
Burket, chapter 3



Classification of lesions
 Macules: well-circumscribed, flat lesions, red or 

pigmented: melanotic macule

 Papules: solid lesions raised above the skin or mucosal 
surface, smaller than 1 cm in diameter: EM, SLE

 Plaques: solid raised lesions , greater than 1 cm in 
diameter: large papules

 Nodules: deeper and wider lesions in the dermis or 
mucosa: irritation fibroma

 Vesicles: elevated blister containing clear fluid , less 
than 1cm in diameter



 Bullae: elevated blister containing clear fluid , greater 

than 1cm in diameter

 Erosions: moist red lesions often caused by the rupture 
of vesicles or bullae or trauma

 Pustules: blisters containing purulent material: 
chicken pox

 Ulcers: well-circumscribed, depressed lesions with an 
epithelial defect, covered by a fibrin clot (yellow-white 
appearance): aphthous ulcer

 Purpura: reddish to purple bruises caused by blood, 
petechia (less than 0.5 cm) or echymoses (greater than 
0.5 cm)



Acute multiple lesions
 Herpes simplex virus (HSV) infection: 

 HSV1: α-herpesvirus, ubiquitous, above the waist, 
primary or recurrent

 HSV2: α-herpesvirus, ubiquitous, below the waist, 
primary or recurrent

 Primary infection: inoculation of the mucosa, skin, 
and eye with infected secretions

 Traveling along the sensory axons

Chronic, latent infection in the sensory ganglion

Extraneuronal latency

Reactivation, traveling centripetally and recrudescent 
HSV



 Primary gingivostomatitis: 

 Primary HSV1, subclinical, children and teenagers,   
1-3 days prodrome of fever, loss of appetite, malaise 
and myalgia, resolve within 10-14 days

Erythema and clusters of vesicles or ulcers, keratinized 
mucosa of the hard palate, attached gingiva and 
dorsum of tongue and the nonkeratinized mucosa of 
the buccal and labial mucosa, ventral tongue and soft 
palate



 Recrudescent oral HSV infection:

Asymptomatic shedding of HSV( no systemic signs 
and symptoms ) or ulcer

Triggers: fever, UV, trauma, stress and menstruation

Recurrent herpes labialis (RHL): recrudescent HSV on 
the lips

 Prodrome of itching or burning: papules, vesicles, 
ulcers, crusting and then resolution of lesions

Recrudescent oral HSV infection in the 
immunocompetent hosts: chiefly on the keratinized 
mucosa of the hard palate, attached gingiva and 
dorsum of tongue: recurrent intraoral HSV: RIH: 1-5 
mm single or clustered painful ulcers, erythematous
border



 HSV infection in the immunocompromised patients:

RIH: at any site intraorally, atypical-appearing ulcers, 
ceveral centimeters, last several weeks or months, 
larger, slightly depressed with raised borders

 Differential diagnosis:

Coxsackievirus infections: not clustered, no gingiva, 
viral culture or cytology smear

Necrotizing ulcerative gingivitis: widespread and 
diffuse lesions, viral culture

Traumatic lesions: history

Aphthous ulcers: cytology specimen

CMV, fungal, neutropenia: biopsy, culture and blood 
tests



 Laboratory diagnosis:

Cell culture: gold standard ( it grows in the tissue 
culture): whole infectious particles

PCR: polymerase chain reaction: detect Ag and not 
whole infectious particles: not equate active infection

Smear: multinucleated giant cells or intranuclear
inclusions, not distinguish between HSV or VZV

DIF: direct immunoflorescent

Primary HSV: increased IgM followed by permanent 
increased IgG titers: seroconversion: previous 
infection

Recurrent infection: increased IgG titers



 Management:

Primary HSV: pain control, supportive care and 
hydration and definitive Tx(acyclovir 15 mg/kg five 
times a day)

Recurrent HSV: reducing trigger factors, topical 
antiviral( 5% acyclovir, 3%pencyclovir, 10% docosanol
cream three to six times a day at the first prodrome) 
and systemic Tx( valacyclovir or famciclovir 500-1000 
mg three times a day) 

 HSV immunocompromised patients: systemic 
antiviral

Acyclovir-resistant HSV: foscarnet



Primary herpetic whitlow on the finger of a 
dentist.



A 12-year-old female with primary herpetic 
gingivostomatitis causing discrete vesicles 
and ulcers surrounded by inflammation.





