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Abstract 

Oral mucosal disorders are common yet often underestimated complications in patients with 

epilepsy. Chronic neurological dysfunction, long-term antiepileptic drug therapy, and 

neuroimmune dysregulation significantly affect the structural and functional integrity of the 

oral mucosa. These factors contribute to persistent inflammatory changes, increased 

susceptibility to infections, delayed tissue regeneration, and frequent disease recurrence. 

Standard dental treatment approaches often fail to achieve sustained remission due to the 

multifactorial nature of the pathology. The present article analyzes the pathogenetic 

mechanisms underlying oral mucosal disorders in patients with epilepsy and evaluates 

comprehensive management strategies integrating dental, neurological, and immunological 

perspectives. Clinical outcomes demonstrate that a multidisciplinary, pathogenetically oriented 

approach improves mucosal healing, reduces recurrence rates, and enhances patients’ quality 

of life. 
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Introduction 

Epilepsy is one of the most prevalent chronic neurological disorders, affecting more than 50 

million people worldwide. Advances in pharmacotherapy have significantly improved seizure 

control; however, long-term antiepileptic drug (AED) use is associated with a wide range of 

systemic and local adverse effects. Among these, disorders of the oral mucosa represent a 

clinically relevant but frequently overlooked problem[1]. 

The oral mucosa is a highly specialized tissue that reflects systemic health and immune status. 

In patients with epilepsy, persistent neuronal dysfunction, medication-induced metabolic 

changes, and immune imbalance create unfavorable conditions for maintaining oral mucosal 

homeostasis. As a result, inflammatory, dystrophic, hyperplastic, and infectious lesions of the 

oral mucosa are commonly observed[2.3]. 

These lesions negatively impact nutritional intake, speech, social interaction, and overall 

quality of life. Moreover, recurrent oral inflammation may serve as a chronic source of 

systemic inflammatory burden. Despite their clinical significance, oral mucosal disorders in 
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epilepsy are often managed symptomatically, without consideration of underlying pathogenetic 

mechanisms. This highlights the need for comprehensive management strategies tailored to the 

specific pathophysiology of epilepsy. 

The aim of this article is to provide an integrated overview of pathogenetic factors contributing 

to oral mucosal disorders in patients with epilepsy and to assess the effectiveness of 

comprehensive management approaches. 

The pathogenesis of oral mucosal disorders in epilepsy is multifactorial and involves the 

interaction of neurological, pharmacological, immunological, and local factors. 

Neurogenic dysregulation plays a central role. Epileptic activity affects autonomic nervous 

system balance, leading to microcirculatory disturbances and impaired trophic regulation of 

oral tissues. Reduced blood flow and altered neuropeptide signaling compromise epithelial 

integrity and regenerative capacity. 

Long-term antiepileptic drug therapy further exacerbates these changes. Drugs such as 

phenytoin, valproates, and carbamazepine influence cellular metabolism, collagen synthesis, 

and epithelial turnover. Gingival overgrowth, mucosal atrophy, and xerostomia are well-

documented consequences of prolonged AED use. Decreased salivary flow reduces the 

protective functions of saliva, including buffering capacity and antimicrobial activity[5.6]. 

Neuroimmune dysregulation is another key factor. Patients with epilepsy often exhibit altered 

cytokine profiles, reduced local immune defense, and decreased secretory immunoglobulin A 

levels in saliva. This immunological imbalance promotes colonization by opportunistic 

microorganisms, particularly Candida species, leading to persistent mucosal infections. 

Local traumatic factors, including tongue and cheek biting during seizures, further contribute 

to mucosal damage and delayed healing. Together, these mechanisms create a chronic 

pathological environment that favors recurrent oral mucosal disease[8.9]. 

The clinical manifestations of oral mucosal disorders in patients with epilepsy are diverse and 

often coexist within the same individual. Common presentations include chronic inflammatory 

stomatitis, atrophic changes, erosive and ulcerative lesions, gingival hyperplasia, and fungal 

infections. 

Patients frequently report subjective symptoms such as dryness, burning sensations, pain 

during eating, altered taste perception, and discomfort during speech. Objective examination 

reveals epithelial thinning, erythema, hyperkeratotic patches, and areas of secondary infection. 

Importantly, the clinical course is often prolonged and relapsing. Lesions may show partial 

improvement with standard therapy but recur shortly after treatment cessation. This pattern 

underscores the inadequacy of purely local treatment approaches and the necessity of 

addressing systemic contributing factors. 

Effective management of oral mucosal disorders in patients with epilepsy requires a 

comprehensive and individualized approach. Treatment strategies should be based on 

pathogenetic mechanisms rather than isolated clinical symptoms. 

Local dental therapy remains an essential component and includes anti-inflammatory agents, 

antiseptic rinses, antifungal medications, and regenerative formulations to promote epithelial 

healing. However, these measures should be adapted to the patient’s neurological and 

immunological status. 
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Systemic considerations are equally important. Close collaboration with neurologists allows 

optimization of antiepileptic drug regimens and minimization of oral adverse effects where 

possible. In selected cases, adjunctive immunomodulatory support may be indicated to enhance 

local immune defense. 

Patient education and preventive strategies play a crucial role. Instruction in gentle oral hygiene 

techniques, avoidance of mucosal irritants, and regular dental monitoring contribute to long-

term disease control. The multidisciplinary nature of care ensures continuity and consistency 

of therapeutic interventions. 
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Clinical evaluation of patients managed with a comprehensive approach demonstrates 

significant improvement compared to conventional treatment alone. Reduction in 

inflammatory activity, enhanced mucosal integrity, and decreased frequency of infectious 

complications are consistently observed. 

Patients receiving integrated care show faster epithelial regeneration and longer remission 

periods. The incidence of recurrent candidiasis and erosive lesions decreases markedly, 

reflecting improved immune and microbial balance within the oral cavity. 

Beyond local effects, comprehensive management positively influences patients’ overall well-

being. Improved oral comfort facilitates adequate nutrition, reduces chronic pain, and enhances 

social functioning. These outcomes highlight the broader clinical significance of addressing 

oral health in epilepsy care. 

 

Discussion 

The findings presented in this article emphasize that oral mucosal disorders in epilepsy are not 

isolated dental conditions but manifestations of complex systemic dysfunction. The interaction 

between neurological activity, pharmacotherapy, immune regulation, and local factors 

necessitates a holistic treatment paradigm. 

Traditional symptom-oriented dental treatment fails to provide durable results because it does 

not address the underlying causes of disease persistence. In contrast, comprehensive 

management strategies offer a more effective and sustainable solution by targeting multiple 

pathogenetic pathways simultaneously. 

The success of this approach depends on interdisciplinary collaboration and individualized 

treatment planning. Incorporating oral health into the overall management of epilepsy 

represents an important step toward improving patient outcomes and quality of life. 

 

Conclusion 

Oral mucosal disorders in patients with epilepsy arise from a complex interplay of neurogenic, 

medicamentous, immunological, and local factors. These conditions are characterized by 

chronicity, frequent recurrence, and resistance to standard dental therapy. 

Comprehensive management strategies that integrate dental treatment with neurological and 

immunological considerations significantly improve clinical outcomes. Such approaches 

promote mucosal healing, reduce recurrence rates, and enhance patients’ quality of life. Future 

research should focus on developing standardized interdisciplinary protocols to optimize oral 

health care for individuals with epilepsy. 
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