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5
th

 stage                    Oral ulcerations and Vesiculobullous lesion  

Classification of oral ulceration: 

1- Infective causes  

      A-Bacterial            B- Viral             C-Fungal . 

2- Traumatic causes : 

 A-Mechanical                   B –Chemical             C- Thermal              D-Factitious injury 

 E- Radiation                       

3- Idiopathic: 

  A- Minor aphthis ulcer             B- Major aphthus ulcer            C- Herpetiform ulcer .  

4- Associated with systemic disease: 

    A -Hematological disease                    B- GIT disease                   C – Behcet syndrome  

    D- HIV                                                E- Other disease . 

5- Associated with dermatological disease : 

  A- Lichen planus        B – Vesiculobullous . 

6- Neoplastic causes     

Ulcers:-    A localized defect in the surface  epithelium;  Leaving an inflamed area of  

                 exposed connective tissue . 

Vesicles:-  Elevated blisters containing clear fluid that are under 1 cm in diameter. 

Bullae:-    Elevated blister containing clear fluid that are over I cm in diameter. 

Erosions:- Red lesions often caused by the rupture of vesicles or bullae as well as 

trauma. 

Herpesvirus Infections 
There are 80 known herpesviruses DNA virus , and eight of them are known to cause infection in 

humans: 

1- Herpes simplex virus (HSV) 1 and 2. 

2- Varicella-zoster virus. 

3- Cytomegalovirus: is an occasional cause of oral ulceration in immunosuppressed 

patients. 

4- Epstein-Barr virus. 

https://www.google.iq/url?sa=t&rct=j&q=&esrc=s&source=web&cd=1&cad=rja&uact=8&ved=0ahUKEwj2j_WV5YnRAhXJ8ywKHc2NAjUQFggaMAA&url=https%3A%2F%2Fen.wikipedia.org%2Fwiki%2FVesiculobullous_disease&usg=AFQjCNFKep4Ip-HmxuvQ5B86BGWmYF1m2g
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5- Human herpesvirus 6 (HHV6). The virus can remain latent in host neural cells.  There is 

also evidence linking HHV8 to forms of lymphoma. 

  

1- Herpes simplex virus (HSV) 1 and 2. 

HSV1 causes a majority of cases of oral and pharyngeal infection, meningoencephalitis, and 

dermatitis.. 

HSV2 is implicated in most genital infections. 

Both types can cause primary or recurrent infection of either the oral or the genital area. 

Humans are the only natural reservoir of HSV infection, and spread occurs by direct intimate 

contact with lesions or secretions from an asymptomatic carrier.  

Latency, a characteristic of all herpesviruses, occurs when the virus is transported from mucosal 

or cutaneous nerve endings by neurons to ganglia where the HSV viral genome remains present 

in a nonreplicating state. During the latent phase, herpes DNA is detectable, but viral proteins are 

not produced. Reactivation of the latent virus occurs as a result of a number of factors including 

trauma or sunburn, fever, or immunosuppression.   

HSV is a possible cause of Bell’s palsy. 

There is evidence linking HSV to carcinogenesis.  

 
Primary Herpes Simplex Virus Infections 

- Occur in patient contracting the virus for the first time i.e.  in patients who do not have 

immunity resulting from previous contact with the virus.   

- The majority of oral HSV infections is caused by HSV1, but primary oral HSV2 

infections may also occur chiefly as a result of oral-genital contact. 

- Infection of the fingers (herpetic whitlows) of health professionals may occur during 

treatment of infected patients.  

- Primary HSV infection of the newborn can occur. 

 

Clinical manifestations of primary oral herpes  
 

- A significant percentage of cases of primary herpes are subclinical. 

- Patients with primary oral herpes have a history of generalized prodromal symptoms” 

fever, headache, malaise, nausea, and vomiting” that precede the local lesions by 1 or 2 

days. This information is helpful in differentiating this viral infection from allergic 

stomatitis or erythema multforme, in which local lesions and systemic symptoms appear 

together. 

