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GENOTYPE TO PHENOTYPE: Recursion's arrayed screening platform captures a high-dimensional phenotypic readout from human cells at a massive scale.
1A. Genomic Tools for Drug Discovery 1B. Phenomics Screening Platform Overview
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PHENOTYPE TO GENOTYPE: Representations of gene knockouts (KO) and compounds reflect known and novel biology.

2A. Clustering gene-gene phenoprints 2B. Clustering gene-compound phenoprints captures known modes 2D. Platform identifies hits for classically undruggable targets.
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PHENOTYPE TO CHEMOTYPE: Representations can be used to direct chemical space search in drug development.
3A. Hits identified through rescue screen translate to meaningful biological endpoints and direct 3B. Platform screened gene knockouts of ROCK1/2 show strong similarity
targeted chemical searches. to NCEs identified in rescue screens and targeted chemical search.
1. Projections of compound response in the context of perturbation vector for TNF-a in HUVEC.
2. IL-6 secretion (HTRF) from HUVEC treated with 1 ng/mL TNF-a in the presence of Compound XX and Compound YY. Compound XX ROCK2 ROCK1 Compound XX Compound XX  Compound XX Compound Xx
3. Distribution of cosine similarity of phenoprints of an annotated compound library to that of Compound XX. Red lines highlight ROCK inhibitors. ' . ' ' '
4. Projection of on-perturbation scores and EC50 values for each peripheral modification to the scaffold core (mean, n=6). comonn We're hlrlng!
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