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ABSTRACT

Aim. The objective of this study is to present a rare
clinical case of herpes zoster—associated neuropathy of
the hard palate, resulting from involvement of the right
greater palatine nerve (n. palatinus major dextra) of the
maxillary nerve (n. maxillaris) following herpes zoster vi-
rus (HZV) infection. In addition, the report aims to review
the frequency, clinical characteristics, diagnostic ap-
proaches, and therapeutic strategies for both systemic and
oral manifestations of this condition.

Materials and Methods. We describe the case of a
female patient presenting with a unilateral, intensely pain-
ful vesicular eruption on the right side of the hard palate,
accompanied by malaise, fatigue, and pain affecting the
right half of the face, but without extraoral clinical signs.

Results. A review of the relevant literature indicates
that herpes zoster involving the maxillary nerve—and spe-
cifically limited to the greater palatine nerve—is relatively
uncommon and often presents with non-specific features.
Such manifestations may also occur in isolation, without
concurrent involvement of other anatomical regions.

Conclusion. Recognition of this rare clinical pres-
entation of herpes zoster affecting the oral cavity, and par-
ticularly the hard palate, is essential for accurate diagno-
sis and timely referral. Early detection enables the prompt
initiation of antiviral therapy, which can reduce viral rep-
lication and dissemination, mitigate sensory nerve dam-
age and pain, and prevent complications associated with
herpes zoster infection.

Keywords: herpes zoster, virus, hard palate, infec-
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INTRODUCTION

Herpes zoster is a viral disease caused by Human
Herpesvirus 3 (HHV-3), also known as the varicella-zoster
virus (VZV). This DNA virus belongs to the Herpesviridae
family [1]. The primary infection, which typically occurs
in childhood via airborne droplets, manifests as varicella
(chickenpox). It is characterized by a generalized pruritic
maculopapular rash that rapidly evolves into vesicular le-
sions, which subsequently rupture, forming painful ulcera-
tions and crusts. In addition to the rash, non-specific sys-
temic symptoms such as fever, malaise, fatigue, and ady-
namia are common. Following resolution of the primary
infection, VZV establishes latency in the dorsal root gan-
glia or the cranial nerve ganglia.

At a later stage in life, the virus may reactivate, pro-
ducing the secondary infection known as herpes zoster
(shingles). This condition presents with unilateral pain of
varying intensity in a circumscribed area of the body, and
is accompanied by a vesicular rash that rapidly progresses
to painful ulcerations [2]. When localized to the skin, the
affected region is referred to as a dermatome.

Although less common, reactivated VZV may
spread from the trigeminal ganglion along sensory
branches innervating the oral mucosa, resulting in trigemi-
nal neuralgia or neuropathy accompanied by a unilateral
vesicular eruption that evolves into ulcerations [3]. In
such cases, the palatal mucosa may be involved when the
virus reactivates in the pterygopalatine ganglion, which
gives rise to the greater palatine nerve (n. palatinus ma-
jor) and the lesser palatine nerves (nn. palatini minores).
The pterygopalatine ganglion, a parasympathetic struc-
ture located in the pterygopalatine fossa near the sphen-
opalatine foramen, receives preganglionic fibers from the
n. canalis pterygoidei, originating in the superior
salivatory nucleus (nucleus salivatorius superior) of the
facial nerve (n. facialis). It provides postganglionic fibers
that travel with branches of the maxillary nerve (n.
maxillaris) to supply the lacrimal, nasal, and palatine
glands.

The greater palatine nerve arises from the ptery-
gopalatine ganglion, passes through the greater palatine
foramen, and innervates the mucosa of nearly the entire
hard palate up to the level of the canine teeth, where it
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communicates with the nasopalatine nerve (n.
nasopalatinus). Its parasympathetic fibers, derived from
the facial nerve, regulate secretion of the palatal minor
salivary glands. The lesser palatine nerves pass through
their respective foramina to innervate the soft palate and
palatine tonsils.

Reactivation of VZV leading to herpes zoster may
be precipitated by multiple factors, including severe
stress, immunodeficiency, malnutrition, comorbidities,
and the use of immunosuppressive agents such as
corticosteroids or chemotherapeutic drugs. Age and gen-
der have also been implicated as risk factors. The incu-
bation period of herpes zoster is approximately two
weeks, with prodromal symptoms including fever, head-
ache, fatigue, and loss of appetite [4]. The pain associ-
ated with trigeminal neuralgia, often preceding the rash,
may persist long after the lesions resolve. This pain is
typically described as severe, resistant to conventional
analgesic therapy, and significantly impairs quality of life
[5].

