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Abstract: Objective  To validate the differential expression genes high-mobility group box-1 protein
(HMGBI1) , chemokine C-Cmotif ligand 3(CCL3) ,chemokine C-C-motif ligand 3-like protein 1(CCL3L1),che-
mokine C-Cmotifgand 4(CCL4) and dual specificity phosphatase 1(DUSP1) of carotid atherosclerosis (CAS).
Methods Peripheral whole blood from CAS patients and healthy persons was collected, monocyte samples
were extracted,and the carotid atherosclerotic feature genes expression profiles were detected by real-time-
PCR (qRT-PCR). Finally,the NetworkAnalyst, miRWalk and StarBase databases were used to construct tran-
scription factors (TFs) regulatory networks and competitive endogenous RNA (ceRNA) networks of feature
genes. Results HMGB1 was highly expressed in CAS patients and CCL3,CCL3L1,CCL4 and DUSP1 were
poorly expressed in CAS patients compared to healthy persons. Subsequently, TFs regulatory networks consis-
ting of 142 TFs associated with 4 characteristic genes (CCL4,CCL3,CCL3,DUSP1 and HMGBI1) and 85 ceR-
NA networks centered on ceRNA were constructed. Conclusion HMGB1,CCL3,CCL3L1,CCL4,and DUSP1
could be used as characteristic genes for CAS.
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DUSP1 AATTGTCCCAACCATTTTGA GGAGAGATGATGCTTCGCCT
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