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Supplementary Table 1. Characteristics of patients with primary Sjögren's syndrome 

and healthy controls in microarray analysis cohort.  

Characteristic 
pSS HC 

N=6 N=6 

Age, years 61 (41-73) 41 (26-56) 

Female, % 100 100 

Disease duration, years 2.5 (1-4) . 

Ocular symptoms, % 17 . 

Oral symptoms, % 100 . 

Anti-SSA positivity, % 100 . 

Anti-SSB positivity, % 83 . 

IgG, mg/dL 
1762  

(1321-2275) 
. 

IgA, mg/dL 
255  

(163-524) 
. 

IgM, mg/dL 74 (56-141) . 

Lymphocytic sialadenitis with focus score ≥1 100 . 

ESSDAI 3 (0-4) . 

ESSDAI ≥1, %  83  

Median and range of values are shown. 

ESSDAI, EULAR Sjögren's Syndrome Disease Activity Index: HC, healthy control: 

pSS, primary Sjögren's syndrome: SSA, Sjögren’s syndrome-related antigen A: SSB, 

anti-Sjögren’s syndrome-related antigen B 

 

 

 

 

 

 

 

 

 

 



Supplementary Table 2. Characteristics of patients with primary Sjögren's syndrome 

and healthy controls in validation cohort. 

 Characteristics 
pSS HC 

N=14 N=12 

Age, years 62 (31-85) 35 (29-43) 

Female, % 92% 35% 

Disease duration, years 3.0 (0.2-20) . 

Ocular symptoms, % 57% . 

Oral symptoms, % 71% . 

Anti-SSA positivity, % 85% . 

Anti-SSB positivity, % 50% . 

IgG, mg/dL 
1373  

(979-2474) 
. 

IgA, mg/dL 
277  

(185-447) 
. 

IgM, mg/dL 
88.5  

(53-160) 
. 

Lymphocytic sialadenitis with focus score ≥1 28% . 

ESSDAI 2 (0-8) . 

Median and range of values are shown. 

ESSDAI, EULAR Sjögren's Syndrome Disease Activity Index: HC, healthy control: 

pSS, primary Sjögren's syndrome: SSA, Sjögren’s syndrome-related antigen A: SSB, 

anti-Sjögren’s syndrome-related antigen B 

 

 

 

 

 

 

 

 

 

 



Supplementary Table 3. Primers used in this study.   

Gene name Orientation Sequence of the primer (5' to 3') 

LINC00487 Forward AGGAGCCTGGCAACCATG  

 Reverse GATCCTCTGCCAGGAAACAG 

IFI44L Forward GCTTCTAGCAGACATCAGAG 

 Reverse GAATGTCATCCATGCACAG 

GAPDH Forward CTTTGGTATCGTGGAAGGACTC 

 Reverse GTAGAGGCAGGGATGATGTTC 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



Supplementary Table 4-18 and R script for WGCNA are deposited in figshare 

(https://figshare.com/articles/Supplementary_Table_4-14/11683959). 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

https://figshare.com/articles/Supplementary_Table_4-14/11683959


Supplementary Figure 1. Gating strategy 

The gating strategy is shown. To evaluate CD19+ B cells along two axes, CD19+ B cells 

were first divided from peripheral blood mononuclear cells (A). Then, we defined 

subsets of B cells as follows: Bm1 cells; CD38-IgD+, naïve B cells; CD38+IgD+, pre-

germinal centre (pre-GC) B cells; CD38highIgD+ and memory B cells; CD38±IgD- (B). 

.  

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



Supplementary Figure 2. Relative expression levels of LINC00487 in B cell subsets. 

GCB, germinal centre B cell: HC, healthy controls: pSS, primary Sjögren's syndrome. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



Supplementary Figure 3. Characteristics of LINC00487. 

 

(A) qPCR analysis of LINC00487 transcripts in the B cell lines after treatment with 

TNFα (above) and IFNγ (below). Cells were stimulated for 48 h. Results are 

represented as the mean ± standard deviation. (B) Comparison of the expression of 

LINC00487 using qPCR in primary human CD19+ B cells derived from patients with 

pSS divided by serum IgG levels (left) and lymphocyte count (right) in the validation 

cohort. The P-value was calculated using the Mann–Whitney test.  

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



Supplementary Figure 4. Weighted gene co-expression network analysis of B cell 

subsets of HCs. 

 

(A) Module expression in each B cell subset of HCs. The y-axis displays values of the 

module eigengene, and the x-axis displays each cell subset. (B) Associations of intra- 

and inter-modular hub genes in HCs. Node-colour corresponds to module-colour of 

HCs. The pink-coded edge represents the correlation, and the green-coded edge 

represents an inverse correlation. The width of the edge reflects the absolute weight of a 

correlation. GCB, germinal centre B cell. 



Supplementary Figure 5. Venn diagram of genes in module. 

 

Venn diagram showing number of genes in pSS module of blue (A), brown (B), grey 

(C), green (D), yellow (E) and turquoise (F) overlapping with HC modules. HC, healthy 

controls; pSS, primary Sjögren's syndrome. Venn diagram was created using 

InteractiVenn [Heberle, H., et al. BMC Bioinformatics 16:169 (2015).]. 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 

 



Supplementary Figure 6. Top five significantly enriched canonical pathways (left), 

upstream regulators (middle) and disease/functions (right) specific for pSS. The colour 

of each frame corresponds to module-colour. 

 

 

 

 

 

 

 

 

 

 

 

 

 

  


