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Abstract
It is well known that smoking contributes to the develop-
ment of lung cancer and cardiovascular disease, and
there is weighty evidence that it has a considerable
influence on oral health. Smoking has many negative
effects on the mouth, including staining of teeth and den-
tal restorations, reduction of the ability to smell and
taste, and the development of oral diseases such as
smoker’s palate, smoker’s melanosis, coated tongue,
and, possibly, oral candidosis and dental caries, peri-
odontal disease, implant failure, oral precancer and can-
cer. From a qualitative point of view the latter is obvious-
ly the most serious tobacco-related effect in the mouth.
Quantitatively, however, importance has been attached
to periodontitis, which affects a large proportion of the
population, and during recent years more attention has
been given to implant survival rates. Dentists have an
important role to play in preventing the harmful effects
of smoking in the mouth, and consequently smoking
counselling should be as much a part of the dentist’s job
as plaque control and dietary advice.

Copyright © 2003 S. Karger AG, Basel

Introduction

The role of smoking in the development of lung cancer
and cardiovascular disease is well known. Since the initial
suspicion of the relation between smoking and lung can-
cer in the 1950s [1], the famous study of British doctors,
among many others, established a causal relationship
between smoking and death from major diseases, includ-
ing cancer of the lung and other types of cancer, respirato-
ry diseases such as obstructive pulmonary disease, vascu-
lar diseases, and peptic ulcers [2, 3]. As part of the health-
care system dentists have an obvious interest in these dis-
eases, but it could be argued that other members of the
health system have more important roles to play as far as
these and many other smoking-related diseases are con-
cerned. However, since there is weighty evidence that
smoking has a considerable influence on oral health, it is
not unreasonable that dentists should play an important
role in preventing the harmful effects of smoking on
human tissues in general and oral tissues in particular.

The oral effects of smoking range from harmless stains
of teeth and dental restorations to serious diseases such as
oral cancer (table 1). From a qualitative point of view the
latter, obviously, is of utmost importance, since the five-
year relative survival rate for intraoral cancer is about
50% [4]. Quantitatively, however, importance has been
attached to other diseases or issues related to smoking
such as periodontitis, which affects a large proportion of
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Table 1. Effects of smoking on the mouth

Discolorations of teeth and restorations
Coated/hairy tongue
Reduced ability to taste and smell
Smokers’ melanosis
Smokers’ palate
Dental caries
Oral candidosis
Increased failure rates for dental implants
Periodontal disease
Smokers’ white patch/leukoplakia
Oral cancer

Table 2. Oral cancer: age-standardized
(world population) incidence rates per
100,000 [9]

Population Men Women

Denmark 6.5 2.1
UK: England and Wales 3.2 1.3
France: Bas-Rhin 21.0 2.1
US: Iowa 8.2 2.6
China: Shanghai 1.8 1.3
Hong Kong 4.1 2.0
Japan: Osaka 3.0 1.3
Thailand: Chang Mai 4.7 2.5
India: Trivandum 8.2 2.5

the population, or implant survival, which has come into
focus more and more during recent years.

There are several general reviews and informational
booklets for dentists on the effects of smoking in the
mouth [5, 6]. Within the European Union (EU) the Work-
ing Group on Tobacco and Oral Health distributed infor-
mational material to dentists in EU countries and pub-
lished a comprehensive review from a consensus meeting
organized by the Working Group [7]. Part of this consen-
sus paper has been cited at www.whocollab.od.mah.se/
expl/tobacco.html.

The aim of this article is to provide a concise, didactic
update on the effects of smoking on oral health, with an
emphasis on recent evidence and achievements. When
possible, reference is given to detailed and comprehensive
reviews of available literature in the field. Also provided
are practical and realistic guidelines for dentists to help
their patients in their efforts to quit smoking.

Oral Cancer

The majority of oral cancers, constituting 2–3% of all
cancers worldwide [8], are squamous cell carcinomas
developing from the mucosal surface epithelium (fig. 1)
[4]. Oral cancer affects mostly middle-aged or elderly peo-
ple and is more common in men than in women [8]. The
incidence varies worldwide (table 2) [9]. In this report,
oral cancer is used synonymously with squamous cell car-
cinoma originating from the mucosal surface epithelium.

