Liver cell-type specific molecular signatures marking transition from
advanced fibrosis to cirrhosis in human non-alcoholic steatohepatitis

‘ Paired bulk + single nuclei RNA sequencing pipeline ‘ Transcriptome signatures of cirrhosis Perturbation of signaling pathways in cirrhosis
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morbidity and mortality in non-alcoholic
steatohepatitis (NASH), establishing fibrosis as a
critical therapeutic target in NASH. To improve
treatment outcomes in NASH, it is pertinent to define
hepatic cell phenotype-specific molecular signalling
mechanisms involved in the progression of fibrosis
towards cirrhosis. Using paired bulk and singl B A B “
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snRNAseq recovers all major liver cell types in NASH patients snRNAseq identifies several HSC subpopulations
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