
Foliate papillae
Description:  Foliate papillae appear as an area of vertical folds and grooves located on
the extreme posterior-lateral surface of the tongue. They are occasionally mistaken for
tumors or inflammatory disease. The grooves are best seen when air from an air syringe
is directed at them. Their long axis is “up and down”, that is they are at right angles to
the long axis of the tongue. Our experience has been that they are usually bilaterally
symmetrical. In most people, the papillae are small and inconspicuous, whereas in oth-
ers they are prominent. Lingual tonsils are found immediately beneath the foliate papil-
lae and, when hyperplastic, cause a prominence of the papillae. Those familiar with the
basic fold and groove structure of the foliate papillae are not apt to confuse these normal
structures with an abnormality.

ETIOLOGY:  They are normal anatomical
structures.

TREATMENT:  None required.

PROGNOSIS:  Good
DIFFERENTIAL DIAGNOSIS:
Hyperplastic lingual tonsils, squamous
carcinoma, soft tissue tumors.



Lymphoid aggregates

DESCRIPTION:  Lymphoid aggregates appear as small, slightly elevated nodules that may
be normal colored or have a slight yellow-orange hue. Those illustrated here are in the
soft palate. They may be found anywhere in the mucosa but are especially common
where the mouth meets the throat, including the base of the tongue. This lymphoid rich
area has been called Waldeyer’s ring. When they occupy the same area as the foliate
papillae, the papillae may take on a more nodular appearance. In the tongue they have
been referred to as “lingual tonsils.”

ETIOLOGY:  They are normal structures, components of
Waldeyer’s ring.
TREATMENT:  None required.

PROGNOSIS:  Good. They may enlarge or regress in rela-
tionship to oral or upper respiratory infections.
DIFFERENTIAL DIAGNOSIS:  Although foliate papillae
and lymphoid aggregates of lingual tonsils may occupy
the same area, they are different entities.



Varix (plural: varices)
DESCRIPTION:  Varices appear as red, blue, or deep purple broad-based elevations in
oral mucosa. The size is usually less than 5 mm. The buccal mucosa is a common
place to find them, however, they are also found in lip mucosa and ventral and lateral
mucosa of the tongue and floor of the mouth. On ventral tongue they are apt to be mul-
tiple and the term “caviar tongue” has been commonly used to describe them. They are
seen more commonly in the elderly.

ETIOLOGY:  A varix is a distended vein that elevates the
overlying mucosa. The reason for venous distention is
unclear but may be related to weakening of the vessel
wall secondary to aging.

TREATMENT:  None usually required. They often throm-
bose but this is of little clinical consequence.

PROGNOSIS:  Good
DIFFERENTIAL DIAGNOSIS:  Mucocele, hemangioma and
angina bullosa hemorragica.



Torus palatinus and torus mandibularis
DESCRIPTION:  Bony exostoses in the midline of the hard palate and on the lingual
aspect of the mandible are referred to as torus palatinus and torus mandibularis respec-
tively. Some studies suggest they are inherited whereas others suggest environmental
factors. Fig. 1 shows a palatal torus and Fig. 2 is a mandibular torus. They start in
childhood and reach peak incidence in young adults. Once they have reached “pro-
grammed size”, their growth stops. Some are so subtle they hardly constitute an abnor-
mality, whereas others are so large they frighten the uninitiated observer. In the
mandible, they may form a row of nodules as illustrated. In most individuals they
occur bilaterally. Those in the palate may be divided by deep grooves to form a cluster
of nodules. Exostoses entirely similar to tori occur elsewhere on the alveolar bone, but
there is no specific name for them. It has been estimated that palatal tori occur in 20-
35% of the population. Mandibular tori are less common, about 10% of the population
are affected.

ETIOLOGY:  Tori are developmental
over-growths of normal bone and as pre-
viously stated they may be inherited.

