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For many of us, the daily grind is a set routine – up 

in the morning whilst it’s still dark; a quick shower 

(quick because of water restrictions in the Cape); 

dress in layered clothing because of the cold; get 

the kids ready for school; pack lunches; make sure 

our hair and make-up is presentable; and then off 

to work, only to be stuck in interminable traffic 

because a particular driver thought it would be 

quicker to drive on the yellow line and then ended 

up wrapped around a lamp post! Then we get to 

work; spend eight hours there; face the traffic again 

to get home; see to supper; make sure homework 

is done; kids washed and put to bed and all that 

leaves us where? – EXHAUSTED!

Of course, all of the above might be a generalization 

and might not apply to you, but I do know that, for 

many, it may well be a familiar scenario. And this is 

the point I wish to make in this piece… The patient 

in your chair is going through much of the same 

things as YOU. The patient is also cold, also sat 

in the traffic, perhaps struggled to find parking 

at your practice, before he/she found their way 

into your chair.

Let us be honest with each other… A visit to the 

dentist and/or oral hygienist is not everyone’s favorite 

activity. It is an experience often accompanied with 

nervousness, anxiety, and for some, even fear. This 

is why our role as health practitioners is so very 

important. We must understand what our patients 

are experiencing emotionally and we must do our 

utmost to allay their fears and anxieties. And really, 

it does not take that much.

Walk to the reception area to fetch your patient, 

smile and introduce yourself, greet by shaking 

hands if you are comfortable with that. Then walk 

the patient to your chair, make small talk, ask how 

they are, etc. Some questions about work and family 

are good too. When the patient is seated in your 

chair, look at them consciously and explain all the 

procedures you will be performing. At the end of 

the treatment, walk them back to the reception 

area, thank them for the visit and wish them well.

As many of you may be well aware, I am recovering 

from brain surgery. This episode in my life allowed 

me to experience ‘the other side’ – that of a patient. 

As much as I marvel at, and am grateful for, the skill 

of the surgeon and the extreme competence of the 

nursing staff, it is the care, the compassion and the 

empathy of some of the nurses that resonates with 

me still. As I lay in the hospital bed, largely helpless, 

they would come into the room with a cheery smile, 

with words to make the day brighter and to ensure a 

positive outcome to my illness. Of course, not everyone 

did this. For some, they were merely doing their job, 

the routine checks, etc. Others would pull up a chair, 

sit, and chat. Those are the people I remember best. 

This experience gave me the opportunity to reflect 

on my role as an oral hygienist and how I treat my 

patients. Would my patients think that I was merely 

a competent professional, or would they think that 

I made them feel important, that I cared about them 

and that, ultimately, their wellbeing is important to 

me? I am asking YOU, my colleagues and friends, 

to ask yourself this same question. How do your 

patients see YOU? Do they leave your chair happy 

and glad that they came to see you, or do they leave 

simply glad that it’s all over and that they don’t have 

to come back in a while, if at all?

The bottom line is that, as human beings, each 

one of us wants and needs to be acknowledged, 

to be accepted, to be made to feel comfortable. 

For many patients, they will remember you, the oral 

hygienist, for how you made them feel, rather than 

for your clinical skills. A welcoming smile, words of 

caring and support, and a positive outlook will have 

a better effect than a long diatribe on the importance 

of oral health. Whether we find ourselves in clinics 

in rural areas or in upmarket surgeries, our patients 

possess the same needs, wants, fears and anxieties. 

It is our duty to respond with integrity and dignity.

So, no matter how tough things are in our 

personal lives, we have a patient to take care of, 

and who knows what they are going through? Who 

knows what a difference our smile and welcome 

can make in their lives. We are oral hygienists 

firstly because we care, and we would do well to 

remind ourselves that we do not treat teeth, we 

treat human beings. ●
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EDITORIAL

PRESIDENT’S DESK
FROM THE

Stella Lamprecht
OHASA president

Dear OHASA members and colleagues

Welcome to the second quarter of the year! 

The Chairperson of the Professional Board for 

Dental Therapy and Oral Hygiene, Dr A Muslim, recently 

addressed members of the Western Cape Branch on 

the role of the HPCSA, as well as the policies, rules and 

regulations impacting the oral hygiene profession. He 

opened the floor for questions regarding Extended 

Expanded Functions, allowing members to address 

their problems and questions in this regard. All the 

members were happy with his answers regarding 

the Scope of Practice Expanded Functions and are 

now ready to proceed with obtaining their expanded 

functions. Dr Muslim also addressed the KwaZulu-Natal 

Branch at their seminar, and the members are now 

raring to complete the expanded functions as well. 

Dr Muslim will address the Gauteng and Eastern Cape 

branches on 29 July and 9 September respectively. 

Remember that you may register in the independent 

category, without having to open your own practice. 

This is beneficial to you as an oral hygienist as you 

may then practice without the dentist/specialist being 

at the practice.

The regulation regarding dental assistants without 

formal training has been promulgated, and these 

assistants have six months to register with the HPCSA 

and then have two years to complete the Board Exam, 

the first of which is taking place on 20 June.

The early bird registrations for SADA 2017 closed on 

31 May, but there is still time to register for this event. 

The programme for oral hygienists will take place on 

Saturday, 5 August, at Century City in Cape Town. 

Please visit the SADA website for more information.

OHASA has been focusing on creating oral health 

awareness, and has implemented an Oral Health 

Awareness Campaign to connect with the public. As 

part of the campaign, some OHASA members have 

made contact with and have visited community radio 

stations to keep the public informed. Please contact 

me for more information if you feel up to participating 

in our radio initiative.

The Oral Health Awareness Campaign is also targeting 

corporate wellness days. Christine de Sousa has been 

promoting oral healthcare at Bankmed Wellness Days, 

and we are lobbying for this to take place nationally. 

In addition, Oral B, together with OHASA, is doing 

mall activations. The pilot phase has been launched 

in several shopping malls across Johannesburg, and 

we hope to soon roll out the campaign nationally. 

The Oral B/Dischem/Clicks initiative has been going 

well. Several winners have been announced and have 

booked their cleaning or whitening appointments and 

have sent thank you letters for the amazing appointments 

that they experienced with our independent practitioners.

As always, a special thank you to our traders for their 

continued sponsorship – attending our seminars and 

keeping our delegates abreast of the latest technology 

available in our dental world.

God Bless

Stella ●
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Source: SADJ July 2016, 71(6):272–273

CARIES PREVENTIVE MEASURE?

INTRODUCTION

The groundwork for fissure sealants was completed in 1955 and led to the 

introduction in 1971 of the Nuva-Seal Fissure Sealant by LD Caulk.1,2 Since 

caries predominantly affect the pits and fissures of the teeth of children, these 

sealants have been shown to be a valuable preventive procedure.3 Fissure 

sealants (FS) are cost-effective4 and provide an ideal preventive measure for 

children who have restricted access to dental services.5

However the advent of dental lasers, caries detection systems, fluoride 

varnishes and novel adhesive systems may have displaced FS as the preventive 

measure of choice. The aim of this investigation was to establish whether 

FS remain a relevant preventive measure for the anatomically vulnerable 

fissure system.

