Gastrits

Lamina propria lymphocytes and plasma cells are prominent
Histologic <

5 sl o Jd Abnormal neutorphils in GIT
Active inflammation < I s The presence of neutrophils above the basement membrane—s pecifically, in direct
o ? contact with epithelial cells—is abnormal in all parts of the gastrointestinal tract
Shock \
Acute Most commonly affecting critically ill In order to prevent it we prescribe PPls
Stress ulcers ; . Sewvere tauma . .
patients with directly after having shock, etc
Sepsis
Occurring in the proximal duodenum Nausea
Peptic ulcer Curling ulcers < < Burns Syptoms Vomitting
Associated with Trauma Coffee-ground hematemesis
Arising in the stomach, duodenum, or esophagus
. of persons with intracranial disease
Cushing ulcer
Hawve a high incidence of perforation
90% of chronic gastrits
Affect the antrum So, the biopsy should be taken from
the antrum
Although H. pylori can cause hypochlorhydria, Associated with peptic ulcer in stomach or duodenum
it is not associated with achlorhydria or pemicious Increases the risk of Maltoma, and carcinoma Because it's associated with increasing stomach acidity
anemia, because the parietal and chief cell damag
e is not as severe as in autoimmune gastritis Sanitation
- Risk factors are poor <
AN Hygiene
A
\ 0 . . . . . . . .
) ) H. py!orl organism is concentrate_d within the superficial mucus owverlying -epithelial Spiral-shaped or curved
{ cells in the surface and neck regions
\
b’ The superficial lamina propria includes large numbers of plasma cells, neutrophils
H. Pylori gastrites and lymphocytes
Morphology Lymphoid aggregates with germinal centers and represent an induced form of bl 142 Charcterscsof b o Avocate and Acimmune Gt
mucosa-associated lymphoid tissue (MALT) that has the potential to transform into Treated with Antibiotics ¢ racterics e plor-Assocated and Autoimmune Gastrts
lymphoma Feature Location
Goblet cells H. pyloni-Associated: Antrum Autoimmune: Body
Intestinal metaplasia, characterized by the presence of < . Inflammatory infiltrate Neutrophils, subepithelial plasma cells Lymphocytes, macrophages
Columnar absorptive cells Acid production Increased to sightly decreased Decreased
Fecal bacterial detection g:m"ks m:dd“;'”d - :c:”d —
. . . er lesions ic/inflammatory po! roendocrine asia
A noninvasive serologic test for . . . - - — - — —
anti-H. pylori antibodies includes Urea breath test based on the generation of ammonia by bacterial urease. Serology Antibodies to H. pylori Antibodies to parietal cells (H'K"-ATPase, intrinsic factor)
Chronic — Gastritis . . . Sequehe Peptic ulcer, adenocarcinoma, fymphoma Atrophy, pernicious anemia, adenocarcinom, carcinoid tumor
Polymerase chain reaction (PCR) assay for bacterial DNA. e Low socoetonomk Sate poverty Atoimmne dsese it dabetes melts, raves dses
Antibiotics e
Treatment <
PPIs
10% of chronic gastrits
But there is no response since there are no praietal High gastrin
No parietal cells = No HCL, When stomach acidity decreases we have to cells so our body increases Gastrin secretion levels = Hypergastrinemia
Okay my friend? secrete Gastrin which stimulate parietal cells Lo ] . _—
Hvpochlorhvdria Because there are ﬁ%qastglrrm Ilass'S:Z;eatﬁ?r:Iy Ssg'enl Is;ozncic_(g cgllzel:?;:r?ase Insizes This may lead to Neuroendocrine tumor
) » yp y antibodies to parietal cells yperpiasi gastrin-producing :
Autoimmune gastritis ) . . . . . . . . . .
No parietal cells = No intrinsic factors Intrinsic factors stimulates B12 absorbtion by illeum Lack of absorbtion leads to megaloblastic anemia (pernicious anemia)

The median age at diagnosis is 60 years, and there is a slight female predominance
Diffuse damage of the oxyntic (acid-producing) mucosa within the body and fundus

Diffuse atrophy, the oxyntic mucosa of the body and fundus appears markedly
Morphology thinned, and rugal folds are lost