TREATMENT:  Tori and other exostoses
seldom cause symptoms. Because they
extend above the level of surrounding
normal mucosa, they invite trauma.
Small traumatic ulcers are therefore
commonly seen on the mucosa that cov-

ers tori, more commonly palatal tori.
Tori may interfere with prosthetic appli-
ances and, for that reason, may require
removal.
PROGNOSIS:  Good
DIFFERENTIAL DIAGNOSIS:  Tori have
such a characteristic clinical appearance
and history that differential diagnosis is
seldom a problem.
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Idiopathic osteosclerosis
DESCRIPTION:  Osteosclerosis is an area of dense but normal bone in the jaws. It may
occur anywhere in the jaws and in some instance may appear to be attached to a tooth
as shown in Fig. 1. The shape ranges from round to linear streaks to occasional angu-
lar forms. They are more common in the mandibular molar-premolar area. They are
usually discovered on radiographs taken during the course routine dental care.

ETIOLOGY:  Osteosclerosis is presum-
ably of developmental origin although a
reaction to past trauma or infection is
difficult to rule out in some cases.

TREATMENT:  Because osteosclerosis is
not a disease, no treatment is required. If
there is doubt about the diagnosis, peri-
odic X-rays are taken. Although some
lesions may slowly enlarge, most remain
unchanged with time.

PROGNOSIS:  Good
DIFFERENTIAL DIAGNOSIS:
Condensing osteitis, sclerosing osteo-
myelitis, cementoblastoma, hyperce-
mentosis. Condensing osteitis may
resemble idiopathic osteosclerosis,
however, associated teeth are always
nonvital in condensing osteitis.
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Osteoporotic bone marrow defect
DESCRIPTION:  As the name implies, this is a localized increase of hematopoietic bone
marrow that creates a radiolucent radiographic defect. They occur more commonly in
women in the midyears and show a predilection for the molar region of the mandible.
They are especially common in extraction sites. Scattered trabeculae may extend short
distances into the defect or, in some instances, through it giving the defect a fairly
characteristic appearance. Naturally there are no clinical symptoms.

ETIOLOGY :  The etiology remains
unknown. No connection has been found
linking the osteoporotic bone marrow
defect with anemia or systemic need for
increased erythrocytes.

TREATMENT:  Once the diagnosis is
established, no treatment is required.

PROGNOSIS:  Good
DIFFERENTIAL DIAGNOSIS:  This defect
may easily be mistaken for a cyst or
tumor. In those cases where there is
doubt about the diagnosis, biopsy should
be done.



Fordyce granules
DESCRIPTION:  Fordyce granules appear as flat or elevated yellow plaques just
beneath the mucosal surface. The most common site is buccal mucosa although they
may be found anywhere in oral mucosa. Development of the oral glands parallels those
of the skin, reaching maximum numbers at puberty. Eighty percent of the population
are affected. The number of granules is quite variable. Fig. 1 illustrated a large number
of granules on buccal mucosa.

ETIOLOGY:  They are normal sebaceous
glands and considering they are found
in approximately 80% of the popula-
tion, should be considered normal
anatomic structures.

TREATMENT:  None required.
PROGNOSIS:  Good
DIFFERENTIAL DIAGNOSIS:  The clini-
cal appearance is characteristic

Figure 1



Leukoedema
DESCRIPTION:  Leukoedema appears as a filmy, opaque, white to slate gray discol-
oration of mucosa, chiefly buccal mucosa. Redundancy of the mucosa may impart a
folded or wrinkled appearance to the relaxed mucous membrane. It partially disappears
when the mucosa is stretched. It is stated to be seen in 90% of Blacks and 10–90% in
Whites. This variation may be due to the difficulty in observation of leukoedema in
non-pigmented mucosa. Leukoedema is accentuated in smokers.

ETIOLOGY:  Leukoedema is a variation of normal that
should not be confused with something ominous.
Intracellular edema of the superficial epithelial cells cou-
pled with retention of superficial parakeratin is thought to
account for the white appearance. Microscopic examina-
tion reveals superficial squamous cells have a clear,
seemingly empty cytoplasm but it has not been shown

that there is an increase in intracellular water. Thus, the
term edema is questionable.

