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[Abstract] Objective To investigate the levels of factors related to T helper 17 (Th17) cells and regulatory
T (Treg) cells, immunoglobulin A (IgA) , immunoglobulin G (IgG) , immunoglobulin M (IgM) , complement
3 (C3) and complement 4 (C4) in patients with oral lichen planus (OLP) , as well as their correlations with lesion
classifications. Methods A total of 94 OLP patients COLP group, including 50 cases of erosive type and 44 cases of
non-erosive type) treated at the Department of Oral Mucosal Diseases, School and Hospital of Stomatology of Hebei
Medical University from September 2021 to October 2022 and 88 healthy controls (control group) were enrolled.
Fifteen subjects were randomly selected from each group to detect the salivary levels of interleukin-17 (IL-17) ,

interleukin-23 (IL.-23) and transforming growth factor-g1 (TGF-B1). Peripheral venous blood samples were collected
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from all subjects. The levels of I.-17, 1L-23 and TGF- 1 were detected by enzyme-linked immunosorbent
assay (ELISA) , while the concentrations of immunoglobulins and complements were determined by
immunoturbidimetry. Spearman correlation analysis was performed to evaluate the association between each indicator
and OLP lesion classification. Results Compared with the control group, OLP patients showed significantly elevated
levels of IL.-17 and I1.-23 in saliva and serum, decreased serum TGF-1, increased serum IgA, IgG and C3, and
decreased serum IgM and C4, with significant differences (P<C0.05). Correlation analysis revealed a positive
correlation between I1.-23 and OLP lesion classification (P<Z0.05) , showing a stronger correlation with the erosive
type (r=0.830) than with the non-erosive type (r=0.765). C4 was negatively correlated with lesion classification (P<C

0.05) , showing a stronger correlation with the erosive type (r=-0.853) than with the non-erosive type (r=-0.826).
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Conclusion

Several cytokines and immune indicators are abnormal in OLP patients, and 1L.-23 and C4 levels are

closely related to OLP lesion classification, showing potential as biomarkers for assessing disease severity.
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Table 1 Comparison of Th17/Treg cell-related factor

levels in saliva between the two groups

(n=15,7 £s,ng/L)
28 5 1L-17 1L-23 TGF-81
OLPHAH 15.39+1.45 20.94+2.79 27.65+2.31
X FE 20 12.64+1.98 16.774+2.04 28.5941.96
IZiz 4.340 4.673 1.202
PH <20.001 <20.001 0.240
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Table2 Comparison of serum levels of Th17/Treg cell-

related factors between the two groups

(x +s,ng/L)
Hul B 1L-17 11.-23 TGF-1
OLPZl 94 22242+15.18 408.41+18.53  36.44+1.80
X4l 88 188.17+12.10  376.40+16.09  40.26+1.36
ol 16.884 12.407 16.071
PAH <0.001 <0.001 <0.001
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Table 3 Comparison of serum immunoglobulin levels

between the two groups

(7 +s,g/L)
A B IgA IgG IgM
OLP# 94 3.8440.16  18.25+£0.96  1.2070.12
it BE 21 88 3.2840.17  17.02£0.89  1.4870.12
i 22.893 8.969 15.731
P1H <£0.001 <0.001 <0.001
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Table 4 Comparison of serum complement C3 and C4

levels between the two groups

(F £s,g/L)
2 5 1% C3 C4
OLP4l 94 1.6240.07 0.80--0.06
Xt 1B 21 88 1.394:0.06 0.9540.07
tfH 23.725 15.552
P{H <<0.001 <<0.001
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Table 5 Correlation of IL-17, IL-23, and TGF-§1 levels

with lesion classification of OLP

. JBE R OLP 4E g2 8 OLP

Ef=R -
r{H P1{i r{H P
IL-17 0.513 0.131 0.651 0.424
1L-23 0.830 <0.001 0.765 0.032
TGF-B1 0.324 0.072 0.201 0.041
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Table 6 Correlation of IgA, IgG, IgM, C3 and C4 with

lesion classification of OLP

b g2 1 OLP i BE L4 A OLP
r {8 P {8 Py
IgA 0.419 0.062 0.221 0.734
IgG 0.310 0.051 0.346 0.082
IgM 0.201 0.320 0.289 0.256
C3 -0.736 0.721 -0.611 0.743
c4 -0.853 0.015 -0.826 0.023
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