METHODOLOGY

A sample of 20 extracted third molar teeth, which had been erupted and 

exposed to the oral environment, were selected after visual inspection had 

confirmed on each tooth the presence of a fissure system that was anatomically 

vulnerable and suitable for the placement of a FS. The fissure systems of both 

the control group (n=10) and the test group (n=10) were cleaned with a moist 

bristle brush to remove any pellicle or debris. Fissure sealants were placed 

on the teeth of the test group according to the manufacturer’s instructions 

(Clinpro Fissure Sealant, 3M ESPE).

Thermocycling of the FS group and the control group (with no FS) was 

performed in a 2% methylene blue solution (MB) for 200 cycles with a dwell time 

of 75 seconds in 8°C and 50ºC MB. This methodology was in accordance with the 

ISO guideline for “Polymer-based pit and fissure sealants ISO 6874(2005) E”. The 

teeth were then sectioned in a bucco-lingual direction into slices of a thickness of 

200μm. The sections were viewed under 20X stereomicroscope magnification.

DISCUSSION 

It has been common practice that anatomically vulnerable fissures receive a 

FS as a preventive procedure. But do FS still have a place in a modern dental 

practice when dental lasers, caries detection systems, various fluoride varnishes 

and novel adhesive systems are available? All the teeth in the control group 

(n=10) showed some degree of MB penetration into the porous enamel fissure 

surface (Figure A). Even fissures that appeared on visual inspection to have no 

decalcification had MB penetration into the fissure system. In some cases the 

penetration extended to the dentinal enamel junction, with clearly identifiable 

enamel prism destruction (Figure B).

The group of teeth that had received FS protection demonstrated that MB 

penetration into all the fissure systems had been prevented. It became clear 

that fissure systems, although decalcified and even with an area of debris at the 

base of the narrow fissure, received adequate protection with FS application 

against the penetration of the MB solution during thermocycling (Figure C). 

CLINICAL SIGNIFICANCE

Fissure sealants can therefore be considered an appropriate preventive procedure 

for the fissure system. The proven long-term retention (up to 48 months) of resin 

sealants in the fissure system of permanent molars provides much needed 

resistance to fissure caries for children and adolescents.6,7

Fissure visualisation is essential and therefore a very fine explorer probe 

(FT10 probe) or pigtail probe should be used during the assessment of the 

fissure system to enhance the diagnostic skills of the clinician and to assist in 

the decision to place FS (Figure D).

Resin fissure sealants provide a simple yet efficacious preventive method 

and should continue to play an important role in the protection of anatomically 

vulnerable fissures of the teeth of young patients. The retained FS will prevent 

the progression of fissure demineralisation to fissure caries. A recent systematic 

review indicated that irrespective of the FS material utilised (resin or glass 

ionomer), the preventive effect was similar and no material was identified as 

superior. FS as a preventive measure in sound occlusal fissures resulted in 

an approximate 70–80% reduction in the incidence of occlusal caries versus 

non-treated occlusal fissures.8 FS pit and fissure caries compared with no 

treatment intervention or topical fluoride varnish application.8 Dental lasers, 

caries detection systems, fluoride varnishes and novel adhesive systems all 

contribute to the endeavour to preserve the dentition, however, based on the 

available literature,8 FS remain an important, and, as shown in this study, an 

effective, part of preventive dentistry.

Conflict of interests: None declared ●
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Figure A: MB staining of the fissure system of an anatomically vulnerable tooth 
with early enamel decalcification

Figure B: The fissure system stained with MB of an anatomically vulnerable tooth 
with extensive enamel decalcification at the DEJ

Figure C: Fissure system protected by sealant and showing no MB penetration, 
although debris was present in the narrow fissure, which could not be probed

Figure D: Section demonstrating the importance of using a fine explorer or pig tail 
probe to carefully explore the fissure system
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AETIOLOGY, CLINICAL FEATURES, 
DIAGNOSIS AND MANAGEMENT

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, valaciclovir, 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 subjects with immunosuppressive or 

debilitating conditions, causing subclinical infection 

with a low rate of viral replication or causing frank 

clinical infection.1-3

The HHV family members comprise the herpes 

simplex virus (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 herpes 

virus type 3 (VZV, HHV-3); the Epstein-Barr virus 

(EBV, HHV-4); the cytomegalovirus (CMV, HHV-5); 

the more recently characterised 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 secretions, 

making HHVs readily transmissible and infectious.6,7

Following primary oral infection with HSV or 

VZV, the viruses ascend in sensory neurons from 

peripheral 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 oropharyngeal 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 haematopoietic 

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 persists 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 practitioner with a succinct review of the 

clinical features and diagnosis of the more common 

HHV-induced oral diseases, and to discuss their 

management and pharmaco-therapeutic treatment.

ORAL MUCOSAL DISEASES CAUSED BY HHVS

Herpes simplex viruses cause primary herpetic 

gingivostomatitis, recurrent herpes labialis and, less 

commonly, recurrent intraoral ulcers, together termed 

recurrent herpeticorolabial 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-pharyngotonsillitis.6 However, 

most HSV-1 primary infections are subclinical and 

are acknowledged only when recurrent orolabial 

herpetic infection occurs without a history of earlier 

primary herpetic gingivostomatitis14 (Table 1). Primary 

herpetic 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, sunburn, minor trauma, emotional 

stress or hormonal changes 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 

differentiated from oral herpes zoster and from 

aphthous ulcers.7 While intra-oral herpetic ulcers 

ORAL DISEASES ASSOCIATED WITH HUMAN HERPES VIRUSES: 

CLINICAL REVIEW
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Table 1: Oral mucosal diseases caused by human herpesviruses (HHVs)7,24,41

Human herpesviruses 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 two 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 surrounded by inflammatory 
erythema. The vesicles rupture readily with subsequent 
crusting

Recurrent herpetic oral 
ulcers

In the mouth, masticatory mucosa of the palate 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 
that rupture rapidly, resulting in non-specific erosions

• A common childhood disease 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 mucosal site in the 
sensory distribution of the trigeminal nerve

HHV-4 (EBV) Hairy leukoplakia 
 
 
 

Ulcers

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

Very uncommon; non-specific; young adults affected

• Starts as glandular fever; fatigue
• Associated with nasopharyngeal carcinoma

HHV-5 (CMV) Chronic ulcers Non-specific • Starts as glandular fever
• Particularly in immunosuppressed 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 five years; asymptomatic; may 
manifest as a febrile illness

• Reactivation mainly in the immunocompromised, potential 
to cause pneumonitis, 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 subclinical; clinical, non-specific 
including lymphadenopathy, splenomegaly, fever and 
arthralgia

• Four epidemiological variants:
 - Classic
 - Iatrogenic
 - Endemic
 - HIV-associated

usually affect the keratinised masticatory mucosa, 

aphthous ulcers usually affect the nonkeratinised 

lining mucosa.

