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Abstract: Vibrio anguillarum is one of the common pathogenic bacteria in aquaculture. In order
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to investigate the changes of host gene expression level and the molecular mechanism of response
to bacterial infection after V. anguillarum infected marine economic animal Urechis unicinctus
the high-throughput sequencing technology was adopted to sequence the transcriptomes of coelo-
mocytes of different groups of U. unicinctus after infected with V. anguillarum , including con-
trol group, susceptibility group and disease-resistance group, and then the differently expressed
genes (DEGs) and signal channels were comparative analyzed in this study. The results showed
that the number of DEGs in the susceptible group was 2 309, including 1 451 up-regulated genes
and 858 down-regulated genes., and the number of DEGs in the disease-resistance group was
1 955, including 1 311 up-regulated genes and 644 down-regulated genes, compared with the con-
trol group. The KEGG pathway enrichment analysis showed that the immune-related pathways
mainly included MAPK signaling pathway, peroxisome. endocytosis, lysosome and amino acid
biosynthesis, and the potential resistance genes mainly included Taurine catabolism dioxygenase
(TauD), Cytochrome P450 (CYP450), Casitas B lymphoma-b (Cbl-b), Actin-related protein 3
(ACTR3)., Heatshock protein 70 ( HSP70), Amino acid permease (AAPs), Glucokinase
(GCK) ., Glyoxylate reductase/hydroxypyruvate reductase (GRHPR ), Cystathionine beta-syn-
thase (CBS), Histidine phosphatase (LHPP ), Glutamic-oxaloacetic transaminase 2 (GOT2),
Lactate dehydrogenase (LDH ), Cell division control protein 42 (CDC42) , while the susceptibili-
ty genes mainly included ADP-ribosylation factor (ARF ), Cytohesin (CYTH ), EH domain-con-
taining protein 1 (EHD1), Ras-related protein Rab-8 A (Rab8A ), Calreticulin (CALR) and Ras-
related C3 botulinum toxin substrate 1 (RAC1). This study may provide data referenced for fur-
ther exploring the mechanism of infection against aquaculture animals by V. anguillarum and the
immune response of U. wunicinctus to pathogenic bacteria.
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Table 1 Primer sequences used in qRT-PCR
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Table 2 Summary of sequencing and transcriptome assembly
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Fig. 1 Volcano plot of differentially expressed genes
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Fig.2 GO classification of the differentially expressed genes
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Fig.3 COG function classification of the differentially expressed genes
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Fig.4 KEGG pathway enrichment analysis of the differentially expressed genes between susceptible group and control group
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Fig.5 KEGG pathway enrichment analysis of the differentially expressed genes between disease resistant group and control group
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