Given that involvement of the greater palatine
nerve, a branch of the maxillary nerve, in herpes zoster is
a relatively rare and underrecognized manifestation in
dentistry, the present study reports a clinical case illus-
trating this presentation, with particular attention to the
clinical features and possible approaches for local man-
agement of the infection within the oral cavity.

CASE REPORT

A 47-year-old female patient sought dental care due
to the appearance of aphthae (canker sores) on the lower
lip, which resolved spontaneously without specific treat-
ment. Shortly thereafter, multiple new lesions—approxi-
mately 7-10 in number—developed on the right side of
the hard palate. These lesions were extremely painful and
interfered with both eating and speaking. The onset of the
palatal rash was accompanied by general weakness and
painful discomfort localized to the right half of the face.
The patient described the pain as severe, persistent, cut-
ting, and burning in character, exacerbated by contact
with the palate and by thermal stimuli. She denied fever
or other systemic symptoms. Her medical history was un-
remarkable, with no known comorbidities or regular medi-
cation use.

At home, the patient applied Eludril Extra® (0.2%
chlorhexidine) to the affected area, but without improve-
ment. On the third day after lesion onset, due to persist-
ing severe pain, she consulted a dentist. The affected area
was treated with Solcoseryl® Oromucosal Paste, which
provided partial but transient relief of local symptoms,
without improvement of the general condition. Extraoral
examination revealed no pathological changes on the
skin of the face or neck within the maxillofacial region.
Topical application of the drug- proteinized
hemodyalizate of bovine paste on the affected area of the
palate did not reduce the pain and the patient was referred
to a neurologist.

A subsequent neurological examination established
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the diagnosis of acute trigeminal postherpetic neuropa-
thy, with a vesicular rash on the right hard palate that had
evolved into small ulcerations. The distribution suggested
involvement of the greater palatine nerve (n. palatinus ma-
jor dextra), without evidence of other cranial nerve in-
volvement. The diagnosis was further confirmed serologi-
cally by elevated titers of IgM, IgG, and IgA antibodies
against herpes zoster virus, determined by laboratory
method- polymerase chaine reaction test (PSR). This
method is widely used for detecting viral DNA in blood
serum and can be used for both cutaneous and non- cuta-
neous manifestation [6].

The patient was prescribed systemic therapy con-
sisting of Oral Acyclovir 500 mg, Linefor® 50 mg, and
Tramadol Combo®, administered for 10—14 days. Follow-
ing treatment, her general condition improved, and the lo-
calized palatal rash resolved gradually within the same
period, as confirmed at follow-up. Given the rarity of this
clinical presentation, the patient provided written in-
formed consent for her case to be documented and pub-
lished. After the end of drug treatment, a follow-up neu-
rological examination of the patient was performed. The
patient had no other complaints or symptoms after this
period. The clinical features of herpes zoster closely re-
semble those of other diseases such as Herprs simplex 1
(HSV-1) and Recurrent Aphthous Stomatitis (RAS). In this
case, the diagnosis of herpes zoster involved right hard
palate and oral mucosa was established based on patient
history, clinical neurological findings, and laboratory in-
vestigations.

Fig. 1. Intraoral view exhibiting multiple ulcera-
tions with erythematous halos immediately after rupture
of the vesicles on the right half (mainly the posterior two-
thirds) of the hard palate of the patient.
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Fig. 2. Intraoral view after one week showing par-
tial healing of the lesions on the hard palate.

Fig. 3. Intraoral view 10 days after antiviral therapy.

DISCUSSION

Varicella (primary VZV infection) occurs predomi-
nantly in childhood and often affects groups of children
living in close contact. After the primary infection, the
virus remains latent in the dorsal root ganglia (DRG). Re-
activation occurs when host immunity to the virus is re-
duced due to various factors impairing immune defenses.
These include severe psychological stress, advanced age,
immunosuppressive therapy (e.g., cyclophosphamide, aza-
thioprine) for malignant or autoimmune diseases such as
psoriasis and rheumatoid arthritis [7], bone marrow or or-
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gan transplantation, chronic corticosteroid use [8], endo-
crine and metabolic disorders, and chronic pulmonary
conditions such as asthma or COPD [9]. Neurological dis-
eases and other systemic conditions may also predispose
to reactivation [10]. The infection has 3 phases- pre-erup-
tive, accompanied by malaise, fatigue and pain sensations
in affected area, acute eruptive phase- with pain vesicu-
lar rush, and chronic infection phase- when chronic re-
current pain is presented more than 4 weeks [11].

