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Differential expression of chromatin regulatory factor-related genes in salivary glands
of patients with primary Sjogren’s syndrome and its relationship with immunoinfiltration”
ZHANG Naidan ,LIU Lihong SUN Jiaxiang ;YUAN Chengliang®
Department o f Clinical Laboratory sDeyang People’s Hospital s Deyang s Sichuan 618000 ,China

Abstract: Objective To analyze the expression of genes related to chromatin regulators (CRs) in the sali-
vary glands of patients with primary Sjogren’s syndrome(pSS) and to explore their relevance to salivary gland
immunoinfiltration in pSS patients. Methods Three datasets containing salivary gland gene expression arrays
from the Gene Expression Omnibus (GEO) of pSS patients and healthy controls were downloaded and inte-
grated. A total of 38 patients with pSS were included as the pSS group and 32 healthy controls as the control
group,and the expression of 22 189 genes were analyzed which included screening of differentially expressed
genes (DEGs) related to CRs and gene ontology (GO) enrichment analysis. All datasets were analyzed in the
R language (4. 0. 3) using the associated package,ssGSEA algorithm was used to obtain immunoinfiltration
scores of different immune cells and immune functions,and the correlation analysis of immune invasion scores
between different immune cells and different immune functions was carried out. The difference of immunoin-
filtration score between pSS group and control group was analyzed. Results A total of 850 CRs-related genes
were identified from 22 189 genes,and 11 DEGs were identified by differential analysis,including 10 up-regula-
ted genes and 1 down-regulated gene. GO enrichment analysis indicated that the four biological processes with
the highest frequency were positive regulation of DNA repair, positive regulation of response to DNA damage

damage stimulus, positive regulation of double-strand break repair via nonhomologous end joining and regula-
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tion of DNA repair,and the cell components involved included sex chromosomes,PML body,chromosome tel-
omeres region and core protein complex. The correlation analysis of immune cells suggested that tumour infil-
trating lymphocytes (TIL) and B cells had the highest correlation (+=0. 90, P<C0. 001) ,{ollowed by follicular
helper T cells (Tfh) and TIL (+=0.72,P<0.001) ;in terms of immune function,immune checkpoints and T
cell co-stimulation had the highest correlation (=0.92,P<C0. 001) ,followed by immune checkpoints and CC
chemokine receptors (+=0. 89, P <0. 001). Immunoinfiltration scores for nine immune cell types and eight
immune functions were significantly upregulated in the pSS group compared to the control group (P<C0. 05).

Conclusion The amount of DEGs in salivary glands of pSS patients is small, but those DEGs are associated

with abnormal immunoinfiltration of damaged salivary glands,which deserves the attention of clinicians.
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