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Summary 

Background: To measure the levels of T-cell subsets and
cytokines in the peripheral blood of patients with systemic
vascular inflammatory disease and to analyse the influence
of different clinical characteristics of systemic vascular
inflammatory disease patients on the levels of T-cell subsets
and cytokines in the peripheral blood.
Methods: The case group included 80 patients with systemic
vascular inflammatory disease who were diagnosed and trea -
ted at our hospital between January 2021 and December
2024. The control group consisted of 40 healthy volunteers
recruited from our hospital’s health assessment centre. The
proportions of helper T-cell (Th)1, Th17, and regulatory T-
cell (Treg) subsets in peripheral blood were analysed using
flow cytometry. Serum levels of cytokine, including inter-
leukin-2 (IL-2), interferon-g (IFN-g), tumour necrosis factor-a
(TNF-a), IL-4, IL-10, IL-17, and IL-6, were measured using
enzyme-linked immunosorbent assay (ELISA).
Results: Compared with the control group, the expression
levels of total T lymphoid subsets and CD8+ T and Th1 cells
in patients with systemic vascular inflammatory disease were
significantly higher, and there was no statistically significant
difference in Th, Th17, or Treg cell expression between the
groups (P>0.05). However, there were statistically significant
differences between the two groups [68.75 (54.23, 80.32)]
and [72.10 (62.23, 86.45)], [23.44 (12.89, 33.76)] and
[31.46 (20.13, 45.26)], [10.67 (8.23, 12.35)] and [10.26,
17.96 [25.39)], Z=-3.13, -4.54, -3.97 (all P values<0.05).
Compared with those in the control group, patients with sys-

Kratak sadr`aj

Uvod: Ispitivan je nivo subpopulacija T }elija i citokina u
perifernoj krvi pacijenata sa sistemskim vaskularnim zapa -
ljenskim oboljenjem, kao i analiza uticaja razli~itih klini~kih
karakteristika ovih pacijenata na nivoe T-}elijskih subpopu-
lacija i citokina u perifernoj krvi.
Metode: U grupi ispitanika je bilo 80 pacijenata sa sis-
temskim vaskularnim zapaljenskim oboljenjem koji su
dijagnostikovani i le~eni u na{oj ustanovi u periodu od
januara 2021. do decembra 2024. godine. Kontrolnu
grupu ~inilo je 40 zdravih dobrovoljaca iz centra za sis-
tematske preglede iste ustanove. Ekspresija subpopulaci-
ja T-pomo} ni~kih }elija (Th1, Th17) i regulatornih T
}elija (Treg) u perifernoj cirkulaciji odre|ivana je
proto~nom citometrijom. Nivoi citokina interleukina i
interferona-g (IFN-g) u serumu mereni su metodom imu-
noenzimskog testa (ELISA), uklju~uju}i TNF-a, IL-4, IL-
10, IL-17 i IL-6.
Rezultati: U pore|enju sa kontrolnom grupom, pacijenti sa
sistemskim vaskularnim zapaljenskim oboljenjem imali su
zna~ajno vi{e nivoe ukupnih T limfocitnih subpopulacija,
CD8+ T }elija i Th1 }elija, dok razlike u ekspresiji Th,
Th17 i Treg }elija nisu bile statisti~ki zna~ajne (P>0,05).
Me|utim, postojale su statisti~ki zna~ajne razlike izme|u
grupa [68,75 (54,23–80,32)] i [72,10 (62,23–86,45)],
[23,44 (12,89–33,76)] i [31,46 (20,13–45,26)], [10,67
(8,23–12,35)] i [10,26–17,96 (25,39)], Z=-3,13, -4,54,
-3,97 (sve P<0,05). Pacijenti su imali zna~ajno vi{e
serumske nivoe IL-17, IL-6, TNF-a, IL-4 i IFN-g, dok su
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Introduction

Systemic vascular inflammatory disease is a
chronic inflammatory disease with vasculitis as its
pathological basis and involves multiple systems, with
recurrent episodes. The damage mainly affects the
oral cavity, external genitalia, and eyes and can also
involve the visceral system. The different types of
damage to the visceral system can be classified into
vascular, neurological, gastrointestinal, etc. The aeti-
ology and pathogenesis of this damage remain
unclear. Early research revealed that a key factor in
the pathophysiology of systemic vascular inflammato-
ry disease is the helper T (Th)type 1 immunological
response (1). Research has revealed that Th17/regu-
latory T (regulatory T) cells are important for the
onset and progression of systemic vascular inflamma-
tory disease (1–4).

