


Case report 
HERPES ZOSTER INVOLVING THE HARD PALATE – A CASE REPORT


ABSTRACT:
Herpes zoster of the oral cavity is a rare manifestation, typically presenting with unilateral painful ulcerations confined to the affected dermatome. Effective antiviral therapies and vaccines are available for both varicella and herpes zoster, significantly reducing disease severity and preventing Varicella-zoster virus (VZV) associated complications. This case report presents a rare instance of herpes zoster involving the hard palate in a middle-aged male patient, emphasising the importance of early diagnosis and prompt management of oral manifestations. A 40-year-old male presented with a five-day history of severe burning sensation on the left hard palate, preceded by mild intermittent fever and fatigue. Intraoral examination revealed multiple clustered shallow ulcers with irregular margins, strictly confined to the left side, with surrounding erythema and tenderness. The right palate and underlying bone were unaffected. A provisional diagnosis of oral herpes zoster was made. The patient was managed with oral acyclovir (400 mg three times daily), paracetamol (500 mg three times daily), and multivitamins for one week, along with advice on hydration. Complete resolution of lesions and associated symptoms was observed within seven days. This case emphasises the importance of early recognition and antiviral therapy in managing oral herpes zoster to ensure rapid symptom relief and prevent complications.
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INTRODUCTION:
Herpesviruses are among the most widespread viral families in humans, with eight species known to infect humans and cause clinical manifestations varying from mild mucocutaneous lesions to life-threatening disease in immunocompromised hosts.[1] Herpesviruses are double-stranded DNA viruses with distinct morphological features and are among the largest and most complex viruses. [13] Varicella-zoster virus (VZV), also known as human herpesvirus-3, is a ubiquitous, double-stranded DNA alpha herpesvirus and the etiologic agent of both primary varicella (chickenpox) and herpes zoster (shingles). Herpes zoster signifies the reactivation of latent VZV infection, occurring in around 20% of healthy adults and 50% of immunocompromised individuals, with considerable morbidity and mortality. [14,16] Primary infection with VZV results in varicella, a usually benign disease of childhood characterised by fever and a pruritic vesicular rash. [15] Following primary infection, the virus establishes latency in sensory ganglia and may reactivate later in life as herpes zoster. Complications of herpes zoster can be severe and potentially life-threatening, particularly in immunocompromised individuals. VZV is a strictly human pathogen with no known animal reservoir and primarily infects T lymphocytes, epithelial cells, and neuronal ganglia. In recent years, herpes zoster reactivation has also been reported as a possible adverse event following COVID-19 vaccination. Effective antiviral therapies and vaccines are available for both varicella and herpes zoster, significantly reducing disease severity and preventing VZV-associated complications.[2][3] This case report presents a rare instance of herpes zoster involving the hard palate in a middle-aged male patient, emphasising the importance of early diagnosis and prompt management of oral manifestations.

