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LDLR and robust reduction of two independent ASCVD risk factors, LDL-C and Lp(a), in non-human primates
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Background Igit%pfeu;:]ccfigztfsg% ?:rlr-n[:alaRb;pr:ﬁ?nualzt;er::izs Figure 2: EDIT-401 achieved >90% mean LDL-C reduction by upregulating LDLR in NHPs
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