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Gastric Lymphoid Follicles in Helicobacter Pylori Infection :
Frequency, Distribution and Relationship to Inflammation
in 331 Gastric Biopsy Material

Kyoung Mee Kim, M.D., Anhi Lee, "\’I*D Sang In Shim, M.D.
and Hyun Suk Chae , M.D.

Department of Clinical Pathology, Internal Medicine’, Catholic University College of Medicine.

Helicobacter pylori(H. pylori) infection is considered the most important cause of chronic
active gastritis and peptic ulcer. To determine the prevalence, distribution and it’s relationship
to degree of inflammation, gastric biopsy specimens were obtained from 331 nonulcer
dyspepsia(NUD) patients consisting of 52 H. pylori negative normal volunteers and 279 H. pylori
infected patients. Lymphoid follicles, degree of acute and chronic inflammation(Grade 0 to 3),
and degree of H. pylori(Grade 0 to 4) were observed. The prevalence of H. pylon in NUD was
84.29%. The lymphoid follicles were found in 138 patients(41.7%) and only 3 patients(1.5%)
without H. pylori showed lymphoid follicles. There was strong a relationship between lymphoid
follicles and degree of acute and chronic inflammation and intensity of H. pylon infec-
tion(P<0.001). Acute and chronic inflammation were more serious in the antrum than body in
H. pylori infected patients. There was no relationship between lymphoid follicles and the site
in the stomach of H. pylori infection(P<0.078), but the body portion had an increased frequency
of lymphoid follicles compared to the in antrum. Our results indicate that the prevalence of H.
pylori infection in Korea is higher than in Western people and the degree of acute and chronic
inflammation are strongly correlated with the presence of lymphoid follicles. The lymphoid
follicles are believed to be absent from the normal stomach and their presence is strongly
associated with H. pylori infection. The fact there is an that increased frequency of lymphoid
follicles in H. pylori infected patients, and that they are more prevalent in the body of the
antrum, support the concept that H. pylori may be a precursor in the development of primary
gastric lymphoma. (Korean J Pathol 1995; 29: 442 ~449)
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Fig. 1a. Active inflammation qc:::rmg gmdl: 0 mumng no granulocytes.
Fig. 1b. Active inflammation scoring grade | showing focal granulocytes in the lamina propria with some

possible focal intraepithelial erosions.

Fig. lc. Active inflammation scoring grade 2 showing involvement of mucosa and the epithelium by

granulocytes in several neighboring glands.

Fig. 1d. Active inflammation scoring grade 3 showing massive, continuous and confluent granulocyte

inflammation with foveolar abscess and crosion.
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Fig. 2a. Chronic inflammation scoring grade 0 showing minimal number of lymphocytes and plasma cells
in the lamina propria.

Fig. 2b. Chronic inflammation scoring grade | showing mild, inconsistent inflammation in the upper third
of the mucosa.

Fig. 2c. Chronic inflammation scoring grade 2 showing diffuse, moderate inflammation occupying the
subepithelial layer in the corpus mucosa or predominantly upper half of the antral mucosa.

Fig. 2d. Chronic inflammation scoring grade 3 showing strong and demse inflammation of thick,
continuous, confluent subepithelial layer or lymphocytes and plasma cells in the corpus mucosa or diffuse,
continuous, confluent involvement of mononuclear inflammatory cells in the whole thickness of the gastric

mucasd,

Table 1. The grades of active and chronic inflammation

Active Inflammation Score

0 : Absence of granulocytes

1 : Presence of granulocytes focally in the lamina propria with some possible focal intracpithelial erosions,

2 - Involvement of mucosa and the epithelium by granulocytes in several neighboring glands.

3 - Massive, continuous, and confluent granulocyte inflammation with foveolar abscesses and erosion,
Chronic Inflammation Score

0 : At most a minimal number of lymphocytes and plasma cells in the lamina propria.

1 : Mild, inconsistent inflammation in the upper third of the mucosa.

2

Diffuse, moderate inflammation occupying the subepithelial layer in the corpus mucosa or predominantly
upper half of the antral mucosa,

. Strong and dense inflammation of thick, continuous, confluent subepithelial layer or lymphocytes and plasma

cells in the corpus mucosa or a diffuse, continuous, confluent involvement of mononuclear inflammatory
cells in the whole thickness of the gastric mucosa.
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Fig. Ja. High power view of the mucosal surface of a gasiric biopsy specimen showing a small number of bacterialup
to 10fgastric pit)(Grade 1).

Fig. 3b. High power view of the mucosal surface of a gastric biopsy specimen showing moderate number of
bacteria(10-30/gastric pit)(Grade 2).

Fig. 3c. High power view of the mucosal surface of a gastric biopsy specimen showing occasional groups of bacteria
in gasiric pits{Grade 3).

Fig. 3d. High power view of the mucosal surface of a gastric biopsy specimen showing numerous groups of bacteria
in gstric pits{Grade 4),

Table 2. The grades of Helicobacter pylori infection

Grade 0 : null

Grade 1 @ a small number of bacteria{up to 10 / gasiric pit) present in a few gasiric pils
Grade 2 : moderate number of bacteria(l0 - 30 [/ gasirric pil) present in several gastric pits
Grade 3 @ occasional groups of bacteria in gastric pits

Grade 4 : numerous groups of bacteria in gastric pits
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Table 3. The relationship between grades of Helicobacter pylori and lymphoid follicles

Grades of H. pylon Lymphoid follicle(-) Lymphoid follicle(+) Total
Grade 0 47 5 52
Grade 1 42 28 70
Grade 2 35 37 72
Grade 3 42 49 91
Grade 4 27 19 - 46
Total 193 138 331

Fig. 4. Low power view of endoscopic gastric biopsy
specimen showing Iymphoid follicles with focal follicle
lysis.
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Fig. 5. The relationship between grades of H pylori
and lymphoid follicles(P<0.002),
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Fig. 6. The relationship between gastric biopsy site and
lymphoid follicles(P<0.078).
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Fig. 7. The relationship between degree of active inflam-
mation and lymphoid follicles{P<0.001)
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