HSV has also been implicated in the pathogenesis 

of erythema 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 below 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 lesions 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 causes oral hairy leukoplakia, non-specific 

oral ulcers and is associated with nasopharyngeal 

carcinoma and a subset of lymphomas; and CMV 

is associated with salivary gland dysfunction and 

non-specific oral ulcers. The effect of HHV-6 and 

HHV-7 infections on the oral mucosa is unknown, 

but HHV-8 is a critical factor in the pathogenesis 

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 immunocompetent subjects.13,20

There is some supportive evidence for the 

role of HHVs in the pathogenesis of periodontal 

disease as DNA particles 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 usually based on the clinical presentation 

and on the medical history. Histopathological 

examination of a biopsy specimen, if deemed 

necessary, would show ballooning degeneration 

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 multinucleated 

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 hybridisation or 

polymerase chain reaction (PCR).4,6,7,13,24
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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 

leukoplakia are epithelial hyperplasia, acanthosis, 

hyperkeratosis, presence of koilocyte-like cells, 

but with little or no inflammatory 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

TREATMENT

Most HHV diseases are self-limiting and resolve 

within 7–10 days; but in order to alleviate the 

symptoms of primary herpetic gingivostomatitis, 

recurrent orolabial HSV infection, 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 orolabial 

herpetic lesions are usually larger and run a more 

severe clinical course than in immunocompetent 

subjects. In subjects with AIDS, the larger herpetic 

ulcers mimic major aphthous ulcers or necrotizing 

stomatitis so histopathological 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 analogues, 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 

bioavailability when taken orally and consequently 

are administered less frequently per day than 

aciclovir. However, as the effectiveness 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 prescribed 

first-line antiviral agent.29-32

As a rule, treatment with systemic or topical 

antiviral agents should be started as early as 

possible in the course of symptomatic HSV and VZV 

infections, as this may 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, include 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 immunocompetent 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 consultation 

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 autoinoculation.6

In cases of primary herpetic gingivostomatitis 

when pharmaco-therapeutic agents are necessary, 

the recommended drug regimens are as in Tables 

2 and 3. Treatment 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 ‘fever blister’, affects the vermilion border and 

the immediately 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 400 mg twice per day, 

valaciclovir 1 g per day or famciclovir 250 mg 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 recurrent 

infection are frequent and debilitating, occurring 

more than six times a year, long-term prophylactic 

treatment with antiviral agents, such as aciclovir 

400 mg twice per day or valaciclovir 500 mg 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, 2 g valaciclovir taken twice on the day 

of the anticipated injection in the palate, and 1 g 

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 in 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 experienced 

several episodes of recurrent HSV-associated 

or idiopathic EM per year. Suppression of HSV 

replication by aciclovir 400 mg, valaciclovir 500 mg, 

or famciclovir 250 mg 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 

development 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.
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Table 2: Pharmaco-therapeutic treatment regimens for oral mucosal diseases caused by human herpesviruses (HHVs)

Human herpesviruses 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 100–200 mg x 5/d for 7–10 days, or until resolution of symptoms7

Aciclovir oral suspension 200 mg/5 ml x 5/d for 7–10 days, or until resolution of symptoms7; for children, 15 mg/kg x 5/d for 
7 days (keep in the mouth for 2–5 minutes, then swallow)6,34

Valaciclovir 1000 mg x 2/d for 7–10 days, or until resolution of symptoms27

Recurrent herpetic 
orolabial lesions

Topical:

Penciclovir cream (1%) x 8/d (2-hourly intervals, while awake), start at the beginning of the prodromal symptoms and continue 
for 4 days7

Aciclovir cream (5%) x 8/d (2-hourly intervals, while awake), start at the beginning of the prodromal symptoms and continue for 
4 days7

Systemic:

Aciclovir 400 mg x 5/d for 5 days8,27

Famciclovir 500 mg x 2–3/d for 1 day27

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

Prophylaxis for 
recurrent herpetic 
orolabial lesions

Systemic:

Aciclovir 400 mg x 2–3/d8,27

Valaciclovir 1 g/day8

Famciclovir 250 mg x 2/day8

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

Aciclovir 400 mg x 2/d for 4–12 months27,33

Valaciclovir 500 mg once daily for 4–12 months27

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

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

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

HHV-3 (VZV) Varicella (chicken pox) Systemic:

Aciclovir 100–200 mg x 5/d for 7 days7

Aciclovir oral suspension 200 mg/5 ml x 5/d for 7 days7

Oral zoster Systemic:

Aciclovir 400–800 mg x 5/d for 7 days7

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

Valaciclovir 1g x 3/d for 7 days1,7,37

Famciclovir 500 mg x 3/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 200 mg tablets (aCyclivex®; bAciclovir Sandoz 200®; cAdco-Acyclovir®)

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

200 mg/5 ml suspension (dZovirax suspension®)

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

30 mg/g (3%) ointment (dZovirax®)

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

1 000 mg tablets (jActiprez 1000®)

Not available

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

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

250 mg tablets (kFamvir®; eCiplafam 250®)

Not available

a. Aspen Pharmacare, Woodmead, South Africa

b. Sandoz SA, Pinetown, South Africa

c. Adcock Ingram, Bryanston, South Africa

d. GlaxoSmithKline South Africa, Bryanston, South Africa

e. Cipla SA, Bellville, South Africa

f. Ranbaxy (Sun Pharma), Centurion, South Africa

g. Bliss Pharmaceuticals, Johannesburg, South Africa

h. Mylan South Africa, Modderfontein, South Africa

i. Zydus Healthcare SA, Potchefstroom, South Africa

j. Arrow Pharma, Germiston, South Africa

k. Novartis, Johannesburg, South Africa
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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 clinically as recurrent orolabial 

herpetic lesions; but HSV infection usually occurs 

asymptomatically and sub-clinically. 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 nevertheless 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 increased by local trauma or inflammation. In 

immunocompromised 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 potential 

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 However, 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 

occupational 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 infection 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 healthcare workers from treating patients 

with active herpetic infection. Indeed, before the 

introduction of universal precautions against infection, 

dentists had a higher frequency of herpetic whitlow 

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, persistent and 

disabling episodes of these oral infections, and 

prophylactic treatment with systemic antiviral 

agents is usually helpful.

Conflict of interest: None declared. ●
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ABSTRACT

This study investigated the association between household member’s (HHM) 

smoking, or second-hand smoke exposure and caries, using a cross-sectional 

sample of adolescents who had both dental examination and data on HHM 

smoking (n = 1,873). The results suggest that HHM smoking may be a risk 

indicator for caries in adolescents’ permanent teeth. © 2007 Society for 

Adolescent Medicine. All rights reserved.
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South Africa

The most recent global youth tobacco survey showed that 43.6% of 13- to 

15-year-old South African adolescents are exposed to smoking by a household 

member (HHM) or second-hand smoke (SHS).1 The general health effects of 

SHS are well documented, but only limited information is available on its 

influence on oral health. Disturbances in tooth development associated 

with SHS or nicotine exposure2 may make both the primary and permanent 

teeth more susceptible to caries in the presence of sugar and upon eruption. 

Three previous studies conducted in developed countries have suggested 

only an increased risk for primary teeth caries.3–5 Considering that the 

value of restoring primary teeth has been questioned in some countries, it 

remains important to examine the association between SHS and caries in 

the permanent dentition.

Because the second permanent molar teeth develop later in life, it is to be 

expected that they will be the most susceptible to postnatal SHS exposure. 

Hence, using 8th grade adolescents whose second molars are expected to 

have only recently erupted, this study sought to determine the association 

between HHM smoking and caries in the permanent dentition.

