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[Abstract] Oral lichen planus is one of the most common chronic inflammatory diseases of oral mucosa, which lacks
effective treatment in clinic. Finding and establishing an appropriate experimental model is of great significance for the
diagnosis and treatment of oral lichen planus. However, due to the unclear pathogenesis and mechanism, it is difficult to
establish an experimental model, which is one of the difficulties faced by stomatologists at present. Up to now, there is no
perfect animal model of oral lichen planus at home and abroad, while the related cell model has been mature. This article

reviews the current research progress of experimental models of oral lichen planus.
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