HH102007 is a highly selective and potent PARP1 inhibitor and trapper
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We discovered a highly selective and potent PARP1 inhibitor, cancer) or high PARP1 expression (SCLC) (table 3 and fig 3). 5 100f - AzDesTa0smalkgro.aDn=s si77% reg 5 1004 T AZDSST42malkgPO.QDN=S 100000 N toxicity
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