TREATMENT:  None required.
PROGNOSIS:  Good
DIFFERENTIAL DIAGNOSIS:  White sponge nevus, hered-
itary benign intraepithelial dyskeratosis, and dyskeratosis
congenital. All are extremely rare.



Aphthous stomatitis 
(Canker sores, recurrent aphthous stomatitis, RAS)
DESCRIPTION:  This is one of the most common oral diseases. The exact incidence is
unknown, but estimates range from 20% to 60% of the population. Lesions appear as
painful ulcers ranging in size from less than 1 mm to 2 centimeters. They may be single
or multiple. Small lesions (less than 0.5 cm) have been referred to as minor aphthae 
(Fig. 1) and large lesions (more than 0.5 cm) have been called major aphthae (Fig. 2).
An uncommon presentation of this disease appears as multiple, pinpoint areas of ulcer-
ation that seldom exceed 1 mm (Fig. 3). This has been referred to as the herpetiform pat-
tern, an unfortunate terms since herpes virus is not the cause.
Each lesion begins as a red macule, less often a papule but not as a blister. It soon ulcer-
ates and the ulcer becomes covered by a pyogenic membrane producing the characteris-
tic yellow-white center with surrounding erythematous flare. The shape is usually round
to oval but may be elongated in natural folds such as the vestibule.
Aphthous stomatitis occurs on freely movable mucosa that does not overlie bone. The
lips, cheeks, soft palate, floor of mouth, ventral and lateral tongue are often involved but
attached gingival, hard palate and dorsal tongue are seldom affected.
Aphthous lesions affect all age groups from young to old but young adults and females
are more affected. Elapsed time between recurrences is extremely variable; some unfor-
tunate patients have almost continuous disease whereas others go from months to years
between episodes.

ETIOLOGY:  The cause is unknown. The concept that canker sores are caused by a micro-
biologic agent has been superceded by theories revolving around an immunopathogene-
sis. The deposition of antibodies and complement within epithelium and basement mem-
brane during the early stages of the disease suggests a humoral immune response, and
the influx of lymphocytes rather than neutrophils in early lesions points to a cellular
immune reaction as well. It is yet to be learned if the immune response is directed against self (autoimmunity) or against
an extrinsic antigen such as bacteria or viruses. To further cloud the issue, a variety of other factors have been implicated.
Withdrawal of certain foods such as cheese, tomato products and gluten, as well as sodium lauryl sulfate-containing tooth-
pastes, has been claimed to help some patients whereas in others, correction of iron, B12 and folate deficiencies have
brought about a cure. Improvement of aphthous lesions during the last stages of pregnancy with exacerbation after deliv-
ery suggests that gonadal hormones may lay a role. The occurrence of canker sores during menstruation also suggests a
hormonal basis. To add a final element of mystery, aphthous stomatitis has been reported to worsen when cigarette smok-
ing is discontinued. There are too many theories for them all to be correct. Aphthous stomatitis may not be a single disease
with a single cause but instead a variety of diseases all manifested by painful mouth sores.
TREATMENT:  To reduce pain, patients with few lesions may be treated with topical medications such as Orabase® with
Benzocaine, Zilactin®, or Soothe-N-Seal®. Anti-inflammatory agents such as topical steroids or Aphthasol® have also been
shown to be effective. For severe or widespread disease, systemic prednisone such as a Medrol 4 mg Dosepak® is helpful.
Long-term systemic steroid therapy may be associated with numerous adverse effects, including osteoporosis, asceptic
necrosis, cataracts, depression, fluid retention and exacerbation of diabetes. 
PROGNOSIS:  Cure is seldom achieved but palliation and long-term remission may be achieved by above mentioned treat-
ment. Without treatment, healing time varies from 4 days for a small lesion to a month or more for major aphthae. Major
aphthae may also cause scarring.
DIFFERENTIAL DIAGNOSIS:  Aphthous stomatitis must be differentiated from herpetic stomatitis, the disease with which it
is most often confused. Recurrent intraoral herpes occurs almost exclusively on mucosa overlying bone. The hard palate
is the most common site. Lesions indistinguishable from aphthous stomatitis have been reported in Behcet’s syndrome,
Reiter’s syndrome, Crohn’s disease and celiac disease.
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Herpes simplex virus infections
DESCRIPTION:  Oral infection with herpes simplex virus occurs in three clinical forms.
The most common type consists of recurrent small blisters on the lips commonly
referred to as fever blisters or secondary herpes labialis. The second type is a general-
ized oral infection called primary herpetic stomatitis. The third and least common form
of oral herpes infection consist of small ulcers usually localized on palatal mucosa.
Herpes labialis is illustration in Figs. 1 and 2. This lesion is well known and unlikely to
be a diagnostic problem. It tends to be a recurrent disease in teenagers and adults.
Elapsed time between recurrences varies from person to person. Recurrences are thought
to be triggered by exposure to sunlight, febrile diseases, physical and psychogenic trau-
ma, and other irritants. 
Generalized involvement of the oral mucous membrane is called primary herpetic stom-
atitis and represents the initial exposure to the virus. This is a one time infection, but the
patient remains susceptible to recurrent or secondary oral herpes infections (Figs. 3 and
4). It is more commonly seen in children, but teenagers and adults are also affected.
Patients initially have gingivitis with swollen and red gingiva, then small blisters may
appear on other mucosal surfaces. The blisters break quickly and are seldom seen by the
dentist or physician. After they break, the lesions appear as small ulcers that resemble
small aphthous lesions. The primary, generalized infection is accompanied by fever, cer-
vical lymphadenitis, and inability to eat or drink without considerable pain.
Patients who suffer recurrent intraoral herpes are few. Recurrent intraoral herpes infec-
tions tend to occur as vesicles followed by small ulcers, mainly on the hard palate
mucosa (Fig. 5) and often follow trauma to the area, such as palatal injections or peri-
odontal therapy.

