


Case report 

Case report on oral lichen planus

 Abstract  
Lichen planus is a chronic mucocutaneous disease that is caused by the immune system and affects about 1.5–2% of the world's population. It primarily impacts women, particularly those over 50 years old. Lichen planus is thought to be an immune-mediated disease, even though the exact cause is still unknown. There are two types of lesions that can happen with lichen planus: mucosal and cutaneous.	Comment by srishti bhatia: Reference?	Comment by srishti bhatia: Add reference
The skin lesions of lichen planus are described by the “6 Ps” (purple, polygonal, planar, pruritic papules, and plaques) and are often accompanied by lacy white Wickham striae. The lesions primarily affect the inner wrists, forearms, ankles, and lower back, but can also occur as thickened patches on the shin or annular lesions on the genitalia.	Comment by srishti bhatia: Wickham’s striae	Comment by srishti bhatia: If an oral lesion can effect otherparts of the body, then give the appropriate reference
	Oral lichen planus (OLP) is a bilateral lesion, and the buccal mucosa is involved in about 90% of the cases. Other sites involved, in order of frequency, include the tongue, gingiva, alveolar ridge, lips, and rarely, the palate. 
This article describes a case of oral lichen planus in a 32-year-old female patient who reported to the Department of Oral Medicine and Radiology.
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corticosteroids,
 Introduction  
          Oral Lichen Planus is a chronic, T-cell-mediated autoimmune disease that affects the stratified squamous epithelium of the oral mucosa. It is marked by the presence of persistent inflammatory lesions that usually appear as bilateral, symmetrical white lacy patches (Wickham striae), red and swollen areas, or painful ulcers. It is most common in women in their fifth and sixth decades of life[3,4,5].Lichen planus (LP) is categorized according to several systems, which classify its varied manifestations according to the body site, clinical features, and ICD-10 coding systems. Mucosal disease, which may occur alone or in conjunction with cutaneous lesions, commonly involves the oral mucosa (oral lichen planus), genitalia, and esophagus(1,2). Appendageal disease is limited to the hair follicles (lichen planopilaris) and nails (nail lichen planus), which have the potential to result in scarring or tissue loss.	Comment by srishti bhatia: Add as suprascript
Morphologically, lichen planus is characterized by several different subtypes, which differ in intensity and appearance. The typical papular variant is often accompanied by the presence of Wickham striae, which are fine, lace-like white lines seen on the surface of the lesions(5,12). Apart from these main categories, some specific clinical syndromes are identified when LP manifests in particular patterns or in association with other diseases. Vulvovaginal-gingival syndrome is a particular severe variant that involves simultaneous desquamative lesions of the gums and female genitalia.other syndrome associated are Grinspan syndrome,Metabolic syndrome, Autoimmune disease.	Comment by srishti bhatia: Reference?
The etiology of OLP is complex and associated with genetic predisposition, systemic diseases, and hypersensitivity reaction.Genetic predisposition, infectious agents, systemic diseases, graft versus host disease (GVHD), drug reactions, vitamin deficiencies, and hypersensitivity to dental materials are all factors that can make someone more likely to get sick (6).Lichen planus is linked to various autoimmune disorders, such as lupus erythematosus, pemphigus, Sjögren’s syndrome, and autoimmune liver disease (7,8).An accurate diagnosis of OLP relies on the synthesis of clinical and histopathological evaluations .Common histopathological features include hyperkeratosis, acanthosis, degeneration of basal keratinocytes, and a band-like infiltrate of T lymphocytes (16, 17, 18).Direct immunofluorescence frequently functions as a critical diagnostic instrument to distinguish OLP from other autoimmune disorders.
Management focuses on alleviating symptoms and reducing inflammation, with topical corticosteroids serving as the primary therapy(1). For refractory cases, calcineurin inhibitors or laser ablation may be employed. Given the potential for malignant transformation, a multidisciplinary approach emphasizing long-term monitoring and patient education is essential for effective care.                
Case Report  
    A 32-year-old female patient reported to the Department of Oral Medicine and Radiology complaining of a persistent burning sensation in the oral cavity of one month's durationwith a persistent burning sensation in the oral cavity for 1 month. The discomfort was significantly aggravated by the consumption of spicy foodsThe consumption of spicy foods significantly aggravated the discomfort,and burning sensation, severely impacting her quality of life. The patient’s medical history was unremarkable, with no reported history of local trauma or tobacco use, though she disclosed experiencing substantial psychological stress—a known catalyst for the exacerbation of Oral Lichen Planus (OLP).         
Intraoral examination of soft tissue revealed a classic clinical presentation of bilateral lesions on the buccal mucosa,which was characterized by Wickham’s striae, appearing as grayish-white, lace-like elevated lines, interspersed with diffuse erythematous patches. This specific appearance indicated a mixed reticular-atrophic clinical subtype. The lesions exhibited an extensive linear distribution, anteriorly originating at the commissures of the lips and extending posteriorly along the entire length of the internal cheek to the retromolar trigone bilaterally; a similar lesion was also noted on the left lateral border of the tongue and ventral surface of the tongue. Upon palpation, the mucosal surface remained soft and delicate, and the white striations were confirmed to be non-scrappable, and non tender.
[image: ]
Figure 1:Lesion present on buccal mucosa,irregular erythematous patch with greyish white appearance,extending anteriorly 4 cm away from the commisure commissure of the lips and and posteriorly till the retromolar pad
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Figure 2:Lesion involving the lateral border of the tongue and buccal mucosa,,diffuse erythematous patch, greyish white with wrinkled appearance.
[image: ]
Figure 3:Lateral border and ventral surface of the tongue involved, greyish white interlinked patches