- Approximately 1 or 2 days after the prodromal symptoms occur, small thin-walled 

vesicles that quickly rupture, leaving shallow round discrete ulcers.   
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- Examination of the posterior pharynx reveals inflammation, and the submandibular and 

cervical lymph nodes are characteristically tender.  

- Primary HSV in otherwise healthy children is a self-limiting disease.  

- The fever ordinarily disappears within 3 or 4 days, and the lesions begin healing in a 

week to 10 days. 

 

Labe finding  

- Cytology. For cytology, a fresh vesicle can be opened and a scraping made from the base 

of the lesion and placed on a microscope slide. 

- HSV Isolation in tissue culture  is the most positive method of identification and has a 

specificity and sensitivity of 100% 

- Antibody Titers 

Treatment: 

- Acyclovir, is effective in the treatment of primary oral HSV in children. Acyclovir has no 

effect on normal cells but inhibits DNA replication in HSV-infected cells. 

- Routine supportive measures include aspirin or acetaminophen for fever and fluids to 

maintain proper hydration and electrolyte balance. If the patient has difficulty eating and 

drinking, a topical anesthetic may be administered prior to meals. 

Recurrent Herpes Simplex Virus Infection 

Recurrent herpes infection of the mouth (recurrent herpes labialis [RHL]. RIH occurs in patients 

who have experienced a previous herpes simplex infection and who have serum-antibody.  

Recurrent herpes is not a re-infection but a reactivation of virus that remains latent in nerve 

tissue between episodes in a nonreplicating state.  Recurrent herpes may also be activated by 

trauma to the lips, fever, sunburn, immunosuppression, and menstruation & emotional stress.  

Clinical manifestations  

RHL, the common cold sore or fever blister. .  

The lesions are preceded by a prodromal period of tingling or burning. This is accompanied by 

edema at the site of the lesion, followed by formation of a cluster of small vesicles. Each vesicle 

is 1 to 3 mm in diameter, with the size of the cluster ranging from 1 to 2 cm. it usually involves 

heavily keratinized mucosa of the gingiva, palate, and alveolar ridges. 
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Recurrent herpis labialis                                       recurrent herpis infection  

Diagnosis  

- RIH can be distinguished from RAS by cytology smears. 

- Viral cultures also are used to distinguish herpes simplex from other viral lesions, particularly  

varicella-zoster infections. 

Treatment  

Recurrent herpes infections of the lips and mouth are temporary and should be treated 

symptomatically.  

HERPANGINA 
Coxsackie virus A has been shown to cause a majority of cases of herpangina. Usually occur in 

young children. 

Clinical Manifestations: 

- Infection begins with generalized symptoms of fever, chills, and anorexia.  

- The patient complains of sore throat, sore mouth & dysphagia..  

- Lesions start as  maculopapilar rashes that evolve  into vesicles involving the posterior 

pharynx, tonsils, and soft palate. 

- Within 24 to 48 hours, the vesicles rupture, forming small 1 to 2 mm ulcers. The disease 

is usually mild and heals without treatment in 1 week. 

Laboratory Studies: A smear taken from the base of a fresh vesicle. 

 

Treatment. Herpangina is a self-limiting disease, and treatment is supportive, including proper 

hydration and topical anesthesia when eating or swallowing is difficult. Specific antiviral therapy 

is not available. 

 

HAND-FOOT-AND-MOUTH DISEASE 

- Hand-foot-and-mouth disease is caused by infection with coxsackievirus A 

- The disease is characterized by low-grade fever 

- oral vesicles and ulcers, particularly on the extensor surfaces of the hands and feet.  

- Patients ranged in age from 8 months to 33 years.  
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- The clinical manifestations lasted 3 to 7 days.  

- Treatment is supportive. 