 Varicella Zoster Virus (VZV) infection: α-herpesvirus

 Primary: chicken pox

Recurrent: herpes zoster infection: HZI: shingles

Transmission: respiratory tract, incubation period of 
2-3 weeks

Postherpetic neuralgia: a neuropathic sequel of HZI, 
peripheral and central nervous system

Primary VZV: first two decades of life, low-grade fever 
and malaise, pruritic maculopopular rash, followed by 
vesicles( dewdrop-like) and pustules and crust, 1-2 Ws

HZI: prodrome of deep, aching pain, cluster of vesicles 
in a dermatomal or zosteriform pattern,2-4 Ws



Zosteriform: unilateral, linear and clustered vesicles 
and ulcers in a dermatome supplied by one verve

Most: thoracic-lumbar and then craniofacial

Zoster sine eruption or herpete: no dermatologic 
lesions, facial palsy

Postherpetic neuralgia: pain lingers for 30 days or 120 
days after the onset of acute rash

Immunocompromised patients: atypical, bilateral and 
multiple dermatomes

Primary VZV: pale minor acute ulcerations in the 
mouth



HZI: the most ophtalmic division of the TG nerve

V1: upper eyelid, forehead, scalp

 V2: midface, hard palate, buccal gingiva and upper lip

V3: mandibular gingiva and tongue

Painful, unilateral clustered 1-5 mm ulcers, 10-14 days

Ramsy Hunt syndrome: geniculate ganglion: bells 
palsy, vesicles of external ear and loss of taste 
sensation in the anterior two-thirds of the tongue

HZI: resorption and exfoliation of teeth, especially in 
HIV patients



 DD: 

Pulpitis, HSV, NUP, CMV, BON

 Laboratory: as same as HSV

 Management: as same as HSV, no aspirin(Reye Sx)

Primary: 800 mg acyclovir five times a day

HZI: 1000 mg valacyclovir or 500 mg famciclovir three 
times a day

Postherpetic neuralgia: the first: gabapentin, 5% 
lidocaine patch, the second: opioid analgesics and TCA





 Cytomegalovirus(CMV) infection: β-herpesvirus

Primary infection: subclinical or infectious 
mononucleosis-like disease( immunocompromised)

The most common cause of pneumonia within the 
first 120 days after HSCT

Latency: connective tissue, endothelium, mononuclear 
cell, WBC and epithelial cell

Vascular inflammation, vascular occlusion and end-
organ damage

Transmission: direct transfer of infected cells through 
intimate contact and blood product



Primary: marked lymphocytosis, fever, little 
lymphadenopathy or splenomegaly

CMV in the mouth in the immunocompromised: 

single large necrotic ulcer and less often as multiple, 
painful, Ws to Ms, mandibular osteomyelitis and tooth 
exfoliation

DD: HSV, VZV, HIV, SCC, malignancy, salivary tumors 
or soft tissue tumors

Lab: no culture, PCR, DIF, biopsy ( intranuclear
inclusions within cells, chronic inflammation

Tx: supportive, analgesics, ganciclovir, cidofovir



 Coxsackievirus(CV) infection: entrovirus genus 
picornaviridae family: A and B

Asymptomatic or non specific febrile illness

Replicate in the mouth, then lower GI tract

Transmission: fecal-oral route

CVB4 , CVA13: primary sjogren Sx

Hand-foot-and-mouth(HFM) disease: CVA16, EV71

Children less than 10 years, summer, epidemic

Low-grade fever, sore mouth, skin rash( hand, foot, 
buttocks)

Erythematous macules, vesicles and ulcers

Tongue, hard and soft palate, buccal mucosa



Herpangina: CVA1-10, 16

 Sore throat, erythema of the oropharynx, soft palate 
and tosillar pillars, vesicles, ulcers, 5-10 days

Lymphonodular pharyngitis: CVA10

 Sore throat, vesicles, ulcers and diffuse small 
nodules in the oropharynx

 DD: HSV, VZV, streptococcal infection of throat, IM

 Lab: no gold standard, clinical finding

 Tx: self-limiting, supportive, pain, fever and contact 
control



 NUP, NUG: polymicrobial infection

Immune suppression, smoking, stress, poor oral 
hygiene, debilitation, local trauma and contaminated 
food supply, diabetes, AIDS, low socioeconomic class

Noma or orofacial gangrene or cancrum oris: NUG or 
NUP spreading from gingiva to periodontium and soft 
tissue

