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Abstract
The prosthodontic literature is replete with articles addressing the reconstruction, psy-
chological adaption, prosthesis success, quality of life, need for careful follow-up,
and many other issues related to the patient who has undergone surgery, radiation,
and/or chemotherapy for oral malignant neoplasms. However, in the prosthodontic
professional literature, there is a paucity of information related to the early diagno-
sis and referral of lesions that may represent premalignant or malignant neoplasia.
This article will describe the rationale, epidemiology, and appearance of oral prema-
lignant and malignant mucosal lesions as well as the state-of-the-art diagnostic tools
currently available to prosthodontists to ensure that their patients are diagnosed at the
earliest possible time.

In 2006, approximately 31,000 cases of oropharyngeal cancer
were diagnosed in the United States, and about 25% of these
patients died from their disease.1 The preponderance of these
tumors represents squamous cell carcinoma of the oral mucous
membranes. The combined 5-year survival rate in the United
States is approximately 57%, and it has been established that
less advanced disease increases the prognosis significantly.1-4

The axiom familiar to every dental student—early detection
and diagnosis provide the best prognosis—remains valid.

According to Campisi, “. . .the development of cancer is al-
most inevitable as mammalian organisms age.”5 Although the
need for prosthodontics was expected to decline with the pro-
motion of preventive measures, it is actually increasing with
the aging population.6 Oral mucosal disease, including ma-
lignant neoplasms, is found in higher frequency in an elderly
population.7,8 There is also significant data showing that pros-
thetic patients suffer significant oral morbidity following cancer
therapy that requires close medical and psychological follow-
up.9,10 There are studies suggesting that poor oral hygiene due
to infrequent tooth brushing and sores caused by dentures are
risk factors for oral precancer and cancer, but this remains
controversial and will require larger prospective studies to vali-
date.11-13 It is recommended that patients at risk for oral cancer
be followed carefully for the development of chronic irritation
from teeth and appliances (Fig 1).12

The prosthodontic literature is replete with articles address-
ing the reconstruction, psychological adaption, prosthesis suc-

cess, quality of life, need for careful follow-up, and many other
issues related to the patient who has undergone surgery, radia-
tion, and/or chemotherapy for oral malignant neoplasms.10,14-18

However, in the professional literature available to the practic-
ing prosthodontist, there is a paucity of information related to
the early diagnosis and referral of lesions that may represent
premalignant or malignant neoplasia.

Epidemiology of oral squamous cell
carcinoma
Oral squamous cell carcinoma, which arises from the mucosal
lining of the oral cavity, accounts for over 90% of oral cancers.3

Worldwide, more than 500,000 new cases are diagnosed annu-
ally.19,20 Oral cancer accounts for less than 3% of all cancers
in the United States, but it is the sixth most common cancer
in males and twelfth most common in females.1 It is estimated
that 34,360 new cancer cases of the oral cavity and pharynx
will be diagnosed in 2007.21 The incidence rates are more than
twice as high in men as in women; however, the disparity in the
male:female ratio has become less pronounced over the past
half century. This may be because the exposure to alcohol and
tobacco in women has also increased.22 The incidence of can-
cer of the oral cavity is greatest in men who are older than 50;
however, the average annual incidence and mortality rates vary
considerably between different races, genders, and age groups.
During the past decade, it has been noted and verified that
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Figure 1 Squamous cell carcinoma of the left lateral tongue border in a
67-year-old man. Note the presence of Candida albicans on the surface
of the lesion only. This is an ominous prognostic sign, as it may represent
an opportunistic infection related to compromised tissue immunity at the
site of a neoplasm.

Figure 2 Cauliflower-like lesion that clinically represents human
papillomavirus-induced verrucous carcinoma in a 59-year-old woman.

Figure 3 Homogeneous leukoplakia of the floor of the mouth in a 36-
year-old male patient with a significant cigarette smoking history. Exci-
sional biopsy provided a histopathologic diagnosis of hyperkeratosis and
mild dysplasia.

the incidence rate in persons under the age of 40 is increasing.
Over time, the incidence of intraoral cancer has been increasing
dramatically for black men in the United States. An estimated
7,550 deaths from oral cancer are expected in 2007.21 The 5-
year relative survival rates vary by race and sex. Black men

Figure 4 Erythroleukoplakia of the left lateral tongue border in a 42-
year-old male patient. Biopsy of the lesion disclosed moderate epithelial
dysplasia.

seem to carry a higher burden, with a survival rate of 35.5%
compared to whites (62.8%).21

Risk factors associated with the
development of oral squamous cell
carcinoma
The cause of oral squamous cell carcinoma is multifactorial.23

No single causative agent or factor has been clearly defined
or accepted. It is likely that multiple factors play a role in
malignant transformation.