 

Varicella-Zoster Virus Infection 
Varicella zoster (VZV) is a herpesvirus, and, like other herpesviruses, it causes both primary and 

recurrent infection and remains latent in neurons present in sensory ganglia. VZV is responsible 

for two major clinical infections of humans:  

1- Chickenpox (varicella): is a generalized primary infection that occurs the first time on 

individual contacts the virus. This is analogous to the acute herpetic gingivostomatitis of 

herpes simplex virus. After the primary disease is healed, VZV becomes latent in the 

dorsal root ganglia of spinal nerves or extramedullary ganglia of cranial nerves. It is a 

childhood disease characterized by mild systemic symptoms and a generalized intensely 

pruritic eruption of maculopapular lesions that rapidly develop into vesicles on an 

erythematous base that rapidly change to ulcers may be seen. 

 

2- Shingles (herpes zoster [HZ]).: VZV becomes reactivated, causing lesions 

of localized herpes zoster. HZ commonly has a prodromal period of 2 to 4 days, 

when shooting pain, paresthesia, burning, and tenderness appear along the course of the 

affected nerve “single dermatome involvement “that followed by unilateral vesicles on an 

erythematous base then appear in clusters. Healing takes place in 2 to 3 weeks.  

Ophthalmic branch of trigeminal nerve affected several times more frequently than are 

the V2 &V3. HZ of the first division can lead to blindness secondary to corneal scarring. 

HZ may also occasionally affect motor nerves.  
Oral Findings.  of HZ resembles lesions seen in herpes simplex infections. 

Complication:  

A- Postherpetic neuralgia is the most common complication of HZ, which is defined as 

pain remaining for over a month after the mucocutaneous lesions have healed.  
B- Dental anomalies, when trigeminal HZ occurs during tooth formation. Pulpal necrosis 

and internal root resorption have also been related to HZ. 
C- Severe scarring of the facial skin. 
D- Ramsay Hunt syndrome HZ of the geniculate ganglion, is a rare form of the disease 

characterized by Bell’s palsy, unilateral vesicles of the external ear, and vesicles of 

the oral mucosa and hearing loss 

Diagnosis is based on: 

- Clinical symptoms. 

- Rising antibody titer. 

- Cytology & Fluorescent-study. 

- The most accurate method of diagnosis is viral isolation in tissue culture. 



Oral Medicine – Dr. Labeed Sami 

 

7 
 

 

HZ 2
nd

 division of 5
th

 CN  

Treatment : 

- Management should be directed toward shortening the course of the disease, preventing 

postherpetic neuralgia.  

- Acyclovir group accelerate healing and reduce acute pain. 

 Traumatic ulceration : 

A-Mechanical: 

By term from sharp cusp, ill-fitting denture, outstanding teeth . 

Clinically there is area of erythema surrounding a central removable ,yellow fibrinopurulent 

membrane, many of these develop rolled white border of keratosis immediately adjacent to 

the area of ulceration . 

The clinical diagnosis depend on 3 criteria: 

1- The cause of trauma must be identified. 

2- The cause must fit the size, shape of the ulcer. 

3- On removal of the cause, the ulcer must show sign of healing within 10 days. 

 

  B- Chemical 

A wide variety of drug can produce various ulceration. aspirin , chlorapromazine , promazine 

are well documented. Topical medication that sold as mouth washes ( phenol,  H2O2 , eugenol 

can produce ulcer. Health care practitioner are responsible for the use of many causetic agent ( 

silver nitrate , trichloro acetic acid and dental cavity varnish ) 

H2O2 : used for prevention of periodontitis , conc 3% or more often associated with adverse 

reaction .epi necrosis has been noted at with dilution of 1%  
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Silver nitrate : is apopular treatment for aphthus ulcer because chemical cautery bring about 

rapid relief of pain by destroying the nerve ending . but this should be discourage because in all 

cases the extent of mucosal damage increase . 

 

Erythema Multiforme (EM) 

Is an acute inflammatory disease of the skin and mucous membranes that causes a variety of skin 

lesions—hence the name “multiforme.” EM has several clinical presentations:  

A- Milder self-limiting form. 

B- Severe life-threatening forms that may present as either Stevens-Johnson syndrome or 

toxic epidermal necrolysis (TEN). 

Etiology  

EM is an immune-mediated disease that may be initiated either by deposition of immune 

complexes “immunoglobulin (Ig) M and complement (C) 3,”  or cell-mediated immunity.  