Fever, malaise, submandibular lymphadenopathy

Noma: fluctuating fever, marked anemia, marked 
WBC, debilitation

Oral: rapid and acute, the first: excessive salivation, 
metallic taste, sensitive gingiva



Interdental papilla, punched-out ulcerations, malodor, 
gingival bleeding

Noma: perforation of the skin, cone-shaped, slouphing
oral mucosa, sequestration of the exposed and 
necrotic bone

DD: HSV, desquamative gingivitis(DG)

Lab: clinical

Tx: supportive, definitive and identification of 
predisposing factors

Definitive Tx: debridement, CHX MW, β-lactams
antibiotics, metronidazole





Erythema Multiforme (EM)
acute, self-limited, inflammatory mucocutaneous, 

skin, oral mucosa, other mucosal surfaces, genitalia

Minor: less than 10% of skin involvement, minimal to 
no mucous membrane involvement

Major: more extensive but still characteristic skin 
involvement, with the oral mucosa and other mucous 
membranes involvement

Fulminant forms of EM: Stevens-Johnson syndrome 
(SJS) and toxic epidermal necrolysis [TEN (Lyell 
disease)].



EM is a hypersensitivity reaction, and the most 
common inciting factors are infection, particularly 
with HSV, or drug reactions to NSAIDS or 
anticonvulsants

recurrent EM is associated with HSV infection in 65 to 
70% of cases, both by history of HSV infection 1 to 3 
weeks before onset of EM, seropositivity for HSV 
antibodies, and identification of HSV antigens

Between ages 20 and 40 years, with 20% occurring in 
children

recurrent EM: average of 6 episodes a year (range 2–
24), with a mean duration of 9.5 years



Prodrome of fever, malaise, headache, sore throat, 
rhinorrhea, and cough.

Skin lesions: appear rapidly over a few days and begin 
as red macules that become papular, starting primarily 
in the hands and moving centripetally toward the 
trunk in a symmetric distribution.

Most common sites of involvement: upper extremities, 
face, and neck: several forms

classic skin lesion consists of a central blister or 
necrosis with concentric rings of variable color around 
it called typical “target” or “iris” lesion that is 
pathognomonic of EM;



oral findings in EM range from mild erythema and 
erosion to painful ulcerations 

The most commonly affected sites are the lips (36%), 
buccal mucosa (31%), tongue (22%), and labial mucosa

Intraoral lesions: irregular bullae, erosions, or

ulcers surrounded by extensive areas of inflammation. 
Severe crusting and bleeding of the lips are common.

DD: pemphigus vulgaris, paraneoplastic pemphigus, 
pemphigoid, HSV, recurrent aphthous

There are no specific laboratory tests that are useful, 
and the diagnosis is made primarily on clinical 
findings.



 Management: 

Mild EM can be managed with systemic or topical 
analgesics for pain and supportive care

More severe cases are usually managed with systemic 
corticosteroids. Topical steroids may also help resolve 
lesions. 

 Cases suspected of being HSV associated should be 
treated with antiviral medications.

Prophilaxis: Continuous acyclovir at 400 mg twice a 
day 

EM not related to HSV : azathioprine (100–150 mg/d)

Recurrent HSV-associated EM: 400 mg of acyclovir 
twice a day or 500 mg of valacyclovir twice daily

Dapsone (100–150 mg/d) and antimalarials are 
partially successful in suppressing recurrent outbreaks 



TEN are different from EM: more severe and tend to arise 
on the chest rather than the extremities on erythematous
and purpuric macules: “atypical targets”

SJS is much more likely to be associated with medication 
use and Mycoplasma pneumoniae infection and rarely with 
HSV infection, whereas E M is much more likely to be 
associated with HSV infection

 common inciting drugs include antibacterial 
sulfonamides, anticonvulsants, oxicam NSAIDs, and 
allopurinol.

The mucosal surfaces of the eye, genitalia, and mouth are 
almost always severely affected by SJS/TEN, always with 
skin involvement. 

The typical oral manifestation is extensive oral ulceration 
with hemorrhagic crusts on the vermilion





Plasma Cell Stomatitis and Oral Hypersensitivity
Reactions

1. Acute onset of ulcers such as oral EM 

2. Red and white reticulated lesions of a lichenoid

hypersensitivity reaction 

3. Fixed drug eruption

4. Marked erosions and erythema with or without 
ulceration called plasma cell stomatitis (PCS)

5. Swelling of the lips/angioedema

6. Oral allergy syndrome that presents mainly with 
symptoms of itching with or without swelling of the 
oral structures and oropharynx



PCS: within days of exposure to the contactant, with 
most signs and symptoms limited to the oral cavity.

