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[Abstract] Objective This study aimed to explore the genetic polymorphisms of the Toll-like receptor (TLR) and inter-
leukin (IL)-17 genes and their correlation with oral lichen planus (OLP). Methods DNA extracted from the peripheral
blood of patients in the case (OLP group) and control (non-OLP population) groups were selected as the research subjects.
Seven single nucleotide polymorphisms were attempted in our study, namely, rs5743312 in TLR3, rs121917864 in TLR2,
and five others (rs4711998, rs3819024, rs8193036, rs3748067, and rs17878530) in IL-17A. High resolution melting curve
analysis was used to detect the gene polymorphism of PCR products in peripheral blood cells and compared with DNA se-
quencing. The correlation between polymorphic sites and the occurrence of OLP was statistically analyzed. Results We

found that rs5743312 (TLR3) and rs3819024 (IL-17A)

(W& H #A] 2023-04-07; [f&[E HHEA] 2023-10-09 had a statistically significant association with OLP (P<
[(BELTB] V4 LMW E (202103021223235) 0.05). The remaining five SNPs cannot be tested for asso-
MEE®I/T] 485, ml#$Z, 1L, Email: lraner@163.com ciation with OLP. Conclusion rs5743312 (TLR3) and rs-

[EEEE] H%7F, FALEM, it, Email: gxj19722003@163.com 3819024 (IL-17A) may contribute to the initiation of OLP.
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Fig 1 Curves of high resolution melting analysis
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