METHODS

Setting and study participants

The participants in this self-administered questionnaire survey were high school 

students who provided baseline data during 2005 as part of a tobacco use 

prevention trial. This involved 21 randomly selected schools in the most rural of 

the nine provinces in South Africa. A two-stage cluster-sampling strategy was 

used to produce a provincially representative sample of 8th graders (n = 1,873).

Demographic features

Consenting participants provided information about age, sex, race/ethnicity, 

what they estimated the household breadwinner’s income to be and the family 

structure of the household (the participants live with both parents, with the 

mother only or with neither parent).

Measure of tobacco smoke exposure

A history of SHS exposure was derived from the question, “Does anyone living 

in your house (other than you) smoke cigarettes?” Those who responded in 

the affirmative were classified as being exposed to SHS.

Oral health behaviour

Oral health behaviour recorded included a history of past dental visits, the 

frequency of daily tooth brushing and an estimated daily frequency of consumption 

of sugary snacks/drinks. A sugar intake frequency of less than four times per 

day was used as a reference point. A daily frequency of four times has been 

estimated to be equivalent to consuming ~40 g per day and represents the 

suggested point from which caries risk could significantly increase6. This is 

comparable to the cut-off point of ~45 g used in a similar study by Aligne et al.4

Measurement of caries status

The students were also invited to participate in a dental examination. The 

participants’ dental caries experience was assessed by six calibrated dentists 

and hygienists using the World Health Organization diagnostic criteria.7

Statistical analysis

Taking into account the cluster sampling used, all statistical analyses were 

conducted using the statistical package, STATA release 8 (Stata Corp, College 

Station, TX). Data were analyzed using x2 statistics and multiple logistic regression 

analysis (p < .05). Irrespective of the level of significance obtained in a bivariate 

analysis, the logistic model controlled for age as the study participants ranged 

from early to late adolescence.

RESULTS

The mean (±SD) age of the participants was 14.6 (±1.6) years. Overall, 36.9% 

(n = 691) of these adolescents reported that at least one household member 

(HHM) smoked, 24.3% (n = 456) had experienced caries in at least one permanent 

tooth, and 16.6% had experienced caries on a second molar. Participants from 

smoking households were not only more likely to present with caries in the 

second molars (Table 1), but were also more likely to consume sugary snacks/

drinks four or more times per day (27.3% vs. 18.4%; p < .01). Even after adjusting 

for this and other confounders in a multiple logistic regression model (Table 2), 

HHM smoking remained significantly associated with increased risk for caries.

HOUSEHOLD SMOKING  
AS A RISK INDICATOR
FOR CARIES IN ADOLESCENTS’ PERMANENT TEETH
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Table 1: Observed dental caries rates among participants by potential 

risk factors

N Prevalence of decayed second molar

% p value

Total studied population 1 873 16.6

SHS exposure

Smoker at home 1 182 12.3

No smoker at home 691 23.4 < .01

Income of breadwinner

Unemployed/lowest 247 13.3

Middle 946 15.0

Highest 663 20.0 .27

Family structure

With neither parent 646 18.1

Only with mother 721 15.1

With both parents 497 17.1 .28

Ethnicity/race

Black Africans 1 658 13.5

Non-black Africans 200 17.0 .42

Sex

Male 922 14.4

Female 947 18.7 .03

Age (yrs)

12–14 1 065 15.7

15–19 798 17.7 .57

Sugar intake frequency

<Four times per day 1 457 15.0

≥Four times per day 404 22.7 .01

Daily brushing frequency

<Twice per day 1 347 16.7

≥Twice per day 518 16.2 .79

Time since dental visit

Never visited before 1 332 15.8

Visit >12 months ago 268 23.3

Visit 6–12 months ago 98 14.1

Visit <6 months ago 161 18.3 .25

Current own smoking*

Non-smoker 1 612 16.7

Current smoker 244 15.7 .78

SHS = second-hand smoke
* Current smoker/smoked at least one cigarette in the past month

Table 2: Final multiple logistic regression model predicting caries on 

the second molars

Independent variables OR (95% CI)

SHS exposure

No smoker at home 1

Smoker at home 2.02 (1.22–3.33)

Sugar intake

<Four times per day 1

≥Four times per day 1.48 (1.03–2.13)

Sex

Male 1

Female 1.40 (1.06–1.83)

Age (continuous variable) 1.22 (.77–1.93)*

NB: Model only included those with complete data on all covariates (N = 1861)
CI = confidence interval; OR = odds ratio; SHS =second-hand smoke exposure
* Not statistically significant at p < .05

DISCUSSION

In contrast to findings from a similar study in the United States,4 this study 

suggests that exposure to SHS, independent of sugar consumption, is significantly 

associated with caries in adolescents’ permanent teeth. The differences in the 

study findings may be related to the fact that the U S study involved younger 

children (4- to 11-year-olds) with greater access to preventive care. For instance, 

although the current study showed that only 14% of the participants had visited 

a dentist within the 12-month period before the survey, the corresponding figure 

from the US study was 63%.4 However, consistent with previous findings of 

significant association between SHS and caries in the primary teeth,3–5 and 

in support of a possible pre-eruptive physiological mechanism of action, this 

study illustrated an increased risk for caries on the second molar, which had 

been exposed to the oral milieu only for a relatively short period.

Dental caries is widely recognized to be a time-dependent infectious disease 

induced by diet. Given that females’ permanent teeth erupt earlier than those 

of males,8 it was not surprising that the female participants had a higher risk 

for caries. The observation of higher caries risk among females had also been 

related to fluctuating hormonal levels during puberty.8 Furthermore, considering 

that decreased levels of vitamin C have been associated with a higher growth of 

cariogenic Streptococcus mutans bacteria,9 the observed increase in caries risk 

associated with HHM smoking could also be related to decrease in serum vitamin 

C levels previously observed in children exposed to SHS.10 The limitations of this 

study are that it relied on self-report for SHS exposure and that it was cross-

sectional in design. In addition, HHM smoking status during the development of 

the second molar was not established. Accordingly, any inference on causality 

should be interpreted with caution. Despite these limitations, this study provides 

useful information on HHM smoking as a risk indicator for permanent teeth caries 

while controlling for multiple caries risk factors.

In conclusion, although there is need for further studies, the study’s findings 

illustrate for the first time that smoking by household members could be an 

important risk indicator for caries in the permanent teeth of adolescents in a 

developing country.
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By Dr Jaco Smith

PEACEFUL REVOLUTION IN  
ORAL HEALTHCARE

When using oral care products containing freeze-

dried oral probiotics in the mouth, saliva causes 

their activation with the release of live, active 

bacteria that attach themselves both on the surface 

of the teeth and deep beneath the gum line. These 

colonies become a basecamp of beneficial bacteria 

to support oral health. With daily replenishment, 

these probiotic bacteria re-establish the natural 

microbial balance in the mouth and create whiter 

teeth, fresher breath and healthier teeth and gums.

In the oral cavity, harmful bacteria convert sugar 

and carbohydrates into lactic acid. Lactic acid is the 

bacterial by-product that is responsible for dental 

caries and the erosion of tooth enamel. Without 

requiring lifestyle changes, the addition of oral 

probiotics can positively affect the long- term health 

and wellness of the mouth and the other health 

systems dependent on oral health.