Periorificial tissues or the oropharynx, leading to 
upper airway symptoms of hoarseness, dysphagia, and 
mild airway obstruction

brightly erythematous macular areas of the oral cavity, 
almost always involving the marginal and attached 
gingiva or alveolar mucosa and often involving other 
soft tissues, such as the maxillary and mandibular
sulcus or buccal mucosa



Ulcers, epithelial sloughing and desquamation

The gingiva may also be swollen and edematous

Patients may complain of pain and sensitivity and 
bleeding of the gingiva on brushing. 

Angular cheilitis with fissuring and dry, atrophic lips

Localized area of erythematous gingiva, usually 
around a single tooth and measuring usually <1 cm.

 DD: PV, MMP, pubertal or pregnancy-induced 
gingivitis and plaque-associated gingivitis, Mouth-
breathers, Erythematous candidiasis, Fixed drug 
eruptions



 Lab: 

Patch testing to identify an allergen may be helpful. 

biopsy is the most useful diagnostic test for this 
condition.

Parakeratosis, epithelial hyperplasia, neutrophilic
exocytosis, and numerous spongiotic pustules in the 
absence of Candida

The most significant finding is a dense infiltrate of 
plasma cells in the lamina propria; many dilated 
capillaries lie close to the surface, accounting for the 
marked erythema.

Eosinophils are not seen usually



 Management:

Self-limiting and will generally, but not always, regress 
if the contactant is identified and removed

Topical steroids may help reduce inflammation and 
speed healing

Intralesional triamcinolone injections

Gingivectomy





Recurring Oral Ulcers
 Recurrent Aphthous Stomatitis (RAS):

Recurring ulcers confined to the oral mucosa in 
patients with no other signs of disease.

Diagnosis of exclusion: hematologic deficiencies, 
immune disorders, and connective tissue diseases

Minor ulcers: 80% of RAS cases, are less than 1 cm in 
diameter and heal without scars.

Major ulcers: over 1 cm in diameter, take longer to heal 
and often scar.

Herpetiform ulcers: small ulcers throughout the oral 
mucosa.



Severe minor ulcers: 10 multiple lesions, each lesion is 
under 1 cm

Link between RAS and a number of other microbial 
agents: oral streptococci, Helicobacter pylori, VZV, 
CMV, and human herpesvirus (HHV)-6 and HH V-7

Major factors linked to RAS: genetic factors, 
hematologic deficiencies, immunologic abnormalities, 
and local factors, such as trauma and smoking

The best documented factor is heredity

Proinflammatory cytokines interleukin (IL )-1B and  
IL-6

Hematologic deficiency, particularly of serum iron, 
folate, or vitamin B12,



Some cases of nutritional deficiency, such as celiac 
disease, are reported to be secondary to malabsorption
syndrome.

Other factors: anxiety, periods of psychological stress, 
localized trauma to the mucosa, menstruation, upper 
respiratory infections, and food allergy.

first episodes of RAS during the Second decade of life, 
confined to the oral mucosa and begin with prodromal
burning any time from 2 to 48 hours before an ulcer 
appears.

Localized area of erythema develops, small white 
papule forms, ulcerates, and gradually enlarges over 
the next 48 to 72 hours.



Round, symmetric, and shallow (similar to viral 
ulcers), but no tissue tags

Buccal and labial mucosae are most commonly, less 
common on the heavily keratinized palate or gingiva

Mild RAS: size of 0.3 to 1.0 cm and begin healing 
within a week. Healing without scarring is usually 
complete in 10 to 14 days.

Major ulcers: deep lesions that are larger than 1 cm in 
diameter and last for weeks to months, scars that may 
result in decreased mobility of the uvula and tongue. 

Hospitalization for intravenous feeding and treatment 
with high doses of corticosteroids.



Herpetiform type: least common variant of RAS, 
adults, small punctate ulcers scattered over large 
portions of the oral mucosa.

HIV-infected patients, particularly those with CD4 
counts below 100/mm3, may develop major aphthous
ulcers



DD: RAS is the most common cause of recurring oral 
ulcers, detailed history and examination

Primary acute lesions such as viral stomatitis or from 
chronic multiple lesions such as pemphigus or 
pemphigoid, as well as from other conditions 
associated with recurring ulcers, such as connective 
tissue disease, drug reactions, and dermatologic 
disorders.

