Table 348-9 Classification of Gastritis

PART 14

    I. Acute gastritis
    A. Acute H. pylori infection
    B. Other acute Infectious gastritides
   1. Bacterial (other than H. pylori)
   
2. H. heilmannii
   
3. Phlegmonous
   
4. Mycobacterial
   
5. Syphilitic
    6. Viral
    7. Parasitic
    8. Fungal
  II. Chronic atrophic gastritis
A. Type A: Autoimmune, body-predominant
B. Type B: H. pylori–related, antral-predominant
C. Indeterminate
III. Uncommon forms of gastritis
A. Lymphocytic
B. Eosinophilic
C. Crohn’s disease
D. Sarcoidosis
E. Isolated granulomatous gastritis
F. Russell body gastritis

Disorders of the Gastrointestinal System

1930 trauma (Cushing’s ulcer) and severe burns (Curling’s ulcer), mucosal

ischemia, breakdown of the normal protective barriers of the stomach,
systemic release of cytokines, poor GI motility, and oxidative stress
also play an important role in the pathogenesis. Acid must contribute
to injury in view of the significant drop in bleeding noted when acid
inhibitors are used as prophylaxis for stress gastritis.
Improvement in the general management of intensive care unit
patients has led to a significant decrease in the incidence of GI bleeding due to stress ulceration. The estimated decrease in bleeding is from
20–30% to <5%. This improvement has led to some debate regarding
the need for prophylactic therapy. The high mortality associated with
stress-induced clinically important GI bleeding (>40%) and the limited
benefit of medical (endoscopic, angiographic) and surgical therapy in a
patient with hemodynamically compromising bleeding associated with
stress ulcer/gastritis support the use of preventive measures in highrisk patients (mechanically ventilated, coagulopathy, multiorgan failure, or severe burns). Maintenance of gastric pH >3.5 with continuous
infusion of H2 blockers or liquid antacids administered every 2–3 h are
viable options. Tolerance to the H2 blocker is likely to develop; thus,
careful monitoring of the gastric pH and dose adjustment are important if H2 blockers are used. Sucralfate slurry (1 g every 4–6 h) has also
been somewhat successful but requires a gastric tube and may lead to
constipation and aluminum toxicity. Sucralfate use in endotracheal
intubated patients has also been associated with aspiration pneumonia.
Meta-analysis comparing H2 blockers with PPIs for the prevention of stress-associated clinically important and overt GI bleeding
demonstrates superiority of the latter without increasing the risk of
nosocomial infections, increasing mortality, or prolonging intensive
care unit length of stay. Therefore, PPIs are the treatment of choice for
stress prophylaxis. Oral PPI is the best option if the patient can tolerate enteral administration. Pantoprazole is available as an intravenous
formulation for individuals in whom enteral administration is not
possible. If bleeding occurs despite these measures, endoscopy, intraarterial vasopressin, and embolization are options. If all else fails, then
surgery should be considered. Although vagotomy and antrectomy
may be used, the better approach would be a total gastrectomy, which
has an exceedingly high mortality rate in this setting.
GASTRITIS
The term gastritis should be reserved for histologically documented
inflammation of the gastric mucosa. Gastritis is not the mucosal
erythema seen during endoscopy and is not interchangeable with
“dyspepsia.” The etiologic factors leading to gastritis are broad and
heterogeneous. Gastritis has been classified based on time course
(acute vs chronic), histologic features, and anatomic distribution or
proposed pathogenic mechanism (Table 348-9).
The correlation between the histologic findings of gastritis, the clinical picture of abdominal pain or dyspepsia, and endoscopic findings
noted on gross inspection of the gastric mucosa is poor. Therefore,
there is no typical clinical manifestation of gastritis.
Acute Gastritis The most common causes of acute gastritis are infectious. Acute infection with H. pylori induces gastritis. However, H.
pylori acute gastritis has not been extensively studied. It is reported as
presenting with sudden onset of epigastric pain, nausea, and vomiting,
and limited mucosal histologic studies demonstrate a marked infiltrate
of neutrophils with edema and hyperemia. If not treated, this picture
will evolve into one of chronic gastritis. Hypochlorhydria lasting for up
to 1 year may follow acute H. pylori infection.
Bacterial infection of the stomach or phlegmonous gastritis is a rare,
potentially life-threatening disorder characterized by marked and diffuse acute inflammatory infiltrates of the entire gastric wall, at times
accompanied by necrosis. Elderly individuals, alcoholics, and AIDS
patients may be affected. Potential iatrogenic causes include polypectomy and mucosal injection with India ink. Organisms associated with
this entity include streptococci, staphylococci, Escherichia coli, Proteus,
and Haemophilus species. Failure of supportive measures and antibiotics may result in gastrectomy.
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Other types of infectious gastritis may occur in immunocompromised individuals such as AIDS patients. Examples include herpetic
(herpes simplex) or CMV gastritis. The histologic finding of intranuclear inclusions would be observed in the latter.
Chronic Gastritis Chronic gastritis is identified histologically by an
inflammatory cell infiltrate consisting primarily of lymphocytes and
plasma cells, with very scant neutrophil involvement. Distribution of
the inflammation may be patchy, initially involving superficial and
glandular portions of the gastric mucosa. This picture may progress
to more severe glandular destruction, with atrophy and metaplasia.
Chronic gastritis has been classified according to histologic characteristics. These include superficial atrophic changes and gastric atrophy.
The association of atrophic gastritis with the development of gastric
cancer has led to the development of endoscopic and serologic markers
of severity. Some of these include gross inspection and classification
of mucosal abnormalities during standard endoscopy, magnification
endoscopy, endoscopy with narrow band imaging and/or autofluorescence imaging, and measurement of several serum biomarkers including
pepsinogen I and II levels, gastrin-17, and anti-H. pylori serologies.
The clinical utility of these tools is currently being explored.
The early phase of chronic gastritis is superficial gastritis. The
inflammatory changes are limited to the lamina propria of the surface
mucosa, with edema and cellular infiltrates separating intact gastric
glands. The next stage is atrophic gastritis. The inflammatory infiltrate extends deeper into the mucosa, with progressive distortion and
destruction of the glands. The final stage of chronic gastritis is gastric
atrophy. Glandular structures are lost, and there is a paucity of inflammatory infiltrates. Endoscopically, the mucosa may be substantially
thin, permitting clear visualization of the underlying blood vessels.
Gastric glands may undergo morphologic transformation in
chronic gastritis. Intestinal metaplasia denotes the conversion of
gastric glands to a small intestinal phenotype with small-bowel mucosal
glands containing goblet cells. The metaplastic changes may vary
in distribution from patchy to fairly extensive gastric involvement.
Intestinal metaplasia is an important predisposing factor for gastric
cancer (Chap. 109).
Chronic gastritis is also classified according to the predominant site
of involvement. Type A refers to the body-predominant form (autoimmune), and type B is the antral-predominant form (H. pylori–related).
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