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WRN reqgulates pathway choice between
classical and alternative non-homologous
end joining as it maintains genomic stability
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Werner Syndrome Protein (WRN)
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WRN is associated with DNA repair and chromosomal
stability
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Question: Does WRN regulate DSB repair associated with chromosomal
aberrations?



DNA double-strand break (DSB) repair pathway choice
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WRN physically and functionally interacts with NHEJ
pathway proteins
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NHEJ-mediated DNA Double Strand Break (DSB) Repair
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WRN deficiency inhibits NHEJ and enhance microhomology
usage for end-joining
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WRN promotes c-NHEJ and inhibits alt-NHEJ
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GFP intensity at laser tracks

Enzymatic and non-enzymatic functions of WRN in NHEJ
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Relative recruitment (a. u.)

WRN suppresses the recruitment of MRE11 to DSBs
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WRN suppresses the recruitment of CtIP to DSBs
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WRN deficiency increases resection at AsiSl induced DSBs
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WRN is associated with DNA repair and chromosomal
stability
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Question: Does increased alt-NHEJ activity induces telomere fusions in
the absence of WRN?



Ctip is required for telomere fusions in WRN-depleted MEFs
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WRN regulates pathway choice between
c-NHEJ and alt-NHEJ
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