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abstRaCt 

Human herpesviruses (HHVs) are very prevalent DNA 
viruses that can cause a variety of orofacial diseases. 
Typically they are highly infectious, are contracted early in 
life, and following primary infection, usually persist in a latent 
form. Primary oral infections are often subclinical, but may 
be symptomatic as in the case of herpes simplex virus-
induced primary herpetic gingivostomatitis. Reactivation 
of the latent forms may result in various conditions: herpes 
simplex virus (HSV) can cause recurrent herpetic orolabial 
lesions; varicella zoster virus (VZV) can cause herpes 
zoster; Epstein-Barr virus (EBV) can cause oral hairy 
leukoplakia; and reactivation of HHV-8 can cause Kaposi 
sarcoma. In immunocompromised subjects, infections 
with human herpesviruses are more extensive and 
severe than in immunocompetent subjects. HSV and VZV 
infections are treated with nucleoside analogues aciclovir, 
valaciclovir, famciclovir and penciclovir. These agents 
have few side effects and are effective when started 
early in the course of the disease. This article highlights 
the diagnosis, clinical features and management of HHV-
associated oral diseases, particularly of those most likely 
to be encountered by the general dental practitioner. 

Key words: herpes simplex virus, human herpes virus-8, 
varicella zoster virus, Epstein-Barr virus, recurrent herpes 
labialis, recurrent intraoral herpetic ulcers, treatment, val-
aciclovir, aciclovir, famcicylovir.

iNtRodUCtioN
The human herpesvirus (HHV) family comprises a diverse 
group of DNA viruses that, following a primary infection, 
have the capacity to persist life-long in a latent form. The 
latent HHVs can undergo reactivation, particularly in sub-
jects with immunosuppressive or debilitating conditions, 
causing subclinical infection with a low-rate of viral repli-
cation or causing frank clinical infection.1-3 

The HHV family members comprise the herpes simplex vi-
rus (HSV) type 1 (HSV-1) also termed human herpes virus 
type 1 (HHV-1) and the herpes simplex virus  type 2 (HSV-2, 
HHV-2); the varicella-zoster virus also termed human her-
pes virus type 3 (VZV, HHV-3); the Epstein-Barr virus (EBV, 
HHV-4); the cytomegalovirus (CMV, HHV-5); the more re-
cently characterized HHV-6, HHV-7; and HHV-8.1,2,4-7

Any HHV can cause asymptomatic subclinical infection, or 
clinical infection with or without oral manifestations (Table 
1). During active productive infection, depending on the 
site of replication of the virus, viral particles are shed in 
saliva, genital secretions, urine, tears or respiratory secre-
tions making HHVs readily transmissible and infectious.6,7 

Following primary oral infection with HSV or VZV the 
viruses ascend in sensory neurons from peripheral 
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aCRoNYms
em:   erythema multiforme       

HHV:   human herpes virus    

PCR:  polymerase chain reaction

HsV, HHV-1:  herpes simplex virus 

VZV, HHV-3:  varicella-zoster virus   

ebV, HHV-4:  Epstein-Barr virus 

CmV, HHV-5: cytomegalovirus
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table 1: Oral mucosal diseases caused by HUMAN HERPES VIRUSES (HHVs).7,24,41

Human Herpes Viruses disease oral Clinical Features Comments

HHV-1 (HSV-1)
HHV-2 (HSV-2)

Primary herpetic 
gingivostomatitis

Usually affects children under the age of five. 
Fever, malaise, eruption of multiple vesicles 
which coalesce and rupture forming ulcers 
and erosions anywhere on the oral mucosa. 
The vermilion borders are often affected. There 
is pain, bleeding and acute gingivitis.

Most primary HSV •	
infections are subclinical.
Self-limiting, resolves •	
within 2 weeks, supportive 
therapy 
Usually the diagnosis is •	
made on history and on 
clinical evidence.

HHV-2 primarily affects the •	
genital region.

