Chronic gastritis might be caused by many & many things, some of them related to toxic substances , other might related to NSAID'S , other might related to uremia , other might related to bile reflex & so on .

Most important two things in west & often in Jordan :

1- H.pylori

2- Autoimmune disease

Autoimmune disease :

- usually for old people

- usually in Swedan & Norway
- usually comes in form of syndrome with other autoimmune disease like 

  Hashimoto.
Autoimmune related to pernicious anemia , reason why ?!.
1- bcoz it is autoimmune chronic gastritis , from it's name chronic gastritis ( there is inflammation cell infiltrate added to this effect selective of parietal cells of the stomach they destroyed so that there much decrease in acid content.

          Acid studies in hospitals ( acid content very low means not only                                    

          hypochlorid but even achlorhydria 

2- parietal cell , they secrete not only acid but also intrinsic factor which is    necessary for absorption of vitamin B12 , then vitamin B12 not absorb for this reason & pernicious anemia will result .

 H.Pylori :

 Dr said, " I re-mention again that stress chronic gastritis it's in general might be as chronic inflammatory infiltrate .

Might be at first as superficial , then chronic gastritis , may lead to sort of metaplasia ( they will be change in lining cell in term of enterocyte , & maybe paint cell in the intestine plus become like intestinal villi that's why it's called ( intestalization .

* If you take biopsy & see these changes ( now you are dealing with chronic gastritis 

* Changes : superficial ( chronic ( intestalization .

· In intestalization :  - you may see goblet cell or not

     - you may see enterocyte or not

     - you may see villi like paint cells

     - & so on
In order to assess how many there are & at the same time be able to see things        like atrophy & regeneration .

Dr said  small word about signs of atrophy & regeneration but mu ma6lob
He said," you will find celsl they drop in there ,,, & not continue . ' bcoz he got 
busy in discussion of eatin , drinkin , gumin that forbidden inside lecture 
anywayz mu ma6lob so dn't worry "  . 
Atrophy & dysplasia :

They are far advanced with chronic gastritis so they are just sort of possible malignancy might take months , years without treatment or anything , all of this series found in any type of chronic gastritis , but more & more in H.pylori , autoimmune diseases , with or without pernicious anemia .

H.pylori ( forms more than 80% of all cases of chronic gastritis west world , in Jordan less but still high number .
Around 10% Northern Europe , caused by autoimmune diseases .

Now ,,,, H.pylori  this spiral ( الحلازونية )  which it very tiny wrap      itself by umbrella of ammonia bcoz it contain urease which result in digest substance .

Ya3niiii ,,,, Dome of bodes like gas alkaline to equalize stomach acidity , so H.pylori not killed.
Also ,,, H.pylori maybe from contaminated food in childhood , 50% of Jordanians suffer from H.pylori ya3niii nosnaaa  & incidence increase with age which indicate they eat contaminated food or others .

Its common that H.plyori set on mucus layer covering mucosa of stomach its not directly penetrate epithelium so will not effect it .  new exception some say yes it may effect . , & it has the ability to adhesion to underlying epithelium or mucus layer. 
H. pylori   Usually appear in gastric mucosa whether it is the stomach or  metaplasia in small gut duodenum.

      Duodenum it-self Does not Inhabit it 

Intestinalization of stomach Does not Inhabit it  it's only specified to lining of stomach whether  if it in "Real " stomach or in gastric metaplasia of the duodenum .
Stomach itself usually appear in Antrum (أكثر شيء)  
But if you find it in body or fundic  it should be appear in antrum also. 

   Ya3niii  ----- only antrum  oR antrum + other part of the stomach .  
While . autoimmune usually appear in fundus /or fundic +body of stomach but not appear in antrum 

Dr said there is sort of tests done in hospital & medical centers ,,,, etc , always put test for it , But also there is prohibited for it & also which is better to use  !!!

Dr mention Immuno assay of feces / simple urea test or urease test     
These tests are sensitive & specific more than other  test which is [ fecal assay of the antigen of  H . pylori antigen or  urea test/ urea breathe  test / assay of urea & there other tests we examine  by microscopy & endoscopy & so on ,,,.
Even its very specific & sensitive it's  forbidden .
Nowadays   you know if someone suffer from heartburn they give him  ( proton pump  inhibitor 

Ya3niii,  the pump which pumps ( acid in stomach it's Inhibited by drugs inhibit acid  secretion   like { omeprazole , nexium , omedal     }

You should stop taking these drugs for at least (one –two ) weeks then do urease test  or urea test  or h. pylori antigen  other wise they will interfere with sensivity  of  tests . 

