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WRN is required for unwinding problematic DNA structures found in MSI-H cells, and e b e
the loss of WRN during cell replication leads to dsDNA breaks and the initiation of a
DNA repair response[3-4]. WRN emerges as a promising synthetic lethal target in WRN ADP-Glo assay
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v These models are crucial for studying drug resistance mechanisms and developing

more effective treatments.
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