In recent years, possible associations between her-
pes zoster and COVID-19 infection or vaccination have
been investigated. Some studies report no significant re-
lationship [12, 13], whereas others suggest an increased
risk of herpes zoster following COVID-19 recovery [14].

Once reactivated, the virus replicates within neu-
rons, thereby evading host immune defense mechanisms
and travels from the dorsal root ganglion via axons to the
epidermis, oral mucosa, or ocular tissues, where it induces
inflammation [4]. Clinically, this results in a unilateral
maculopapular rash that progresses rapidly to vesicular
lesions, which rupture and crust within 7-10 days. The
rash is restricted to the distribution of the affected nerve
and does not cross the midline. The involved region is
referred to as a dermatome, most often in the thoracic or
lumbar areas, and rarely spans more than two dermatomes.

When the virus reactivates in one of the trigeminal
ganglia (cranial nerve V), the clinical picture of herpes
zoster infection may appear in the corresponding territory.
The ophthalmic branch (n. ophthalmicus) is most fre-
quently affected, followed by the maxillary (n. maxillaris)
and mandibular (n. mandibularis) divisions. Isolated in-
volvement of the oral cavity is relatively rare [3, 8, 15].

Epidemiologically, approximately 25-30% of in-
dividuals with a history of varicella develop herpes zoster
later in life, and the risk increases with advancing age,
reaching more than 50% in individuals aged 85 years or
older [16].

In the literature, the nerve involvement by herpes
zoster outside of the usual location such as thoracic or
lumbar is consider like uncommon [16]. The trigeminal
nerve and any of its three branches can also be affected
by herpes zoster infection. The ophthalmic branch (n.
ophthalmicus) is most frequently affected, followed by the
maxillary (n. maxillaris) and mandibular (n. mandibularis)
divisions. Herpes zoster can affect the oral cavity alone
or in combination with skin manifestation, which are typi-
cally located unilaterally [15]. When a vesicular rash is
present on the hard palate, this suggest isolated involve-
ment of the greater palatine nerve by herpes zoster. This
also suggest that virus remained latent in the pterygopala-
tine ganglion. The most interesting thing about the case
we describe is that illustrates the involvement of only the
greater palatine nerve, without involving the other V2
dermatomes of V2 for example, mid-face and nasal
septum, were not affected. In the most of clinical cases
presented, in addition to the hard palate, other areas of
the viral infection are also affected. Isolated involvement
of the hard palate in herpes zoster infection has been re-
ported in a more limited number of publications [3, 8, 15,
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17]. For example, AlZaharini AA, et al. [15] describet her-
pes zoster on the right half palate of the posterior two-
thirds of the hard palate, not crossing the midline. Comba
V, et al. are presented two similar cases of acute herpetic
neuralgia on the hard palate on the right side [18].

The onset of herpes zoster is typically non-specific,
with prodromal symptoms such as weakness, fatigue, head-
ache, and localized pain that is often resistant to non-
steroidal anti-inflammatory drugs. Neuralgia usually pre-
cedes or coincides with the development of the vesicular
rash and results from a virus-induced inflammatory reac-
tion affecting the sensory nerves and their branches. In
some cases, altered sensation—either increased or de-
creased—develops in the affected region, a manifestation
of neuropathy caused by inflammatory mediators acting
on peripheral nerves. These sensory disturbances, includ-
ing prolonged pain and abnormal sensitivity (allodynia),
may persist for months or even years after resolution of
the acute infection and are reported in 45-75% of herpes
zoster patients [5].

The pain associated with herpes zoster is variable
and often difficult to characterize. It may be severe or
moderate, spontaneous or stimulus-evoked, and is fre-
quently described as burning, throbbing, stabbing, or cut-
ting. In some cases, even minimal tactile or thermal stimuli
provoke disproportionate pain responses, while hypersen-
sitivity to temperature changes or light touch may trig-
ger motor reactions due to its intensity.

In the clinical case presented, pain developed sev-
eral hours before the vesicular eruption on the palate and
subsided following lesion resolution. The diagnosis of
herpes zoster with trigeminal neuropathy of the palate and
oral mucosa was established based on patient history,
clinical neurological findings, and laboratory investiga-
tions. Typically, patients report vague soreness or discom-
fort lasting several days before the appearance of intense
erythema and papules, which evolve into a painful vesicu-
lar rash affecting keratinized or non-keratinized mucosa.
The vesicles rupture rapidly, forming ulcerations sur-
rounded by an erythematous halo. On the palate, the rash
is characteristically unilateral and restricted to a limited
area, without crossing the midline—features suggestive of
involvement of a specific sensory branch of the trigemi-
nal nerve. Because of this localization, functions such as
eating, chewing, and speaking are significantly impaired.
In some cases, shingles may even mimic odontogenic pain
and initially present as a vague toothache [15].