Recurrent herpetic 
orolabial lesions

Recurrent herpes labialis

Prodromal symptoms of burning or pruritus, 
followed by the eruption of small vesicles sur-
rounded by inflammatory erythema; the vesi-
cles rupture readily with subsequent crusting.

Recurrent herpetic oral 
ulcers

In the mouth, masticatory mucosa of the pal-
ate and attached gingiva are most commonly 
affected. Typically, the vesicles may coalesce 
and on rupturing, form erosions.

HHV-3 (VZV) Varicella (chicken pox) Oral lesions are inconspicuous, but comprise 
a few vesicles which rupture rapidly resulting in 
non-specific erosions.

A common childhood dis-•	
ease with intensely pruritic 
vesicles and ulcers on the 
face and trunk.
Self-limiting.•	
Recovery within 10-14 days.•	

Oral Zoster Strictly unilateral: may affect any oral mu-
cosal site in the sensory distribution of the 
trigeminal nerve.

Reactivation of VZ virus; •	
adults and elderly; painful 
unilateral vesicles and 
ulcers distributed along any 
sensory nerve course.
Self-limiting •	
Complications:•	

post herpetic neuralgia -
corneal involvement and  -
scarring
facial paralysis because  -
of extension to involve 
the geniculate ganglion

HHV-4 (EBV) Hairy leukoplakia A benign, asymptomatic, white hyperkeratotic 
lesion affecting primarily the lateral border of 
the tongue, unilaterally or bilaterally. Affects 
immunocompromised adults, particularly HIV-
seropositive subjects. It is usually asymptomatic 
and does not have malignant potential.

Starts as glandular fever; •	
fatigue.
Associated with nasopha-•	
ryngeal carcinoma 

Ulcers Very uncommon; non-specific; young adults 
affected

HHV-5 (CMV) Chronic ulcers Non-specific Starts as glandular fever •	
Particularly in immunosup-•	
pressed subjects

HHV-6 closely related   
HHV-7 genetically

Non-specific rash in 
children.

May or may not be maculopapular eruptions 
on an erythematous base.

Primary infection usually by •	
5 years; asymptomatic; may 
manifest as a febrile illness
Reactivation mainly in the •	
immunocompromised, 
potential to cause pneu-
monitis, encephalitis, 
hepatitis and bone marrow 
suppression. 

HHV-8 Kaposi Sarcoma (KS) Oral KS most commonly affects hard palate, 
gingiva; dorsum of the tongue; manifesting 
as macules, papules, nodules and exophytic 
masses, ranging from pink to red to bluish 
purple to deep brown. 
Lesions may be single or multiple varying from 
a few millimetres to several centimetres. 
Exophytic lesions interfering with mastication 
may cause discomfort.

Primary infection maybe sub-•	
clinical; clinical, non-specific 
including lymphadenopathy, 
splenomegaly, fever and ar-
thralgia.
Four epidemiological variants:•	

Classic -
Iatrogenic -
Endemic -
HIV-associated -
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nerve endings adjacent to the infected epithelium to 
the trigeminal ganglia where they become latent. Upon 
reactivation the viruses descend within sensory neurons 
from the trigeminal ganglia and are released at the nerve 
endings whence they migrate into the oral epithelium and 
replicate, causing productive infection that often develops 
into viral lesions.5,8,9 

Epstein-Barr virus (EBV) infects B lymphocytes and oropha-
ryngeal epithelial cells where, following primary infection, 
they persist in latent form.5,10 CMV is believed to infect and 
establish latent infection in salivary gland cells, endothelial 
cells, macrophages, lymphocytes, and possibly in haemat-
opoietic progenitor cells.1,3-6 The closely related HHV-6 and 
HHV-7 infect and establish latency in CD4+T lymphocytes. 
HHV-8 infects B lymphocytes where subsequently it per-
sists in latent form and upon reactivation replicates in B 
lymphocytes and endothelial cells.5,11,12