Histopathology is not specific.  

The most common triggers for episodes of EM are: 

- Herpes simplex virus. 

- Drug reactions. Sulfonamides, carbamazepine and phenytoin; trimethoprim-sulfonamide 

combinations, and penicillin.  

- A majority of the severe cases of Stevens-Johnson syndrome or TEN are caused by drug 

reactions. 

- Other trigger: Malignant tumors, radiotherapy, Crohn’s disease, and infection. 

- Many cases of EM are idiopathic. 

Clinical presentations 

-     It has an acute onset; generalized symptoms such as fever and malaise may appear in 

severe cases. 

- Self-limiting form of the disease and is characterized by maculopapular rashes of  0.5 to 2 

cm in diameter.  

- The most common cutaneous areas involved are the hands, feet, and extensor surfaces of 

the elbows and knees. The face and neck are commonly involved. Skin lesions of EM 

may be nonspecific macules, papules, and vesicles. The pathognomonic lesion is the 

target or iris lesion, which consists of a central bulla or pale clearing area surrounded by 

edema and bands of erythema. 

- Oral lesions commonly appear along with skin lesions in approximately 70% of EM 

patients. The oral lesions start as bullae on an erythematous base, but intact bullae are 

rarely seen by the clinician because they break rapidly into irregular ulcers. The lips are 

extensively eroded. The patient cannot eat or even swallow and drools blood-tinged 

saliva. Within 2 or 3 days the labial lesions begin to crust. Healing occurs within 2 weeks 

in a majority of cases. Hemorrhagic crusting of the lip is characteristic 
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Stevens-Johnson syndrome and TEN, are the more severe vesiculobullous forms of the 

disease have a significant mortality rate. Characteristically the vesicles and bullae involve the 

mouth, eyes, and genitals. 

TEN, (tone epidermal neurolysis The most severe form of the disease, which is usually 

secondary to a drug reaction and results in sloughing of skin and mucosa in large sheets. 

Patients are most successfully managed in burn centers, where necrotic skin is removed 

under general anesthesia and healing takes place under sheets of porcine xenografts. 

Diagnosis : 

- The histologic picture of oral EM is not considered specific. 

- The diagnosis is made on the basis of the total clinical picture. 

- Cytologic smears and virus isolation may be done to eliminate the possibility of 

primary herpes infection.   

 

Treatment: 

- Mild cases of oral EM may be treated with supportive measures only, including topical 

anesthetic mouthwashes and a soft or liquid diet.  

- Moderate to severe oral EM may be treated with a short course of systemic 

corticosteroids. An initial dose of 30 mg/d to 50 mg/d of prednisone for several days, 

which is then tapered, is helpful in shortening the healing time of EM. 

- Patients with severe cases of recurrent EM have been treated with dapsone, azathioprine.  

- Systemic steroids are recommended for management of Stevens-Johnson syndrome and 

are considered lifesaving in severe cases. 
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Contact Allergic Stomatitis 
Contact allergy results from a delayed hypersensitivity reaction that occurs when antigens 

penetrate the skin or mucosa of susceptible individuals. After re-exposure to the antigen, 

sensitized individuals develop an inflammatory reaction confined to the site of contact. 

Contact stomatitis is less common than contact dermatitis for the following reasons: 

1. Saliva quickly dilutes potential antigens and physically washes them away and digests 

them before they can penetrate the oral mucosa. 

2. Since the oral mucosa is more vascular than the skin, potential antigens that do penetrate 

the mucosa are rapidly removed before an allergic reaction can be established. 

Contact stomatitis may result from contact with: 

- Dental materials and Oral hygiene products. 

- Foods.  

- Common causes of contact oral reactions are cinnamon which are frequently used 

flavoring agents in food, candy, and chewing gum, as well as oral hygiene products 

 

Clinical manifestation  

- Nonspecific clinical finding and are frequently difficult to distinguish from physical 

irritation.  

- The reaction occurs only at the site of contact and includes a burning sensation 

accompanied by erythema, vesicles and ulcers.  