Examination of the hard tissues shows that the 47 is restored and there is supragingival calculus all over the teeth region.Provisional diagnosis of the lesion was oral lichen planus, considering the clinical presentation and history given by the patient. Though Leukoplakia was also a differential diagnosis, the pathognomonic symmetry and lace pattern made it possible to make a clinical diagnosis of OLP.Other differential diagnoses include secondary syphilis and Grapht versus host disease(GVHD). After a systemic workup revealed normal haematological values, the patient was conservatively managed. Management included relieving the burning sensation and decrease indecreasing the size of the lesion by topical steroids and stress management counseling. In the absence of histopathological diagnosis, a protocol for strict clinical followup follow-up was developed to monitor the lesions for any changes in morphology or the rare event of malignant transformation.
The patient learned about and was motivated to follow a good plaque and denture control plan that included brushing three times a day with a soft brush and toothpaste and rinsing twice a day with alcohol-free chlorhexidine for two weeks.The patient was told not to eat spicy foods while her lichen planus was active and to use topical corticosteroid cream with 0.1 percent triamcinolone acetonide (Kenacort with systemic steroids) for three weeks.At first, she was being checked on every week.	Comment by srishti bhatia: Add company name
Given the symptomatic atrophic-reticular presentation, topical corticosteroid therapy was initiated as the first-line treatment. The patient was prescribed 0.1% Triamcinolone acetonide in an adhesive dental paste (such as Kenalog in Orabase), to be applied thinly to the affected areas three times daily after meals. This vehicle is specifically designed to adhere to moist oral mucosa, ensuring prolonged contact with the lesions. To prevent secondary Oral Candidiasis—a common side effect of local steroid use—the patient was advised to rinse her mouth thoroughly and was monitored for any white, scrappable coatings. For immediate symptomatic relief during meals, a topical anesthetic like 2% Viscous Lidocaine was recommended for use as needed.   
Upon clinical follow-up at the two-week interval, the patient reported a significant reduction in the burning sensation, and a visual inspection confirmed a marked regression of the inflammatory components and a decrease in the overall extent of the lesions.
At 2nd week follow up reveals marked reduction in appearance of the lesion (Figure 4).
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Figure 4:  Reduction of the lesion 