The aim of this paper is to provide the general dental prac-
titioner with a succinct review of the clinical features and 
diagnosis of the more common HHV-induced oral diseas-
es and to discuss their management and pharmacothera-
peutic treatment.

oRaL mUCosaL diseases CaUsed bY 
HHVs
Herpes simplex viruses cause primary herpetic gingivos-
tomatitis, recurrent herpes labialis and, less commonly, re-
current intraoral ulcers, together termed recurrent herpetic 
orolabial lesions.13 It appears that when primary infection 
with HSV-1 occurs in childhood, it manifests as herpetic 
gingivostomatitis; but later it may present as oro-pharyn-
gotonsillitis.6 However, most HSV-1 primary infections are 
subclinical and are acknowledged only when recurrent oro-
labial herpetic infection occurs without a history of earlier 
primary herpetic gingivostomatitis14 (Table 1). Primary her-
petic gingivostomatitis should be differentiated from other 
conditions with oral vesicles or ulcers, including erythema 
multiforme, herpes zoster, hand foot and mouth disease 
and herpangina.7

Herpes labialis can be frequently recurrent, painful and 
persistent and is usually triggered by febrile illness, sun-
burn, minor trauma, emotional stress or hormonal chang-
es of menstruation (Table 1). Recurrent herpes labialis 
appears to occur more frequently in white skinned post-
adolescent non-smoking females.9,15  

Recurrent intra-oral herpetic ulcers need to be differenti-
ated from oral herpes zoster and from aphthous ulcers.7 
While intra-oral herpetic ulcers usually affect the kerati-
nized masticatory mucosa, aphthous ulcers usually affect 
the nonkeratinized lining mucosa.

HSV has also been implicated in the pathogenesis of ery-
thema multiforme which is an acute, immune-mediated 
mucocutaneous condition. It is estimated that up to 70% 
of cases of erythema multiforme are associated with HSV, 
and that in susceptible subjects the periodic reactivation of 
HSV triggers the recurrence of erythema multiforme.16,17

It was always thought that herpetic infections of the oral, 
oropharyngeal and ocular mucosa, and of the skin above 
the waist, were caused by HSV-1; while HSV-2 caused 
infections of the anogenital mucosa and of the skin be-
low the waist. Transmission of HSV-1 was associated 

with close non-sexual contact with an infected subject, 
and HSV-2 with sexual contact. However, owing to the 
increase in the practice of orogenital sex, there has been 
a rise in the frequency of oral and oropharyngeal infection 
caused by HSV-2, and of anogenital infection caused by 
HSV-1. Whether caused by HSV-1 or HSV-2, the oral le-
sions are the same. The prevalence of HSV-1 and HSV-2 
is higher in developing than in developed countries.6,8,18,19

VZV causes chicken pox and zoster (shingles); EBV caus-
es oral hairy leukoplakia, non-specific oral ulcers and is 
associated with nasopharyngeal carcinoma and a sub-
set of lymphomas; and CMV is associated with salivary 
gland dysfunction and non-specific oral ulcers. The ef-
fect of HHV-6 and HHV-7 infections on the oral mucosa is 
unknown, but HHV-8 is a critical factor in the pathogen-
esis of Kaposi sarcoma (Table 1).7,11 As a rule, the extent 
and severity of primary and recurrent HHV infections are 
greater in immunocompromised than in immunocompe-
tent subjects.13,20

