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Integrated omics analysis for non-alcoholic fatty liver disease using multiple
genome cohorts

Iwamoto, Sadahiko

3,500,000

6 HLA
HLA

HLA
HLA
HLA

Non-alcoholic fatty liver disease (NAFLD) is supposed to manifest its
metabolic phenotype in the liver, but it is common to have lean individuals who are diagnosed with
NAFLD. metabolically healthy normal-weight NAFLD patients (n=275) were compared with non-NAFLD
controls (n=1,411) adjusted for age, sex, and alcohol consumption by a genome-wide association study

(GWAS). HLA in chr6, MIR548F3 in chr7, MYL2 in chrl2 and GPC6 in chrl3 were suggested by the GWAS,
which were further assessed by SNP association analysis of whole NAFLD against non-NAFLD in 9,726
members of the general population. The lead SNP in chr6é was significantly replicated with increased
NAFLD risk. Imputation based and next generation sequence-based typing of HLA showed the significant

increase of the HLA-B*54:01 allele. Fecal metagenomic analysis of 3,420 members of the ?eneral
population showed significant dissimilarity in beta-diversity analysis of HLA-B*54:01 allele
carriers.
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