Precision degrader antibody conjugates (pDACs): A novel platform for dual
SMARCAZ2/4 degradation across diverse tumor antigens
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« SMARCA2 (BRM) and SMARCA4 (BRG1) are the ATPase subunits of the
 Precision DACs enable improved selectivity in two ways' SWI/SNF chromatin remodeling complex34
v Antibodies target tumor-specific cell surface antigens sparing healthy cells - TF/enhancer-driven malignancies, such as prostate cancer, have been shown
v Targeted Protein Degraders address critical proteins in validated biological pathways to rely on the SWI/SNF complex for tumor growth and survival®©
Data source: Recent Advances in ADCs. NJ Bio. Inc.. 2025, + Potential to deliver both improved efficacy and tolerability* - Concurrent inactivation of SMARCA2 and SMARCA4 is poorly tolerated due
https://njbio.com/antibody-drug-conjugates/ to the essential role of the SWI/SNF complex in normal tissue homeostasis’?
Figure 1. Identification of SMARCAZ2/4 dual degraders payloads Figure 4. DAC 05 selectively targets LILRB4* myeloid cells
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Figure 2. Exploring diverse architectures for SMARCAZ2/4 degrader payload-linkers Figure 5. DAC 10 targets and eliminates diseased CALR-mutant cells
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(A) A diverse library of linker architectures were explored. (B) Cellular characterization of STEAP1 SMARCA2/4 pDACs: Figure 6. DAC 11 induces regressions in vivo, exceeding MMAF benchmark
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