There is some supportive evidence for the role of HHVs 
in the pathogenesis of periodontal disease as DNA par-
ticles and gene products can be detected in lesions of 
periodontal diseases. It is likely that productive subclinical 
HHV infection of the periodontium can dysregulate local 
periodontal immune responses and interfere with normal 
healing and tissue remodelling.21-23

diagNosis
Diagnosis of HSV and VZV-induced oral diseases is usu-
ally based on the clinical presentation and on the medical 
history. Histopathological examination of a biopsy speci-
men, if deemed necessary, would show ballooning degen-
eration of infected epithelial cells, inclusion bodies, fusion 
of cells to form syncytia of multinucleated giant epithelial 
cells, as well as acantholysis with the formation of Tzanck 
cells. The most common and cost-effective laboratory 
method of confirming the clinical diagnosis, however, is 
by microscopic examination for the presence of multinu-
cleated giant cells or of large cells with ballooned nuclei in 
a smear preparation from the base of a lesion.6,7,24 These 
features are similar in both HSV and VZV induced lesions. 
If necessary, further differentiation between HSV and VZV 
can be done by immunofluorescent studies, and typing 
of the viruses present in the lesion can be determined by 
immunohistochemistry, in situ hybridization or polymerase 
chain reaction (PCR).4,6,7,13,24 

Diagnosis of EBV-induced oral hairy leukoplakia or of HHV-
8-induced oral Kaposi sarcoma is also based largely on the 
clinical features of the lesions, on the medical history and 
on microscopic examination of a biopsy specimen. 

The characteristic microscopic features of hairy leukopla-
kia are epithelial hyperplasia, acanthosis, hyperkeratosis, 
presence of koilocyte-like cells, but with little or no inflam-
matory cell infiltrate in the underlying lamina propia.10 

Kaposi sarcoma exhibits atypical vascular channels, 
sheets and fascicles of spindle cells forming nodular 
tumour like masses, extravasated red blood cells 
and an inflammatory cell infiltrate. HHV-8 DNA can be 
demonstrated in oral Kaposi sarcoma cells by PCR or by 
immunohistochemical methods.11,20,25
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tReatmeNt
Most HHV diseases are self-limiting and resolve within 
7-10 days; but in order to alleviate the symptoms of prima-
ry herpetic gingivostomatitis, recurrent orolabial HSV in-
fection, primary oral VZV infection, and oral herpes zoster, 
all are generally treated non-specifically and supportively 
with antimicrobial mouthwashes (chlorhexidine by choice), 
analgesic, soft diet and adequate intake of fluids.6,7,24 

In immunocompromised or debilitated subjects, or in 
immunocompetent subjects with persistent, unusually 
painful, or frequently recurrent HHV infections, systemic 
antivirals are necessary (Tables 2 and 3).6,7,24,26,27 Drug 
treatment will not only shorten the course of the disease, 
but will also reduce the duration of virus shedding and 
will promote healing.1 In these subjects, recurrent orola-
bial herpetic lesions are usually larger and run a more se-
vere clinical course than in immunocompetent subjects. In 
subjects with AIDS, the larger herpetic ulcers mimic major 
aphthous ulcers or necrotizing stomatitis so histopatho-
logical or cytological examination may be necessary for 
diagnosis and PCR or in-situ hybridization may reveal the 
presence of several different HHVs.6 

The most commonly used antiviral agents in the treatment 
of oral HSV or VZV infections are the nucleoside ana-
logues, aciclovir, valaciclovir, famciclovir and penciclovir 
(Table 3). These agents inhibit viral DNA polymerization 
and disrupt the viral DNA synthesis and replication, while 
having only a minimal effect on the host-cellular DNA 
synthesis.2,14,18,24,28 Long-term use of antivirals does not 
seem to cause the emergence of drug resistant viruses. 
Valaciclovir and famciclovir have a greater bioavailabil-
ity when taken orally and consequently are administered 
less frequently per day than aciclovir. However, as the ef-
fectiveness of these drugs when taken according to the 
prescribed dosing schedule is similar, and as aciclovir is 
substantially less expensive, it is the most frequently pre-
scribed first-line antiviral agent.29-32

As a rule, treatment with systemic or topical antivi-
ral agents should be started as early as possible in the 
course of symptomatic HSV and VZV infections, as this 
may minimize or prevent the development of new lesions, 
accelerate resolution and significantly shorten the period 
of viral shedding.6,7,15 

