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Explore the Molecular Mechanism of Liver Cancer by

Protein- protein Interaction Network Analysis
SUN Xiao-guo, LI Li, WANG Jin-hua
(Tai’an First People’s Hospital , Tai’an 271000, China)

Abstract: [ Purpose ] To collect abundance candidate liver cancer genes from common database,
and to explore the molecular mechanism of liver cancer by protein- protein interaction network
analysis. [Methods] The candidate cancer genes of liver cancer from Liverome database were col-
lected , the protein-protein interaction network (PPIN) of candidate liver cancer were constructed by
String database ,then the hub gene network modules from the PPIN were analyzed by using
MCODE software ,then functional enrichment analysis were used to find the related functions of
these hub gene network modules.[Results] A total of 615 candidate liver cancer genes were col-
lected ,and PPIN including 486 genes and 2076 interaction relationships were found by gene in-
teraction network analysis. Moreover,6 hub gene network modules were obtained by MCODE soft-
ware ,these modules were enriched in certain function clusters such as cell cycle,drug
metabolism,DNA replication and repair. [ Conclusion] Hub gene modules and corresponding func-
tions are significant related to liver cancer.
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Table 1 The functional enrichment analysis of
candidate liver cancer genes

Biological function Gene Pvalue

Nucleotide binding 21 1.36E-05
Catalytic activity 35 1.61E-05
Chromatin binding 6 3.12E-05
Protein complex 22 1.46E-03
Cell cycle 13 2.04E-03
Carbohydrate metabolic process 9 2.05E-03
Response to stress 14 2.65E-03
Antioxidant activity 3 2.73E-03
Regulation of gene expression 5 3.10E-03
Actin binding 3 6.76E-03
Nuclear chromosome 7 9.47E-03
Cytoskeleton organization 6 1.32E-02
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Table 2 The functional enrichment analysis of the PPI hub network modules
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Figure 1 The six PPI hub network modules
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