- Another oral manifestation of contact allergy is plasma cell gingivitis, which is 

characterized by generalized erythema and edema of the attached gingiva, occasionally 

accompanied by cheilitis and glossitis.  

Diagnosis: Contact allergy is most accurately diagnosed by the use of a patch test. 

Treatment : 

- In mild cases, removal of the allergen suffices. 

- In more severe symptomatic cases, application of a topical corticosteroid is helpful. 
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Contact Allergic Stomatitis                             plasma cell gingivitis 

Oral Ulcers Secondary to Cancer Chemotherapy 
Chemotherapeutic drugs are frequently used to effect remission of malignancies, and bone 

marrow transplantation. One of the common side effects of the anticancer drugs is multiple oral 

ulcers.  

Anticancer drugs may cause oral ulcers directly or indirectly.  

1- Indirect causes:  through depress the bone marrow and immune response, leading to 

bacterial, viral, or fungal infections of the oral mucosa.  

2- Direct cause : via direct effect on the replication and growth of oral epithelial cells by 

interfering with nucleic acid and protein synthesis, leading to thinning and ulceration of 

the oral mucosa. such as methotrexate. 

 

Acute Necrotizing Ulcerative Gingivitis 

Is an endogenous oral infection that is characterized by necrosis of the gingiva.  

ANUG became known as “trench mouth” during World War I because of its prevalence in the 

combat trenches. 

The organisms most frequently mentioned to cause the lesions are Anaerobic the fusiform 

bacillus and spirochetes. Treponema, Fusobacterium, and Bacteroides intermedius.  

The tissue destruction is thought to be caused by endotoxins that act either directly on the tissues 

or indirectly by triggering immunologic and inflammatory reactions. 

It is associated with three major factors: 

                         1. Poor oral hygiene.  

                         2. Smoking 

                         3. Emotional stress 

Systemic disorders associated with ANUG are diseases affecting neutrophils (such as leukemia 

or aplastic anemia), marked malnutrition, and HIV infection. The term “NUG” is used when 

the disease involves only the gingiva, and “NUP” involves a loss of periodontal attachment. 

Noma (cancrum oris), it is a form of ANUG which predominantly affects children in sub-

Saharan Africa. This disease is characterized by extensive necrosis that begins on the gingiva 

and then progresses from the mouth through the cheek to the facial skin, causing extensive 

disfigurement. The major risk factors associated with noma include malnutrition, poor oral 

hygiene.  

Clinical manifestations  

- The onset of acute forms of ANUG is usually sudden, with pain, tenderness, profuse 

salivation, metallic taste, bad odor and spontaneous bleeding from the gingival tissues 

- There is a characteristic blunting and necrotic punched out ulcerations of the interdental 

papillae. ulceration may develop on the cheeks, the lips, and the tongue 

- The teeth are slightly movable sensitive to pressure. 
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- Lymphadenopathy may be marked. 

- In severe cases, the underlying bone is denuded and may become sequestrated. 

 

Noma                             Palatal ulceration in a 21-year-old male with fusospirochetal stomatitis 

Treatment  

- At the initial visit, the gingivae should be débrided with both irrigation and periodontal 

curettage.  

- Complete débridement may not be possible on the first visit because of soreness.  

- Home care instruction including hydrogen peroxide (approximately 1.5 to 2% in water) 

mouth rinses three times a day and chlorhexidine 12% rinses. 

- Antibiotics are usually not necessary for routine cases of ANUG confined to the marginal 

and interdental gingivae otherwise Metronidazole and penicillin are the drugs of choice. 

 

THE PATIENT WITH RECURRING ORAL ULCERS 

- Recurrent aphthous stomatitis (RAS). 

- Behçet’s syndrome. 

- Recurrent HSV infection. 

- Recurrent erythema multiforme. 

 

Recurrent Aphthous Stomatitis 
RAS is a disorder characterized by recurring ulcers confined to the oral mucosa.  

