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AZD2693, a potent PNPL A3 antisense oligonucleotide, decreases hepatic PNPLA3 mRNA and liver )
fat content in participants with presumed MASH and homozygous for the PNPLA3 148M risk allele E AS L
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Introduction Results

* A common genetic variant (rs738409) encoding isoleucine (l) to methionine (M) at position 148 in  AZD2693 is a potent GalNac-ASO in 3D-cultures of 148MM primary AZD2693 reduces liver fat content and the inflammatory biomarker high-
the PNPLA3 protein is a key genetic determinant of hepatic steatosis, inflammation, fibrosis, human hepatocytes sensitivity C-reactive protein (hsCRP) in a dose-dependent manner
cirrhosis and liver-related mortality.!-?
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