Systemic vascular inflammatory disease is a
complex, chronic inflammatory condition that affects
multiple systems and manifests as skin lesions, eye
inflammation, external genital ulcers, and mouth
ulcers (5). Although its aetiology has not yet been
fully clarified, many studies (6–8) have shown that
immune system abnormalities, primarily imbalances

in T lymphocytes, play important roles in its patho-
genesis. Research on peripheral blood cytokines and
T lymphocyte subsets has steadily increased in recent
years, suggesting their possible roles in the aetiology
and development of Behcet’s disease (9). Patients
with systemic vascular inflammatory disease have
aberrant peripheral blood T lymphocyte subset pro-
portions, with Th1 and Th17 cells considerably
increasing while regulatory T cells (Tregs) decline.
The increase in these cytokines is closely related to
disease activity. Domestic research also supports this
view, showing that certain cytokines, such as IL-23
and IL-12, are significantly elevated in patients with
systemic vascular inflammatory disease. In addition,
studies on gene polymorphisms have shown that cer-
tain mutations in immune-regulatory genes may
increase susceptibility to systemic vascular inflamma-
tory disease (10–12). However, the specific mecha-
nisms of action of T lymphocyte subsets and cytokines
in systemic vascular inflammatory disease remain
incompletely understood, and differences among
studies may be due to factors such as sample size,
detection techniques, and variations in patient back-
grounds (13). In addition, major challenges in clinical
practice remain in improving the diagnosis and treat-

temic vascular inflammatory disease had significantly higher
serum levels of IL-17, IL-6, TNF-a, IL-4, and IFN-g, whereas
their IL-10 levels were significantly lower. The differences
were statistically significant (Z=-4.32, -5.01, -8.18, -8.70, 
-3.48, and -8.30). The P values were all <0.05. Compared
with that in patients without related manifestations, IL-6
expression was noticeably higher in systemic vascular inflam-
matory disease patients with arthritic symptoms and those
with active systemic vascular inflammatory disease, and the
difference was statistically significant {pg/mL: [3.23 (2.98,
5.35)] compared with [10.51 (6.72, 23.21)], [6.32 (4.79,
8.93)] compared with [9.68 (6.97, 18.73)], Z=5.47, 8.76,
P values <0.05}. Compared with those in patients without
relevant clinical manifestations, TNF-a levels were signifi-
cantly higher in patients with arthritis, ocular, or digestive tract
manifestations, and in patients with active systemic vascular
inflammatory disease, whereas IFN-g levels were substantially
higher in systemic vascular inflammatory disease patients
with digestive system lesions. The differences were statistical-
ly significant {pg/mL: [7.74 (6.89, 10.19)] compared with
[39.84 (30.37, 50.61)], [6.12 (5.36, 9.89)] compared with
[31.35 (15.71, 30.46)], [6.49 (4.78, 10.21)] compared
with [19.89 (14.36, 36.21)]. [5.89 (4.61, 8.96)] than
[27.91 (15.32, 37.81)], [6.89 (5.43, 14.86)] than [26.79
(15.41, 31.56)], Z= 7.70, 6.84, 6.94, 9.47, 5.70, P values
<0.05}. However, there was no statistically significant differ-
ence in the expression levels of IL-4 and IL-17 between sys-
temic vascular inflammatory disease patients with and with-
out relevant clinical manifestations (P>0.05).
Conclusions: Patients with systemic vascular inflammatory
disease exhibit an imbalance of T lymphocyte subsets and
cytokines, and disease activity and clinical classification
may also involve such imbalances.