Tobacco and alcohol

The strong association between squamous cell carcinoma
of the oral cavity with tobacco use is well established.

Figure 5 Erythroplakia of the right palate in a 76-year-old man; biopsy
proven as well-differentiated squamous cell carcinoma.
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Epidemiological studies show that the risk of developing oral
cancer is 5 to 9 times greater for smokers than for nonsmokers,
and this risk may increase to as much as 17 times greater for
extremely heavy smokers of 80 or more cigarettes per day.22

The risk for a second primary carcinoma of the upper aero-
digestive tract is 2 to 6 times greater for treated patients with
oral cancer who continue to smoke than for those who quit after
diagnosis.22

Alcohol use has been identified as a major risk factor for
cancers of the upper aero-digestive tract. In studies controlled
for smoking, moderate-to-heavy drinkers have been shown to
have a 3 to 9 times greater risk of developing oral cancer.22

In addition, alcohol consumption appears to be a significant
potentiator or promoter for other causative factors, especially
tobacco, and its effects are significant when it is understood
that most heavy drinkers are also heavy smokers. The simul-
taneous use of tobacco products and alcohol abuse results in a
multiplicative effect of those two social habits rather than an
additive one.

Oncogenic viruses

Viral agents capable of integration into the host’s genetic ma-
terial may inhibit the ability of the host to regulate the normal
growth and proliferation of the infected cell. Recent evidence
suggests that human papillomavirus (HPV) is associated with
some oral and oropharyngeal cancers. HPV-16 and HPV-18
have been identified in up to 50% of the oral squamous cell
carcinomas arising in Waldeyer’s tonsillar ring and in 15 to
25% of those in the tongue and other parts of the oral cavity
(Fig 2).24,25

Premalignant lesions of the oral cavity
Invasive oral squamous cell carcinoma is often preceded by the
presence of clinically identifiable premalignant changes of the
oral mucosa. These lesions often present as white, red, or mixed
patches, known as leukoplakia, erythroplakia, or erythroleuko-
plakia, respectively.22 Many cases of oral squamous cell car-
cinoma are preceded by recognizable premalignant epithelial
changes, the most important of which is thought to be the pres-
ence of epithelial dysplasia.26,27 Histopathologic evaluation of
the epithelium adjacent to oral squamous cell carcinomas often
reveals dysplastic changes, and these changes are frequently
multicentric. Severe dysplasia indicates a very high risk of the
subsequent development of cancer.28

The proportion of squamous cell carcinomas that develop
through clinically recognizable precancerous stages is not
known. Histopathologically, these precancerous lesions vary
from mild to severe. Prediction of which precancerous lesions
will develop into oral carcinoma is difficult. Overall, the pro-
portion of dysplastic epithelial lesions that evolve into cancer
is about 16%, and the time period over which this occurs varies
from months to beyond 20 years.27 The average malignant
transformation rate has been reported to be 24 to 30 months.
Higher grades of dysplasia are generally associated with a
higher risk of development of carcinoma. Only 4 to 11% of mild
to moderate dysplasia progresses to squamous cell carcinoma,
whereas 35% of lesions diagnosed as severe dysplasia progress

to squamous cell carcinoma. The presence of dysplasia does not
always predict the development of squamous cell carcinoma,
which may also develop in the absence of dysplasia.27

Leukoplakia

Leukoplakia, as defined by the World Health Organization, is a
clinical term that describes “a white patch or plaque that can-
not be characterized clinically or pathologically as any other
disease” (Fig 3). Therefore, leukoplakia is a clinical term and
has no specific histopathologic connotation. The majority of
these lesions are detected in individuals aged 60 years or older,
although patients of any age may be affected. In men over the
age of 70, the prevalence of leukoplakia is 8%. The preva-
lence in women past the age of 70 is approximately 2%.22

The male:female predilection is decreasing, with women being
affected almost as frequently as men. About half the lesions
involve the mandibular mucosa, mandibular sulcus, and buccal
mucosa.29

