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ABSTRACT Objective: To investigate the correlation of the serum Levels of Inflammatory Factors and the Distribution of Lympho-
cyte Subsets in the Peripheral Blood with the Severity of Primary Sjsgren's Syndrome (pSS). Methods: 105 patients with pSS admitted to
our hospital from January 2016 to August 2018 were enrolled for the study anddivided into new-onset group (n=51), relapse group (n=22)
and stable group (n=32) according to the course of disease, and 50 healthy adults who came to our hospital for physical examination dur-
ing the same period were selected as the control group. The serum levels of tumor necrosis factor-a (TNF-«), interleukin-1p3 (IL-18) and
interleukin-32 (IL-32) and the distribution of lymphocyte subsets in peripheral blood were compared among each group. Pearson correla-
tion analysis was performed to investigate the correlation between European League Against Rheumatism Sjogren's Syndrome Disease
Activity Index (ESSDALI) score of all patients with pSS and serum level of inflammatory factors, the distribution of lymphocyte subsets in
peripheral blood. Results: » Serum levels of TNF-a and IL-13: new-onset group, relapse group > stable group > control group. Serum
levels of IL-32: new-onset group, relapse group > control group, and relapse group > stable group. @ CD4"/CD8" ratio in peripheral
blood: new-onset group, relapse group, stable group > control group. Th1/Th2 ratio in peripheral blood: new-onset group, relapse group >
control group. Th17/Treg ratio in peripheral blood: new-onset group, relapse group, stable group > control group, and relapse group > sta-
ble group. There were no significant differences in the percentages of T lymphocyte, B lymphocyte and NK cell in peripheral blood a-
mong four groups (P>0.05). (3) Pearson correlation analysis result showed that ESSDALI score of all pSS patients were positively correlat-
ed with serum levels of TNF-q, IL-1B, IL-32 and Th17/Treg ratio in peripheral blood (r=0.271, 0.306, 0.251, 0.198, P<0.05). Conclu-
sions: Serum levels of TNF-a, IL-18, IL-32 and the ratios of CD47/CD8", Th1/Th2, Th17/Treg in the peripheral blood of patients with
pSS were significantly increased, and serum levels of TNF-q, IL-1B, IL-32 and Th17/Treg in the peripheral blood were positively corre-

lated with disease activity.
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Table 1 Comparison of the baseline data between the four groups

Groups Male[n(%)] Age
Primary group (n=51) 43(84.3) 56.6+ 11.3
Recurrence group (n=22) 18(81.8) 58.6x 9.5
Stable group (n=32) 26(81.3) 60.6x 10.6
Control group (n=50) 36(72.0) 59.3+ 12.0

x*/f value 2.568 1.693

P value 0.463 0.171

1.2 ik
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{ELo AT R4 A% 2 Haln) @ik Ay, EA 1o a2, ¥k [F)
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ESSDAT #5315 L1 4 AE K F7KF- A1 J5] L bk 4 200 S 3 A7
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Table 2 Comparison of the serum inflammatory factor levels between the four groups

Groups TNF-a

IL-1B IL-32

Primary group (n=51) 50.33+ 22.60®

Recurrence group (n=22) 52.21+ 25.01*

13.36+ 6.61* 131.62+ 29.13*

16.61+ 8.03* 145.05+ 31.36®

Stable group (n=32) 35.69+ 11.20° 8.09+ 3.96* 126.36% 28.16
Control group (n=50) 20.33% 8.26 1.02+ 0.39 118.29+ 25.30
F value 25.366 43.203 13.330
P value <0.001 <0.001 <0.001

Note: compared with control group, *P<0.05; compared with stable group group, *P<0.05; compared with recurrence group, “P<0.05.

2.2 MUZERFZTTER A SN E ik B 4 A TE 8 5 7 b3
VU 28 #F 58 X 42 14 4 JA 1fi. CD47/CD8™, Th1/Th2  Th17/Treg

2R > X IR Th 7/ Treg HfE - 1 A4 B A A T E
>R, BA R > Tl TOZRFAER R AYSME I T ik

FU AR e 22 SR it 2f o L (P<<0.05), BAIN 7, CD4*/CD8*
WAl ¥ &4 B k4 a4l > X IR 4 ; Th1/Th2 H(E - %) &

CLANAE B K AN NK A0 A Ao Fe g, 2253 B TEge it
B (P>0.05), PEILE 3.

3 MARTTITSRAISMNE ik B 20 AT B 5 AR I L
Table 3 Comparison of the distribution of lymphocyte subsets in the peripheral blood between the four groups

Groups T Lymphocyte (%) B lymphocyte (%) NK cell (%) CD4/CD8" Ratio Th1/Th2 Ratio Th17/Treg Ratio
Primary group (n=51) 71.16+ 8.85 11.93+ 4.69 1691+ 4.85 1.21£ 0.53° 5.55% 2.60° 0.25+ 0.13°
Recurrence group (n=22) 72.51% 9.89 11.29+ 4.33 16.20+ 4.63 1.31+ 0.60° 4.99+ 2.20° 0.30% 0.12*
Stable group (n=32) 70.03+ 10.12 12.58+ 5.12 17.39+ 5.22 1.38%+ 0.55* 5.96% 2.53 0.22%+ 0.11*
Control group (n=50) 68.33+ 8.06 13.36% 5.01 18.31+ 5.10 1.70%+ 0.63 6.86% 3.02 0.17+ 0.08
F value 2.027 1.603 1.333 3.533 3.005 3.900
P value 0.112 0.191 0.266 0.016 0.032 0.010

Note: compared with control group, *P<0.05; compared with stable group group, °P<0.05; compared with recurrence group, °P<0.05.

2.3 pSS £#EH ESSDAL 4 5 iiF R E R FKEFSMNE MM & Thl7/Treg HLIEHIE 3 1IEAHE(P<<0.05), 1fif ESSDAI #-4)
EE 40 A T B 43 7R RO AR oK M LA E M T Wk B 40 A B ik L 40 i NKC A0 A Y A b R
pSS &Y ESSDAI #4351 TNF-o IL-18 . IL-32 k3¢ CD4*/CD8" Th1/Th2 HAEIC BEAIFAIEP>005). FEWFK 4,3 5,

% 4 SS B&E M ESSDAI 43 5 i iE % iE B F 7K F A0 50 & itk B 40 A T 8% 53 75 O HE S M5 4

Table 4 Correlative analysis between ESSDAI score and serum inflammatory factors, distribution of peripheral blood lymphocyte subsets in SS patients

Groups TNF-a IL-18 IL-32 T Lymphocyte

r value 0.271 0.306 0.251 0.161

P value 0.005 0.002 0.010 0.101

x5 XS
Table 5 Ccorrelational analyse

Groups B lymphocyte NK cell CD4'/CD8" Ratio Th1/Th2 Ratio Th17/Treg Ratio
r value -0.120 -0.091 -0.166 -0.173 0.198
P value 0.223 0.356 0.091 0.078 0.043
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