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Abstract: The aim of this study is to explore the pathogenesis of hepatocellular carcinoma (HCC) with
liver-depression syndrome from the level of salivary protein by analyzing the protein expression profiles of
different TCM syndromes of primary HCC with isobar labeled relative and absolute quantitation (iTRAQ)
techniques. Eleven saliva samples from HCC patients with liver-depression syndrome, HCC patients without
liver-depression syndrome, and healthy controls were collected, respectively. A total of 1 296 proteins were
identified among all three groups. Compared with the healthy control group (fold change >1.5 or <0.67 and p
value <0.05) , 390 differentially expressed proteins were detected in HCC patients with liver-depression
syndrome and 231 differentially expressed proteins were detected in HCC patients without liver-depression
syndrome. Further comparison between the two groups reveals that 260 proteins are specifically expressed in
HCC patients with liver-depression syndrome, including 124 up-regulated and 136 down-regulated proteins.
Gene Ontology functional classification and Kyoto Encyclopedia of Genes and Genomes pathway analysis show
that these proteins are mainly involved in proteasome pathways, lysosomal pathwaysand adhesion pathways. We
established the differentially expressed protein database for HCC with liver-depression syndrome. The multiple
differentially expressed proteins that might be related to the pathogenesis of HCC were identified.
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