Some oral probiotic strains are beneficial in 

promoting healthy teeth due to their lactic-acid 

deficiency. A by-product of other probiotic strains 

is natural low doses of hydrogen peroxide, which 

safely supports healthy gums, fresher breath and 

whiter teeth.

USE OF ORAL PROBIOTICS

Caries

The ecological plaque hypothesis states that caries 

and periodontitis, the two most common biofilm-

associated diseases in the world, originate from 

a disturbance in the balance and diversity in the 

biofilm. Contributing causes may be inadequate oral 

hygiene, incorrect diet, stress and/or other factors 

which determine the micro-ecology. Caries are 

caused by the presence of acidogenic and aciduric 

bacteria (mainly mutans streptococci) metabolizing 

dietary sugars to create a low local pH environment 

which can de-mineralize enamel. Oral probiotics 

can naturally alter the oral pH levels.

Oral and gut probiotics share a common health 

goal. To achieve that goal they use health-promoting 

bacteria to crowd out disease-promoting bacteria. 

That is how oral probiotics, such as Breathactiv, 

work. The Breathactiv complex is a grouping of early 

biofilm colonizers that build a much smaller biofilm 

because they are not aciduric (do not make acid).

Pathogenic biofilm has a couple of requisites, 

and one is a low pH. So a biofilm with early 

colonizers that doesn’t make acid has a harder 

time harbouring the bacteria that we associate with 

dental disease. Harnessing this pH characteristic 

of biofilm goes right up into the face of traditional 

methods brush ‘n’ floss. Adjusting the pH allows 

your patients a way to manage their biofilm without 

having the dexterity and laser-focused education 

of a dental hygienist.

In the early days of caries bacterial studies, it was 

learnt that when Streptococcus mutans were fed 

sucrose, they would excrete massive amounts of a 

sticky goo called glycomatrix or mucopolysaccharide. 

This goo of the biofilm protects the population in 

order to survive unmolested by such things as 

antibiotics, toothbrushes, and floss. Supplying the 

mouth with the Breathactiv complex populates the 

niche previously inhabited by Streptococcus mutans, 

faster than S. mutans can.

The story of oral probiotics gets better! This 

way of biofilm management is not the wave of the 

future any longer. Recommending oral probiotics 

with natural strains from healthy mouths may be the 

ticket for patients who cannot or will not remove 

their own biofilm to dental hygienist standards.

When giving brush ‘n’ floss directions, we end 

up focusing only on the teeth, and we miss the 

elephant in the room, the tongue. Tongue coating 

is not innocuous, nor is it only a cosmetic concern. 

Biofilm on the tongue releases planktonic bacteria in 

what is called a planktonic storm. A coated tongue 

sends new biofilm to the rest of the mouth.

So it is time for the tongue to be included 

in discussions about biofilm management and 

prophylaxis and it is here that probiotics play a very 

important role due to their activity in all oral biofilm.

Gum and tooth health

If harmful, disease-causing bacteria are allowed 

to  build up in the periodontal pocket, the result is 

advanced periodontal disease. To address this, it is 

increasingly common, as well as very painful, to have 

dentists clean teeth below the gum line. Research 

has revealed that even after the aggressive process 

of scaling to clean out the periodontal pockets, the 

future oral health of the patient is determined by 

the type of bacteria that are first to colonize in the 

base of that clean pocket. If the harmful bacteria 

are first to colonize, the disease condition will 

quickly return. If the beneficial bacteria are first, 

then good oral health will be established and the 

dental office procedure will have been successful 

(Socransky and Hafajee, 1992, J. Perio, p. 322).

Oral probiotics can provide a deep impact by 

rebalancing the oral flora in a simple, painless, 

non-invasive daily routine. No other consumer 

product impacts oral health below the gum line to 

get to the root of the problem.

In clinical trials, twice-daily administration of 

Breathactiv substantially affected the levels of 

harmful bacteria in the mouth. The studies found 

that by simply using these oral probiotics, the levels 

of harmful bacteria were reduced in plaque samples 

taken from below the gum line and at the bottom 

of the periodontal pocket.

Existing mouthwashes and toothpastes that 

typically contain an antibacterial agent can only 

affect those areas of the mouth that the rinse directly 

contacts, which limits their effectiveness to contact 

with plaque above the gum line. Furthermore, the 

antibacterial agent is quickly washed from the mouth, 

while the probiotic bacteria have high substantivity; 

i.e., they have a prolonged duration of contact with 

disease-susceptible surfaces in the mouth and thus 

a prolonged beneficial activity.

Fresher breath

In general, amino acids are the main substrate for 

the production of oral malodorous compounds. As 

freshly secreted human saliva contains low levels 

of free amino acids, halitosis occurs as a result 

of bacterial putrefaction by several anaerobic 

species found in the oral cavity. The most widely 

used strategies in the treatment of halitosis are 

comprehensive oral hygiene, including tongue 

scraping and brushing, as well as the use of mouth 

rinses containing antibacterial agents. Antibacterial 

mouthwashes and breath fresheners promote killing 

up to 99.9% of bacteria and germs in the mouth. 

These products indiscriminately wipe out both the 

essential, good bacteria and the harmful bacteria.

INTRODUCING A
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Within several hours after using an antibacterial 

mouthwash or breath freshener, the surviving 

0.1% of the bacteria remaining in the mouth will 

repopulate to the full level of harmful bacteria that 

was present in the mouth before the product was 

used. This indiscriminate destruction of bacteria 

creates ongoing imbalances in the microflora 

that naturally inhabit the oral cavity. Antibacterial 

mouthwashes and breath fresheners simply mask 

the malodor and can never effectively address the 

issue on the causal level.

Oral probiotics are natural antagonists to the 

malodor-creating bacteria, quickly colonizing to 

create a healthy balance of microflora and resulting 

in longer lasting, truly fresher breath.

The use of benign, commensal probiotics could 

therefore offer a complementary and more long-term 

treatment strategy to combat bad breath.

Whiter teeth

A natural by-product of oral probiotics is a low-dose 

of hydrogen peroxide. As this good bacteria is 

replenished daily, it creates a gradual teeth whitening 

effect with the full benefits of long contact times, 

delivering 24-hour per day coverage of balancing 

and brightening.

Yellowing, surface discoloration or staining are 

all results of lifestyle choices: tobacco use, coffee, 

tea, beets, etc. Anything that stains will affect the 

colour of the teeth. Tooth enamel is porous, filled 

with microscopic cracks and pores that hold onto 

staining products. Commercial tooth whiteners 

employ extremely high levels of harsh, chemical 

hydrogen peroxide, which can actually damage 

the tooth and create a roughness on the tooth’s 

surface. This increases the film that builds up on 

the tooth surfaces and in the micro-cracks and is 

available to hold on to stains much better.

S. oralis in the Breathactiv complex binds to 

the surface of the teeth, crowding out harmful 

bacteria by competing for the same nutrients and 

surface spaces. In laboratory studies, the low-dose 

hydrogen peroxide produced by the S. oralis created 

a continuous whitening benefit that did not plateau 

over the duration of the study. With daily use, the 

colonization of S. oralis provides a constant and 

expanding population for gradual and continual 

whitening effects.