There are is farms of fundus / chronic gastritis other than chronic gastritis called esinophylic gastritis & there is sth. come with it called esinophylic gastroenteritis   [both together gastric& Intestine ]

This rather chronic condition of Inflammarion both of the wall of stomach 

Incidence not that much high , [few] ,But there is some people say it's part of generalize disease eosinophilia tissue &/or peripheral eosinophilia port of this .

Ya3n3iii if the have  Bronchial asthma already eosinophil number will be high in blood ---- So they said chronic esinophylic gastritis / or  chronic esinophylic  gastroenteritis is part of the eosinophilia in general which might affect individuals by giving rise to bronchial asthma tissue eosinophilia or peripheral eosinophilia & so on . 
 Also some says ---- that the chronic esinophylic gastritis / or chronic     esinophylic gastroenteritis is part of generalized esinophilia which Include bronchial asthma. 

Other's say ( If a number of people examinated and found parasite in there body [parasite stimulate number of esinophilia]   ya3niii having ascaris ,or other worms , which ever . the number of esinophilia will be rise in the body  due to the presence of parasite.
Second thing is granulomas 

Granulomas inflammation more than one type but most important that tuberculosis (TB) of stomach is rarity unlike Tb of lung , renal Tb , Intestinal Tb , … & sth. like this .but Tb in stomach it's rare so It's not that impatient like other type of Tuberculosis.  

Ya3niiii  the important Thing in Tb of  stomach that it's rare bcoz it's rare it's not that important like other types.
sign & symptoms: 

Most of s&s are overlab each other, rather being singular. 

S&S : nausea , vomiting , hematemesis ( streak of blood with vomiting ) , heartburn, discomfort.  
Studies of GI  tract in hospital abt acid contents & acid secretions & so on , some time they found with chronic gastritis acid low ,or normal with  H.pylori chronic gastritis while down to achlorhydria ( complete absence of acid) in case of autoimmune

Peptic ulcer  :
They used to say in the past [ peptic ulcer disease ] in other words, the person who suffers  from peptic ulcer remains  uncomfortable ( Benaked 3leh).
Rule : (peptic ulcer disease is always peptic ulcer disease ) this rule has exceptions are not always correct 100%

These days few talks abt it bcoz it has become to succeed of healed peptic ulcer .

[Info]  :
Scientists who have discovered h. pylori they get Nobel prizes simply because peptic ulcer tend to re-back again.
Back to rule    [ to explain it ]

Peptic ulcer disease is always peptic ulcer disease with Exceptions 
The reason why because it tend to re- back peptic ulcer now & then, now then. Because of H. pylori of course they have not yet been fully discovered so many of whom were put on the operating table & subjected to different surgical procedures. Like vagotomy  ( cuting vagus nerve العصب الحائر ) & other surgery betfanano feha ……ok 
These days, after the discovery of H. pylori 95% of all surgical procedures for peptic ulcer were reduced & stopped it.

Just give the patient antibiotic & same other treatment    والسلام ختام      
Question from a student?  

Dr. Now peptic ulcer caused by H. pylori the treatment for it easier than peptic ulcer caused by other causes? 

Peptic ulcer treatment is symptomatic / (cut off H. pylori. (علاجه أصيل  ) ya3bniii if you cut off the H. pylori ( ulcer disappeared.

last lec we talk that H. pylori responsible for 3 things :

1-chronic gastritis 
2-Peptic ulcer.

3-malignancy of stomach which is two types adenocarcinoma & lymphoma  .
Re- Question again !!! 
Dr. Now peptic ulcer ceased by H. pylori the treatment for it is it easier than peptic ulcer caused by other causer ?!.
هلا العلاج بدك تكتشفي شو السبب مثلا اذا واحد ضل ياخد  (aspirin )  مرات بصير ( acute stress ulcer or acute gastritis )   وبعدين chronic gastritis  و               on top of this ( vomiting .
So some of it help to cause peptic ulcer once you start stop takin aspirin it will reduce. Ya3niii things like this .
Other people suffer from reflex bile content from gut to stomach which cause gastritis & and thus help to cause peptic ulcer.
Peptic ulcer consist of  group of defensive mechanism of stomach. And against it group of aggressive factor  and this is possible to make peptic ulcer & gastritis .
Example of defensive things: PG, secretions, secretion of acid which will be in  form of (Jet) down on mucus not directly on epithelial cell of stomach 

