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We address this by integrating two complementary
approaches. First, high-throughput AutoDock virtual
screening of a 64,000-compound library identifies
scaffolds with demonstrated binding affinity to NR4A, , UniMoMo Autoencoder Training
yielding four priority scaffolds with over 100 high-affinity L e
binders each. Second, UniMoMo [2], a state-of-the-art o &
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binders, then used to generate novel candidate

molecules directly conditioned on the NR4A pocket UniMoMo Latent Diffusion Model Training

geometry. This pipeline leverages TACC Lonestar6 high- | e s o - |
performance computing and provides a reusable - . | |
framework extensible to other undruggable transcription
factor targets.
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