Etiology  

The current concept is that RAS is a clinical syndrome with several possible causes. The major 

factors identified include: 

1- Heredity. 

2- Hematologic deficiencies. particularly of serum iron, folate, or vitamin B 

3- Immunologic abnormalities. autoimmune disorder or hypersensitivity to oral organisms. 
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4- Psychological stress, anxiety.  

5- Is well documented that cessation of smoking increases the frequency and severity of 

RAS. 

6- It is precipitated by minor trauma, menstruation, upper respiratory infections. 

 

Clinical presentations  

Minor ulcers  

- Represent over 80% of RAS. 

- Lesions are confined to oral mucosa with the buccal and labial mucosae are most 

commonly involved. It is less common on the heavily keratinized palate or gingiva.  

- Start with a prodromal burning 2 to 48 hours before an ulcer appears. 

- Small white papule, vesicles ruptured and ulcerates (0.3 to 1.0 cm) The individual lesions 

are round, symmetric, and shallow (similar to viral ulcers). This helps to distinguish RAS 

from disease with irregular ulcers such as EM, pemphigus, and pemphigoid).  

- Healing within a week and without scarring is usually complete in 10 to 14 days. 

- Most patients with RAS have between two and six lesions at each episode and experience 

several episodes a year.  

Major ulcers  

- Develop deep lesions that are larger than 1 cm in diameter and may reach 5 cm. 

- The lesions are extremely painful and interfere with speech and eating. 

- The lesions may last for months and sometimes be misdiagnosed as squamous cell 

carcinoma, chronic granulomatous disease. 

- The lesions heal slowly and leave scars that may result in decreased mobility of the uvula 

and tongue and destruction of portions of the oral mucosa.  

Herpetiform type: 

Is the least common variant of RAS, which tends to occur in adults. The patient presents with 

small punctate” pin point” ulcers scattered over large portions of the oral mucosa. 

 

Diagnosis  

- Thorough history and examination. Essentially diagnosed by exclusion of other diseases. 

- Searching for skin, eye, genital, or rectal lesions. 

- Biopsies are only indicated when it is necessary to exclude other diseases, particularly 

granulomatous diseases such as Crohn’s disease or sarcoidosis. 
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Treatment  

- In mild cases with two or three small lesions, use of a protective emollient such as 

Orabase. Pain relief of minor lesions can be obtained with use of a topical anesthetic 

agent or topical diclofenac. 

- Severe cases, the use of a high-potency topical steroid preparation, such as, 

betamethasone, placed directly on the lesion after meals and at bedtime two to three times 

a day shortens healing time and reduces the size of the ulcers.  

- Topical tetracycline is also effective. 

- Intralesional steroids can be used to treat large indolent major RAS lesions.  

- Systemic therapy should be considered for resistant cases.  

 

THE PATIENT WITH CHRONIC MULTIPLE LESIONS 

The major diseases in this group are: 

- Pemphigus vulgaris. variants of pemphigus are pemphigus vulgaris (PV), pemphigus  

vegetans, paraneoplastic pemphigus (PNPP), and drugrelated pemphigus. 

- Bullous pemphigoid. 

- Mucous membrane pemphigoid.  

- Erosive lichen planus.  
 

Pemphigus 

- Pemphigus is a potentially life-threatening disease. 

- These lesions are a result of autoantibodies” IgG autoantibodies “that react with 

desmosomal glycoproteins that are present on the cell surface of the keratinocyte. The 

immune reaction against these glycoproteins causes a loss of cell-to-cell adhesion called 

acantholysis, resulting in the formation of intraepithelial bullae or suprabasilar bulla. In 

the stratum spinosum 
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- Pemphigus occurs more frequently in the Jewish population, particularly among 

Ashkenazi Jews, in whom studies have shown a strong association with major 

histocompatibility complex (MHC). Familial pemphigus has also been reported.  

 

Pemphigus Vulgaris  

PV is the most common form of pemphigus, accounting for over 80% of cases.   

Clinical Manifestations.  

- Thin-walled bulla arising on otherwise normal skin or mucosa. The bulla rapidly breaks 

but continues to extend peripherally, eventually leaving large areas denuded of skin” 

shallow ulcer”. 

