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Abstract: Objective To investigate the possible mechanism of chemokines which are involved in hepato-
cellular carcinoma (HCC) -induced inflammatory response in tumor microenvironment (TM). Methods To-
tal RNA was extracted from tumor tissues (TM group) and paracancerous tissues (control group) and the
function of chemokine-related differentially expressed genes and the interaction of their encoded proteins were

analyzed by RNA-seq and bioinformatics ways. RT-qPCR was used to verify the experiment results.  Results

There were 43 chemokine-related differentially expressed genes in the TM, they were enriched into 2 KEGG
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signal pathways, 5 biological processes and 2 cellular components. Most of chemokine-related genes were in-

volved in processes such as inflammatory response, immune response, chemotaxis, cellular response to inter-

leukin-1 and cellular response to tumor necrosis factor. It was worth mentioning that 6 out of the 7 genes in-
volved in chemotaxis (ACKR3, CCL20, CCL3, CCL5, CCR4, CCR6, PTGDR2) were participated in the sig-

naling pathway of cytokine-cytokine receptor interaction, 5 were involved in the immune response, 4 were in-

volved in the inflammatory response. Seven out of the 134 genes involved in the signaling pathway of cytokine-

cytokine receptor interaction were involved in the inflammatory response.

Conclusion Chemokines in the TM

participate in the HCC-induced inflammatory responses via interacting with cytokine receptors.
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