ETIOLOGY:  Herpesvirus hominis (herpes simplex virus). Most oral lesions are caused by
Type I virus but approximately 10% are thought to be caused by Type II.

TREATMENT:  Antiviral drugs such as Acyclovir, Famciclovir, Penciclovir, Valacyclovir
and over-the-counter Abreva have all shown that they can decrease the time of disease
as well as help with pain management. To be beneficial, they must be started at the first
sign of disease. Most studies indicate that the drugs decrease the duration of disease by
about one day. Acyclovir, Penciclovir and Abreva are available in a topical ointment.

PROGNOSIS:  Primary infection usually resolves in 10-14 days. Once the virus has
entered the body, it travels through nerve trunks to the nearest ganglion where it may lie
dormant for the remainder of the patient’s life. Future recurrences are thought to be
brought about by the “reawakening” of the virus which retraces its steps to cause new
lesions in the same general area as the original point of entry. Thus, each recurrence is
not a new and different infection from the outside but a recrudescence of the original
infection. The ability of the virus to remain latent in deep ganglia makes total eradica-
tion almost impossible and will likely frustrate attempts at prevention for the foreseeable
future. 
Patients with widespread herpetic stomatitis should drink liquids to prevent dehydration.
A broad-spectrum antibiotic is commonly given to control secondary bacterial infection,
but does not shorten the viral infection. Antiviral drugs may shorten the duration of the disease if they are started early.
Clinicians should be aware that the herpesvirus may cause disseminated infection including encephalitis in which case the
prognosis is extremely grave.