- Any oral mucosa can be involved. 

- A characteristic sign of the disease may be obtained by application of pressure to an 

intact bulla it enlarges by extension to an apparently normal surface. 

- Another characteristic sign of the disease is that pressure to an apparently normal area 

results in the formation of a new lesion. This phenomenon, called the Nikolsky sign. The 

Nikolsky sign is most frequently associated with pemphigus but may also occur in 

epidermolysis bullosa. 

- Oral lesions  are present in 80-90%  of patients with pemphigus vulgaris, and, in 60% of 

cases, the oral lesions are the first sign. 

- In some cases, the lesions may start on the gingiva and be called desquamative gingivitis.   

 

-  

Laboratory Tests.  
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- PV is diagnosed by biopsy from intact bullae less than 24 hours old which is difficult 

therefore biopsy specimen are taken from the edge of the lesion” normal-appearing 

perilesional mucosa or skin.,” 

- Direct immunofluorescent (DIF), In this technique fluorescein-labeled antihuman 

immunoglobulins are placed over the patient’s tissue specimen to  detect antibodies, 

usually IgG and complement, bound to the surface of the keratinocytes. 

- Indirect immunofluorescent antibody tests  are helpful in distinguishing pemphigus from 

pemphigoid and other chronic oral lesions. Patients with pemphigus vulgaris have 

antikeratinocyte antibodies against intercellular substances.  

- The titer of the antibody has been directly related to the level of clinical disease.  

- ELISA (enzyme-linked immunosorbent assay).  

 

Treatment .  

- Early diagnosis is the most important, when lower doses of medication can be used 

for shorter periods of time to control the disease. The mainstay of treatment remains high 

doses of systemic corticosteroids, usually given in dosages of 1 to 2 mg/kg/d.  

- Adjuvant therapy, Azathioprine or cyclophosphamide are added to the regimen to reduce 

the complications of long-term corticosteroid therapy. The clinician should weigh the 

potential benefits of adding adjuvant therapy against the risks of additional complications 

such as blood dyscrasias, hepatitis, and an increased risk of malignancy later in life. 

- Combining topical with systemic steroid therapy. 

- Other therapies that have been used are parenteral gold therapy, dapsone, tetracycline. 

- Plasmapheresis is particularly useful in patients refractory to corticosteroids.  

 

PARANEOPLASTIC PEMPHIGUS 
PNPP is a severe variant of pemphigus that is associated with an underlying neoplasm—most 

frequently non-Hodgkin’s lymphoma, chronic lymphocytic leukemia Patients with this form of 

pemphigus develop severe blistering and erosions of the mucous membranes and skin. Treatment 

of this disease is difficult, and most patients die from the effects of the underlying tumor, 

respiratory failure due to acantholysis of respiratory epithelium. 

diagnosis : Biopsy and Direct and Indirect immunofluorescence. 

 

PEMPHIGUS VEGETANS 

Rare form of Pemphigus  and relatively benign variant of pemphigus vulgaris 

These areas attempt healing by developing vegetations of hyperplastic granulation tissue. 

Treatment. Treatment is the same as that for PV. 

 

Subepithelial Bullous Dermatoses 

Subepithelial bullous dermatoses are a group of mucocutaneous autoimmune blistering diseases 
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that are characterized by a lesion in the basement membrane zone. The diseases in this group 

include : 

A- Bullous pemphigoid (BP). 

B- Mucous membrane (cicatricial) pemphigoid (MMP). 

C- linear IgA disease (LAD). 

D- Erosive and bullous lichen planus.  

 

Bullous Pemphigoid (BP) 

- BP, which is the most common of the subepithelial blistering diseases. 

- Self-limiting diseases. 

- The initial defect is subepithelial in the lamina lucida region of the basement membrane. 

There is split in the basement membrane is accompanied by an inflammatory infiltrate 

that is characteristically rich in eosinophils. 

- Direct immunofluorescent study of a biopsy specimen demonstrates deposition of IgG 

bound to the basement membrane.  