Keywords: systemic vascular inflammatory disease, clini-
cal features, T lymphocyte subsets, cytokine levels

nivoi IL-10 bili zna~ajno ni i (Z=-4,32, -5,01, -8,18, -8,70,
-3,48, -8,30; svi P <0,05). Kod pacijenata sa artriti~nim
simptomima i aktivnim oblikom bolesti, ekspresija IL-6 bila
je zna~ajno vi{a nego kod pacijenata bez tih manifestacija
{pg/mL: [3,23 (2,98–5,35)] prema [10,51 (6,72–23,21)],
[6,32 (4,79–8,93)] prema [9,68 (6,97–18,73)], Z=5,47,
8,76, P<0,05}. Nivoi TNF-a bili su zna~ajno vi{i kod pa -
cijenata sa artriti~nim, o~nim i gastrointestinalnim ma -
nifestacijama, kao i kod pacijenata sa aktivnom bole{}u,
dok su nivoi IFN-g bili povi{eni kod pacijenata sa gastroin-
testinalnim lezijama (Z=7,70, 6,84, 6,94, 9,47, 5,70, svi
P<0,05). Nije bilo zna~ajnih razlika u nivoima IL-4 i IL-17
izme|u pacijenata sa i bez odgovaraju}ih klini~kih mani-
festacija (P>0,05).
Zaklju~ak: Pacijenti sa sistemskim vaskularnim zapaljen-
skim oboljenjem pokazuju disbalans subpopulacija T lim-
focita i citokina. Aktivnost bolesti i klini~ka klasifikacija
mogu da budu povezane sa ovim imunolo{kim disba -
lansom.

Klju~ne re~i: sistemsko vaskularno zapaljensko obolje -
nje, klini~ke karakteristike, subpopulacije T limfocita, nivoi
citokina
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ment of systemic vascular inflammatory disease by
regulating these immune indicators.

This study explored the influence of various clin-
ical characteristics in patients with systemic vascular
inflammatory disease on peripheral blood T-cell sub-
sets and cytokine levels.

Materials and Methods

Research subjects

Fifty-nine male and 21 female systemic vascular
inflammatory disease patients were selected as
research participants from 80 systemic vascular
inflammatory disease patients hospitalised or
observed in our hospital’s outpatient department
between January 2021 and December 2024, and
whose data were complete. The average age was
32.34±14.21 years, the median age of onset was 31
years, and the average disease duration was
3.76±11.62 years. Twenty-eight males and twelve
females, with an average age of 34.25±15.32 years,
were chosen as the control group from among the 40
healthy examinees whose sex and age were matched
with the case group in our hospital’s health examina-
tion centre during the same period. This study has
been approved by the Human Medical Research
Ethics Committee (No. HKYS-2025-A0158).

Test reagents and equipment

A FACSCalibur flow cytometer (systemic vascu-
lar inflammatory disease Biosciences, USA), a CO2
cell culture incubator (Thermo Fisher, USA), a cen-
trifuge (Thermo Fisher, USA), an IFN-g-FITC- anti-
body (Ebioscience, USA), an IL-17 PE, a CD3 Percp,
a CD8-APC, the corresponding homolotype and cor-
responding membrane breakers, a PMA/TPA (PKC
activator) (Biyutan, China), an ionomycin (ENZO,
USA), and a Monensin (Ebioscience, USA) containing
10% fetal bovine serum 1640 medium for FCS and
an enzyme-linked immunosorbent assay (ELISA) kit
(Xinbosheng, Neobioscience, China) were used.