Factors to be considered in deciding whether or not to 
use antiviral agents for the treatment of symptomatic HSV 
and VZV oral infections, which are usually self-limiting, in-
clude the severity and extent of the disease, the duration 
of the condition since the onset (according to the patient), 
the age of the patient, the fitness of the immune system as 
deduced from the history and the potential side effects of 
the drugs.15,33 Those who will benefit most from the use of 
antiviral agents are immunocompromised subjects, or im-
munocompetent subjects with a history of frequent, painful 
and persistent episodes of recurrent orolabial HSV infection 
or of VZV infections. In such cases, systemic agents are 
more effective than topical agents in reducing the duration 
of signs and symptoms and in promoting healing.15

Antiviral drugs are best started in the prodromal or early 
stage of viral infection, so any patient with a history of 
frequent recurrent orolabial herpes infection should be 
provided with a small stock of the selected antiviral drug 

so that treatment can be started promptly at the onset 
of recurrence, avoiding the delay of professional consul-
tation and prescription. However, self-diagnosis, and the 
potential adverse effects of self-medication are issues of 
some concern.15

PRimaRY HeRPetiC giNgiVostomatitis
Active herpetic lesions are highly infectious so anyone 
with primary herpetic gingivostomatitis should avoid close 
contact with others to prevent transmission and spread 
of the virus; and should be aware of the hazards of auto-
inoculation.6

In those cases of primary herpetic gingivostomatitis when 
pharmacotherapeutic agents are necessary, the recom-
mended drug regimens are as in Tables 2 and 3. Treat-
ment is best if started within the first three days of onset 
of the disease.1,6,7,34 

ReCURReNt HeRPetiC oRoLabiaL 
LesioNs
Recurrent herpes labialis, also termed ‘cold sore’ or ‘fe-
ver blister’, affects the vermilion border and the immedi-
ately surrounding skin and is the most common clinical 
manifestation of recurrent HSV-1 infection. Up to 50% of 
subjects will experience at least one episode of recurrent 
herpes labialis.1,18 

Aciclovir 5% cream or penciclovir 1% cream when applied 
topically, if possible eight times a day from the start of the 
prodrome reduces morbidity and promotes healing.6-8,35 
For management of severe recurrent herpes labialis, see 
Tables 2 and 3.8,36

When recurrent herpes labialis is triggered by exposure 
to sunlight during skiing or sunbathing, prophylactic use 
of aciclovir 400mg twice per day, valaciclovir 1g per day 
or famciclovir 250mg twice per day, together with the use 
of sunscreen for the duration of the vacation is generally 
effective.6,8 When episodes of apparently spontaneous re-
current infection are frequent and debilitating, occurring 
more than six times a year, long-term prophylactic treat-
ment with antiviral agents, such as aciclovir 400mg twice 
per day or valaciclovir 500mg once daily for 4-12 months 
should be considered. Side-effects of long-term use of 
these agents are minimal33 (Table 2).

Sometimes, for unknown reasons, herpetic lesions occur 
following a local anaesthetic injection in the hard palate. 
When there is a history of this having occurred, then 2g 
valaciclovir taken twice on the day of the anticipated injec-
tion in the palate, and 1g taken twice on the next day has 
been reported to prevent or limit the herpetic eruption6,18,37 
(Table 2).

HsV-assoCiated aNd idioPatHiC oRaL 
eRYtHema mULtiFoRme 

HSV-associated recurrent erythema multiforme (EM) is 
indirectly induced by an immune response to subclinical 
or clinical HSV infection, and some cases, putatively 
idiopathic EM may also be provoked by HSV, as might 
be demonstrated by appropriate molecular investigations. 
In general, prophylactic treatment against HSV infection 
for 6-12 months may be beneficial for subjects who have 
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table 2: Pharmacotherapeutic treatment regimens for oral mucosal diseases caused by HUMAN HERPES VIRUSES (HHVs).

