Gastritis, Ulceration, and Cancer Pathology
Acute Hemorrhagic and Chemical Gastritis
Not really a “gastritis” because there is no inflammation.
Characterized by multiple punctate hemorrhages with erosions, edema, and hemorrhage.

There will be thickened folds or hyperplasia in the distal antrum.

**Never due to H. pylori!!  Caused by ischemia (secondary to shock), NSAIDS, bile, or alcohol.

1.  All causes(epithelial damage(H+ barrier breakdown(damaged capillares(edema, hemorrhage
2.  NSAIDS(COOX inhibition (no prostaglandins(reduced mucosal protection, high acid secretion

Autoimmune Metaplastic Atrophic Gastritis  (AMAG)

Caused by autoantibodies against parietal cells and intrinsic factor.
Loss of intrinsic factor causes Vitamin B12 malabsorption and pernicious anemia.

Mucosa, chief, and parietal cells atrophy.  Antral G-cell metaplasia of the stomach body ensues.


The antrum itself never has metaplasia.  See picture below.

There will low chloride and little acid, so no gastric ulcers.  Gastrin levels will be very high.
Summary of features:



--hypochlorhydria

--B12 deficiency and pernicious anemia


--high stomach pH

--high serum gastrin
Environmental Metaplastic Atrophic Gastritis  (EMAG)

Probably caused by diet (excess salt, smoked foods, no veggies, nitrite preservatives, nitrosamines)

and chronic H. pylori.  Very prevalent in Japan and the Andes.

Unlike AMAG, metaplasia is in the antrum.  Chronic inflammation is prominent.

Summary of features:



--rare hypochlorhydria
--no pernicious anemia



--gastric ulcers common
--normal serum gastrin
(Raymond removed an image summarizing the locations affected by AMAG (stomach body) and EMAG (antral) metaplasia.)
Helicobacter Pylori Gastritis
H. pylori are curved gram negative rods that attach to foveolar (gland) epithelium but never 
invade or colonize other types of epithelium.

**H. pylori causes chronic lymphocytic inflammation in the superficial mucosa.  This leads to 
formation of lymphoid follicles.  These follicles may progress to “mucosa associated 
lymphoid tissue” (MALT) lymphoma.

H. pylori also causes metaplasia of duodenum into stomach, adenocarcinoma of gastric epithelium, 
and B-cell lymphoma.
Gastric Ulcers
“Erosions” are shallow mucosal breaks that don’t penetrate the muscularis mucosa.

“Ulcers” are deep mucosal breaks that penetrate the full thickness of the muscularis mucosa.

Can cause bleeding, penetration, or strictures (after repeated healing/scarring).

The major causes are H. pylori, EMAG, asiprin/NSAIDS, and acid hypersecretion.
Presents just like gastric cancer, so be careful.  Usually in the distal antrum.
Duodenitis and Duodenal Ulcers
Pathology shows gastric mucus cell and parietal cell metaplasia, and Brunner gland hyperplasia 


in the proximal duodenum.  Acid hypersecretion is always seen.
Duodenal ulcers are very severe in Zollinger-Ellison syndrome because of all the acid.

There is little inflammation!
H. pylori plays a big role in acid hypersecretion by lowering somatostating and increasing gastrin.  

As metaplasia converts duodenal epithelium to stomach epithelium, H. pylori colonizes the 


metaplasia and caused duodenal ulcers.
Gastric Cancer
Adenocarcinomas mostly occur in the antrum.  Very prevalent in Japan, Andes, Northern Europe.
Gastric cancer is associated with EMAG (intestinal metaplasia) and H. pylori.

1.  Intestinal-type gastric cancer has well differentiated glands, and grows as a polyp.  


Rates have declined significantly in Western nations.

2.  Diffuse-type gastric cancer has poorly differentiated signet ring cells.  Infiltrative, ulcerative.  
These are aggressive tumors with worse prognosis.

Rates have not declined significantly in Western nations.