CASE REPORT:
A 40-year-old male reported to the department of oral medicine and radiology with a chief complaint of severe burning sensation of the palate for five days. The patient was apparently normal before five days, after which he developed mild fever, which was intermittent and associated with fatigue and a burning sensation of the palate. The patient also complained of difficulty in eating due to pain and discomfort in the affected area. On intraoral examination, the left side of the hard palate reveals multiple clustered shallow ulcerations with irregular margins, strictly confined to the left side without crossing the midline (Figure 1). The surrounding palatal mucosa appears erythematous and inflamed. The right side of the palate appears normal. On palpation, the lesions are tender and painful, with a soft, non-indurated base and no palpable mass or thickening. Mild surrounding oedema is present, and palpation elicits a burning type of pain, while no bleeding is provoked. The underlying palatal bone feels normal and firm. Based on history and clinical features, a provisional diagnosis of herpes zoster was made. The patient was treated with acyclovir 400mg (three times a day), paracetamol 500mg (three times a day) and a multivitamin (once a day) for one week. The patient was also advised to maintain adequate hydration by taking plenty of fluids. Complete resolution of the palatal lesions and associated symptoms was observed within one week of treatment (Figure 2).
DISCUSSION:
VZV, also known as human herpesvirus 3, is a ubiquitous alphaherpesvirus with a double-stranded DNA genome.[3] Resolution of the initial infection leads to the development of VZV-specific memory T-cell–mediated immunity. However, this immune protection gradually wanes with time, and when it declines below a proposed “zoster threshold,” the risk of herpes zoster increases. Immunity to VZV may be reinforced either through exogenous boosting via re-exposure to varicella or endogenous boosting through subclinical reactivation of the latent virus. The average duration of immunity following varicella infection is approximately 20 years. Advancing age, psychological stress, immunocompromised states, and the use of immunosuppressive medications are recognised factors that contribute to viral reactivation. Therefore, assessment of HIV status is recommended in individuals presenting with herpes zoster.[4] Upon reactivation, the virus migrates along the affected sensory nerve, causing neuronal damage, reaches the corresponding dermatome, and results in the characteristic vesicular rash of herpes zoster.[5][6]
The clinical manifestations of herpes zoster progress through three distinct stages: the pre-eruptive, acute eruptive, and chronic phases.[7] The pre-eruptive phase is characterised by burning sensations or pain localised to the involved dermatome, typically appearing at least two days before the onset of cutaneous lesions. This stage may also be accompanied by non-cutaneous symptoms such as headache, general malaise, and photophobia. During the acute eruptive phase, multiple painful, umbilicated vesicles develop along the affected dermatome. These vesicles frequently rupture, leading to ulceration and subsequent crust formation. This phase represents the period of highest infectivity. The associated pain is often intense and poorly responsive to nonsteroidal anti-inflammatory drugs. The acute eruptive phase generally persists for 2–4 weeks, although pain may continue beyond lesion resolution. The chronic phase of herpes zoster is defined by persistent pain lasting longer than four weeks. Patients may experience dysesthesia, paresthesia, and intermittent electric shock–like sensations. This chronic pain can be debilitating and may persist for several months.[2]
Herpes zoster ophthalmicus (HZO) refers to reactivation of the varicella-zoster virus involving the ophthalmic division (V1) of the trigeminal nerve and constitutes an ophthalmic emergency. Ocular involvement occurs in approximately 50–85% of cases and commonly presents as conjunctivitis, uveitis, episcleritis, keratitis, or retinitis.[8][9] Less frequently reported manifestations include sterile iris abscess, oculomotor nerve palsy, superior orbital fissure syndrome, orbital apex syndrome, and isolated nonreactive mydriasis.[2] Ramsay Hunt syndrome is an uncommon variant of herpes zoster that results from involvement of the geniculate ganglion and the facial (seventh cranial) nerve, accounting for less than 1% of all herpes zoster cases. It is classically characterised by unilateral facial paralysis, severe otalgia, and painful vesicular eruptions affecting the auricle and/or the external auditory canal.[10]
Herpes zoster may lead to several complications, such as meningitis, retention syndrome, vasculitis, central nervous system involvement, acute colonic pseudo-obstruction (Ogilvie syndrome)[11], pseudohernia formation, keloid formation, erythema multiforme and the most common being postherpetic neuralgia. Postherpetic neuralgia (PHN) is a common complication of herpes zoster, characterised by severe and persistent pain. While pain associated with acute herpes zoster typically resolves within 2–4 weeks, PHN is defined by pain that continues beyond 4 or 9 weeks after rash onset. The exact mechanisms by which varicella-zoster virus induces acute pain and drives the progression to PHN remain poorly understood. Clinical features of PHN include mechanical allodynia and thermal hyperalgesia.[12] Other notable complications are recurrent herpes zoster, associations with occult malignancies, and varicella-zoster virus reactivation following COVID-19 infection or vaccination.[2]
CONCLUSION:
Herpes zoster involving the palate is an uncommon intraoral presentation that may pose a diagnostic challenge, particularly in the absence of cutaneous manifestations. Unilateral distribution not crossing the midline remains a key clinical feature suggestive of trigeminal nerve involvement. Early recognition and prompt initiation of antiviral therapy are essential to reduce disease severity, accelerate healing, and minimise complications such as post-herpetic neuralgia. This case highlights the importance of thorough intraoral examination and awareness of atypical presentations of herpes zoster in dental practice.
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Figure 1: Pre-treatment intraoral photograph showing multiple unilateral ulcerative lesions involving the hard palate on the affected side, not crossing the midline.
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Figure 2: Post-treatment intraoral photograph taken after completion of antiviral therapy, demonstrating significant resolution of ulcerative lesions of the palatal mucosa 
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