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Terminology

+ Vesicles.these are elevated blisters containing
clear fluid that are less than I cm in diameter

+ Bullae: these are elevated blisters containing clear
fluid that are greater than I cm in diameter.

< Frosions :these are red lesions often caused by the
rupture of vesicles or bullae.

+ Pustules: these are blisters containing purulent
material

« Ulcers. these are well-circumscribed, often
depressed lesions with an epithelial defect that is
covered by a fibrin clot, causing a yellow —white
appearance




Terminology

< Macules.These are well- circumscribed, flat

lesions that are noticeable because of their
change from normal skin or mucosa color.

«Papules. These are solid lesions raised above
the skin or mucosal surface thar are smaller
than I cm in diameter.

+Plaques. These are solid raised lesions that are
greater than Icm in diameter; they are large

paptules.




Formation of ulcer

Anulcer consist of »
> Margins.
» Edges : five common types:-

«~Undermined edge-tuberculosis ulcer.

+»Punched out edge- gummatous ulcer.
* SlOpng nge/traumatic ulcer.
+»Raised beaded edge/ rodent ulcer.
+»Rolled out ngti/malignant ulcer.
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VesiculoBullous Lesions
You should.»

« Know the potential causes
for oral vesicles or bullae.

<« Know the features of the
main diseases producing oral
vesiculo-bollous lesions




Causes of vesiculo-bullous diseases

w1 raumatic injury.
« Drug reactions.

« Viral infections.

« Genetic disorders.

> Autormmune conditions.




Viral Infections(acute
multiple lesions)

< Primary Herpetic Gingivostomatitis
«Secondary herpetic Gingivostomatitis
« Herpes Zoster

« Herpangina

+ Hand-Foot and Mouth Disease

> IMMUNOLOGICALLY MEDIATED PROCESS
TRIGGERED BY DRUGS::

3 Erytb ema Multiforme

-

ohnson Syndrome
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Immune-Mediated Diseases (chronic
multiple lesions)

< Pemphigus

< Cicatricial Pemphigoid

< Bullous Pemphigoid

< Pemphigoid Gestations

< Linear IgA Disease

< Dermatitis Herpetiformis

< Bullous Lichan Planus

< Epidermolysis Bullosa

< Epidermolysis Bullosa Acquisita
< Angina Bullosa Hemorrhagica

.
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Acyclovir
(200-400mg)5TPD for 7 days

+ Mechanism of action:

<+ Inhibits DNA synthesis and viral replication.
+ Indications:

+ Herpes simplex mucocutaneous infection.

<+ Ocular keratitis.

+ Encephalitis H simplex.

+ Genital herpes simplex.

+ Herpes zoster.

%+ Chicken pox.

+ Adpverse effects:

+ Topical- stining and burning sensation, headache. Nausea and malaise.
<+ Increase in blood level of urea and creatinine.

bsychiatric disease and depression.



Erythema Multiforme

+ Erythema multitorme is an acute or sub acute self -
limiting disease that involves the skin and mucous
membranes.

<+ Immunologically mediated process triggered by
herpes simplex or Mycoplasma pneumoniae, drugs,
radiation, or malignancies.

+ The characteristic skin patterns are target-Iris- like
lesions .
Subepithelial or intraepithelial vesiculation may be
seen in association with necrotic basal keratincytes.
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Toxic Epidermal Necrolysis

+Lyell disease is a severe skin and mucous
membrane disease with a severe prognosis.

+The oral manitestations consist of ditfuse
erythema, vesicles and painful erosions
primarily on the lips and periorally, as well
as on the buccal mucosa, tongue, and palate
.Ocular, genital, and other mucous
membrane lesions are common.

+ Treatment Systemic steroids, antibiotics

. \
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Pemphigus

+ A severe chronic bullous autoimmune muco-cutaneous disease.

+ Autoimmunity. Desmoglein land3 are the main target antigens
Four classical varieties of pemphigus are recognized: vu/garis,
vegetans, loliaceus, and erythematosus. Recently, two additional
forms of the disease have {;een described: drug- induced
pemphigus and paraneoplastic pemphigus, which usually atfect
patients with lympho-reticular malignancies.

< Charactistic intraepithelial separation, which occurs just above the
basal cell layer of the epithelium. Sometimes the entire superticial
layers of the epithelium are stripped away, leaving only the basal
cells, which have been described as resembling a row of
tombstones."

< Treatment Systemic steroids. Cyclosporine, azathioprine, and
mycophenolate mofetil
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Prednisolone
(5-60mg/day ) in divided doses

Q As anti-inflammatory Action:

*

+ Increase in neutrophils concentration.

D)

0‘0

Decrease in lymphocytes concentration.

)
0.0

Inhibition of macrophage migration factor.

X/
.0

» Reduction of prostaglandin.
Vasoconstriction.

/
0‘0

0 Indications:

X/
.0

» Lichan planus,erythema multiforme, pemohigus,Behcets disease and
post herpetic neuralgia.

0 Adverse effects

0 Adrenal suppression, weight gain ,osteoporosis ,peptic ulcer ,Diabetes
mellitus ,sever mood swings .

0 Condraindications

sitivity, viral infection, Diabetes mellitus, TB and peptic
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