The majority of leukoplakic lesions are physiologic reactions
of the mucosa against chronic trauma or irritation. Ill-fitting
dentures and parafunctional oral habits such as cheek or tongue
chewing are common causes. Factors associated with these
white mucosal lesions include, but are not limited to, mechan-
ical and chemical irritants, chronic hyperplastic candidiasis,
syphilis, and electro-galvanic reactions.30 Leukoplakic lesions
are frequently noted in patients with a history of tobacco or
alcohol use. Leukoplakias may be varied in their appearance.
The lesions may appear homogenous or heterogenous with a
smooth, fissured, or corrugated surface and colored white, gray,
or translucent. Leukoplakias are also variable with regard to
size and distribution. These lesions may be barely discernable
clinically or cover entire mucosal surfaces. The sites where
leukoplakic lesions are commonly encountered are the floor of
the mouth, lateral and ventral borders of the tongue, labial and
buccal mucosae, gingivae, soft palate, and retromolar areas.

The vast majority (i.e., 80%) of leukoplakias are benign.29

The remaining lesions are either premalignant (dysplastic or
carcinoma-in-situ) or malignant. The precancerous nature of
leukoplakia has been established based on several factors. In
various studies, 15.6 to 39.2% of leukoplakia biopsy samples
have demonstrated epithelial dysplasia or invasive carcinoma,
and more than one third of oral carcinomas have areas of leuko-
plakia in close proximity.31 The location of oral leukoplakia has
a significant correlation with the frequency of finding dysplas-
tic or malignant changes upon biopsy. The floor of the mouth
shows the highest chance of dysplasia or carcinoma (42.9%)
presence, while the lateral and ventral tongue is second highest
(25%).22

Dysplastic lesions are multicentric and are most commonly
encountered in the floor of the mouth or on the tongue.29,32

Other risk sites for premalignant or malignant leukoplakias in-
clude the labial mucosa and vermilion lip, lateral and ventral
borders of the tongue, floor of the mouth, soft palate, uvula
complex, and retromolar areas. Leukoplakic lesions are prog-
nostically ominous in a patient with a previous history of car-
cinoma of the tongue. Multiple carcinomas of the oral cavity
and oropharynx (116 times greater than expected) have been
encountered in patients with a history of tongue carcinoma.33
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The clinician faces the problem of determining which of these
lesions are premalignant or malignant and must determine the
nature of the white lesion without unreasonably alarming the
patient.

Erythroleukoplakia

Leukoplakia with localized speckled red areas or erythroplakia
with localized speckled white areas also confer a high risk
of oral cancer (Fig 4). Many terms, such as speckled erythro-
plakia or speckled leukoplakia, have been used to describe these
mixed red and white lesions. There is a four-fold increased risk
that these lesions will undergo malignant transformation when
compared to homogeneous leukoplakias.7 Erythroleukoplakia
may occur in any intraoral site. It has a male predilection. Not
surprisingly, these lesions are usually found in patients exhibit-
ing poor oral hygiene who use tobacco and alcohol. Candida
albicans, a commonly encountered intraoral fungal organism,
is often found in these lesions and may have a role in the
dysplastic changes;26 however, no studies have documented a
direct relationship between candidal involvement and malig-
nant transformation.31,34 Mixed red and white lesions that have
not resolved in 7 to 14 days following removal of any local
causative factors should be selected for biopsy due to their
increased risk for developing into carcinoma.

Erythroplakia

Erythroplakia is a clinical term used to define a velvety red patch
that cannot be characterized as any other condition (Fig 5).
These lesions are often asymptomatic and are first recognized
during a routine dental examination. Erythroplakias can occur
anywhere in the oral cavity but are most commonly encoun-
tered in the floor of the mouth, alveolar ridge, and oropharynx.
The redness is due to the thinning (erosion) of the overlying
epithelium. Incidence is highest in men and women over the
age of 60, and both genders are equally affected.

Biopsy of erythroplakic lesions is mandatory, because it has
been shown histologically that approximately 90% of these
lesions represent severe dysplasia, carcinoma in situ, or carci-
noma.35 The patient must be followed closely, as multiple sites
of the oral cavity may be affected, a phenomenon referred to as
“field cancerization.” In patients with multiple lesions, referral
should be made to ensure that representative biopsy specimens
are procured from each site.

