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Digital Twin model can identify cancer cell Figure 2: DepMap Annotation of OS Driver Genes. 73% (57/78, p<2.2e-16, 516] i3] =
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_ _ driver genes, 14 (66%) are non-MM Dependent. Figure 4: Response biomarkers for PHF19: Kaplan Meier plots for conditioned subpopulations stratified by median PHF19 expression.
suggest mechanisms of action.
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mechanisms. The Aitia Digital Twin model is a powerful