Integrity of gastric cells are close to each other & there are attachment &                       no discontinuity Between other
Also have a good blood supply if for example shock  , Ischemia cells might not effect & so on & so far .
Against it ,,, other aggressive forces. 
( chronic reflex of  bile which is Irritant to stomach 

Back to antrum / or pylori & how  it is help to cause gastritis & peptic ulceration &  H. pylori auto Immune disease & chronic aspirin consumption &so on .
Also dr said shock , Ischemia , actual  ( ??? ) of stomach & the most Important  ever the H . pylori .
Usually in clinical examination thy tend to ask first if the patient usually  use medication  , If not they looking for other causes cause H. pylori  
Other causes which is the stress ( اعملتيلي قرحة من قد ما دايقتني ) but ,,,,, big Question ???? mark for this cause some Believed that  stress , psychological depression , psychological upset  & so on  they said it might stimulate the vagus N. 
to secrete more  and more .
Peptic ulcer ( condition ) it should have acid , if not there is no acid there is no ulcer ,,,, but there is EXCEPTION !!!

 Peptic ulcer in stomach not necessary has hyper acidity  ,                     maybe ( high , normal , low , or even subnormal ) BUT there is   ( acidity

Deuodenum ulcer ( usually , usually , usually need hyperacidity .


The MOST important one & more incidence 

Deuodenum > stomach > ethero topies  ( heek sm3tha bs incase et2kdo mnha coz ma 3rftha sorry !!! )
Peptic ulcer can be associated with ZOLLINGER-ELLSON syndrome  associated with proliferation of G-cell in pyloric antrum  which secrete gastrin & gastrin stimulate hyper acidity then ( hypergastrinemia  then , ( peptic ulceration .
GENERAL
Incidence in general female > male  ( M:F = 3 : 1 ) , duod. Gastritic = 1.5-2 upto 4:1 .
AGE ( 50th decade & more

EXCEPTION (
example Japanese  AGE ( in small age suffer from peptic                                   ulcer  .
                               SITE ( incidence in stomach >deuodenum
                               GENDER ( female almost like male .

* * * Also there is other exceptions but we are not dealing with
SITE OF  PEPTIC ULCER :

More than 95% in stomach , almost always in lesser curve & post. Wall of lesser curve in gastric peptic ulcer .

Deuodenum , first part & ant. Wall  " Dr said maybe we can see it in second part " .

REMEMBER : when we talk about stress ulcer we said stress ulcers  bcoz it's always multiple .
Peptic ulcer is SOLITARY PEPTIC ULCER  ( only one ) & found in deuodenum  more than stomach , few time find two ulcers , but very rare to find more than two peptic ulcers like zollinger-ellison syndrome  & if gastrin very high it's possible that there is more than two ulcers .  
SIZE :

50% or more from all peptic ulcers less than 2 cm cross. 

 Diameter of peptic ulcer = 2cm / or less
  THIS is very important to know , why ?!. 
To get differentiate between stress ulcer which usually 1-2 cm & malignant ulcer which usually  more  or equal  4 cm .

CANCER OF STOMACH / MALIGNANCY :

Have more than one form but one of the famous forms is ulcer of caner & by time discover it there size usually tend to become 4 cm or more.

 ( Ulcer in lesser curve & it's size 2 cm usually am dealing with non-malignant ulcer, it's peptic ulcer.

( 4-5 cm & have a particular shape & existing in anther site , it's malignant ulcer.
FEW EXCEPTIONS : you might found ulcer which might cancerous . ????????

RULE : peptic ulcer DOES NOT cancerous at all.

   Ya3niiiiii ,,,, does not turn to malignancy , if it turn into malignant ulcer that's mean there is mis-dignosis from the beginning.

RULE: deuodenum peptic ulcer does not cancerous at all.

            Gastric ulcer 1% maybe become malignant.

So ,,,,, peptic ulcer is peptic ulcer, benign ulcer it's not a malignant ulcer unless mis-dignosis ex: mis-dignosis in endoscopy.

Shape of peptic ulcer on a diagram of chronic gastritis 
Malignant ulcer is not necessary / never.

Stress ulcer is not necessary / never , but maybe , maybe not  there is acute gastritis.

Ya3niiiiii,,, around peptic ulcer ( chronic gastritis

شكلة مختلف يعني لو انتا احضرت عملية و شوفتة يمكن تحكي اة ة ة ة ة ة  هاد شكلة بختلف . 