Extraoral and intraoral examination
The prosthodontist must perform a careful, organized, and re-
producible visual and palpation examination of the intraoral
soft tissues as well as submandibular and cervical chain lymph
node palpation on all new patients as well as patients present-
ing for recall examination.36,37 Edentulous patients must be
specifically counseled about returning for prescribed, regular
recall examinations. They may erroneously think that, as they
do not have teeth, they do not need to be regularly followed by
a prosthodontist.38 Following the examination, patients should
be advised that they have been examined for oral cancer. Only
28% of patients reported ever having had an oral cancer exami-

nation. Of those, 20% had had the examination in the preceding
year.39,40 Patients who use tobacco products must be encour-
aged to quit. The prosthodontist may be instrumental in helping
a patient quit smoking either by direct counseling or by refer-
ral to a smoking cessation program.41 Geriatric alcoholism is
rising, so the prosthodontist may also be influential in advis-
ing patients of the necessity of limiting their alcohol intake,
especially if there are intraoral signs of alcohol abuse.42,43 The
highest risk of developing oral cancer is in adults over the age
of 40 who use both tobacco and alcohol.34

The initial step in the treatment of leukoplakia or erythro-
plakia is to eliminate any source of chronic irritation or trauma,
such as a sharp tooth or denture border. Induration, rolled bor-
ders, locations such as the lateral surface of the tongue or
floor of mouth, a red component to the lesion, or a nonho-
mogeneous granular surface may increase the suspicion of the
prosthodontist performing the examination. However, it must
be kept in mind that even the most innocuous-looking homo-
geneous leukoplakia may be histopathologically malignant, so
clinical appearance alone should not be the only criterion for the
decision to refer for a biopsy. Controversy exists as to whether
a therapeutic trial of medication such as a topical steroid or
retinoid is appropriate prior to the performance of a biopsy,
which remains the “gold standard” for the diagnosis of these
lesions.44 If the leukoplakic lesion has not resolved within a
reasonable time period following the removal of local etio-
logic factors, the prosthodontist should refer these patients to a
specialist colleague for biopsy and should follow up with that
colleague to ensure that the patient has been seen and managed
appropriately. In the event the lesion is found to be dysplastic
or malignant, for the first 2 to 3 years, the patient should be
followed up four times yearly. The prosthodontist and surgeon
should coordinate a recall schedule so that the patient is alterna-
tively seen by the two treating specialists. For example, the oral
and maxillofacial surgeon can evaluate the patient in January
and July, while the prosthodontist alternatively evaluates the
patient in April and October. In this way, there is frequent eval-
uation of the patient following the diagnosis of a premalignant
or malignant lesion as well as continuity of care between the
two treating specialists. Any suggestion of lesion recurrence,
ulceration, leukoplakia, or erythroplakia should be rebiopsied
at the earliest possible time.

Oral cancer screening devices and
adjunctive diagnostic techniques
Recently, several companies have marketed devices [following
obtainment of FDA Class I (501c) device approval] intended
to aid the dentist in the early detection and diagnosis of pre-
malignant oral lesions. Among those intended to be used as
oral cancer screening devices are Vizilite Plus R© (Zila Phar-
maceuticals, Inc., Phoenix, AZ), MicroLux-DL R© (AdDent,
Inc., Danbury, CT), Orascoptic R© DK (Orascoptic by the Kerr
Company, Middleton, WI), and VELscope R© (L.E.D. Den-
tal, Inc., White Rock, BC, Canada). Procedures intended
for adjunctive diagnosis of oral premalignancies include The
BrushTest R© (formerly called the brush biopsy; OralCDx, Suf-
fern, NY) and liquid-based cytology technology, ThinPrep R©
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and SurePath R© (TriPath, Burlington, NC, and Cytyc Corp.,
Boxborough, MA, respectively). It should be noted that the
techniques described below have limitations, including false-
positive and false-negative results, depending on the character
and site of the lesion in question. Most prosthodontists do not
have ready access to these tools, but should know that they are
available for the care of their patients as well as to be able to
interpret the results of these adjunctive techniques. A specialist
such as an oral and maxillofacial surgeon is well trained in
these technologies and can use them in appropriate situations
when deemed necessary; however, the scalpel biopsy is still
the gold standard for definitive histopathologic diagnosis, so if
the prosthodontist is especially concerned with the clinical pre-
sentation of a lesion, a routine excisional or incisional biopsy
should be specifically requested.

