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[Abstract] Oral lichen planus (OLP) is a chronic inflammatory disease occurring in the oral mucosa. Clinically, OLP

presents with various lesion morphologies, attributed to differences in host immune responses. T-helper 17 cells (Th17)
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are a crucial component of the cellular immune response, primarily functioning through the secretion of interleukin 17 (IL-17).
IL-17 plays a dual role in the oral mucosa: on one hand, it exerts a protective effect by promoting the recruitment of neu-
trophils driven by chemokines, enhancing the secretion of antimicrobial peptides, and strengthening the mucosal barrier;
on the other hand, it binds to target cells in the mucosal tissue, activating downstream inflammatory signaling pathways
such as nuclear factor kappa-B(NF-kB) and mitogen-activated protein kinase(MAPK), thereby initiating a pro-inflammato-
ry cascade. This process increases the secretion of pro-inflammatory factors and promotes the recruitment and activation
of immune cells, exacerbating inflammation. Current research extensively explores the correlation between the Th17/IL-17
axis and the pathogenesis and progression of OLP. This paper aims to review these developments to provide a research
foundation for further elucidating the immunological mechanisms of OLP. Literature review results indicate that upregula-
tion of Th17 and IL-17 in local lesion tissues and peripheral blood of OLP patients may be a key molecular event in the
development of OLP. Compared to non-erosive OLP, higher expression levels of Th17 and IL-17 in the tissues and blood
of patients with erosive OLP suggest a positive correlation between Th17/1L.-17 and disease severity. Clinical studies
demonstrate that targeted drugs against the Th17/IL-17 axis, by directly blocking IL-17 or inhibiting the production of
Th17 cells, can effectively improve mucosal damage in OLP patients, showcasing potential as a new target for immune
therapy. However, whether Th17 and IL-17 influence the pathogenesis of OLP by regulating the oral microbiome remains
unclear. In summary, the Th17/IL-17 axis holds potential value as a new target for the immune therapy of OLP, warranting
further in-depth research into its biological functions and signaling mechanisms within the inflammatory process of OLP.
[Key words] T-helper 17 cell; interleukin-17; cytokine; oral lichen planus; immune response; pathogenesis;
inflammation; oral microbiology; targeted therapy
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Under the influence of endogenous or exogenous antigens and the ad-
junct action of IL-23, CD4+ T cells differentiate into Th17 cells. Once
activated, Th17 cells secrete IL-17, which interacts with the IL-17 recep-
tors on the basal cells of the oral mucosal tissue. Activation of these re-
ceptors prompts epithelial cells to initiate a pro-inflammatory cascade,
enhancing the secretion of pro - inflammatory substances, chemokines,
and matrix metalloproteinases (MMPs), leading to tissue damage and in-
flammation in the oral mucosa. Chemokines and pro-inflammatory cyto-
kines derived from epithelial cells regulate various immune cells, includ-
ing T cells, macrophages, and monocytes. These cells are activated and
recruited to the site of inflammation, exacerbating the inflammatory re-
sponse. Additionally, immune cells also serve as direct targets of 1L-17,
being regulated by it. Current targeted therapeutics against the Th17/IL-
17 axis function by either directly blocking IL-17A or inhibiting the pro-
duction of Th17 cells (i.e., blocking IL-23). IL-23: interleukin-23; IL-17:
interleukin-17; Th17: T helper cell 17; IL-17R: interleukin-17 receptor;

CXCL: chemokine; I1L-6: interleukin-6; MMPs: matrix metalloproteinases

Figure 1 ~ Mechanisms and therapeutic targets of the Th17/IL-17 axis in oral lichen planus
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PR PG, A5 Th17 F1TL-17 2 75 38 1 1 A= 4
V&R OLP () & A R TR M AN IR . A Skit—2
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