The hydrogen peroxide metabolites of S. oralis 

also contribute to the breath-freshening features of 

oral probiotics by inhibiting the growth of harmful 

bacteria. The decrease in these harmful bacteria 

results in a substantial reduction in the volatile 

sulphur compounds associated with bad breath.

Unlike other whitening products, oral probiotics 

are completely safe for veneers, caps and dentures.

RE-EXAMINATION

Now ask yourself if you cannot motivate someone 

to achieve total dental biofilm removal with a 

toothbrush, can you get them to incorporate one 

single probiotic tablet a day into their routine? 

Using these tools addresses the forgotten reality 

of how much room a biofilm needs, the complexity 

of a mature biofilm, and the size of human cells. 

Stop wearing the badge of “Floss Nag” with pride. 

Serve yourself and your patients better by offering 

scientifically proven oral health-promoting products 

containing oral probiotics like Breathactiv. ●
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Medical emergencies can occur at any time in 

the dental surgery. Routine dental operations 

and procedures that generally cause no harm or 

distress to fit and normal patients may give rise 

to symptoms, alarming and of sudden onset, in 

patients suffering from some non-obvious ailment. 

Some of these patients may be receiving medical 

treatment, and the medical emergency may arise 

from the disease itself, or as a direct result of 

the treatment they are receiving.1 While there 

will inevitably be some degree of ambiguity with 

what constitutes an emergency, emergency care 

is care without which the patient will or may be 

subject to serious harm, including professional 

harm. Dental emergencies cannot be isolated from 

medical emergencies. An abscess, for example, can 

evolve into a potentially life-threatening situation. 

For a dentist to ignore any or all foreseeable 

consequences of inaction is unprofessional and 

could well lead to the patient seeking a legal 

remedy on the grounds of negligence. It has 

been estimated that one or two life-threatening 

emergencies will occur in the lifetime practice 

of a general dental practitioner. This experience 

may increase as the aging population rises and 

more patients with underlying medical conditions 

seek dental care.

From an ethical perspective, the provision of 

emergency care is based on the duty of care to 

protect the health of the patient, causing minimal 

harm in the process. A dentist should be socially 

responsible and act humanely in both professional 

and personal matters. For example, even though 

there is no legal requirement to provide care 

and assistance in an emergency situation to a 

stranger that one encounters outside normal 

professional settings, it would still be deemed 

morally questionable not to do so. The question 

that always has to be answered is: would you wish 

to be abandoned in similar circumstances?2 The 

preamble to the Health Professions Council of 

South Africa is clear about the answer.3 It states: 

“To be a good healthcare practitioner requires a 

life-long commitment to sound professional and 

ethical practices and an overriding dedication to 

the interests of one’s fellow human beings and 

society. In essence, the practice of healthcare 

professions is a moral enterprise.”

It is in this moral context that all healthcare 

practitioners (private and public sector) are obliged to 

provide emergency care to all patients, irrespective 

of the patient’s ability to pay for services4 

The preamble to the National Health Act refers to 

Section 27 (3) of the Constitution that provides that 

no one may be refused emergency treatment and 

Section 5 of Chapter 2 of the Act says “A healthcare 

provider, health worker or health establishment 

may not refuse a person emergency medical 

treatment”. This is reiterated in Section 5.7 “… in an 

emergency situation practitioners shall be obliged 

to provide care in order to stabilize the patient 

and then arrange for an appropriate referral to 

another practitioner or facility where the required 

care can be provided. Furthermore, in emergency 

situations, practitioners must provide healthcare 

within the limits of their practice, experience and 

competency”.4

All oral healthcare workers as part of the dental 

team should be able to manage and handle any 

medical emergencies. In addition, they should be 

familiar with current treatments and protocols for 

handling medical emergencies. Failure to do so 

may have serious legal implications usually on the 

basis of a lack of the standard of care. Failure to 

do so may have serious legal implications and 

there are many components to consider. The 

standard of care is essentially “what a reasonable 

prudent person with the same level of training 

and experience would have done in the same 

or similar circumstances”.3 It is made up of two 

parts – the first being a ‘duty to act’. Healthcare 

workers are required to provide necessary 

emergency care to an individual in the surgery 

whether the individual is a patient, family member 

or employee. In a public healthcare facility it is 

an expectation of the public that its employees 

are trained for emergencies. The second part 

is an ‘act of omission or commission’. An act 

of omission would be failing to carry out some 

task that the ‘reasonable prudent person’ would 

have performed under the circumstances. An act 

of commission would be an attempt to provide 

care beyond what was normally accepted under 

the circumstances, or by failing to have taken an 

action that would have prevented an emergency. 

Dental professionals can avoid these situations 

by ensuring that the best interests of the patient 

are paramount, by doing what is required in an 

emergency and by acting within their scope of 

practice.3

While taking into consideration these legal aspects 

concerning emergency treatment, it is important 

to bear in mind the following:

• When an emergency arises call the Emergency 

Medical Services (EMS) immediately

HANDLING MEDICAL EMERGENCIES
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• If there is a problem, such as a tooth going down 

a patient’s throat, be honest with the patient as 

to the nature of the problem

• Refer patients to medical professionals where 

necessary. Never attempt to treat situations that 

require specialist care or hospital management

• Be knowledgeable about the National Acts and 

HPCSA requirements for dealing with emergencies 

• Take a complete medical history for new patients 

and update at every visit. Maintain adequate 

records – document emergency treatment rendered

• Take vital signs regularly especially if an 

anaesthetic was administered.

CONCLUDING REMARKS

It is critical that a thorough medical history is sought 

when dealing with medical emergencies and that 

a dental emergency kit is available at all times. 

The best interests or wellbeing of their patients 

should be regarded as a dental practitioner’s 

primary professional duty. Lifelong learning is the 

cornerstone that supports every profession and 

professional bodies (the HPCSA, in South Africa) 

may have very specific mandatory requirements  

(to maintain registration), both in terms of the number 

of hours prescribed as well as the subject matter 

that should be updated, and this often includes 

basic life support and managing emergencies.

Obtaining a medical history and determining 

vital signs is the first step in identifying the patient 

likely to develop a medical emergency. With proper 

training, thorough preparation, and regular practice, 

the staff of any dental surgery or clinic will be able 

to provide appropriate medical care should the 

need arise. ●
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On 5 April 2017, the Faculty of Health Sciences at 

the University of the Witwatersrand held its annual 

awards ceremony. Two Oral Hygiene students, 

Elsabe Martincich and Nokuthula Mtshali, walked 

away with the Department of Oral Hygiene award.

Elsabe, who has been a student member of 

OHASA since her first year, was also awarded the 

Oral B/OHASA Award for best Clinical Student, the 

GlaxoSmithKline/OHASA Award for the Best Academic 

Student, the Colgate Community Dentistry Student 

Award, and the OHASA Research Award, as well 

as making the Dean’s Merit List. Sadly Elsabe will 

be immigrating to Australia.

