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Fig. 1 The dataflow of our method
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Fig. 2 The GO function overrepresent analysis of specific disease genes of coronary artery disease

The nodes in yellow are overrepresented by specific disease-genes of coronary artery disease in the figure. The more dark nodes represent the GO terms

are overrepresent by more specific disease-genes of coronary artery disease.
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Fig. 3 The KEGG pathway enriched by known and candidate disease genes
(a) Pathway of focal adhesion. (b) Pathway of regulation of cytoskeleton.
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Fig. 4 Analysis of the network topological features of disease genes for coronary artery disease

(a) Degree-number of disease genes. (b) Degree-the percentage of disease genes in all network genes.
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Predicting Disease Genes of Coronary Artery Disease Based on
Functional Consistency and Network Topological Features

ZHAO Yan, CHEN Li-Na”, ZHANG Liang-Cai, WANG Qian, SHANG Yu-Kui, WANG Hong, LI Wan
(College of Bioinformatics Science and Technology, Harbin Medical University, Harbin 150081, China)

Abstract The identification of genes responsible for human diseases based on functional consistency and
network topological features is of great importance for both understanding human disease pathogenesis and
improving clinical practice. A novel method based on the functional consistency and network topological features
was introduced to establish an association between genes and diseases. Using this method, candidate disease genes
were predicted from disease risk loci. Then, the candidate genes sharing the same or similar functions with known
disease genes in the functional enrichment analysis of GeneOntology and KEGG databases as final disease genes
were determined. 51 genes were predicted to be the disease genes for coronary artery disease and most of them
participate in the development of disease by literature retrieval. The method provided additional insights for the
finding disease genes, which will be helpful for the studies on the pathogenesis of human complex diseases.
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