The inflammatory infiltrate more commonly is composed of lymphocytes,
macrophages, and plasma cells

No neutrophils

Most commonly located in the antrum
Enlargement

Elongation

Gastric adenomas
Both grades may include Hyperchromasia of epithelial cell nuclei

Epithelial crowding
All gastrointestinal adenomas exhibit

epithelial dysplasia, which can be classified as low- or highgrade Pseudostratification

Ss characterized by more severe cytologic atypia and irregular architecture, including
glandular budding and gland-within-gland, or
cribriform, structures

High grade

Lower socioeconomic groups
In persons with multifocal mucosal atrophy
More common in
Intestinal metaplasia
PUD (Peptic ulcer disease) does not impart an increased risk of gastric cancer

Tend to be bulky and are composed of glandular structures similar to esophageal and
colonic adenocarcinoma

Typically grow along broad cohesive fronts to form either an exophytic mass or an

ulcerated tumor
Intestinal type
The neoplastic cells often contain apical mucin vacuoles, and abundant mucin may

be present in gland lumina

The mean age at presentation

Gastric Cancer is 55 years, and the male-to-female ratio is 2 : 1
The Lauren classification Separates Gastric Adenocarcinoma

Display an infiltrative growth pattern and are composed of discohesive cells

Large mucin vacuoles that expand the cytoplasm and push the nucleus to the
periphery, creating a signet ring cell morphology

Diffuse type These infiltrative tumors often evoke a desmoplastic reaction that stiffens the gastric
wall and may cause diffuse rugal flattening and a rigid, thickened wall that imparts a
“leather bottle” appearance termed linitis plastica

The incidence of diffuse gastric cancer is occurs at similar frequencies in males and
females

The depth of invasion and the extent of nodal and distant metastasis at the time of
diagnosis remain the most powerful prognostic indicators for gastric cancer

Maltoma

=

Lymphoma Treated by Antibiotics
Associated with H. Pylori

Neuroendocrine tumor In stomach it's related to G-cells

A majority are found in the gastrointestinal tract, and more than 40% occur in the
small intestine

Endocrine cell hyperplasia
May be associated with Chronic atrophic gastritis
Zollinger-Ellison syndrome
Low grade
Mutiple forms Intermediate grade

Neuroendocrine carcinoma, frequently display necrosis and, in the Gl tract, are most
common in the jejunum.

High grade

Intramural or submucosal masses that create small polypoid lesions
Morphology <

Composed of islands, trabeculae, strands, glands, or sheets of
uniform cells with scant, pink granular cytoplasm and a round to oval stippled nucleus

Histologic Salt and pepper pattern

Carcinoid Tumor
Cutaneous flushing
Sweating

Bronchospasm

Clinical features Caused by vasoactive substances secreted by the tumor that cause

Colicky abdominal pain
Diarrhea
Right-sided cardiac valwular fibrosis

Those found within the stomach, duodenum proximal to the ligament of Treitz, and

esophagus
Foregut carcinoid tumors
Rarely metastasize and generally are cured

by resection

Arise in the jejunum and ileum often are multiple and tend to be aggressiwe.
The most prognostic is location Midgut carcinoid tumors <

In these tumors, greater depth of local invasion, increased size, and presence of
necrosis and mitosis are associated with poor outcome

Arising in the appendix and colorectum typically are discovered incidentally.
Hindgut carcinoids <

Those in the appendix occur at any age and are almost uniformly benign

The most common mesenchymal tumor of in the stomach

Slightly more common in males. The peak incidence of gastric GIST is around 60
years of age

Approximately 75% to 80% of all GISTs have oncogenic, gain-of-function mutations of
Gastrointestinal Stromal Tumor the gene encoding the tyrosine kinase c-KIT 90% and PDGFRA 10%

Patients with unresectable, recurrent, or metastatic disease often respond to
imatinib

An inhibitor of the tyrosine kinase activity of c-KIT and PDGFRA

Can be composed of thin, elongated spindle cells or plumper epithelioid cells
Morphology <

The most useful diagnostic marker is ¢-KIT, consistent with the relationship between
GISTs and interstitial cells of Cajal, which is immunohistochemically detectable in
95% of these tumors