Nokuthula was awarded the Johnson & Johnson 

Best Final Year Student in the Community Dentistry 

Course Award, while Jocelyn Miller, another Deans’ 

Merit List student, received honours for her academic 

achievements. ●

RECEIVE AWARDS AT WITS

ORAL HYGIENE STUDENTS

UNIVERSITY UPDATE
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The Eastern Cape branch hosted its CPD Seminar on Saturday, 20 May 2017, 

at the Radisson Blu in Summerstrand, Port Elizabeth. 

Speakers on the day included Dr Cameron McIntosh, who discussed the 

topic ‘ENT and dentistry: Don’t marry your cousin’; Dr John Black who’s topic 

was ‘The collateral damage of antimicrobials’; Mr Francois du Plessis with 

a talk on ‘Dental photography’; Dr Mike Henry, who discussed ‘Botox and 

fillers – perioral applications’; and Dr Nicolene Potgieter, who presented on 

two topics, namely ‘Management of open apices’ and ‘Modern pedodontics’.

The event programme was well received and we got very good feedback 

on the variety of presentations by dentists, hygienists and assistants. The 

delegates made good use of the opportunity to ask questions during the 

course of the day.

Several dental companies had stands during our event, including Colgate, 

Dental Warehouse, Oral B and Wright-Millners – thank you for your continued 

support! A special word of thanks to Colgate, Dental Warehouse and Wright-

Millners for the lucky draws you sponsored.

As is customary within OHASA, we supported a selected charity organization 

during our seminar. We selected Mystical Butterflies as our beneficiary. This 

is a group of ladies serving underprivileged areas in Port Elizabeth and we 

collected toiletries for children aged between 2 and 16. We hope that the 

products will help them with the good work they are doing!

Special thanks to Dr Nicoline Potgieter from the University of Pretoria 

for being willing to travel to Port Elizabeth to spend her time and share her 

knowledge with us. We appreciate it and hope that you enjoyed your visit 

to Port Elizabeth! We also want to thank OHASA Gauteng – your donation is 

appreciated and being put to good use.

Our next seminar will be held on 9 September (not in August) – more details 

will follow soon. ●

EASTERN CAPE
NEWS FROM THE

OHASA NEWS

OHASA EASTERN CAPE SEMINAR – 20 MAY 2017

Eastern Cape hygienists with Dr Nicoline Potgieter
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GAUTENG BRANCH
NEWS FROM THE

Two of our region’s oral hygienists, Thando 

Mabaso and Nthabiseng Sofala recently visited a 

local radio station in Soshanguve, Pretoria. They 

were awarded 30 minutes of airtime, but ended 

up spending 45 minutes on air discussing oral 

health and the oral hygienist profession. They 

also awarded two lucky draws to listeners who 

answered their questions correctly.

Well done ladies! ●

OHASA NEWS

PAGE 20 OHASA JOURNAL



The KwaZulu-Natal branch held a successful First Aid Refresher Course in 

Durban in March 2017. The course was very insightful and thoroughly enjoyed 

by all. We held our seminar on 20 May 2017 at the Balmoral Hotel in Durban, 

with the next seminar lined up for 4 November 2017 at the Marriot Karridene 

Beach Hotel. The seminar was well attended and the talk by Dr Muslim, the 

Chair of the Dental Therapist and Oral Hygiene Board, on Expanded Functions 

was well received, with many questions and concerns answered.

The much anticipated UKZN Dental Ball will be held on 21 October 2017 at 

the COMSA Lounge, Westville Campus. ●

KWAZULU-NATAL 
NEWS FROM

OHASA NEWS
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The Western Cape branch kick-started the term 

with a successful breakfast branch meeting at the 

España Restaurant in Burgundy Estate, Cape Town. 

The Dutch guest speaker, Ms Alice Grasveld, gave 

an insightful presentation entitled ‘Anthropology in 

Oral Health’. Our branch meetings are an excellent 

way for OHASA members to stay abreast of the 

latest industry information and provides a platform 

for their voices to be heard.  

Our first full-day seminar took place at a new 

venue, the Belmont Square Conference Centre in 

the southern suburbs of Cape Town. We were very 

privileged to have nine dental companies exhibiting 

their products on the day. We had excellent speakers 

presenting on various topics, including veterinary 

dentistry, e-cigarettes, oral health effects of substance 

abuse and the role of the oral hygienist, and a 

student research project presentation. Dr Muslim, 

the Chair of the Dental Therapist and Oral Hygiene 

Board, had two slots and presented on the role of 

the HPCSA, as well as policies, rules and regulations 

of the oral hygiene profession. Dr Muslim opened 

the floor for any questions regarding the current 

Extended Expanded Functions. 

We continued our Operation Smile and Sanitary 

Pads social responsibility projects and want to thank 

the delegates for their generous hearts once again.

The Western Cape is looking forward to the 

SADA-OHASA collaboration at the SADA National 

Congress taking place from 4–6 August 2017. Early 

bird registration is open until the end of May on the 

SADA website. The parallel oral hygiene program 

will take place on Saturday, 5 August 2017.

The last full-day seminar for 2017 will be held at the 

Durbanville Conference Centre on 14 October 2017.

Thank you to all our sponsors and speakers – 

without you our seminars would not be a success. 

Last but not least, thank you to the loyal OHASA 

Western Cape members and non-members for your 

ongoing support!! ●

WESTERN CAPE BRANCH 
NEWS FROM THE

OHASA NEWS
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The Cavitron® BOBCAT® Pro, 25kHz ultrasonic scaler, provides quality 
and performance along with a contemporary look. Equipped with a 
modern enclosure, versatile vertical or horizontal orientation, universal 
control graphics, and a user-friendly weighted foot pedal, the BOBCAT 
Pro proves an economical choice in ultrasonic scaling. BOBCAT Pro is 
compatible with Cavitron DualSelect™ medicament delivery system. 
 
Features and Benefits 

 25kHz Power 
 Seamless enclosure 
 Vertical or horizontal orientation 
 Compact 
 Smooth integrated handpiece holder 
 Improved foot control 
 Spring handpiece cable 
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This popular “hands on” course in Orthodontics 

has been brought back by popular demand. As 

you may possibly remember, this course was 

given from ± 2009 to 2012. It was suspended for 

a while because of time constraints. It was a very 

well-received, “hands on” course and received many 

accolades (see our website). Students who attended 

this course in the past gave excellent reviews. 

Being “hands on” and not “online” makes this 

this course very unique. Since Orthodontics is a 

practical subject, a “hands on” course is the logical 

way to go. Many of the hygienists who attended 

in the past managed to secure good jobs with 

orthodontists. 

Another plus for this course is its association 

with the Wentworth Foundation, which renders 

free treatment to poor and indigent children 

in KwaZulu-Natal in the area of Cleft Lip Palate 

and Craniofacial Deformities. See the website  

www.wentworthfoundation.org.za

Part of the proceeds of this course goes 

to the Foundation.  

The course has 10 modules and 2 parts: 

• Part 1 is Clinical and has 6 modules 

• Part 2 is Practice Management and has 4 

modules. 