Human Herpes 
Viruses

disease treatment Regimen: for practical purposes any of the following can be prescribed, 
and there is no clear evidence that any particular regimen is superior.

HHV-1 (HSV-1)
HHV-2 (HSV-2)

Primary herpetic 
gingivostomatitis

systemic:
Aciclovir 100-200mg x5/d for 7-10 days/or until resolution of symptoms7; or

Aciclovir oral suspension 200mg/5ml x5/d for 7-10 days/or until resolution of symptoms 7; 
for children, 15mg/kg x5/d for 7 days (keep in the mouth for 2-5 minutes, then swallow)6,34

Valaciclovir 1000mg x2/d for 7-10 days/ or until resolution of symptoms27   

Recurrent herpetic 
orolabial lesions

topical:
Penciclovir cream (1%) X8/d (2- hourly intervals, while awake), start at the beginning of the 
prodromal symptoms and continue for 4 days7; or

Aciclovir cream (5%) X8/d (2 hourly intervals, while awake), start at the beginning of the pro-
dromal symptoms and continue for 4 days7

systemic:
Aciclovir 400mg x5/d for 5 days8,27; or

Famciclovir 500mg X2-3/d for 1 day27; or

Valaciclovir 2000mg x2/d for 1 day, 2g as soon as the prodrome is identified and 2 g 12 
hours later8,27,42

Prophylaxis for 
recurrent herpetic 
orolabial lesions

systemic:
Aciclovir 400mg x2-3/d8,27; or 
Valaciclovir 1g/day8; or
Famciclovir 250mg X2/day8  

Start just before exposure to a known trigger 
and continue during the precipitating event   
  

Aciclovir 400mg x2/d for 4-12 months27,33; or 
Valaciclovir 500mg once daily for 4-12 months27

For frequent and debilitating episodes 
occurring spontaneously more than six 
times per annum

Valaciclovir 2g taken twice on the day of 
the procedure and 1g taken twice in the 
following day6,18,37 

For cases where there is a clear associa-
tion between frequent recurrent orolabial 
lesions ulcers and dental treatment

HHV-3 (VZV) Varicella (chicken pox) systemic:
Aciclovir 100-200mg X5/d for 7 days7; or 
Aciclovir oral suspension 200mg/5ml x5/d for 7 days7

Oral zoster systemic:
Aciclovir 400-800mg X5/d for 7 days7; or 

Aciclovir oral Suspension 200mg/5ml (4 times a day for 7 days)7; or

Valaciclovir 1g x3/d for 7 days1,7,37; or

Famciclovir 500mg x3/d for 7 days1,7,37

HHV-4 (EBV) Hairy leukoplakia Antiviral agents are not effective

HHV-8 Kaposi’s sarcoma (KS) Antiviral agents are not effective

table 3: Selected antiviral preparations available in South Africa

active agent systemic topical

aciclovir 200mg tablets (aCyclivex®; bAciclovir Sandoz 200®; 
cAdco-Acyclovir®)

400mg tablets (bAciclovir Sandoz 400®; aCyclivex®)

200mg/5mL suspension (dZovirax suspension®)

50mg/g (5%) cream (eAcitop®; dZovirax®; dActivir Pump 
Pack®; dActivir®; fLovire®; cAdco-Acyclovir®)

30mg/g (3%) ointment (dZovirax®)

Valaciclovir 500mg tablets (gHevitrex®; gVorior®; dZelitrex 500®; hMylan 
Valaciclovir®; iAnviro 500®; aVavirex 500®; fZelivire 500®)

1000mg tablets (jActiprez 1000®)

Not available

Penciclovir 10mg/g (1%) cream (i,kFenivir®)

Famciclovir 125mg tablets (kFamvir®; eCiplafam 125®) 

250mg tablets (kFamvir®; eCiplafam 250®)