Numerous studies in various populations have shown
that smokers have a substantially higher risk of oral can-
cer than nonsmokers [10–16]. The studies are primarily
concerned with the use of cigarettes, but pipe and cigars
seem to carry an equal or even higher risk [13, 16]. There
is a clear dose-response relationship, with risk decreasing
after smoking cessation. In some studies it was shown that
10 years after quitting, former smokers have the same risk
of oral cancer as people who never smoked, whereas other
studies show that the risk decreases dramatically but
remains at a level somewhat higher than that found in
people who never smoked [12, 17]. Ethnic differences in
the incidence and mortality of oral cancer exist, but the
information available is scarce [18, 19].

The relationship between the use of smokeless tobacco
and oral cancer has been discussed at length. The appar-
ent discrepancies between different researchers probably
derive from the fact that there are great differences in hab-
its and products around the world, which makes a general
statement on this subject impossible. Snufff-habits as they
appear in Scandinavia carry none or very low risks of oral
cancer [20, 21], but the use of other types of smokeless
tobacco in other parts of the world seems to pose a sub-
stantial cancer risk [22].

Although the underlying mechanisms are not known in
detail, it is plausible that smoking could lead to cancer
since carcinogens in tobacco smoke can induce changes in
DNA. In recent years much attention has been given to
smoking-related mutations in a tumor suppressor gene
coding for the protein p53. This protein is important in
regulating cell proliferation and has a role in the repair of
DNA damage [23]. Mutations in the gene may lead to an
accumulation of DNA damage in the cells, which may
play an important role in the development of cancer.

Many studies on the relationship between smoking and
oral cancer have been appropriately controlled for various
confounders such as diet (low intake of fresh fruit and veg-
etables increases the risk of developing oral cancer [24,
25]), social status, and, not the least important, alcohol
abuse. Smoking and excessive alcohol intake synergisti-
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cally increase the risk of developing oral cancer [10, 12,
14]; it has been estimated that between 75 and 90% of all
cases are explained by the combined effect of smoking
and alcohol use. This could be because alcohol dissolves
certain carcinogenic compounds in tobacco smoke and/or
alcohol increases the permeability of the oral epithelium
[26]. In Greece, where the incidence of oral cancer in gen-
eral is low, a study showed a similar synergistic effect
between tobacco and alcohol [27], and in a study on 300
patients at an addiction unit in Hungary, 8 oral carcino-
mas were diagnosed (2.7%, mean age 39 years) [28]. All of
the 300 patients had a daily smoking and alcohol habit;
about half of them smoked more than 20 cigarettes a day
and consumed the equivalent of 2–3 liters of wine daily.
Thus, screening of risk groups, defined primarily by
tobacco and alcohol habits, seems well founded.

There is overwhelming and consistent evidence that
smoking causes oral cancer. A recent study, however,
showed that only one third of patients who had undergone
treatment for oral cancer [29]! Thus, the public needs to
be informed of the risks, in particular during their visits to
the dental office.

Oral Precancer

Oral leukoplakia, the most common premalignant le-
sion in the mouth, is far more common in smokers than in
non-smokers (fig. 2) [30, 31]. A recent study suggests that
leukoplakias in the floor of the mouth are associated with
smoking habits, whereas leukoplakias at the lateral bor-
ders of the tongue are more common among nonsmokers
[32]. Smokeless tobacco induces wrinkled changes in the
oral mucosa at the site where the quid is placed [20, 33–
36], but at least some of these changes seem to be revers-
ible [36, 37].

Bearing in mind the role of smoking in the develop-
ment of oral cancer, it is not easy to understand why leu-
koplakias associated with a smoking habit seem to have a
better prognosis in terms of future transformation to can-
cer than those in non-smokers [38, 39]. In population-
based studies from India it has been shown that cessation
of tobacco use substantially decreases the incidence of
oral leukoplakias [40], and since it has been shown recent-
ly that smoking is positively correlated to the presence of
epithelial dysplasia in oral precancerous lesions [41], it is
fair to conclude that it is an important and necessary task
for the dentist to inform patients of the relationship
between smoking and oral leukoplakias.

