonal antibody performs well in m®A-RIP-seq and produces results consistent with

RNA IP-gPCR with control RNAs
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Gluc RNA 5 g 8 published m°fA-RIP-seq data. In addition, our analysis revealed enrichment of antisense RNAs.
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