Not available

a
b
c
d
e
f

Aspen Pharmacare, Woodmead, South Africa; 
Sandoz SA, Pinetown, South Africa; 
Adcock Ingram, Bryanston, South Africa; 
GlaxoSmithKline South Africa, Bryanston, South Africa; 
Cipla SA, Bellville, South Africa; 
Ranbaxy (Sun Pharma), Centurion, South Africa; 

g
h
i
j

k

Bliss Pharmaceuticals, Johannesburg, South Africa; 
Mylan South Africa, Modderfontein, South Africa; 
Zydus Healthcare SA, Potchefstroom, South Africa; 
Arrow Pharma, Germiston, South Africa; 
Novartis, Johannesburg, South Africa.
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experienced several episodes of recurrent HSV-associated 
or idiopathic EM per year. Suppression of HSV replication 
by aciclovir 400mg, or valaciclovir 500mg or famciclovir 
250mg twice daily will prevent or reduce the frequency of 
the EM. However, treatment with antiviral agents has no 
effect on the clinical course of overt EM. 

oRaL HeRPes ZosteR
Antiviral agents started within 72 hours of the develop-
ment of the first oral zoster vesicles may reduce both the 
severity and the duration of the infection and minimise the 
risk of post herpetic neuralgia.1,7,37 Recommended drug 
regimens are as in Table 2. 

tHe RisK oF HsV tRaNsmissioN aNd its 
imPLiCatioNs FoR oRaL HeaLtH-CaRe 
PeRsoNNeL
As discussed earlier, reactivation of latent HSV in the 
trigeminal sensory ganglion with consequent replication of 
the virus in the oral or perioral epithelium may manifest clini-
cally as recurrent orolabial herpetic lesions; but HSV infec-
tion usually occurs asymptomatically and subclinically. In 
both clinical and subclinical infections there is shedding of 
the virus from the oral epithelium into the oral fluids.6-8,38 

Clinical and virological research have shown that about 
6% of subjects free of clinical oral HSV infection neverthe-
less shed HSV-1 into their oral fluids on any given day and 
that about 70% shed the virus at least once a month.38 
In healthy immunocompetent subjects each episode of 
HSV-1 shedding lasts for one to three days and is in-
creased by local trauma or inflammation. In immunocom-
promised subjects the frequency, duration and quantity 
of oral shedding of HSV is increased. The load of HSV-1 
in the infected oral fluids, even in the case of subclinical 
infections is sufficient to make the saliva a vehicle of po-
tential viral transmission.38 The viruses in oral fluids may 
be dispersed in aerosols generated by normal breathing, 
coughing or spitting and by kissing or food sharing.3 How-
ever, although HSV is highly transmissible, most recipients 
of the transmitted virus will not develop HSV disease.6,7 

Recurrent orolabial herpetic infection is a potential occu-
pational hazard for oral health care workers. Their risk of 
infection is particularly high when aerosols are generated 
by high-speed rotatory and ultrasonic instruments even 
if the patient has subclinical HSV infection.39 Therefore, 
the importance of universal infection control measures 
cannot be overemphasized, and elective dental and oral 
treatment of patients with overt clinical orolabial herpetic 
disease should be deferred.40

Herpetic whitlow, that is a primary or recurrent HSV in-
fection of the finger, may result from self-inoculation in 
subjects with primary or recurrent orolabial or genital HSV 
infection; or in the case of oral health care workers from 
treating patients with active herpetic infection. Indeed, 
before the introduction of universal precautions against 
infection, dentists had a higher frequency of herpetic whit-
low than the general population.6,40

CoNCLUdiNg RemaRKs
HSV and VZV infections of oral and perioral tissues are 
usually self-limiting requiring only supportive treatment. 

However, susceptible subjects can have frequent, persist-
ent and disabling episodes of these oral infections, and 
prophylactic treatment with systemic antiviral agents are 
usually helpful.

Conflict of interest: None declared.
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