An explanation for the finding that leukoplakias asso-
ciated with a smoking habit have a better prognosis than
those not associated with a smoking habit could be that a
proportion of smoking-related leukoplakias may not have
reached the point of no return. Thus, after smoking cessa-
tion a substantial number of smoking-related leukopla-
kias will disappear [42]. This subgroup of smoking-related
leukoplakias may have a low malignant potential. Is it
possible, then, to predict if a given white lesion will disap-
pear upon smoking cessation? There is at least one charac-
teristic clinical finding that tells us that the lesion is tobac-
co-induced: fine white striae that imitate a fingerprint
pattern in the mucosa [43]. These lesions are referred to as
fingerprint lesions or a pumice stone type of lesion (fig. 3).
They will invariably disappear upon tobacco cessation
(fig. 4) and are generally regarded as non-premalignant. If
a comparison was made between leukoplakias not associ-
ated with a smoking habit and leukoplakias associated
with a smoking habit but failing to disappear upon smok-
ing cessation, the malignant potential would presumably
be the same. The latter group of leukoplakias would possi-
bly include smoking-induced leukoplakias as well as leu-
koplakias that developed independently of the patient’s
smoking habit. Thus, without knowing the fate of a given
leukoplakia upon smoking cessation the wording ‘smok-
ing-induced’ should be avoided in favor of the wording
‘smoking-associated’.

Periodontal Disease

During the last 20 years numerous cross-sectional and
longitudinal studies have demonstrated a clear relation-
ship between smoking and periodontal disease [for re-
views, see 44, 45]. Periodontitis is more prevalent and
more severe in smokers, characterized by deeper peri-
odontal pockets, greater attachment loss and more furca-
tion defects [46–52]. In many studies smoking was sug-
gested to be an independent risk factor for periodontal
disease after controlling other factors: oral hygiene,
plaque, calculus, and socioeconomics. The relative risk of
periodontal disease among smokers has been reported to
be between 2.5 and 6 compared to nonsmokers [47, 49].
Initially, it was thought that a higher amount of plaque in
smokers explained such findings, but the rate of plaque
accumulation does not seem to be higher in smokers than
in nonsmokers [53, 54].

Recent studies, a few of which are population-based,
support earlier findings on periodontal disease in smokers
[55–61] and show that cigar and pipe smoking have simi-
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Fig. 1. Squamous cell carcinoma in the floor
of the mouth in a heavy smoker.
Fig. 2. Leukoplakia characterized by whit-
ish changes, erythematous areas, and nod-
ules in the right buccal commissure in a
heavy smoker. Biopsy revealed slight epithe-
lial dysplasia and candidosis. Some would
classify this lesion as a chronic hyperplastic
candidosis.
Fig. 3. White changes in right buccal com-
missure in a heavy smoker. Note finger-
print-like pattern or pumice stone appear-
ance.
Fig. 4. Same lesion as in figure 3 after 3
months’ of tobacco abstinence.
Fig. 5. Smokers’ palate in pipe smoker.
Fig. 6. Smokers’ melanosis in the floor of
the mouth in a heavy smoker.

lar effects as cigarettes [55]. A dose-dependent response
has been suggested [48, 56, 62], strengthening the evi-
dence that smoking is a risk factor for periodontal disease.
Furthermore, the disease is more severe in current smok-
ers as compared to former smokers [56, 59, 63, 64]. It
should be emphasized, however, that studies comparing
periodontal disease in current and former smokers were
not randomised. The patients who succeed in stopping
their smoking habit might be a subgroup of smokers who
have an otherwise healthier way of life than those who
continue to smoke. But randomising smoking cessation in
a scientific context might not be feasible and would, fur-
thermore, pose ethical problems.

The effect of smoking on adult patients with manifest
periodontitis could be blurred by general health problems
and by the progressive process of periodontal disease
itself. A recent study on young healthy people without or
with minimal periodontitis, however, reveals a clear nega-
tive effect of smoking on the periodontal tissues [65].

The mechanisms underlying the negative effects of
smoking on periodontal tissues are largely unknown.

Studies have shown more periopathogens in smokers than
in nonsmokers, but other studies have not supported this
finding. Divergent results are likewise seen in recent stud-
ies [66–68]. Most of these studies were conducted on
patients with severe periodontitis, but a recent study on
young adults with healthy periodontium showed that typi-
cal periopathogens are more frequent in smokers than in
nonsmokers after controlling variations in oral hygiene,
suggesting that smoking is involved in the early develop-
ment of the disease. A recent study suggested that the
effect of smoking on periodontal disease was a reduction
in the regression of the disease rather than an effect on the
progression of disease [69].

