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Identification of hub genes in biliary atresia by weighted gene co—expression network analysis
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Abstract Objective:To identify hub genes related to the pathogenesis of biliary atresia(BA) by weighted gene co—expression network

analysis(WGCNA ). Methods: The BA gene chip dataset GSE46960 was downloaded from the Gene Expression Omnibus (GEO) database,

and the gene co—expression network was constructed by WGCNA. The modules and hub genes related to biliary atresia were screened

out,and the key module were analyzed by Gene Ontology(GO ) and Kyoto Encyclopedia of Genes and Genomes(KEGG ). Results : Twen—
ty gene co—expression modules were constructed through WGCNA , and the module related to biliary atresia were identified as yellow mod—

ules(7=0.69,P<0.05). The genes in the yellow module were further screened for 16 hub genes according to different thresholds of
gene connectivity and gene significance. The results of GO and KEGG analysis on yellow module genes showed that genes significantly as—

sociated with biliary atresia were mainly enriched in extracellular matrix, cell adhesion molecules, tryptophan metabolism, glycerophos—

pholipid metabolism and PPAR signaling pathway. Conclusion: WGCNA method is used to identify the key modules and 16 hub genes re—
lated to biliary atresia,of which 12 genes may be related to the pathogenesis of biliary atresia, which may help to clarify the pathogenesis of
biliary atresia.
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Fig1 The sample cluster tree diagram based on Euclidean distance
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Fig2 Determination of soft threshold parameters
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Fig 4 Characteristic gene tree diagram and characteristic

gene adjacency diagram
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Fig5 Thermal graph visualization of co—expression network
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Fig 6 Correlation between modular genes and clinical phenotypes
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Fig 7 Scatter plot of module eigengenes in the yellow module
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