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Abstract

Introduction: Self-medication with vitamin supplements carries underestimated toxicity risks. Excessive or prolonged vitamin B6 intake is known to induce sensory neuropathy, typically affecting the distal limbs. Observation: We report a 33-year-old woman with no relevant medical history who developed orofacial sensory neuropathy after seven weeks of daily intake of a multivitamin supplement containing 8.2 mg of vitamin B6 (Berocca®). She presented with paresthesia (numbness and tingling) localized to the right cheek and perioral region, with no motor involvement. Oral, dental, and radiological examinations were unremarkable. Plasma vitamin B6 was markedly elevated at 286 nmol/L (normal: 51–183 nmol/L). Supplement discontinuation led to complete symptom resolution and normalization of vitamin B6 levels (99 nmol/L) within one month, without evidence of a coasting effect. Conclusion: This case highlights a rare orofacial manifestation of B6 neurotoxicity, potentially involving disrupted GABAergic neurotransmission and pain signaling pathways. The atypical localization may delay diagnosis. Systematic nutritional assessment is warranted in patients presenting with unexplained paresthesia, and the public should be better informed of the risks associated with unsupervised vitamin supplementation.
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Introduction
Vitamin B6 consists of pyridoxine, pyridoxal (PDX), and pyridoxamine. Their metabolism leads to pyridoxal phosphate, an essential coenzyme in various biological reactions, particularly in the blood, skin, and neurons. It plays a fundamental role in heme biosynthesis, metabolism of amino acids, carbohydrates, and lipids. The daily requirement for an adult varies from 1.5 to 1.8 mg [1] and is generally met by a varied diet with common sources including poultry, fish, legumes, whole grains, potatoes, bananas, and certain vegetables [2]. The upper safe limit (USL) for vitamin B6, set by the European Food Safety Authority (EFSA) in 2023 based on a systematic assessment of the link between vitamin B6 and peripheral neuropathy, is 12 mg/day for adults [2]. However, the increasing use of vitamin supplements, often through self-medication, exposes people to the risk of overdose, particularly with over-the-counter formulas such as Berocca®, which contains 8.2 mg of vitamin B6 per tablet. Chronic overdose, although rare, causes peripheral neuropathies, sometimes severe, with a predominance of sensory symptoms [3]. This case illustrates a rare orofacial manifestation linked to hypervitaminosis B6 in the context of prolonged self-medication beyond the usual prescription.
Observation
A 33-year-old female patient in good general health consulted for neurosensory symptoms that appeared after taking Berocca® continuously for seven consecutive weeks.
The symptoms reported by the patient during the interview included paresthesia localized to the right side of the face, characterized by numbness and tingling sensations in the peri-oral and cheek regions, with no other sensory or motor impairment.
The extraoral clinical examination, performed by the oral surgeon, revealed slight hypoesthesia limited to the area described. The intraoral examination and radiological examinations (dental panoramic and computed tomography scan) showed no dental or bone abnormalities.
The biological assessment performed after consultation showed a significant increase in vitamin B6 levels to 286 nmol/L (normal range: 51–183 nmol/L).
Discontinuation of the supplement led to a gradual regression of symptoms with complete disappearance of paresthesia and normalization of plasma vitamin B6 levels to 99 nmol/L at 1-month follow-up (Fig. 1).
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Discussion
The neurological toxicity of vitamin B6 is well documented in the literature and mainly manifests as peripheral sensory neuropathies of the glove-and-stocking type, primarily affecting the distal extremities of the limbs. Clinical signs such as ataxia, coordination disorders, balance and proprioception disorders, and decreased tendon reflexes are frequently observed [4]. Orofacial involvement is much rarer, although it has been described in a few isolated cases [5,6]. The exact pathophysiology of vitamin B6-induced neurotoxicity remains incompletely understood, but available data suggest a preferential injury to sensory neurons, particularly within the dorsal root ganglia. Excess pyridoxine may disrupt intracellular vitamin B6 homeostasis through saturation of hepatic metabolic pathways and inhibition of PDX kinase, leading to altered GABAergic neurotransmission and subsequent sensory neuronal toxicity. This selective involvement of sensory pathways explains the predominance of paresthesia, sensory ataxia, and proprioceptive impairment, whereas motor function is usually preserved [7,8].
In addition, experimental and clinical studies suggest that vitamin B6 participates in the modulation of pain signaling, likely through its role in neurotransmitter balance and neuroinflammatory pathways, which may partly account for the emergence of neuropathic-type symptoms in the setting of vitamin B6 imbalance [1].
The toxicity threshold varies from person to person and depends in particular on the total dose, duration of exposure, and genetic predisposition [9]. In this case, the cumulative dosage greatly exceeded the recommended intake, explaining the onset of symptoms.
The rarity of orofacial locations may delay diagnosis, especially as these symptoms might be mistaken for dental, sinus, or central neurological etiologies. This case highlights the importance of systematically including plasma vitamin B6 measurement in the investigation of unexplained paresthesias in patients self-medicating for fatigue, even in the absence of prior medical history.
A recognized phenomenon in vitamin B6-induced neuropathy is the “coasting effect”, where neurological symptoms may continue to progress for 2–3 weeks after discontinuation of supplementation, despite normalization of plasma vitamin B6 levels [10]. This indicates a lag between toxin exposure and structural nerve damage, after which a slow and sometimes incomplete recovery can occur. In our case, the rapid resolution of symptoms within one month and biological normalization suggest a reversible toxic effect without a prominent coasting phenomenon. However, severe cases may result in sequelae or slow recovery [11], underscoring the importance of early diagnosis and intervention.
This case raises concerns about the trivialization of self-medicated vitamin supplements, often reputed to be harmless, and calls for reinforced clinical vigilance through systematic nutritional assessment in the presence of atypical paresthesia. Management should be adjusted to ensure patient awareness of the risks associated with prolonged and non-medicated supplement use.
Conclusion
Prolonged self-medication with vitamin B6 exposes to atypical neurological complications with sometimes misleading localization. This case of oro-facial neuropathy illustrates the importance of early clinical and biological investigation, the need for increased monitoring, and the necessity of better informing the public about potential risks related to nutritional supplements, even those available without prescription.
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Week 0:

Start of self-
medication with
Berroca at | tablet/day

Week 5:

Onset of right-sided oro-facial
paresthesia, with numbness,
tingling of the cheek and peri-
oral region

Week 7:

Oral medicine consultation,
intraoral examination and
dental imaging were normal
Blood test showed elevated
vitamin B6

Berroca was discontinued

One month follow-up:

*  Progressive symptom resolution

«  Complete disappearence of
paresthesia

«  Normalization of plasma vitamin B6
level to 99 nmol/L
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