To get a better idea of the course see the 

website: www.orthoassist.co.za

ADVANCED ORTHODONTIC 
AND DENTAL ASSISTING

ACADEMY FOR 

ADVERTORIAL
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0.2% Chlorhexidine
Alcohol FREE

Indications:
•  Complement to periodontal 
 and implant treatments
•  Abutment screws
•  Sensitive gums
•  Individuals who are unable 
 to brush effectively

0.1% Chlorhexidine
0.5% Chlorobutanol

Indications:
•  Reduce plaque formation
• Prevent the onset and 
 aggravation of gum problems
• Infection control

YOUR BEST DISINFECTING ALLIES

www.pierre-fabre.co.za

Available from Dental Warehouse. To be put in touch 
with your nearest sales rep, please contact us 
on 011 803 5140 or infosa@pierre-fabre.com.



CONTINUOUS PROFESSIONAL DEVELOPMENT

QUESTIONNAIRE
CPD

No. 2 • 2017

ORAL DISEASES ASSOCIATED WITH HHVS

1. Clinically, the oral lesions associated with HSV-1 and HSV-2 infections are 

identical. 

True/False

2. The viral infection that is thought to establish a latent infection in the 

salivary glands is:

a. HSV-1
b. EBV
c. VZV
d. CMV

3. The viral infections that affect B-lymphocytes are:

a. HHV-4 and HHV-8

b. HHV-4 and HHV-5

c. HHV-6 and HHV-7

d. HHV-1 and HHV-3

4. Patient X presents with numerous small ulcers affecting the palatal mucosa. 

The preferred diagnosis is:

a. Herpetiform aphthous ulceration

b. Intra-oral herpetic infection
c. Minor aphthous ulceration

d. Depending on lesional size, either a or c

5. With reference to Question 4, to confirm your diagnosis you decide to 

take a cytological smear/brush biopsy of the lesions. If your diagnosis is 

correct, on microscopic evaluation the following would be evident:

a. Pleomorphism

b. Multinucleate giant cells
c. Hyperchromatic nuclei

d. Numerous mitotic figures

6. Johnny, a seven-year-old patient, presents with primary herpetic 

gingivostomatitis, which according to the guardian started two days 

previously. You know that the condition is self-limiting and that treatment is 

primarily supportive. The advice that you would give to Johnny’s guardian 

includes (select the one incorrect answer):

a. Use of an over the counter analgesic syrup

b. Soft diet
c. Limiting fluid intake 

d. If he has the ability to expectorate, an anti-microbial mouthwash

7. You, however, note that Johnny’s infection is particularly severe, he is 

running a fever and appears listless. As Johnny has presented within 

72 hours of onset, you decide it best to refer Johnny to the dentist for 

a prescription for systemic antivirals. Bearing in mind that Johnny is 

imunocompetent, the dentist is most likely to prescribe:

a. Aciclovir oral suspension 30mg/kg of body weight divided into 5 

separate doses, taken for 7 days 

b. Aciclovir oral suspension 15mg/kg of body weight divided into 5 

separate doses, taken for 7 days

c. Aciclovir oral suspension 80mg/kg of body weight divided into 5 
separate doses, taken for 7 days

d. Aciclovir oral suspension 45mg/kg of body weight divided into 5 

separate doses, taken for 7 days

8. The most common triggers for recurrent oro-labial herpes include (select 

the one incorrect answer):

a. Smoking

b. Sunburn
c. Emotional stress

d. Febrile illness

9. Mrs Smith has arrived for her routine oral hygiene appointment. On 

collecting her from the waiting room, you note that she has an active 

herpes labialis infection. You:

a. Apply universal precautions only and proceed with the appointment

b. Hand scale only
c. Use an ultrasonic scaler in conjunction with high volume suction to 

limit aerosol production

d. Defer the appointment

10. Mrs Smith informs you that she frequently suffers from fever blisters and 

she believes that it occurs after she has been in the sun. This is of concern 

to her as she has a trip to the coast planned for next month. Advice that 

you would give the patient includes (select the one incorrect answer):

a. Use of sun screen

b. To obtain a script for prophylactic antivirals
c. To start prophylactic treatment just before exposure to the trigger 

and to continue throughout the precipitating event

d. To only use an antiviral agent if active infection occurs as frequent or 

chronic antiviral use promotes drug resistance
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HANDLING MEDICAL EMERGENCIES

11. Duty of care is the ethical and legal obligation to protect the health of a 

patient while he/she is in your care, using your facilities or exposed to 

the services that you are rendering. 

True/False

12. Health professionals have the right to refuse emergency care on the basis 

of a person’s ability to pay for that care. 

True/False

13. Mr Jones, a 75-year-old gentleman, has arrived for a routine prophylactic 

appointment. He has not been to see you in the last 24 months. At the start 

of the appointment you fail to appropriately update his medical history by 

failing to ask questions pertaining to changes in his general health status 

or surgical procedures that he may have undergone. As a consequence 

you are unaware that he now has a cardiac pacemaker and proceed to 

make use of an ultrasonic scaler. This then leads to a potentially fatal 

arrhythmia. Did you commit:

a. An act of commission

b. Breach a ‘duty to act’

c. An act of omission

d. All of the above

14. In Mr Smith’s case, if, however, you were aware of the fact that he now had 

a cardiac pacemaker but continued to proceed with use of an ultrasonic 

scaler without providing a lead apron as shielding or alternatively hand 

scaling, you are guilty of:

a. An act of commission

b. Breach a ‘duty to act’

c. An act of omission

d. All of the above

15. To protect against a malpractice claim it is prudent to:

a. In an emergency situation to first stabilize a patient prior to calling 

the emergency medical services

b. In an emergency situation to provide treatment outside of your scope 

of practice, experience or competency

c. In an emergency situation to withhold information from the patient 

so as to not alarm him/her

d. Be familiar with and constantly review the national acts and HPCSA 

regulations for dealing with emergency situations

Are fissure sealants still relevant as a caries preventive measure?

16. In the control group, only teeth that presented with visual demineralization 

of the fissure system demonstrated methylene blue penetration. 

True/False

17. The proportion of teeth in the test group that displayed methylene blue 

penetration into the fissure system:

a. 100%

b. 50%

c. 0%

d. 80%

18. According to this article, the mainstay of fissure caries prevention is:

a. Fluoride varnishes

b. Pit and fissure sealants

c. Caries detection systems

d. Novel adhesive systems

19. The mean retention span of resin pit and fissure sealants is:

a. 4 years

b. 5 years

c. 3 years

d. 2 years

20. Resin pit and fissure sealants are superior to glass ionomer sealants in 

prevention of fissure caries. 

True/False

21. Fissure sealants when used as a preventive measure in sound occlusal 

fissures reduce caries incidence by:

a. 60–70%

b. 70–80%

c. 80–90%

d. 90–100%

22. Most effective measure to arrest non-cavitated fissure caries:

a. No treatment

b. Fluoride varnishes

c. Fissure sealants

d. None of the above

23. Tactile examination as an adjunct to thorough visual examination of the 

fissure system is essential. Tactile examination is undertaken using a:

a. Michigan probe

b. Williams probe

c. FT10 probe

d. CPITN probe

24. Fissure sealants should be applied to the pits and fissure systems of all 

premolar and permanent molar teeth irrespective of anatomical vulnerability. 

True/False 

25. Despite recent developments with respect to novel caries detection systems 

and fluoride varnishes, fissure sealants remain an effective preventive 

measure, especially for children having limited access to care. 

True/False

CONTINUOUS PROFESSIONAL DEVELOPMENT
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