PEPTIC ULCER DISEASES  (PUD)
Peptic ulcer disease: simply is break down of the mucosa bzu of some gastric acid or pepsin … or any thing related to the stomach which can injure it .

Inflammation: if the injure only reach the mucosa of the stomach 

Erosion (superficial ulcer): if the injure reach  up to  the sub mucosa of the stomach

Ulceration : if the injure go all the way down .

Note: The difference between the acute & chronic ulcer is that the acute ulcer didn’t start to heel , but the chronic ulcer started to heel .
Commonest Site of chronic peptic ulcer :
      1-duodenal
      2- Antrum

      3- Body 

      4- Fundus 

      5- esophagus 

      6-post bulbar duodenum 

     Others:

              Gastrojujenum 

              Meckel’s diverticulum
 Note .. The commonest is the duodenal & antrum 
WHY PUD happen ?
ULCER forms when there is an imbalance between aggressive & protective factors.
Aggressive factors :

Nature occurs ones: 1- Acid  2-  pepsin  3 -bile

From  Outside: NSAID, H. pylori
Protective factors:


1. Acid removal , neutralization ( to protect the stomach cells from the acid )

2. competent sphincters ( to stop bile to go back to the stomach )
            3. Mucosal defenses ( to protect the stomach cells from the acid ) see blow 

                what is the mucosal defenses .

mucosal defenses in order :

1. mucus : the 1st line defiance which is alkaline which will prevent  the acid from coming down .

2. bicarbonate : the 2nd line which will neutralize the acid

3. if the bicarbonate failed  than we have cells which can multiply very quickly . but this cell need good blood supply to multiply & produce mucus & bicarbonate and prostaglandin control this process.       
EXTRA INFORMATION:
Ulcer occur only in the presence of acid &pepsin never found in achlorhydric patients such as those with pernicious anaemia.

Always occur in patients with Zollinger-Ellison syndrome ((high acid secretion)).

MD:    PH=1 (stomach)  TO PH=7 (tissue)
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Pathogenesis of P.U.D according in site involved :
· Esophagitis :

Produced by Acid reflux through  incompetent L.O.S .
· Gastric ulcer : 
 Produced by ether 

-  the Mucosal protection is not working  
-  bile go back to the stomach through incompetent pyloric sphincter & produce    inflammation bcuz bile is foreign body to the stomach.  
· Duodenal ulcer :
Produced by   1- increase acid secretion  2-increase gastrin release

3- increase responsiveness  4-disturbed gastric emptying 
 5- decrease bicarbonate secretion  6- H. Pylori
Contributing factors to P.U.D :

1-Sex:   D.U         M:F       4:1
               G.U         M:F       2:1

2-Familial history :  Not inheriting  
3-Blood Group :   "O" associated with D.U.

4- Diet :   diet per say …didn’t cause ulcer .. just If you have ulcer the diet will make it worse . but normal person it will not be affected .
5- Smoking :  can decrease healing of the ulcer & increase Relapse of the ulcer .. and prevent the action of the drug .
6- ETOH (alcohol) :  will make gastritis .. but a lot of it can cause ulceration .
7- Drugs:   aspirin , NSAID , steroids.
Note .. aspirin can cause ulcer in NORMAL person .. not like NSAID & steroids which u have to susceptible to have it . 

8- Bacteria:  Helicobacter pylori linked to Gastritis  & D.U.

9- Stress: Emotional stress can worse the symptoms  if you have ulcer . 

                  Major Physical stress u will get ulcer 100%  like in  : 1- major burn 

                                                                                                        2- brain injury        

                                                                                                        3- multi organ failure       
Clinical features :

Note The most important thing is that PUD should have relation to the meals. 

1- epigastric pain :
 -  RUQ & Umbilicus      Radiate to the back (post D.U)

 -  Relation to meals After meals between 1-3 Hours 

 -  Relived by:  eat , vomiting , antacid

 -  Nocturnal (D.U) : the only pain which can awake u from the sleep .
2- Heart burn: 
       -epigastrium          -retrosternal

3- Vomiting: 
       -if it persistent : it suggests gastric outlet obstruction

4- Anorexia : 

5-  nausea
Diagnosis :    
         - imagin : 
       - Endoscopy : the gold standard 
Complication :

1- Bleeding 20%

2- Perforation 10%

3- Recurrence ulcer : Obstruction 5%

 Complication of  D.U.  will happen  2% per year 
Management : 
Aim:    1-  Reliving the pain 

2- Enhance healing 
3- Prevent relapse 

General:   
             1- D/C smoking
             2-decrease coffee,tea, caffeine 

             3-avoding ASA, NSAID 

             4-decrease Stress

Parietal cell:  this is physiologically who acid produced 
Through : 

1. Vagus – cholinergic receptors
2. Gastrain - gastrain receptors
3. Histamin -H2 receptors
4. Central part ( proton pump)  H2-K-ATP 
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Suppress Acid formation : by block one of the above  mechanisms  
Neutralize Acid : Relive Pain  Antacids 

Mucosal protective agents :

               -prostaglandins : cause abortion & diareeah 
              - sucralfate :  تغلف القرحة 

              - Bismuth compounds : 
Relapse Rate :
DU: the recurrent rate is  80-90%  but if u treat H. pylori the rate will be just  2% . 

GU:   70% if u teat u will reduce the relapse … 

  Note the problem with GU is the  malignancy  so u have always to take biopsy   from it .
   Note GU  can be malignancy but DU can't be.
 … H. Pylori …
 Is filament , urease producing , Gram (-) , spiral bacteria
H. Pylori epidemiology : 
          Industrialized    10% (<30 year)   60% (>60)

          Non industrialized  70% or more 

          Chance of H. pylori in  DU patients is   95%

          Chance of H. pylori in  GU patients is  70%  
          Saudi is common 60%

H. Pylori modes of transmission :

          - transmission route is  fecal oral route 

          - it is from person to anther  

          - Highest in children 

HP risk factor :

          - low socioeconomic status : that mean low hygiene
          - overcrowding  (increase contamination)
          - water supply : if contaminated

Why does PUD occur in only a small proportion of H.pylori infected individuals ?

         1-Bacteria: -bacterial virulence 

                             -genetic differences of H.pylori strains 

        2- host :      -host immune response 

                            -Genetic predisposition

H. Pylori - test :

1- indirect tests : - breath test (( co2)) is the best
                               - CLO  test

                               - serology

2- Direct tests:     - culture or Histology.
Indication to treat H.pylori :
· In patient with PUD
· Patient with DU 

· Patient with  MALT   
· Patient with  persisting ulcer ( ulcer doesn’t heel ) 

· To reduce the rate of  relapse 

· Patient with complication .
RX of H. pylori : 
triple regimens : 2 antibiotics (amoxicillin& metronidazole) + Proton pump inhibitor (PPI) For 1 to 2 weeks.
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