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 Effective compounds were further

evaluated using deep targeted targeted amplicon sequencing data to characterize and quantify DNA repair pathways at Cas9-induced DSBs.
sequencing followed by analysis with a) Non-Homologous End Joining (NHEJ), Microhomology-mediated End Joining (MMEJ), Homology Directed Repair (HDR). b,c,d)
Rational Indel Meta-Analysis (RIMA)! for Cells were treated with different inhibitors targeting DDR enzymes and DMSO control. Points represent average NHEJ-mediated,
MMEJ-mediated & HDR-mediated knock-in efficiency in fraction of modified reads. £ SD (n=3).

Figure 1. Major mammalian DNA damage repair pathways on Cas9-induced DSBs and RIMA for knock-in analysis of deep
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Figure 2. Experimental procedure to study DNA repair profiles following Cas9 cleavage.
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Figure 3. RIMA for knock-in analysis of amplicon-sequencing data to quantify different Kl strategies in several cell types.
Cells were treated with different DNA-PK inhibitor and DMSO control. Bar graphs represent average NHEJ-mediated and HDR-mediated knock-

In efficiency in mapped reads. £ SD (n=3). Induced Pluripotent Stem Cells (IPSC). e
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