DIFFERENTIAL DIAGNOSIS:  Primary herpetic stomatitis may resemble oral lesions of erythema multiforme, but herpes can
be diagnosed by exfoliative cytology. A characteristic multinucleated cell appears in the smear of herpes infections. Culture
of the virus is possible if a viral laboratory is available. Lesions of herpangina and hand, foot and mouth disease, both
caused by Coxsackievirus, may clinically resemble oral herpes virus infections. Recurrent intraoral herpes may be con-
fused with herpes zoster. Aphthous can be differentiated since it usually does not occur over bone, does not form vesicles
and is not accompanied by fever or gingivitis.
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Denture sore mouth (DSM) and 
Papillary hyperplasia (PH)
DESCRIPTION:  Long treated as separate entities, there is evidence that PH and DSM
may be different expressions of the same disease. Both are related to the wearing of
dentures. The mildest form of denture sore mouth appears as small, localized and
asymptomatic red spots on the posterior palatal mucosa. As the condition worsens,
large confluent areas turn crimson red (Fig. 1).) . This is the classic form of DSM. In
later stages, hyperplasia of palatal mucosa occurs and produces the red, pebbly appear-
ances of papillary hyperplasia (Fig. 2). In some cases of PH, the mucosa has a more
mossy than mulberry appearance and the hyperplasia is not apparent until a gentle
blast of air opens the crevices revealing the papillary nature of the lesion. Whether or
not DSM.

ETIOLOGY:  The cause is unknown but there is evidence that Candida albicans is at least
contributory. DSM has been called chronic atrophic candidiasis. Organisms are found
more often in PH and DSM than in normal controls. Treatment with the antifungal drugs
such as nystatin, clotrimazole and fluconazole have been reported to bring about remis-
sion in most cases, especially in DSM. Since organisms have been shown to colonize the
tissue surface of the denture, sterilization of the denture with fungicide is indicated.
Factors other than Candida albicans seem to be involved, but it is difficult to assess the role of denture trauma and bacter-
ial pathogens. Because the disease is limited to the area covered by the denture, it is often assumed that the patient is aller-
gic to denture base material.. There is little evidence to support his view. Patients with palatal lesions ordinarily do not have
lesions under the lower denture as would be expected if the patient were truly allergic.

TREATMENT: We know of no effective therapy other than fungicides such as nystatin, clotrimazole, ketoconazole or flucona-
zole in the usual doses for oral candidiasis. Good oral and denture hygiene may help. The denture should fit well and not
be worn at night. In cases of excessively redundant papillary hyperplasia, surgical reduction may provide a better denture
base.

PROGNOSIS:  The condition is benign. For many years, papillary hyperplasia had the undeserved reputation of being pre-
malignant. It is not.

DIFFERENTIAL DIAGNOSIS:  The disease has such a characteristic appearance that diagnosis is seldom a problem.

Figure 2: papillary hyperplasia

Figure 1: denture sore mouth



Epulis fissuratum (Inflammatory fibrous hyperplasia)
DESCRIPTION:  This lesion occurs in those who wear prosthetic appliances. The lesion
consists of two or more folds of soft tissue separated by a central groove into which
fits the appliance border. It most often is found in the buccal vestibule of the anterior
maxilla, but any mucosal area touched by a denture border is vulnerable including the
lingual aspect of the mandible. In a study of 583 cases, 64% were found in females.
Those in the fifth and sixth decade are most often affected. Duration ranged from one
week to 10 years, 40% of the patients reported a duration of 6 months to two years.
Symptoms are absent except in ulcerated lesions which may be painful. Histologically, 
the excessive tissue is composed of cellular, inflamed fibrous connective tissue.

ETIOLOGY:  This is an inflammatory fibrous hyperplasia
or oral mucosa caused by ill-fitting or over-extended den-
ture borders.

TREATMENT: Surgical excision of the lesion and reduction
of the denture border.

PROGNOSIS: Good

DIFFERENTIAL DIAGNOSIS: The lesion has such a charac-
teristic clinical appearance that differential diagnosis is
not a problem. Persistent ulcerated areas in epulis fissur-
atum should be biopsied to rule out squamous carcinoma.
Folds similar to epulis fissuratum may be seen in Crohn’s
disease.



Irritation fibroma (traumatic fibroma)
DESCRIPTION: Traumatic fibroma is a dome-shaped soft tissue mass usually found on
buccal mucosa along the line of occlusion. Less frequently they may be found on lips
and tongue. They are among the most common oral soft tissue lesions. The color is usu-
ally the same as the surrounding mucosa and the consistency is surprisingly soft. Patients
are generally aware of the lesion being present months to years with little change.
Histologically, they exhibit fibrous hyperplasia that is collagenous and acellular.