Definitive diagnosis can be supported by para-
clinical laboratory methods, including viral culture, im-
munofluorescence assays using monoclonal antibodies,
and polymerase chain reaction (PCR) testing for IgG and
IgM antibodies. Elevated levels of both IgG and IgM in-
dicate active herpes zoster virus (HZV) infection, whereas
increased IgG alone reflects past exposure or vaccination
[19]. PCR is widely used for detecting viral DNA in se-
rum or tissue samples, and it is particularly valuable for
identifying infection even before the clinical picture be-
comes evident [6]. Early diagnosis enables prompt anti-

6982

https://www.journal-imab-bg.org

viral therapy, thereby reducing complications. Histologi-
cal analysis of oral mucosal lesions typically reveals acan-
tholysis with nuclear migration of chromatin and occa-
sional multinucleation. [20]

The differential diagnosis of oral manifestations of
herpes zoster virus (HZV) infection primarily includes her-
pes simplex virus (HSV) infection and herpetiform recur-
rent aphthous stomatitis (RAS). A common feature of HSV
and HZV is that, after primary infection, both viruses es-
tablish latent infection in neuronal cells of the human pe-
ripheral ganglia. In primary HSV infection, the entire oral
mucosa is affected, typically presenting with marked ery-
thema and severe pain. In contrast, secondary herpes
zoster infection produces a vesicular rash or ulcerations
confined to a well-demarcated region of the keratinized
attached mucosa or the hard palate [21]. Herpes simplex
is also characterized by the presence of less intense pain,
localized primaly in the area of the rash units, while in
herpes zoster, in the most cases, the pain is severe and cov-
ers areas outside the rash. Another feature is the differ-
ences between virus reactivation of HZV and HSV-I.
Whilst HSV-1 reactivation is often recurrent and can oc-
cur in younger populations, HZV reactivation is seldom
recurrent and is more prevalent in the elderly. HSV-1 can
affected the mucosa intraorally, but the most cases, rash
elements appear on the lips as grouped lesions at the bor-
der between the skin and the mucosa [22].

The clinical picture of RAS — multiple recurrence
mucosal ulcers, may also involve localized areas of at-
tached or non-keratinized mucosa- the labial and buccal
mucosa, the floor of the mouth and the ventral or lateral
surface of the tongue. A common feature is that the le-
sions are small, usually rounded and painful, but unlike
RAS, HZV lesions are distinctly unilateral and often more
diffuse [19, 21].

A more specific clinical entity is Ramsay Hunt syn-
drome, in which reactivation of VZV in the geniculate
ganglion leads to a constellation of signs, including fa-
cial paralysis, otalgia, tinnitus, vertigo, vesicular erup-
tions of the oral cavity and oropharynx, and occasionally
hoarseness and other systemic manifestations [23].

Reactivation in the glossopharyngeal ganglion
may also occur, producing symptoms involving the pos-
terior third of the tongue, uvula, and posterior oral cav-
ity, with possible extension to the pharynx and larynx [20,
23].

The most common complications of herpes zoster
infection is postherpetic neuralgia (PHN). PHN is defined
as intense neuropatic pain, lastin beyond the resolution
ot the rashes (>3 months after resolution of rash) [11]. Post
herpetic maxillofacial complication have been infre-
quently documented and it includes periapical lesions,
calcified and devitalized pupls, resorbtion of dental
roots, osteonecrosis and spontaneous exfoliation of teeth
[15].

Upon detection of HZV infection, patients are ad-
vised to temporarily limit close contact to reduce poten-
tial transmission. The treatment goals of herpes zoster are
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reducing the progress of cutaneous and mucosal lesions,
decreasing the intensity of acute pain and lessening the
possibility of developing of postherpetic neuralgia. Treat-
ment is primarily based on systemic antiviral therapy,
combined with analgesics and supportive measures for lo-
cal and systemic symptom control. The administration of
antiviral agents is most effective when initiated within 72
hours of symptom onset, as the primary objective is to in-
hibit viral replication and dissemination.

The most widely used antiviral drugs include
acyclovir, valacyclovir, and famciclovir, with dosages
ranging from 500 to 1000 mg three times daily, adjusted
according to patient age and immune status [24].
Acyclovir, once phosphorylated to its triphosphate form,
inhibits viral DNA polymerase, thereby suppressing viral
replication. Valacyclovir, an acyclovir ester with improved
bioavailability, has demonstrated superior efficacy in pain
reduction and allows for lower dosing, thereby minimiz-
ing adverse effects [25]. Famciclovir, a prodrug of
penciclovir with high bioavailability and solubility, is
also effective in reducing pain and accelerating lesion
healing, with therapeutic outcomes comparable to
valacyclovir [26].