Since divergent results on the composition of the sub-
gingival microflora have been reported, an explanation of
the effect of smoking on periodontal tissues has been
sought in smoking-induced alterations in the host re-
sponse. Based on recent reviews [44, 70], it seems fair to
conclude that plausible biological explanations exist. Re-
cent studies support earlier findings of impaired humoral,
cellular and innate immune reactions and effects via the
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cytokine and adhesion molecule systems [71–75]. A clini-
cally suppressed hemorrhagic responsiveness of the perio-
dontium has been demonstrated in smokers [76]. This
may make it more difficult to detect early stages of dis-
eases in smokers and might interfere with diagnostic tests
on disease severity and activity.

Treatment failures seem to predominate among smok-
ers, although the effect of smoking on treatment success is
variable [for review, see 44]. The results of recent studies
are in line with these findings [58, 77]. Former smokers
seem to respond to periodontal therapy in a manner simi-
lar to nonsmokers, but as mentioned above smokers who
decide to stop smoking and succeed in their efforts may
differ in other risk characteristics from smokers who do
not quit their habit.

The use of smokeless tobacco has been associated with
local gingival recession at the site of placement, but there
is no evidence that it is associated with generalized or
severe periodontal disease [78].

In concluding this section it can be stated that there is
no doubt that smoking negatively influences periodontal
health, although to what degree may be difficult to assess
because most studies were done on selected patient groups
and the results are difficult to apply directly to the general
population. Further evidence is needed to determine the
effect of smoking cessation on disease progression and
treatment and the basic causal connection between smok-
ing and periodontal disease still needs to be elucidated. A
recent study assessing the evidence for a causal associa-
tion between smoking and adult periodontitis suggests
that such an association exists, but randomized controlled
human prospective studies or community intervention
studies are needed [79]. There is substantial evidence that
intervention in the smoking habits of the patients should
form an integral part of treatment plans and general pre-
ventive measures in the dental setting.

Implant Survival

Several studies have indicated a negative effect of
smoking on the survival of dental implants [for review,
see 80], and recent studies support this finding [81–84]. In
some studies, however, patient characteristics are not
reported in detail, confounding factors do not always
seem optimally controlled, and multivariate analyses are
rarely included. Implant failures believed to be attribut-
able to smoking seem to be more common in the maxilla
than in the mandible. Contrary to the general previous
belief, it has been recently suggested that the increase in

the number of implant failures in smokers is not the result
of poor healing or ossointegration, but is due to the expo-
sure of peri-implant tissues to tobacco smoke [83], possi-
bly linking the smoking effects on implant survival to the
smoking effects on periodontitis.

A smoking cessation protocol has been suggested to
improve the success rate of Brånemark implants [85]. The
protocol involved complete cessation of smoking for 1
week before and 8 weeks after initial implant placement. It
was concluded that the protocol demonstrated consider-
able promise in improving the success rates of implant
integration in smokers who complied; however, it was
noted that the sample size for smokers was relatively small.
Furthermore, as touched upon above and acknowledging
the problems attached to this, the study did not include a
randomization of patients in terms of those following the
protocol and those continuing their smoking habit.

There seems to be no doubt that smoking can be associ-
ated with higher rates of implant failure and altered peri-
implant conditions, but as indicated above the magnitude
of the problem is difficult to assess from available studies.
In general, it seems desirable to improve clinical trials in
the field of oral implants [86].

Saliva and Caries

Studies on the effects of smoking on saliva flow rates
and composition show varying results and are difficult to
compare [for a comprehensive review, see 7]. Tobacco
usage immediately stimulates salivary flow, but there is
no long term effect on saliva flow rates. The pH of saliva
rises during smoking, but over longer time periods most
studies indicate that smokers have slightly reduced pH
and buffering power compared to nonsmokers. A consis-
tent finding is an increased concentration of thiocyanate
in saliva. A component in normal saliva, thiocyanate is
also present in tobacco smoke, and its concentration in
saliva can be used to monitor tobacco exposure. A recent
study showed that smoking is associated with lower sali-
vary cystatin activity and output of cystatin C during gin-
gival inflammation [72]. Cystatins are thought to contrib-
ute to maintaining oral health by inhibiting certain pro-
teolytic enzymes. In addition this study confirmed earlier
results that showed no significant differences in salivary
flow rates between smokers and non-smokers.