Flow cytometry detection Kit: systemic vascular
inflammatory disease Biosciences, item number sys-
temic vascular inflammatory disease 560882 (for
labelling T lymphocyte subsets). Composition:
Includes monoclonal antibodies such as CD3, CD4,
CD8, CD25, CD45RO, etc., suitable for flow cytome-
try analysis. Cytokine Detection Kit: eBioscience, cat-
alogue numbers BMS6002 (for ELISA detection of IL-
6) and BMS6003 (for ELISA detection of TNF-a).
This kit is suitable for quantitative analysis of IL-6 and
TNF-a levels in peripheral blood. Lymphocyte isola-
tion solution: Tsystemic vascular inflammatory disease
Sciences, catalogue number: Tsystemic vascular
inflammatory disease-105 (for isolation of peripheral
blood mononuclear cells). This isolation solution can

be used to efficiently isolate lymphocytes from periph-
eral blood. Flow cytometer: systemic vascular inflam-
matory disease Biosciences, model: systemic vascular
inflammatory disease LSRFortessa, for analysing the
fluorescence signals of T lymphocyte subsets. ELISA
instrument: BioTek, model: BioTek ELx808, used for
the detection and analysis of cytokine concentrations.

Laboratory testing methods

This study aims to analyse the correlation
between T lymphocyte subsets and cytokines in the
peripheral blood of patients with systemic vascular
inflammatory disease. The experiment was conduct-
ed using flow cytometry and enzyme-linked
immunosorbent assay (ELISA) for detection.

T lymphocyte subset detection

Flow cytometry uses fluorescently labelled anti-
bodies to identify specific T cell surface markers and
quantitatively analyses cell populations by laser excita-
tion of fluorescence. Peripheral blood samples were
collected from patients with systemic vascular inflam-
matory disease, and peripheral blood mononuclear
cells were isolated using the lymphocyte isolation
solution of Tsystemic vascular inflammatory disease
Sciences (Catalogue number: Tsystemic vascular
inflammatory disease-105). The cell suspension was
mixed with the relevant fluorescently labelled anti-
body and incubated at room temperature in the dark
for 30 minutes. Cell populations were detected by
flow cytometry, and the proportion of T lymphocyte
subsets was analysed.

Cytokine detection

Enzyme-linked immunosorbent assay (ELISA) is
based on antigen-antibody reactions. It uses enzyme-
labelled secondary antibodies for signal amplification
and quantitatively determines cytokine concentrations
by measuring substrate colouration. Add the periph-
eral plasma sample to the Wells of the ELISA plate.
Add the enzyme-labelled secondary antibody, incu-
bate at room temperature, then wash. Add the sub-
strate solution, incubate, and then measure the
absorbance using an ELISA instrument to calculate
the cytokine concentration.

Detection methods

Peripheral venous blood was collected from sys-
temic vascular inflammatory disease patients on an
empty stomach in the morning (2 mL for heparin
anticoagulant tubes and 2 mL for procoagulant
tubes). Heparin-treated cells were subjected to flow
cytometry within 4 hours, and Th1 (CD3+CD4+
IFN-g+), Th17 (CD3+CD4+IL17+), and Treg



(CD4+CD25+Foxp3+) cells were detected within
10 hours. One of the procoagulant blood tubes was
used to separate the serum, which was aliquoted and
frozen at -80 °C for future use. The levels of the
cytokines IFN-g, IL-4, IL-10, IL-17, IL-6 and TNF-a
were determined via ELISA. Wuhan Antujie
Biotechnology Co., Ltd, carried out detection.

Statistical analysis

SPSS 21.0 software was used to perform the
statistical analysis. When the distribution was nonnor-
mal and the variance was homogeneous, the median
and interquartile range (M(Q1, Q3)) were used to
express the data. For group comparisons, the
Wilcoxon rank-sum test was used.

Results

General clinical data of systemic vascular inflam-
matory disease patients

All 80 patients with systemic vascular inflamma-
tory disease had recurrent oral ulcers (100%). Fifty-
five patients had genital ulcers (68.75%). Fifty-one
patients (63.75%) had skin lesions, presenting as ery-
thema nodosum and pseudofolliculitis. 13 patients
(16.25%) had positive acupuncture reactions. There
were 27 cases (33.75%) of ophthalmia, all of which
were uveitis. There were 33 cases (41.25%) with
digestive system lesions, including multiple ulcers in
the gastrointestinal tract. There were 25 cases
(31.25%) of circulatory system lesions, 19 cases
(23.75%) of neurological lesions, and arthritis/
arthralgia in 39 cases (48.75%). Among them, 48
patients were in the active stage of the disease, and
32 patients were in the stable stage when the samples
were collected.

