Lanifibranor improves liver histology and markers of cardiometabolic health in patients inventiva
?AAS I_D with NASH independent of PNPLA3 genotype: a retrospective analysis of the NATIVE study
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Age (years) 55.4+10.2 53.1+12.1 50.9+15.0 0.32 cardiometabolic health appears to be independent of PNPLA3 status, despite
Female 38 (59%) 62 (59%) 28 (57%) 0.98 References: MM genotype patients having more severe activity on liver biopsy.
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