Rather few studies have shown a relationship between
smoking and a higher incidence of dental caries [51, 87,
88]. Recent studies support these findings [89, 90]. There
is no evidence of any direct aetiological relationship, but
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the findings of higher counts of lactobacillus and, al-
though various results are reported, Streptococcus mutans
in smokers [91] may explain this relationship. It is inter-
esting, although not easy to explain, that maternal smok-
ing is associated with the occurrence of caries in preschool
children, even when adjusted for social class, nutritional
status, and weekly expenditure on confectioneries [92].

In previous studies there was insufficient evidence to
support an association between smokeless tobacco and
dental caries [7]. A recent study from the USA, however,
indicates an association, in particular in terms of root sur-
face caries. This may be explained by the high proportion
of sugar in some types of smokeless tobacco [93].

Thus, there are a few studies suggesting an association
between tobacco usage and dental caries, although a direct
aetiological relationship is lacking. It seems at least that
smoking is a risk indicator of increased caries activity.

Other Effects of Smoking on the Mouth

Aesthetics, Smell and Taste
Smoking causes discoloration of teeth, dental restora-

tions, and dentures, affecting the aesthetic appearance of
the mouth [94, 95], and it contributes more to discolora-
tion than does the consumption of coffee and tea [96].
Smoking is a common cause of halitosis, and it affects the
acuity of smell and taste [97, 98]. Odor identification was
affected in a dose-related manner and olfactory function
improved upon cessation of smoking [97]. Nonsmokers
were able to detect salt (NaCl) concentrations 12–14
times lower than the lowest concentration heavy smokers
were able to detect [99].

Smoker’s Palate
Smoker’s palate, especially seen in pipe smokers, is an

asymptomatic lesion appearing as a white change in the
palate often combined with multiple red dots located cen-
trally in small elevated nodules (fig. 5). It is closely related
to smoking habits [100, 101], and the prevalence is 1–2%
in Scandinavia. Smoker’s palate is not premalignant
[102], whereas the palatal keratosis associated with re-
verse smoking, as seen primarily in Asia, is a premalig-
nant lesion [103].

Smoker’s Melanosis and Hairy Tongue
In non-Caucasians melanin pigmentation in the oral

mucosa is normally seen; however, in North European
Caucasians it is far less prevalent (about 10%) and has
normally a subtle appearance. A pigmentation prevalence

of about 30%, most prevalent on the anterior attached
gingiva, is seen in heavy smokers (smokers melanosis)
(fig. 6) [104]. Recently it was shown that smokers in a
Turkish population had significantly more pigmented
oral surfaces than non-smokers [105]. The changes are
symptomless, it is not premalignant, and it seems that the
pigmentation is reversible upon smoking cessation [104,
106]. Hairy tongue and coated tongue are other harmless
lesions related to smoking, although they can be seen in
nonsmokers as well [100, 101, 107].

Oral Candidosis
A relationship between oral candidosis and smoking

has been suggested for a long time (fig. 2), but the exact
pathogenic influence of smoking is not known. The suspi-
cion arises from studies in which patients with oral candi-
dosis turned out to be smokers in all [108, 109] or in the
vast majority of cases [110]. Another study of the oral
presence of Candida strains in healthy adults and in
patients with oral leukoplakia and erythematous candido-
sis also suggested that smoking is a predisposing factor for
candidal infection [111]. After antimycotic therapy smok-
ers had relapses of the candidal infection in all cases [109],
and in HIV-infected patients smokers were less likely to
respond to systemic antimycotic treatment than non-
smokers [112].

Further studies are indeed needed to establish a firm
aetiological relationship between smoking and oral candi-
dosis, but it seems fair to inform smokers about the possi-
ble relationship and consequences for treatment.

Tobacco Intervention in Dental Practice

Are dentists actively engaged in tobacco intervention
matters? In several studies it has been shown that the
majority of dentists consider encouraging their patients to
stop smoking [113–118], but few dentists always or often
discuss tobacco habits with their patients [113, 116–120].
It was recorded in a study from Italy that more dentists
are engaged in tobacco cessation activities [121]. The
main barriers to providing tobacco cessation services to
patients are lack of reimbursement, lack of confidence in
the effectiveness of advice from the dental profession, and
lack of knowledge and material to hand out to patients
[116–118, 120]. Although few studies are available, it
seems that clinical interventions in dental care are as
effective as those in other healthcare settings [122]. In
spite of this, policies and practices of European dental
schools need considerable improvement [123].
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Fig. 7. The five As.