Comparison of lymphocyte subsets between sys-
temic vascular inflammatory disease patients
and controls

The total number of T lymphoid subsets and the
percentages of CD8+ T and Th1 cells in systemic
vascular inflammatory disease patients were signifi-
cantly greater (P<0.05), whereas there were no sta-
tistically significant differences in the numbers of Th,
Th17 or Treg cells between the groups (P>0.05)
(Table I, Figure 1).

Comparison of cytokine expression levels
between systemic vascular inflammatory disease
patients and the control group

Serum IL-17, IL-6, TNF-a, IL-4, and IFN-g
expression levels were considerably higher in systemic
vascular inflammatory disease patients than in control
patients. In contrast, the amount of IL-10 was consid-
erably reduced. Table II shows that the differences
were statistically significant (P<0.05).

Comparison of the expression levels of IL-6 and
IL-10 in systemic vascular inflammatory disease
patients with different clinical manifestations

Compared with that in systemic vascular inflam-
matory disease patients without arthritis manifesta-
tions, the serum IL-6 level in patients with arthritis
manifestations was significantly higher. Compared
with that in patients with stable systemic vascular
inflammatory disease, the expression level of IL-6 in
patients with active systemic vascular inflammatory
disease was significantly greater (P<0.05) (Table III).
However, there was no statistically significant differ-
ence in IL-10 levels between patients with systemic
vascular inflammatory disease without relevant clini-
cal manifestations and those with relevant clinical
manifestations (P>0.05).

J Med Biochem 2026; 45 (5) 991

Table I Comparison of lymphocyte subsets between systemic vascular inflammatory disease patients and the control group.

Project Systemic vascular inflammatory 
disease group (80 cases)

Control group 
(40 cases) Z value P value

T (CD3+) (%) 72.10 (62.23, 86.45) 68.75 (54.23, 80.32) -3.13 <0.05

Th (CD3+CD4+) (%) 35.81 (23.63, 47.82) 34.56 (20.37, 45.69) 1.54 >0.05

Ts (CD3+CD8+) (%) 31.46 (20.13, 45.26) 23.44 (12.89, 33.76) -4.54 <0.05

Th1 (CD3+CD4+IFN-g+) (%) 17.96 (10.26, 25.39) 10.67 (8.23, 12.35) -3.97 <0.05

Th17 (CD3+CD4+IL17+) (%) 5.88 (3.34, 12,21) 3.81 (2.83, 4.67) -1.91 >0.05

Treg (CD4+CD25+Foxp3+) (%) 0.21 (0.04, 2.21) 0.08(0.02,1.56) 1.02 >0.05
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Figure 1 Flow cytometry detection of lymphocyte subsets in BD patients.
A. Flow cytometry of T lymphocyte subsets; B. Flow cytometry of Th17 and Th1 cells; C. Flow cytometry of Treg cells.

Table II Comparison of cytokine expression levels between systemic vascular inflammatory disease patients and the control group.

Cytokine Systemic vascular inflammatory 
disease group (80 cases) Control group (40 cases) Z value P value

IFN-g (pg/mL) 8.80 (4.30, 20.45) 4.78 (3.55, 7.50) -3.48 <0.05

TNF-a (pg/mL) 12.13 (10.60, 17.24) 4.12 (1.95, 6.60) -8.18 <0.001

IL-6 (pg/mL) 4.74 (3.59, 12.59) 3.20 (1.86, 4.41) -5.01 <0.05

IL4 (pg/mL) 4.28 (3.50, 5.22) 1.07 (1.03, 1.12) -8.70 <0.001

IL-10 (pg/mL) 0.55 (0.42, 0.76) 1.63 (1.33, 2.46) -8.30 <0.001

IL-17 (pg/mL) 20.11 (10.31, 45.05) 8.59 (5.82, 13.38) -4.32 <0.05



Comparison of TNF-a and IFN-g expression lev-
els in systemic vascular inflammatory disease
patients with different clinical manifestations