ETIOLOGY:  The presumed etiology is trauma to the
affected mucosa. Accidental biting probably accounts for
most of these lesions.

TREATMENT:  Excision

PROGNOSIS:  Good
DIFFERENTIAL DIAGNOSIS:  Salivary gland tumors and
other soft tissue tumors may have a similar appearance
but are usually more firm. Other lesions such as muco-
cele may also resemble traumatic fibroma.



Mucocele
DESCRIPTION: A mucocele is a collection of saliva in the oral mucosa. They are soft
elevations whose color ranges from that of normal mucosa to light blue or even white.
Patients with mucoceles regularly state that the lesion “gets larger, then smaller, then
larger again.” This has become an important diagnostic sign. The mucosa of the lower
lip and buccal mucosa are the most common sites, but any area that contains intraoral
salivary glands is a potential site.

ETIOLOGY: Traumatic severance of salivary ducts permit-
ting salivary escape into mucosa is the accepted etiology.

TREATMENT:  Surgical excision deep enough to include
the underlying gland that feeds it.

PROGNOSIS: Good
DIFFERENTIAL DIAGNOSIS: Salivary gland neoplasms
(especially mucoepidermoid carcinoma), varix, and 
hemangioma.



Papilloma
DESCRIPTION:  Papillomas appear as pedunculated or sessile, white or normal colored
cauliflower-like projections that arise from the mucosal surface. In a study of 464 oral
papillomas, it was learned that the average size is less than 2.0 cm. Our experience has
been that they are smaller, many are only 3 or 4 millimeters. The same study revealed
the mean age of patients with papilloma was 36.4 years with a range from 2 to 91
years. There was no strong sex preference. The most common site was the palate-uvula
area followed by tongue and lips. Of all sites, the soft palate was the most common
and accounted for 20% of the lesions. The durations ranged from weeks to 10 years 
but 50% of the papillomas were present between 2 to 11 months.

ETIOLOGY:  Immunoperoxidase stains have identified
antigens of the human papilloma virus (HPV) types 6 and
11 in approximately 50% of cases. The same virus may be
found in verruca vulgaris, condyloma acuminatum and
focal epithelial hyperplasia all of which may resemble
papillomas both clinically and microscopically.

TREATMENT:  Conservative surgical excision, recurrence
is rare.

PROGNOSIS:  Good, there is no evidence that papillomas
are premalignant.

DIFFERENTIAL DIAGNOSIS:  The rare intraoral verruca
vulgaris, condyloma acuminatum, and focal epithelial
hyperplasia  resemble papillomas and microscopic 
examination may be required to distinguish between
them. Large papillomas may resemble early verrucous
carcinoma.



Peripheral ossifying fibroma
DESCRIPTION: This lesion appears as a mass arising from the gingiva adjacent to teeth
or between teeth. It favors teenagers and young adults. Those arising between teeth
may separate the teeth and produce pressure resorption of the interdental bone. It’s not
unusual to see a “saddle” lesion straddling the ridge with a labial and lingual lobe.
Color is normal or slightly red.
Histologically the bulk of this lesion is moderately cellular fibrous connective tissue fre-
quently containing foci of bone, cementum, or dystrophic calcification. When inflammation is present, plasma cells fre-
quently predominate.

ETIOLOGY:  Unknown
Treatment:  Excision. The recurrence rate is about 15%.
Extraction of the adjacent teeth is seldom necessary.
Prognosis:  Good

Differential Diagnosis:  Peripheral fibroma bears a great
resemblance to pyogenic granuloma and peripheral giant
cell granuloma. Histologic examination is necessary to
distinguish between them. 



