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Therapeutic effect of NSAID on active inflammatory SI joint lesions in patients with early axial SpA
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*김화중1, 조현정2, 박성환1

Background/Aims: The purpose of the present study was to examine the ther-
apeutic effect of NSAIDs on active inflammatory lesions (bone marrow oedema 
[BMO]) in the sacroiliac(SI) joint in early axial spondyloarthritis (SpA). The aim was 
to propose optimal duration of treatment in initially diagnosed axial SpA patients 
with a good response to NSAIDs. Methods: We enrolled 19 patients with axial SpA 
who were initially diagnosed in our hospital, and prescribed full-dose NSAIDs for 12 
weeks. Twelve patients completed the 12-week protocol. We collected demographic, 
clinical, laboratory, and radiologic data at the time of enrolment and after 6 and 12 
weeks of NSAID treatment. Baseline, 6-week, and 12-week data were compared us-
ing the Friedman test. Results: The total SPondyloArthritis Research Consortium of 
Canada (SPARCC) score decreased significantly at 6 and 12 weeks (P value for 6 
weeks and 12 weeks, 0.001, 0.025, respectively). The SPARCC score was sig-
nificantly correlated with the ESR and CRP (P value for ESR and CRP, 0.041, 0.001, 
respectively). Univariate and multivariate regression analyses showed that the body 
mass index was significantly associated with changes in the SPARCC score. 
Conclusions: Active inflammation in the SIJ was significantly attenuated by 6 
weeks of full-dose NSAIDs. The SPARCC score was well-correlated with CRP and 
ESR. Therefore, at least 6 weeks of full-dose NSAIDs can decrease active SIJ lesions, 
and initial full-dose NSAIDs may prevent further structural damage as shown by re-
verting early radiologic change (BMO).
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PD-1 expression on Tfh and Tfr cells is a Disease Activity Marker in Sjögren’s Syndrome
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Background/Aims: Sjögren’s syndrome (SS) is a chronic, autoimmune disease characterized by lymphocytic infiltration of exocrine glands, resulting in 
glandular dysfunction and sicca symptoms. We examined follicular helper T (Tfh) and follicular regulatory T (Tfr) cell populations from peripheral blood 
of patients with SS, and investigated whether specific subsets of Tfh or Tfr cells were associated with disease activity or salivary gland inflammation in SS. 
Methods: Peripheral blood samples were obtained from patients with SS and healthy donors (HDs). Tfh and Tfr cell populations were determined from 
peripheral blood mononuclear cells by flow cytometry. Activated Tfh and Tfr cells were evaluated by Programmed cell death protein 1 (PD-1) and 
Inducible T-cell costimulator (ICOS) expression. Serum interleukin (IL)-21 levels were determined by Enzyme-Linked Immunosorbent Assay. Salivary 
gland inflammation was assessed by presence of focal lymphocytic sialadenitis and the number of foci. Results: Twenty-three patients with SS and 11 HDs 
were enrolled in this study. Tfh and Tfr cells were increased in patients with SS, but did not show statistical significance. The ratio of Tfr to Tfh cells was 
similar between SS patients and HD. Expression of PD-1 on blood Tfh and Tfr cells were significantly associated with disease activity assessed by EULAR 
SS Disease Activity Index (ESSDAI) (r=0.492, p=0.019 and r=0.451, p=0.034, respectively). However, ICOS expression on blood Tfh and Tfr cells were 
not associated with ESSDAI (r=-0.053, p=818 and r=0.147, p=0.522, respectively). PD-1 expression on Tfh and Tfr cells were significantly associated with 
serum IL-21 levels. CCR7loPD-1hi Tfh and CCR7loPD-1hi Tfr cell subsets seemed to correlate with focus score. Conclusions: Blood activated Tfh and 
Tfr cells, represented by intensity of PD-1 expression, are associated with disease activity of SS. PD-1 may be a therapeutic target in SS.