- Indirect immunoflourescent study of serum obtained from patients with BP demonstrates 

IgG antibodies.  

 

Clinical Manifestations. 

- Skin lesion of BP is a blister on an inflamed base that chiefly involves the scalp, arms, 

legs, axilla, and groin.  

- Pruritic macules and papules may also be a presenting sign.  

- The disease is self-limiting but can last for months to years without therapy. 

- Oral involvement is common and preceded the skin lesions, most frequently on the buccal 

mucosa.  The oral lesions of pemphigoid are smaller, form more slowly, and are less 

painful than those seen in pemphigus vulgaris. Desquamative gingivitis has also been 

reported. 

Treatment: The same as in pemphigus but less aggressive treatment  
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 Bulloua Pemphigoid (BP) 

 

Mucous membrane pemphigoid (Cicatricial pemphigoid)  

MMP is a chronic autoimmune subepithelial disease that primarily affects the mucous 

membranes of patients over the age of 50 years. 

The primary lesion of MMP occurs when autoantibodies directed against proteins in the 

basement membrane zone, acting with complement (C3) and neutrophils, cause a subepithelial 

split and subsequent vesicle formation.   

Clinical Manifestations.  

- Is self-limiting. 

- Involve any mucosal surface, but they most frequently involve the oral mucosa.  

- Oral lesions occur in over 90% of patients with MMP. Desquamative gingivitis is the 

most common manifestation. Lesions may present as intact vesicles of mucosal surfaces, 

but more frequently they appear as nonspecific-appearing erosions.  

- The conjunctiva is the second most common site of involvement and can lead to scarring 

and adhesions developing between the bulbar and palpebral conjunctiva called 

symblepharon. Corneal damage is common, and progressive scarring leads to blindness 

in 15% of patients.  

- Lesions may also affect the genital mucosa, causing pain and sexual dysfunction. ‘ 

- Laryngeal involvement causes pain, hoarseness, and difficulty breathing. 

- Esophageal involvement may cause dysphagia, which can lead to debilitation and death 

in severe cases.  

- Skin lesions, usually of the head and neck region, are present in 20 to 30% of patients. 

 

Diagnosis: Biopsy done for both routine and direct immunofluorescent study.  
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MMP causing Disquamative gingivitis                   MMP causing scarring of soft palate  

   

MMP , early and advanced  

Treatment: Depend on severity. But basically it is same as for pemphigus but less aggressive e  

 

Erosive lichen planus   

- The majority of cases of lichen planus present as white lesions.  

- An erosive and bullous form of this disease represent the severe form of the disease when 

extensive degeneration of the basal layer of epithelium causes a separation of the 

epithelium from the underlying connective tissue.  

Clinical Manifestations.  

- Characterized by the presence of vesicles, bullae, or irregular shallow ulcers of the oral 

mucosa. The lesions are usually present for weeks to months and thus can be 

distinguished from those of aphthous, which heal in a period of 10 days to 2 weeks.  

- A significant number of cases of erosive lichen planus present with a picture of 

desquamative gingivitis.  

Diagnosis. A diagnosis of erosive lichen planus should be suspected when erosive or bullous 

lesions are accompanied by typical lichenoid white lesions.  
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Biopsy is necessary for definitive diagnosis. Biopsy of the erosive lesions may be indicated  

Direct immunofluorescence. 

 

Erosive lichen planus  

Desquamative  

Management.  

- Underlying disease ruled out as possible causes.  

- The same medical treatment as pemphigus.  

- Because patients with oral lichen planus appear to be in a higher risk group for 

development of squamous cell carcinoma, it is prudent to periodically evaluate all 

patients with erosive and bullous forms of lichen planus for the presence of suspicious 

lesions. 

We stressed that desquamative gingivitis is not a diagnosis but clinical manifestation of many 

diseases and all cases of desquamative gingivitis should be biopsied to rule out the possibility of 

PV as well as bullous pemphigoid, mucous membrane pemphigoid, and erosive lichen planus 

 


