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ORAL CAVITY



ORAL INFLAMMATORY LESIONS.

 Aphthous Ulcers (Canker Sores)



ORAL CANDIDIASIS (THRUSH).



Normal histology of the oral mucosa.



MILD DYSPLASIA



MODERATE DYSPLASIA.



SEVERE DYSPLASIA = CIS



LEUKOPLAKIA

the lesion is smooth with well-demarcated borders 

and minimal elevation. B, Histologic appearance of 

leukoplakia showing dysplasia, characterized by 

nuclear and cellular pleomorphism and loss of 

normal maturation.



Clinical appearance demonstrating ulceration and 

induration of the oral mucosa. Histologic appearance 

demonstrating numerous nests and islands of malignant 

keratinocytes invading the underlying connective tissue 

stroma.



Mucocele

Histologic examination demonstrates a cystlike space lined by 

inflammatory granulation tissue or fibrous connective tissue 

that is filled with mucin and inflammatory cells, particularly 

macrophages.



SALIVARY GLAND TUMORS



PLEOMORPHIC ADENOMA

 Low-power view showing awell-demarcated tumor with 

adjacent normal salivary gland parenchyma. B, High-

power view showing epithelial cells as well as 

myoepithelial cells within chondroid matrix material.



MUCOEPIDERMOID CARCINOMA



ESOPHAGUS



NORMAL HISTOLOGY OF THE ORAL MUCOSA.



CMV causes shallower ulcerations and characteristic nuclear 

and cytoplasmic inclusions within capillary endothelium and 

stromal cells.



HERPESVIRUSES ESOPHAGITIS



CANDIDIASIS



Reflux esophagitis

 Simple hyperemia, evident to the endoscopist as redness. 

Microscopically: Eosinophils are recruited into the 

squamous mucosa, followed by neutrophils.Basal zone 

hyperplasia elongation of lamina propria papillae.

 Treatment with proton pump inhibitors reduces gastric 

acidity and typically provides symptomatic relief.

 Complications include esophageal ulceration, 

hematemesis, melena, stricture  development, and 

Barrett esophagus.





EOSINOPHILIC ESOPHAGITIS





BARRETT ESOPHAGUS



. BARRETT ESOPHAGUS WITH LOW-GRADE

DYSPLASIA, INTESTINAL TYPE.



ESOPHAGEAL TUMORS

1- Esophageal adenocarcinoma.



SQUAMOUS CELL CARCINOMA COMPOSED OF NESTS OF MALIGNANT

CELLS THAT PARTIALLY RECAPITULATE THE STRATIFIED ORGANIZATION

OF SQUAMOUS EPITHELIUM.



STOMACH



CHRONIC GASTRITIS

Helicobacter pylori Gastritis



NORMAL BODY TYPE GASTRIC MUCOSA



NORMAL BODY TYPE GASTRIC MUCOSA





GASTRIC ADENOMAS

FUNDIC GLAND POLYPS.

INFLAMMATORY AND HYPERPLASTIC

POLYPS.



MORPHOLOGY



INTESTINAL-TYPE ADENOCARCINOMA CONSISTING

OF AN ELEVATED MASS WITH HEAPED-UP

BORDERS AND

CENTRAL ULCERATION



A, LINITIS PLASTICA. THE GASTRIC WALL IS MARKEDLY THICKENED, AND RUGAL

FOLDS ARE PARTIALLY LOST. B, SIGNET RING CELLS WITH LARGE CYTOPLASMIC

MUCIN VACUOLES AND PERIPHERALLY DISPLACED, CRESCENT-SHAPED NUCLEI.





GASTROINTESTINAL CARCINOID TUMOR (NEUROENDOCRINE

TUMOR). A, CARCINOID TUMORS OFTEN FORM A SUBMUCOSAL. B. SHOWS THE BLAND CYTOLOGY

THAT TYPIFIES CARCINOID TUMORS. THE CHROMATIN TEXTURE, WITH FINE AND COARSE CLUMPS, 

FREQUENTLY ASSUMES A “SALT AND PEPPER” PATTERN. 

AGGRESSIVE.



GASTROINTESTINAL STROMAL TUMOR

 The most common mesenchymal tumor of in the 

stomach.

 Overall, GISTs are slightly more common in males. 

The peak incidence of gastric GIST is around 60 

years of age,with less than 10% occurring in persons 

younger than 40 years of age.

 Approximately 75% to 80% of all GISTs have 

oncogenic, gain-of-function mutations of the 

gene encoding the tyrosine kinase c-KIT,



Diffuse CD117 (KIT) 

immunoreactivity



MALTOMA



GOOD LUCK IN YOUR 

EXAM