Compared with those in patients without rele-
vant clinical manifestations, TNF-a expression levels
in systemic vascular inflammatory disease patients
with arthritic, ocular, or digestive tract manifestations
were significantly higher, whereas IFN-g expression

levels in systemic vascular inflammatory disease
patients with digestive system lesions were substan-
tially higher. The differences were statistically signifi-
cant (Tables IV and V). However, there was no statis-
tically significant difference in the expression levels of
IL-4 and IL-17 between systemic vascular inflamma-
tory disease patients with and without relevant clinical
manifestations (P>0.05).
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Table III Comparison of L-6 expression levels in systemic vascular inflammatory disease patients with different clinical manifes-
tations.

Clinical features Number 
of cases

IL6 (pg/mL)
Z value P value

Have relevant 
manifestations

No relevant 
manifestations

Oral ulcer 80 4.74 (3.59, 12.59) - - -

Vulvar ulcer 55 3.92 (3.13, 7.89) 5.63 (4.78, 13.63) 1.18 >0.05

Skin manifestations 51 4.21 (3.67, 9.06) 6.93 (5.47, 15.04) 1.49 >0.05

Arthritis 39 10.51 (6.72, 23.21) 3.23 (2.98, 5.35) 5.47 <0.05

Ophthalmia 27 4.32 (3.91, 9.28) 7.37 (5.52, 16.24) 1.92 >0.05

Lesions of the digestive system 33 5.69 (4.78, 10.53) 4.28 (3.68, 7.32) 1.62 >0.05

Circulatory system lesions 25 5.38 (4.69, 7.34) 4.78 (3.86, 7.39) 1.50 >0.05

Neurological disorders 19 5.24 (4.93, 7.21) 4.89 (3.95, 8.03) 0.97 >0.05

Disease activity 48 9.68 (6.97, 18.73) 6.32 (4.79, 8.93) 8.76 <0.05

Table IV TNF-a levels in systemic vascular inflammatory disease patients with different clinical manifestations.

Clinical features Number 
of cases

TNF-a (pg/mL)

Z value P value
Have relevant 
manifestations

No relevant 
manifestations

Oral ulcer 80 12.13 (10.60, 17.24) - - -

Vulvar ulcer 55 16.63 (13.48, 20.78) 8.91 (7.63,12.39) 1.55 >0.05

Skin manifestations 51 17.68 (17.89, 23.65) 9.96 (8.89, 12.81) 1.48 >0.05

Arthritis 39 39.84 (30.37, 50.61) 7.74 (6.89, 10.19) 7.70 <0.05

Ophthalmia 27 31.35 (15.71,30.46) 6.12 (5.36, 9.89) 6.84 <0.05

Lesions of the digestive system 33 19.89 (14.36, 36.21) 6.49 (4.78, 10.21) 6.94 <0.05

Circulatory system lesions 25 16.67 (12.14, 20.21) 9.86 (7.67, 10.37) 1.76 >0.05

Neurological disorders 19 15.78 (10.63, 17.46) 10.56 (8,75, 11.34) 1.65 >0.05

Disease activity 48 27.91 (15.32, 37.81) 5.89 (4.61, 8.96) 9.47 <0.05
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Discussion