Tissue reflectance with chemiluminescence and
vital dye marking

Following the conventional incandescent light soft tissue head
and neck examination described above, the Vizilite Plus system
(single use, disposable kit) uses a 30- to 60-second prerinse,
nontoxic 1% acetic acid swish and spit mouth rinse (rasp-
berry flavored) followed by the bending of a plastic lightstick
that when shaken results in an endothermic blue-white light-
producing reaction (with peak wavelength outputs near 430,
540, and 580 nm). During the ensuing 10 minutes, with the
operatory ambient lights significantly dimmed, the illuminated
lightstick is shined throughout the oral cavity following its
placement into a two-piece plastic retractor. The mild acetic
acid rinse is reported to prepare the oral mucosa by dehy-
dration for the detection of epithelial cells with the increased
nuclear/cytoplasmic ratio, including those that may be dys-
plastic, following the use of the diffuse blue-white light.45,46

If the suspicious oral lesion (i.e., leukoplakia, erythroplakia,
erythroleukoplakia) noted during the routine operatory white
light examination becomes visibly enhanced in coloration (e.g.,
leukoplakic) or darkened (erythroplakic), then it is considered a
positive finding. Reports in the literature indicate that premalig-
nant lesions (verified by subsequent surgical biopsy) that were
not seen by dental experts in a high-risk patient population have
been discovered following use of the Vizilite Plus system.47-51

The second step of this system includes a visual marking of the
identified lesion by use of a metachromatic vital dye, toluidine
blue (toloniun chloride), which has a reported affinity for DNA
and, thus, binds to epithelial cells with the increased nuclear
cytoplasmic ratio. Zila Pharmaceuticals, Inc., has produced a
pharmaceutical grade of this vital dye and includes it in this
system with the trade name TBlue630 (Zila tolonium chloride).
Therefore, the clinician has the option of a three-step marking
of the suspicious lesion with TBlue630 for documentation and
as an aid in biopsy/cytology sampling or by referral to a dental
colleague. It should be emphasized that TBlue630 is only FDA-
approved for use in the Vizilite Plus system after the use of the
chemiluminescent lightstick step.

Tissue reflectance with luminescence

There are two FDA-approved Class I light-emitting devices
similar to the first step of the Vizilite Plus system—MicroLux-

DL R© and Orascoptic DK R©. These oral cancer screening
aids are manufactured by the same company (AdDent, Inc.,
Danbury, CT) but marketed by two different companies, hence
their different trade names. Both devices are reusable, battery-
operated light emitting diode dental transilluminators that have
been adopted to emit a diffuse blue-white light (assumed to be
the same wavelength as the Vizilite) by removing the transillu-
minator light tip and replacing it with a sterilizable, translucent
glass tip. As with the Vizilite Plus system, patients prepare their
oral mucosa by rinsing and spitting with the same 1% acetic
acid rinse, but, unlike Vizilite, the battery-containing handle
creates the diffuse blue light in a manner similar to the com-
mon flashlight. These adjunctive devices, as with the Vizilite
Plus system, are to only be used following the conventional
incandescent light intraoral examination with a positive finding
defined as visual enhancement of a suspicious lesion.

Narrow-emission tissue fluorescence

The VELscope is an oral premalignant screening device that
emits a concentrated blue light (peak wavelength outputs of
405 and 436 nm) that creates a natural fluorescence. In North
America, it is powered by a 120-V AC electric current and
emits a blue light by use of a replaceable metal halide bulb, a
series of dichromatic mirrors, and a flexible fiber optic cable. In
addition, the blue light emitter handpiece has an optical inline
ocular eyepiece through which the clinician observes the oral
mucosa tissue. A series of optical filters are located between
the clinician’s eye and the emitted light. The emitted blue light
emission excites natural substances, fluorophores, within the
oral epithelium and underlying lamina propria (connective tis-
sue). When exited, fluorophores autofluoresce and emit an apple
green color that can be appreciated by the clinician due to the
filters contained within the eyepiece. As with other oral cancer
light screening devices, the VELscope is only to be used fol-
lowing a conventional incandescent light intraoral examination.
The clinician repeats the intraoral examination, after dimming
the ambient operatory light, with the activated VELscope; nor-
mal oral mucosa will appear green. If an area of black (i.e., loss
of fluorescence) is seen, it can correlate to a suspicious prema-
lignant lesion previously appreciated during the incandescent
light examination or, in some reported cases, an area of lost
fluorescence is seen despite being unable to appreciate a suspi-
cious lesion with the naked eye.52-53 The VELscope is reported
to exhibit loss of fluorescence in the presence of dysplasia due
to the destruction of the naturally occurring fluorophores in the
affected epithelium and/or connective tissue. Oral lesions have
also been documented in which the loss of fluorescence extends
beyond the clinically visible lesion, and subsequent biopsy of
the extended dark areas revealed the presence of microscopic
dysplasia or squamous cell carcinoma.54