Discussion:
       Lichen planus (LP) is a T-cell-mediated inflammatory condition, which appears on the skin as the characteristic "6 Ps": purple, polygonal, planar, pruritic papules, and plaques, often characterized by a fine, lacy network of white lines called Wickham striae. Lichen planus typically occurs on the flexor surfaces of the body, particularly the inner wrists and forearms, as well as the dorsal hands and lower back. It also tends to occur on the lower legs and ankles, where it may appear as thick, scaly hypertrophic lesions on the shins. Moreover, it also tends to involve the genitalia, where it appears as annular lesions on the glans penis in males or on the vulva and vagina in females(23).Cutaneous lesions are usually self-limiting and resolve spontaneously within two years, but oral lichen planus (OLP) is a chronic condition that persists for decades, either as asymptomatic reticular lesions or as painful, erosive ulcers on the buccal mucosa(12).Epidemiologically, LP tends to affect the middle-aged and elderly; although the mean age of onset ranges between 30 and 70 years, the data shows that the standardized prevalence peaks in the 70-79 years age group.The condition also shows a marked female preponderance, especially in its oral form, and is remarkably rare in children, constituting less than 5% of all cases.Oral Lichen Planus (OLP) is a chronic inflammatory disease that may present either as a standalone condition or in association with cutaneous lichen planus. In the current case, the patient had oral lesions alone without any cutaneous lesions. This is not an unusual presentation, as cutaneous lesions are seen in only 15% of patients with OLP. Globally, the prevalence of OLP has been estimated to affect 1-2% of the population. The condition also shows a marked female predominance, with a male to female ratio of 1:2, especially in middle-aged patients. The current patient, however, was in her third decade of life, which is consistent with the usual age of presentation of OLP.Several factors have been proposed as possible contributors to the development of lichen planus, including genetic predisposition, medication use, autoimmune disorders, immunodeficiency, psychological stress, systemic conditions like diabetes and hypertension, malignant neoplasms, and gastrointestinal diseases[21].Some Koebnerizing causes have been recognized in the pathogenesis or worsening of oral lichen planus (OLP), such as dental materials, infections like human papillomavirus (HPV), food allergies, habitual habits like lip biting, and mechanical irritation like that caused by sharp cusp. In the present case, the palatal lesion was probably induced by chronic irritation from an old denture(11).
The most commonly affected areas of the oral cavity, in order of frequency, are the buccal mucosa, lips, gingiva, floor of the mouth, and palate(16). The lesions are usually bilateral and symmetric. They may occur in one or more of six forms: reticular, papular, plaque-like, erosive, atrophic, and bullous. Of these, the buccal mucosa, tongue, and gingiva are the most commonly affected.
Histopathological changes include shaggy or fibrillar band of fibrinogen deposited along the basement membrane zone. This, although not specific for lichen planus, is a very important diagnostic feature. Moreover, positive staining for immunoglobulins (IgM, IgG) and complement component 3 (C3) was noted in a granular or "globular" pattern within the colloid bodies (Civatte bodies) in the superficial lamina propria. These features, taken together with clinical features and routine histopathology, are very specific for oral lichen planusHistopathological examination of the biopsy sample taken from the alveolar mucosa revealed epithelial ulceration, with focal hyperkeratosis, wedge-shaped hypergranulosis, irregular acanthosis, and degeneration of basal keratinocytes. A dense, band-like subepithelial infiltrate, predominantly composed of lymphocytes, was also evident. These changes were diagnostic of oral lichen planus(2).
Management of lichen planus involves the regulation of the immune-mediated inflammatory response. Topical corticosteroids are considered the gold standard for the treatment of lichen planus, while calcineurin inhibitors such as tacrolimus are considered effective alternatives. In the case of systemic or resistant lichen planus, phototherapy and systemic immunosuppressive agents are used to induce clinical remission and prevent malignant transformation.
 Conclusion: 
Oral lichen planus most commonly affects the buccal mucosa and gingiva in its classical presentation. However, this case underscores an atypical distribution, involving the buccal mucosa, and lower anterior gingiva. Management typically begins with topical corticosteroids, either alone or in combination with other topical immunomodulatory agents, which are considered the first-line treatment for symptomatic relief in most patients. In more persistent or severe cases, the use of systemic therapy may be warranted. Additionally, identifying and eliminating potential triggering factors is crucial for achieving long-term disease control and preventing recurrence. 
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