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Results Cont.

DNA double-strand breaks (DSB) are considered the most deleterious  pigyre 1. The prevalence of HRD+ in 107 B-NHL patients from the PCAWG study Figure 3. LP-284 has strong anti-tumor activities in HRD B-NHL xenograft mouse models

form of DNA damage and failure to correctly repair DSB due to
homologous recombination deficiency (HRD) represents a targetable
vulnerability in many cancers. The existing clinical HRD tests, which
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e Evaluate LP-284's in vivo potency in B-NHL xenograft models as a & =8 o=V G| L mele @mgte Ritorimen” of JeKo-1 derived xenograft mice with LP-284 (4 mg{ kg) led to
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anti-tumor activities in preclinical (SensiTive Recognition of Individual DNA Ends®). VeRie P23 VeWde Lp2Ea  Vemce [p26d e LP-284 induces lethal DSBs and shows robust anti-tumor activities in putative HRD+ B-NHL xenograft mouse

LP-284 treated cells were stained with yH2AX, to
monitor DNA damage response, and cleaved caspase D B e
3, to monitor cell apoptosis.
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