SHAPE :
 either round or ovoid & clean cut border ( زي كأنة مرسوم بقلم  ) not like malignant ulcer which irregular border with beads appearance ( زي المسبحة )   ya3niiii ( granular.

HISTOLOGICAL of uncomplicated peptic ulcer :
Consist of a number of layers 
1- chronic material , debris ,…. Etc.

2- acute inflammatory cells

3- granulation tissue

4- fibrosis

EXCEPTION :

Sometime there will be complication & perforation like near pancreas or lobe of liver, in this case the base not fibrosis tissue if perforation it will be the organ which open on it.

GOOD LUCK ,

Hind alfayez .
SUMMARY

Dr slid

((( 1 )))

Chronic gastritis :

Etiology / pathogenesis.

H.pylori

Autoimmune

Toxic and irritant substances eg : alcohol bile reflux

Mechanical : atrophy , outlest obstruction 

Irradiation

Uremia

Granulomatous and other

Generally :

Chronic mucosal inflammation age 50 or older wide geographical variation

Similar histological changes , variable cause if sever or persist 

Metaplasia , atrophy , dysplasia 

Helicobacter pylori :

Prevails in 90% antral gastritis 

Attained during childhood increase age (50 % or more at 50 yrs or older)
Asymptomatic ( gastritis peptic ulcer 

Urease ( NH3 ( buffering acidity

Adheres to epith. ( ADHESIN ) ESP. in bld Gp.o

Autoimmune 10% of CH gastritis 

Frequently associated e' other AI  disease eg Hashimoto , adhesion

Auto antibodies to parietal cells ;

Destruction of intrinsic factor pernicious anemia of acid producing enzyme ACLORHYDRIA

Morphology:

AI : body ,fundic 

HP: antral or antral body / fundic

Inflammation , regeneration , metaplasia , atrophy , HP, dysplasia , CA.
Clinically :

Nausea , vomiting , upper GI discomfort .

 Hp : hypo but no achlorhydria : Moderately HI serum gastrin , risk of CA and NHL 

AI : hypo or achlorhydria : HIV  HI serum 

Gastrin pernicious anemia 

CA risk ( in 4% )

Other types : esinophylic , granulomatous .

· parasites increase esinophilia inside the body .

((( 2 )))

Peptic ulcer 

Chronic solitary ulcer due at large to acid peptic effect ( ulcer = break of mucosa down to submucosa or beyond )

Site:

1st part DUOD  most common

Gastric antrum  ( LC in 95% ) associated CH.Gastritis
Gastroesoph junction in reflux esophagitis gastro jej unostomy site 

Zollinger-ellison syndrome

Gastric ectopia in meckel's diverticulum

General

Remitting     Relapsing

Middle or old age

M:F = 3:1           DEOD GASTRIC =1.5-2 upto 4:1

Single, 2 cm mostly 

Etiology : no acid no ulcer

Imbalance between mucosal defence and damaging forces

Acid : pepsin ( no necessarily increase acidity essential )

Hp is present in almost all DU 3/4 % gastric ulcers up to 20% of individuals infected HP develop PU 
Hp secrete protease , phospholipase damage mucosa
Gastrin increase HP ( increase acid , yet PU mechanism is VAGUE

 Hyperacidity eg in increase parletal cell mass : ZE ( gastrin )

NSAID's chronic usage aspirin

Cigarette : smoking , alcohole drinking

Rapid gastric emptying

Hypercalcemia : ( renal failure . hyperparathydrodism )

Ischemia , stress , DUOD , reflux

Clinical  HT burn , pain , vomiting , uremia , HAGE , perforation , NOCA .
Hind alfayez .
Thanks to Rawan hamate . 
AGAIN :





* H.pylori  from all the chronic gastritis one or more of histological,    endoscopic & clinical change might occur.





* It's start as superficial , then chronic , then metaplasia then intestalization.


 


* Maybe associated with sort of atrophy & regeneration or effect of other cells or gland & has a signs that's not important to know , but who looking at it in microscope should able to recognize it.


 


( All of this indicate that there is stages of chronic gastritis.





 In addition to this , you will find drop of the thickness of mucosa thereof atrophy , even some count number of cells & thickness of mucosa in relation to H.plyori & other types of chronic gastritis .











Ya3niii 


. Drop acid content in case of  chronic gastritis in different types of chronic gastritis esp. . H .pylori 


.Hypo or achlorhydria ( complete absence of  acid ) (  ahhhh  we are dealing with auto Immune Usually. 








*** Whenever there is acid peptic secretion (  maybe peptic ulceration.