Symptoms of blood dyscrasias, HIV, connective tissue 
disease such as lupus, gastrointestinal complaints 
suggestive of inflammatory bowel disease, and 
associated skin, eye, genital, or rectal lesions



Lab: Laboratory investigation should be ordered when 
patients do not follow the usual pattern of RAS, for 
example, when episodes of RAS become more severe, 
begin past the age of 25, or are accompanied by other 
signs and symptoms.

Biopsy: to exclude other diseases, particularly 
granulomatous diseases such as Crohn disease, 
sarcoidosis, or blistering diseases such as pemphigus
or pemphigoid

Severe minor aphthae or major aphthous ulcers should 
have known associated factors: connective tissue 
diseases and hematologic abnormalities, such as 
reduced levels of serum iron, folate, vitamin B12, and 
ferritin.



 Management: 

Mild cases: protective emollient such as Orabase or 
Zilactin(topical anesthetic), topical diclofenac

More severe cases: high potency topical steroid, such 
as fluocinonide, betamethasone, or clobetasol, placed 
directly on the lesion

steroid gel can be carefully applied directly to the 
lesion after meals and at bedtime two to three times a 
day or mixed with an adhesive such as Orabase prior to 
application.



Larger lesions: placing a gauze sponge containing the 
topical steroid on the ulcer and leaving it in place for 15 
to 30 minutes to allow for longer contact of the 
medication.

Other topical preparations: amlexanox paste and 
topical tetracycline, which can be used either as a 
mouthrinse or applied on gauze sponges.

Intralesional steroids: large major RAS lesions.

No response: systemic therapy: colchicine, 
pentoxifylline, dapsone, short bursts of systemic 
steroids, and thalidomide.





Behçet Disease [BD (Behçet Syndrome)]
Triad of symptoms including recurring oral ulcers, 

recurring genital ulcers, and eye involvement.

Major factor: immune dysregulation, including 
circulating immune complexes, autoimmunity, 
cytokines, and heat shock proteins, HLA-B51 genotype

The highest incidence of BD is in young adults 
between the ages of 25 and 40, with the oral mucosa as 
the most common site of involvement.

genital area is the second most common site of 
involvement: ulcers of the scrotum and penis in males 
and ulcers of the labia in females.

 The eye lesions consist of uveitis, retinal vasculitis, 
vascular occlusion, optic atrophy, and conjunctivitis.



Skin lesions: erythema nodosum or large pustular
lesions occur in over 50% of patients with BD.

Pathergy: cutaneous hyperreactivity to intracutaneous
injection or a needlestick.

Arthritis: greater than 40% of patients and most 
frequently affects the knees, ankles, wrists, and 
elbows. The affected joint may be red and swollen, as 
in rheumatoid arthritis, but involvement of small 
joints of the hand does not occur, and permanent 
disability does not result.

central nervous system involvement: most distressing 
component of the disease: brainstem syndrome, 
involvement of the cranial nerves, or neurologic 
degeneration



BD in children: between the ages of 9 and 10 years, has 
similar manifestations as does the adult form of the 
disease, but oral ulcers are a more common presenting 
sign in children, and uveitis is less common

MAGIC syndrome: mouth and genital ulcers with 
inflamed cartilage

Oral mucosa: 90% of patients; cannot be distinguished 
either clinically or histologically from RAS

New set of diagnostic criteria:

recurrent oral ulceration occurring at least three times 
in one 12-month period plus two of the following four 
manifestations:



1. Recurrent genital ulceration

2. Eye lesions, including uveitis or retinal vasculitis

3. Skin lesions, including erythema nodosum, 
pseudofolliculitis, papulopustular lesions, or 
acneiform nodules in post adolescent patients not 
receiving corticosteroids

4. A positive pathergy test, which is performed by 
placing a 20-gauge needle 5 mm into the skin of the 
forearm. The test is positive if an indurated papule or 
pustule greater than 2 mm in diameter forms within 
48 hours



 Lab:

BD is a clinical diagnosis based upon the criteria 
described above. Laboratory tests are used to rule out 
other diseases, such as connective tissue diseases (e.g. 
lupus erythematosus) and blood dyscrasias.

 Manageme nt:

depends on the severity and the sites of involvement.

 sight-threatening eye involvement or central nervous 
system lesions: more aggressive therapy with drugs, 
with a higher potential for serious side effects.