Pyogenic granuloma
DESCRIPTION: Pyogenic granuloma is a red, nodular overgrowth of granulation tissue
that arises from the mucosal or skin surface. Approximately two-thirds of oral lesions
are found on the gingival followed in descending order by the lips, tongue, buccal
mucosa, palate, vestibule and edentulous areas. The interdental papilla of the maxillary
facial gingival is the single most common site. A review of more than 800 cases dis-
closed the mean size to be approximately 1.0 cm with a range of 3 mm to 4 cm.
Females were more often affected (72%). Duration varied widely with a mean of 5.5
months. Because of the vascular nature of pyogenic granuloma, they bleed easily and
some cause mild pain. They commonly develop during pregnancy. The association
with pregnancy is so common that the lesion has also been called granuloma gravi-
darum or pregnancy tumor. Because pus is infrequently found in this lesion, the term
pyogenic granuloma is a misnomer but remains the preferred term.

ETIOLOGY:  The stimulus that provokes
this overgrowth of granulation tissue is
unknown although mild trauma and
infection are prominently mentioned.

TREATMENT:  Conservative excision.
They may recur.

PROGNOSIS:  Good. 
DIFFERENTIAL DIAGNOSIS:  Peripheral
giant cell granuloma and peripheral ossi-
fying fibroma.



Peripheral giant cell granuloma
DESCRIPTION: The peripheral giant cell granuloma appears as a nodular soft tissue mass
arising from gingival or alveolar mucosa. The color may be red but is often a blue-grey.
Most are approximately a centimeter in size, although they may be larger. The peak age
is around 40 years but they occur in all ages with a female prevalence. There is almost
equal distribution between maxillary and mandibular gingival. The term “peripheral” is
included in the name to separate this lesion from a histologically similar lesion which
occurs inside the jaws. Jaw lesions are referred to as the “central” giant cell granuloma.
The peripheral granuloma may cause pressure resorption of underlying alveolar bone and less commonly resorption of the
adjacent tooth. They are not painful. Histologically this lesion consists of fibroblasts and multinucleated giant cells.

ETIOLOGY:  Unknown
TREATMENT:  Conservative excision. The recurrence rate
is approximately 10%.

PROGNOSIS:  Good. 
DIFFERENTIAL DIAGNOSIS:  Pyogenic granuloma and
peripheral ossifying fibroma.



Traumatic ulcer
DESCRIPTION: An ulcer by definition is a localized area on the skin or mucosa in
which the surface epithelium has been destroyed. The shape and size of traumatic
ulcers are so variable as to defy a simple description. They are usually painful and of
short duration.

ETIOLOGY:  Common causes of traumatic ulcers include: denture irritation, biting
injuries, burns and friction irritation from sharp or fractured teeth.
TREATMENT:  The treatment is to remove the cause if it is known. Relief of pain can be achieved with topical agents such
as Orabase-B® with Benzocaine, Zilactin® or Soothe-N-Seal.

PROGNOSIS:  The ulcer should heal if the cause is removed. An ulcer which does not heal within two to three weeks should
be biopsied to rule out malignancy.

DIFFERENTIAL DIAGNOSIS:  Traumatic ulcers must be differentiated from squamous carcinoma , bacterial, fungal and viral
diseases, and other oral mucosal diseases.



Nicotine stomatitis
DESCRIPTION:  The classic form of this disease occurs in the palate of those who smoke
pipes and cigars. The typical appearance is that of numerous, slightly raised, white,
papular lesions of the posterior hard palate and soft palate. The central portion of the
papules are red and represent inflamed orifices of minor salivary gland ducts. In more
severe cases, the palatal mucosa is white and criss-crossed by fissures. There are no
symptoms and lesions may be discovered in a routine oral examination.

ETIOLOGY:  This lesion is caused by smoking, chiefly
pipe and cigar smoking. A report of thermally induced
“nicotine” stomatitis in a woman who drank scalding hot
tea and soup suggests heat rather than tobacco products
are responsible for this condition.

TREATMENT:  This disease usually disappears after dis-
continuance of the causative factor.

DIFFERENTIAL DIAGNOSIS:  The clinical appearance of
nicotine stomatitis coupled with a history of smoking is
virtually diagnostic. Biopsy is seldom necessary.