Adjunctive diagnostic procedures

During the late 1950s and 1960s many dental investigators at-
tempted to adopt the Pap smear, the early 1950s’ highly success-
ful adjunctive diagnostic technique for uterine cervical cancer,
for use within the oral cavity. This was an exfoliative cytol-
ogy procedure in which surface epithelial cells were scraped
in a minimally invasive manner and immediately transferred
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(“smeared”) to a glass microscope slide that was subsequently
sprayed with an alcohol-based fixative to preserve the collected
cells. The cells were then coverslipped following the use of
Papanicolaou stain and examined with the light microscope. A
pathology report was issued indicating that if any of the cells
exhibited atypical morphological characteristics that could in-
dicate the clinical presence of epithelial dysplasia or squamous
cell carcinoma. Unfortunately, the Pap smear proved to be un-
reliable when used within the oral cavity, since there were nu-
merous reports of unacceptably high incidence of false-positive
and false-negative results.55 Thus, this noninvasive potential ad-
junctive oral diagnostic technique was not actively pursued for
nearly 30 years. In 1999, the brush biopsy technique (recently
renamed the BrushTest) was introduced to dentistry. It was re-
ported to be an efficacious, sensitive, and specific diagnostic
adjunct in which a transepithelial collection (from surface to
basal cell layer) of disaggregated oral mucosa epithelial cells
was removed by a helical-shaped, stiff nylon bristle brush and
immediately transferred (“smeared”) to a clear glass micro-
scope slide.56 The collected cells were fixed with an alcohol
solution and, following drying, were placed in a plastic protec-
tive case and sent to a central laboratory for computer-assisted
analysis followed by examination of computer-selected areas
by a trained cytopathologist. The cells were to be collected in a
painless or mildly uncomfortable manner verifying obtainment
of all epithelial levels by the clinical sight of pinpoint bleeding
and redness of the upper vascular plexus with the superficial
underlying connective tissue. Subsequent to the seminal report
of this technique, there has been a series of case reports and
investigations that either tout or dispute the technique’s accu-
racy.57-62 There have also been reports that all techniques that
attempt to transfer collected cells from a brush device to the
planar surface of a microscope slide can fail to transfer up to
80% of the cells distributed on the brush’s bristles.63,64 There
has also been controversy about the cost/benefit ratio of the
brush biopsy, since a positive or atypical finding of possible ep-
ithelial dysplasia would mandate a second procedure, the gold
standard surgically invasive biopsy.

During the 1990s a revolutionary new Pap smear technique
garnered FDA approval following several large phase-3 clin-
ical trials.64-67 The adjunctive diagnostic technique, known
as liquid-based cytology, is reported to increase the accu-
racy of Pap smears.67 The major technical improvement is
that the brush-collected cells are directly transferred into a
container with methanol- or ethanol-based liquid preserva-
tive/fixative; the brush’s bristle head is also placed in the liquid
container. Upon arrival of the solution at the pathology lab-
oratory, a patented machine then filters, disperses, collects,
and transfers the epithelial cells of the solution to a glass
slide. The cells are placed in a monolayer greatly reducing
overlapping epithelial cells; in addition, obscuring elements
such as inflammation, debris, mucous, and blood are also re-
moved. Lastly, the cells are stained (Papanicolaou) and cover-
slipped prior to microscopic examination by a boarded medical
pathologist.

More recently, the liquid-based technology has been adopted
for use in nongynelogical clinical settings including within the
oral cavity.64 As with cervical mucosa, this technique utilized
to obtain a transepithelial sampling of oral mucosa has the

same potential to result in an improved evaluation of the dis-
aggregated cells obtained from a clinically suspicious prema-
lignant lesion whether detected during the incandescent light
examination or during one of the above-mentioned adjunctive
oral cancer screening techniques.

Conclusion
Prosthodontists are in a unique position to significantly impact
their patients’ overall health, not only via their expertise in the
art and science of prosthodontics but also by virtue of their ac-
cess to patients at risk for oral cancer and the influence they may
exert. The performance of careful soft tissue intraoral exami-
nation, lymph node palpation, identification of suspect lesions,
use of adjunctive diagnostic techniques, and early referral for
biopsy will ensure that patients are afforded state-of-the-art
prosthodontic health care along with a decreased risk of mor-
bidity and mortality.
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