Azathioprine and other immunosuppressive drugs 
combined with prednisone: reduce ocular disease as 
well as oral and genital involvement.



Pentoxifylline: fewer side effects than do 
immunosuppressive drugs or systemic steroids, 
effective in decreasing disease activity, particularly of 
oral and genital lesions

Dapsone, colchicine, and thalidomide: effectively to 
treat mucosal lesions of BD

cytokine TNF-a, such as infliximab and ethanercept: 
potential effectiveness against the mucocutaneous and 
ocular manifestations of BD



 The Patient with Single Ulcer 

The most common cause of single ulcers on the oral 
mucosa is trauma.

The diagnosis is usually based on the history and physical 
findings.

The dentist must reexamine all patients with single ulcers 
for significant Healing in 1 to 2 weeks; if healing is not 
evident in this time, a biopsy should be taken to rule out 
cancer or, in immunocompromised patients, the possibility 
of a deep fungal infection.

 chronic oral ulcer: deep mycoses histoplasmosis, 
blastomycosis, mucormycosis, aspergillosis, cryptococcosis, 
and coccidioidomycosis,  chronic herpes simplex infection, 
Syphilis



Traumatic Injuries Causing Solitary Ulcerations
direct physical/ mechanical, thermal, or chemical 

trauma

Acute bite injuries, an example of direct physical/ 
mechanical trauma

Traumatic injuries: malocclusion, ill-fitting dental 
prostheses, overzealous toothbrushing and flossing, 
self-injurious habits, and oral piercings

Thermal injuries: electrical burns, heated dental 
instrument

More commonly, thermal burns occur on the palate 
from ingesting hot foods and beverages



Chemical trauma: placing noxious and caustic 
substances directly on the mucosa: aspirin

Mouthwashes or other over-the-counter oral care 
products with high alcoholic content, hydrogen 
peroxide, or phenols, silver nitrate, phenols, or sulfuric 
acid, Prolonged contact of methacrylate monomer on 
the mucosa, temporary vasoconstriction

Oral:  acute ulcerations and necrosis of the mucosa 
with a clear antecedent history of injury.

Electrical burns: fairly extensive, involve the lips, and 
are generally seen in young children and toddlers.



The initial lesions: charred and dry-appearing.

after a few days: charred crust sloughs, excessive 
bleeding

Burns from hot foods and beverages: small and 
localized to the hard palate or lips and are usually seen 
in teenagers and adults.

tenderness and erythema, develops into ulcers within 
hours of the injury.

 DD: opportunistic agents such as HSV or Candida.

Lab: biopsy should be performed if the ulcer does not 
heal within a reasonable period of time (a few weeks).





Manageme nt: 

Electrical burns are generally deep and more extensive, 
and healing often results in scarring and contracture. 

The corners of the mouth: microstomia

Use of microstomia prevention devices during healing 
period, surgery, Antibiotics (necessary to prevent a 
secondary infection)

Remove of irritant, topical anesthetics, Topical 
steroids



Traumatic Ulcerative Granuloma, Eosinophilic
Ulcer of Tongue

penetrating nature of the inflammation results in 
myositis that leads to chronicity.

ventral tongue in infants caused by the tongue rasping 
against newly erupted primary incisors, a condition 
known as Riga-Feda disease.

Similar lesions: familial dysautonomia, Riley-Day 
syndrome and Lesch-Nyhan syndrome

first 2 years of life, adults in the fifth and sixth decades



In children: ulcers are always on the anterior ventral or 
dorsal tongue associated with erupting mandibular or 
maxillary incisors, respectively.

The tongue is the site of involvement in approximately 
60% of adult cases, usually on the posterior and lateral 
aspects

Cleanly punched out, with surrounding erythema and 
some whiteness, present for weeks or months, range 
from 0.5 cm to several centimeters in size, surrounding 
tissue is usually indurated.

Buccal mucosa and labial mucosa, floor of the mouth, 
and vestibule and all sites where there is abundant 
underlying skeletal muscle.



 DD: 

 long duration of these lesions, presence of induration, 
lack of pain, and lack of surrounding erythema
distinguish them from recurrent aphthous ulcers, 

 single, chronic, painless ulcer with induration raises 
the suspicion for squamous cell carcinoma (especially 
if it is on the tongue) or other malignancy of salivary 
gland or lymphoid origin.

 Lab: biopsy

 Management: 

 rule out continued trauma to the site, intralesional
steroid injections, wound debridement, night guard


