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THE MOUTH & SALIVARY GLANDS.  

ESOPHAGUS . 



  



 The esophagus is a 

muscular tube that 

convey food from 

the pharynx to the 

stomach  

 10 inch long  

Divided into 3 parts: 

 Cervical (4 cm) 

 Thoracic (20 cm)  

 Abdominal (1-2cm) 



 

Histologically, 

 4 concentric layers  

1. Mucosal layer 

2. Sub mucosal layer 

3. Muscular layer 

4. Adventitial layer 

 

 



 Mucosa forms the innermost 
layer and is formed by a 
nonkeratinizing stratified 
squamous epithelium that is 
continuous with that of the 
pharynx. 

 

  Mucosal epithelium changes 
from squamous cell 
epithelium to columnar cell 
epithelium at the 
gastroesophageal  junction.  

 This junction has been 
termed the "Z line"  or 
squamocolumnar junction 

 



  



Oral cavity ;mucosa  

Aphthous ulceration  

 Superficial ,painful ,recurrent ,30% of 

population  

 Unknown cause  

 Management : symtomatic ttt, local ttt, may 

need oral steroid . 

 DD : 



  



 



Tongue : glossitis (B12,folate, iron ↓) ,black hairy 

,geographic . 

  Gums: acute .chronic gingivitis, swelling  

  Teeth :caries ,abscess, artificial , erosions( GERD).  

 Salivary glands : 

 Excessive salivations (ptyalism) 

 Dry mouth (xerostomia ) 

 Sialoadenitis ( mumps;viral ) bacterial . 

 Salivary duct obstruction by calculus .(X- ray). 

 Tumors :  (parotid gland –(B or M)- 7 th cr N.                    

 

 



 

 

GASTROESOPHAGEAL REFLUX DISEASE  

( GERD)  



• GERD is a chronic disorder resulting from the 

retrograde flow of gastro duodenal contents 

into the esophagus or adjacent organs , 

producing a various spectrum of symptoms 

with or without tissue damage ( ; NERD) . 

 



 



 



 



 



 



 



 



 



 



 



Esophagitis  

Causes : 

o GERD  

o Infections (candidal >> low immunity )  

o Corrosives (strong acid ,alkali) 

o Drugs (NSAIDS , bisphosphonates ,potassium 

supplements ) 

o Eosinophilic esophagitis. {children , 

eosinophilic infilteration of mucosa , topical 

steroid}. 



 



 



 



 



 



Dysphagia  

Weight loss  

Vomiting  

Anorexia  

Hematemesis or melena  

Anemia  . 

May indicate complications of GERD ; investigations 

including endoscopy must be done. 



 If classic /typical symptoms like heart burn 

and regurgitation exist without alarming 

symptoms ; the diagnosis of GERD can be 

made clinically and treatment could be 

initiated. 



• Clinical diagnosis  

 Alarm signs : 

             (Dysphagia – wt loss- vomiting –
anorexia –hematemesis ,melena ) 

• Endoscopy  

• Intraluminal monitoring (24h PH / 
impedance monitoring , manometry). 



 Non pharmacological  

 Pharmacological  

 Surgical  



Life style modification  

 Weight reduction. 

 Stop smoking.  

 Stop caffeine ,alcohol. 

 Dietary management.  

 Stop drugs (NSAIDS, CCB …… etc) .  





Anti acids: 

 Prokinetic agents (adjuvant ttt)  : Metoclopromide, 

Domperidone ,Itopride ……etc. 

H2 receptor antagonist:  (  ? Ranitidine  (150 mg twice 

daily , Famotidine (20-40 mg twice daily) ,Nizatidine  

(150 mg twice daily ) 

 Proton pump inhibitors (PPI): 

         Omeprazole (20-40 mg ), Pantoprazole (20-40mg ), 

Rabeprazole (20 mg), Lansoprazole (15-30mg), 

Esomeprazole (20-40 mg), Dexalansoprazole (30-60 mg). 

 

 



Surgical (antireflux surgery ) 

• Endoluminal gastroplication (endoscopic) 

• Laparoscopic fundoplication (Nissen 

fundoplication) – hiatus hernia . 

• Treatment of Barrett's esophagus (RF ablation) 





o Dysphagia 10%  

o Bloating , gas distension ,early satiety  

o Persistent symptoms . 

o Anti reflux medications . 




