This classification is artificial in view of the difficulty in distinguishing
between these two entities. The term AB gastritis has been used to refer
to a mixed antral/body picture.
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is unknown, but it appears to be related to the chronic inflammation
induced by the organism. Eradication of H. pylori as a general preventative measure for gastric cancer is being evaluated but is not yet
recommended.
Infection with H. pylori is also associated with development of a
low-grade B cell lymphoma, gastric MALT lymphoma (Chap. 134).
The chronic T cell stimulation caused by the infection leads to production of cytokines that promote the B cell tumor. The tumor should
be initially staged with a CT scan of the abdomen and EUS. Tumor
growth remains dependent on the presence of H. pylori, and its eradication is often associated with complete regression of the tumor. The
tumor may take more than a year to regress after treating the infection.
Such patients should be followed by EUS every 2–3 months. If the
tumor is stable or decreasing in size, no other therapy is necessary. If
the tumor grows, it may have become a high-grade B cell lymphoma.
When the tumor becomes a high-grade aggressive lymphoma histologically, it loses responsiveness to H. pylori eradication.
TREATMENT

Peptic Ulcer Disease and Related Disorders

Type B gastritis Type B, or antral-predominant, gastritis is the more
common form of chronic gastritis. H. pylori infection is the cause of
this entity. Although described as “antral-predominant,” this is likely
a misnomer in view of studies documenting the progression of the
inflammatory process toward the body and fundus of infected individuals. The conversion to a pangastritis is time-dependent and estimated
to require 15–20 years. This form of gastritis increases with age, being
present in up to 100% of persons over age 70. Histology improves after
H. pylori eradication. The number of H. pylori organisms decreases
dramatically with progression to gastric atrophy, and the degree of
inflammation correlates with the level of these organisms. Early on,
with antral-predominant findings, the quantity of H. pylori is highest
and a dense chronic inflammatory infiltrate of the lamina propria is
noted, accompanied by epithelial cell infiltration with polymorphonuclear leukocytes (Fig. 348-14).
Multifocal atrophic gastritis, gastric atrophy with subsequent metaplasia, has been observed in chronic H. pylori–induced gastritis.
This may ultimately lead to development of gastric adenocarcinoma
(Fig. 348-8; Chap. 109). H. pylori infection is now considered an
independent risk factor for gastric cancer. Worldwide epidemiologic
studies have documented a higher incidence of H. pylori infection
in patients with adenocarcinoma of the stomach as compared to
control subjects. Seropositivity for H. pylori is associated with a threeto sixfold increased risk of gastric cancer. This risk may be as high as
ninefold after adjusting for the inaccuracy of serologic testing in the
elderly. The mechanism by which H. pylori infection leads to cancer

Figure 348-14 Chronic gastritis and H. pylori organisms. Steiner
silver stain of superficial gastric mucosa showing abundant darkly
stained microorganisms layered over the apical portion of the surface
epithelium. Note that there is no tissue invasion.

CHAPTER 348

Type A gastritis The less common of the two forms involves primarily
the fundus and body, with antral sparing. Traditionally, this form of
gastritis has been associated with pernicious anemia (Chap. 128) in
the presence of circulating antibodies against parietal cells and IF; thus,
it is also called autoimmune gastritis. H. pylori infection can lead to a
similar distribution of gastritis. The characteristics of an autoimmune
picture are not always present.
Antibodies to parietal cells have been detected in >90% of patients
with pernicious anemia and in up to 50% of patients with type A
gastritis. The parietal cell antibody is directed against H+,K+-ATPase.
T cells are also implicated in the injury pattern of this form of gastritis.
A subset of patients infected with H. pylori develop antibodies against
H+,K+-ATPase, potentially leading to the atrophic gastritis pattern seen
in some patients infected with this organism. The mechanism is thought
to involve molecular mimicry between H. pylori LPS and H+,K+-ATPase.
Parietal cell antibodies and atrophic gastritis are observed in family members of patients with pernicious anemia. These antibodies
are observed in up to 20% of individuals over age 60 and in ~20% of
patients with vitiligo and Addison’s disease. About one-half of patients
with pernicious anemia have antibodies to thyroid antigens, and about
30% of patients with thyroid disease have circulating antiparietal cell
antibodies. Anti-IF antibodies are more specific than parietal cell
antibodies for type A gastritis, being present in ~40% of patients with
pernicious anemia. Another parameter consistent with this form of
gastritis being autoimmune in origin is the higher incidence of specific
familial histocompatibility haplotypes such as HLA-B8 and HLA-DR3.
The parietal cell–containing gastric gland is preferentially targeted
in this form of gastritis, and achlorhydria results. Parietal cells are the
source of IF, the lack of which will lead to vitamin B12 deficiency and its
sequelae (megaloblastic anemia, neurologic dysfunction).
Gastric acid plays an important role in feedback inhibition of
gastrin release from G cells. Achlorhydria, coupled with relative sparing of the antral mucosa (site of G cells), leads to hypergastrinemia.
Gastrin levels can be markedly elevated (>500 pg/mL) in patients
with pernicious anemia. ECL cell hyperplasia with frank development
of gastric carcinoid tumors may result from gastrin trophic effects.
Hypergastrinemia and achlorhydria may also be seen in nonpernicious
anemia–associated type A gastritis.
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Chronic Gastritis

Treatment in chronic gastritis is aimed at the sequelae and not
the underlying inflammation. Patients with pernicious anemia will
require parenteral vitamin B12 supplementation on a long-term
basis. Eradication of H. pylori is often recommended even if PUD or a
low-grade MALT lymphoma is not present.
Miscellaneous Forms of Gastritis Lymphocytic gastritis is characterized
histologically by intense infiltration of the surface epithelium with
lymphocytes. The infiltrative process is primarily in the body of the
stomach and consists of mature T cells and plasmacytes. The etiology
of this form of chronic gastritis is unknown. It has been described
in patients with celiac sprue, but whether there is a common factor
associating these two entities is unknown. No specific symptoms suggest lymphocytic gastritis. A subgroup of patients have thickened folds
noted on endoscopy. These folds are often capped by small nodules
that contain a central depression or erosion; this form of the disease
is called varioliform gastritis. H. pylori probably plays no significant
role in lymphocytic gastritis. Therapy with glucocorticoids or sodium
cromoglycate has obtained unclear results.
Marked eosinophilic infiltration involving any layer of the stomach
(mucosa, muscularis propria, and serosa) is characteristic of eosinophilic gastritis. Affected individuals will often have circulating eosinophilia with clinical manifestation of systemic allergy. Involvement may
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