Tobacco intervention includes tobacco cessation activ-
ities, prevention, and public policy development. Prefera-
bly, dentists should be competent in all three areas. For
the purpose of this review only tobacco counselling in dai-
ly practice will be touched upon. The World Dental Fed-
eration (FDI) adopted a Position Statement on Tobacco
in 1996 [124] in which all oral health professionals are
urged to integrate tobacco use prevention and cessation
services into their routine and daily practice.

Recommendations: How to Help Our Patients?
Guidelines for healthcare providers about tobacco ces-

sation activities are similar in Europe and the United
States [6, 125]. The 5 major steps (the 5 As) are designed
to be brief, requiring 3 minutes or less of direct clinician
time (fig. 7) [122, 126] [see also http://www.surgeongener-
al.gov/tobacco/(go to ‘Clinician materials’; consumer ma-

terials are also available)]. The primary goal is to ensure
that every patient who uses tobacco is identified and
offered at least a brief intervention at each clinical visit.
The following is a summary of the suggested guidelines
[122], along with some personal opinions.

Ask patients about smoking. A system should be imple-
mented that ensures that every patient at every visit is
asked about tobacco use, and the answer documented in
the patient’s record.

Advise all smokers to stop. A prescriptive approach
should be avoided. Rather, the healthcare professional or
the dentist should provide the patients with information
and advice, reinforcing the patients’ own motivation
when possible and emphasizing the benefits of stopping.
Immediate benefits will often motivate the patients more
effectively than long-term benefits. Grisly pictures and
morbid statistics often stimulate patient denial. Instead,
dentists should demonstrate the oral effects of tobacco if
present, or inform patients about the increased risk of
poor response or healing after dental procedures relevant
to the patient.

Assess the patient’s willingness to stop. If the patient is
willing to make an attempt to quit, dentists should assist
the patient. If a patient is not at all interested in stopping
it is, in my view, rarely beneficial to push the patient.
Instead, the dentist should accept the patient’s decision
and make a note in the record for future reference. Den-
tists should ensure that the patient is aware of the staff’s
willingness to help, for instance by providing the patient
with written information or/and asking the patient in a
subsequent visit to reconsider his or her decision. De-
pending on the training and resources of the dentist and
staff, the following steps can be taken in the dental office,
or the patient can be referred to a tobacco cessation spe-
cialist.

Assist the patient in stopping. If a patient has a desire
to stop, the dentist should help the patient set a realistic
quitting date which should be soon but not immediately
so that the patient has time to prepare. If consultation
time is limited, self-help materials that provide the pa-
tient with necessary information about smoking cessation
can be provided. Nicotine replacement therapy (nicotine
gum, inhaler, nasal spray, or skin patch) can be very help-
ful [122, 126–129]. Special consideration should be given
to selected populations [122, 126]. Whatever the ap-
proach, the dentist should see to it that the patient leaves
the office with a concrete plan for stopping and informa-
tion about how to prepare for the quitting date and how to
successfully stop, keeping in mind that most smokers
relapse three to five times before succeeding in stopping.
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Arrange follow-up contact. Follow-up contacts are very
important as the chances of a successful outcome are
improved when patients know their progress will be
reviewed. The dentist should confirm the quitting date,
show continuing support, and follow through if the pa-
tient was successful or encourage another try if unsuccess-
ful. Follow-ups may be by telephone call, letter, office vis-
it, or a combination of these, and if possible the dentist
should arrange to see the patients within one or two weeks
after the quitting date and consider a second follow-up
one or two months later.

It is important that the entire dental team is aware of
the relationship between smoking and oral problems. The
clinical staff should be familiar with current facts and
encouraged to actively participate in tobacco intervention
routines. In particular, dental care workers should encour-
age tobacco preventive measures among adolescents [130,
131].

Conclusions

The lesions and conditions caused in whole or in part
by tobacco use are well known, and there is weighty evi-
dence that smoking has considerable influence on oral
health. But tobacco use is a modifiable risk factor for oral
and general disease, and an obvious professional interest
in tobacco intervention can make a big difference in the
health of an individual or the outcome of a given disease.
Dentists have probably the greatest access to ‘healthy’
smokers in the healthcare system, and even in the absence
of tobacco-related diseases in the mouth, the dentist will
easily recognize the patient’s smoking status. These facts
place dentists in a favourable position to help prevent
tobacco-related diseases, and interested practitioners
should pursue more formal training in smoking cessation
counselling, which should be as much a part of their job as
plaque control and dietary advice.
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