Systemic vascular inflammatory disease is a
chronic inflammatory illness that can affect multiple
systems, including the gastrointestinal tract, blood
vessels, and the central nervous system (14–16). The
pathogenesis of systemic vascular inflammatory dis-
ease is complex, and T lymphocytes and related
cytokines play important roles in its pathogenesis
(17). Early studies revealed that the Th1 immune
response is involved in the pathogenesis of systemic
vascular inflammatory disease. Th1-related cytokines,
such as IFN-g and TNF-a, are significantly elevated in
patients with systemic vascular inflammatory disease
(18). Research has shown that Th17 cell levels in
patients with systemic vascular inflammatory disease
are elevated considerably (19). Compared with the
normal control group and the stationary systemic vas-
cular inflammatory disease group, patients with active
systemic vascular inflammatory disease had higher
levels of CD4+CD25+ Tregs and higher levels of
Foxp3 mRNA expression (20–22). Although the
Th17 and Treg cell levels in the systemic vascular
inflammatory disease patient group were higher than
those in the normal control group, the difference was
not statistically significant. One possible explanation
is that the study included fewer patients.

A study (23) on IL-17, IL-10, IL-6, and IFN-g in
patients with systemic vascular inflammatory disease
revealed that IL-17 and IL-6 were expressed at high
levels, whereas IL-10 was expressed at low levels. Our
experimental results revealed that the levels of IL-4,
IL-17, IL-6, TNF-a and IFN-g in the case group were
significantly greater than those in the normal control
group, whereas the level of IL-10 decreased signifi-
cantly, which was basically consistent with reports in

the abovementioned literature. IL-6 is a multifunc-
tional proinflammatory factor that regulates immune
responses and is elevated in various immune and
inflammatory diseases (24). According to preliminary
research, Tregs mediate their immunosuppressive
activity throughout the pathophysiology of systemic
vascular inflammatory disease by utilising immuno-
suppressive substances and by affecting the secreted
products of these cells (such as Th1 cells). Th17 cells
(macrophages) have both negative and positive feed-
back effects. IL-4 is a cytokine related to Th2 cells
(25–28). Compared with the control group, IL-6 and
IL-4 expression were significantly increased in
patients with systemic vascular inflammatory disease,
whereas IL-10 expression was significantly decreased.
The expression level of IL-10 in patients with systemic
vascular inflammatory disease was decreased consid-
erably, suggesting that IL-10, a negative inflammato-
ry factor, can inhibit the body’s immune response.

Currently, relatively few reports on lymphocyte
subsets and cytokines in patients with systemic vascu-
lar inflammatory disease exist, and the results are not
entirely consistent. The reason may be differences in
the pathogenesis of systemic vascular inflammatory
disease and the complex, diverse clinical phenotypes
(29). Our research revealed that serum IL-6 levels
were significantly elevated in patients with systemic
vascular inflammatory disease in the active stage and
with arthritis manifestations. Tocilizumab (TCZ), a
humanised IL-6 inhibitor, has achieved specific thera-
peutic effects. Studies (30–32) have shown that the
serum level of IL-10 in patients with systemic vascular
inflammatory disease is positively correlated with ocu-
lar manifestations, whereas the serum level of IFN-g is
negatively correlated with ocular manifestations (33).
The immune response in these patients is believed to

Table V Comparison of IFN-y expression levels in systemic vascular inflammatory disease patients with different clinical manifes-
tations.

Clinical features Number 
of cases

IFN-g (pg/mL) Z value P value

Have relevant 
manifestations

No relevant 
manifestations

Oral ulcer 80 8.80 (4.30, 20.45) - - -

Vulvar ulcer 55 9.64 (5.43, 15.89) 8.89 (5.14, 16.68) 1.82 >0.05

Skin manifestations 51 9.23 (4.65, 20.36) 8.95 (3.98, 18.23) 1.68 >0.05

Arthritis 39 10.98 (5.67, 21.86) 7.23 (4.32, 19.73) 1.91 >0.05

Ophthalmia 27 10.35 (4.67, 17.35) 7.37 (4.32, 19.01) 1.87 >0.05

Lesions of the digestive system 33 26.79 (15.41, 31.56) 6.89 (5.43, 14.86) 5.68 <0.05

Circulatory system lesions 25 9.01 (4.89, 21.87) 7.86 (3.67, 16.92) 1.76 >0.05

Neurological disorders 19 10.86 (5.03, 23.47) 8.92 (4.01, 17.65) 1.87 >0.05
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