Brivudine (125 mg once daily) has additionally
been employed in the management of herpes zoster and
varicella. Overall, earlier initiation of antiviral therapy
significantly reduces damage to peripheral sensory nerves
and nerve endings, thereby decreasing the severity and
duration of pain while accelerating healing processes [25,
27].

Due to the severity and complex nature of herpes
zoster pain, both non-opioid non-steroidal anti-inflamma-
tory drugs (NSAIDs) such as ibuprofen, metamizole, or
ketoprofen, and opioid analgesics such as tramadol,
oxycodone, or codeine may be prescribed, particularly
during the acute phase of infection. These agents may be
administered orally or, in some cases, locally, but their use
is typically managed by neurologists [5]. In rare cases,
tricyclic antidepressants may be added to the therapeutic
regimen to alleviate chronic pain associated with pro-
longed postherpetic neuropathy.

At present, no standardized algorithm exists for the
management of oral manifestations of herpes zoster. Some
authors recommend adapting protocols used for the treat-
ment of oral mucositis in oncological patients [8, 28]. In
dentistry, the primary approach to local care includes oral
sanitation and topical therapies aimed at reducing pain,
such as lidocaine sprays or gels [29]. Maintaining oral hy-
giene is essential to prevent secondary infections, al-
though it may be compromised by pain in the palate and
oral mucosa. Antiseptic rinses after meals not only remove
food debris but also reduce irritation of affected areas and
lower the microbial load, including viral particles, in the
oral cavity. Dietary adjustments, such as a soft-food diet,
may also be necessary due to pain during mastication.
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For home management of oral pain, patients may
use gels containing low-concentration lidocaine (e.g.,
Dentinox®) or lozenges with lidocaine, commonly indi-
cated for tonsillitis and pharyngitis. Application of
Solcoseryl® Oromucosal Paste, a deproteinized
hemodialysate of bovine blood, may further reduce pain
sensitivity. This preparation adheres well to the mucosa
without prior drying and provides a prolonged local ef-
fect.

Capsaicin- containing agents, available as gels or
rinsing solutions, may also be considered. Capsaicin, a
TRPV1 receptor agonist, reduces the availability of sub-
stance P, a neurotransmitter involved in pain signaling,
thereby decreasing nociceptive sensitivity [30]. Applied
at controlled concentrations over 10-14 days, capsaicin
can desensitize nociceptors and deplete pro-nociceptive
mediators, with reports suggesting benefit in chronic oral
pain syndromes [31]. Although oral formulations are not
yet widely available in some countries, topical capsaicin
gel (0.025%) has been shown to modulate pain percep-
tion in conditions affecting the oral cavity and tongue
[30, 31].

In addition to antiviral and analgesic therapy,
corticosteroids may be prescribed to reduce acute pain,
promote lesion healing, and improve overall patient con-
dition [20, 27]. However, their role remains controversial,
as some studies report no significant benefit in pain re-
duction or healing and caution against their use [25, 32].

Despite treatment, recurrence of herpes zoster is
possible, particularly under conditions of immunosup-
pression, prolonged stress, or chronic fatigue [19, 33]. Re-
currence is reported more frequently in women and in
immunocompromised individuals. The most common com-
plication is postherpetic neuralgia, which can persist for
months to over a year and is most prevalent in patients
with comorbidities [4]. Rare but more severe complica-
tions include stroke, encephalitis, myelitis, meningitis,
hemiparesis, facial paralysis, and secondary bacterial in-
fections, depending on the site of ganglionic involvement
[20]. Due to the virus’s affinity for T-cells, other systemic
complications such as vasculitis, enteritis, and retinitis
may also occur [4].

CONCLUSION

Recognition of oral herpes zoster, particularly when
localized to the hard palate, is critical for accurate diag-
nosis and appropriate referral. Awareness of this rare pres-
entation among dental practitioners facilitates early ini-
tiation of antiviral therapy, which is most effective when
administered within the first 72 hours of symptom onset.
Timely treatment can reduce viral replication and dissemi-
nation, minimize sensory nerve damage, alleviate pain,
and prevent both acute and long-term complications.
Thus, accurate recognition and prompt management of
oral herpes zoster can significantly improve the clinical
course and prognosis of this viral infection.
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