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Correlation between Helicobacter pylori Infection and Lymphoid
Follicle Formation in Gastrectomy Specimens

Won Ae Lee, Hye Sung Hahn, Woo Ho Kim, and Yong Il Kim

Department of Pathology, Seoul National University College of Medicine, Seoul 110-799, Korea

Histopathologie studies for Helicobacter pylori (H. pylori)-associated chronic gastritis have been mostly underaken with
endoscopic biopsy specimens, often leading to an inappropriate evaluation of the gastric mucosal alterations. The purpose of
this paper was designed to investigate the actual prevalence of lymphoid follicle formation by H. pylori infection using the
resected stomachs. A total of 16 fresh gastrectomy specimens bearing gastric carcinoma were examined under the quick and
gentle procedure, with which H. pyviori was detected in 12 cases (75%) and lymphoid follicles in 14 cases (87.5%), while
the detection rate of M. pylori remained 56.3% in the control group which comprised the same 16 resected stomachs and
were examined by routine tissue preparation procedure without any special care. There was a significant correlation between
the presence of H. pylort and lymphoid follicle formation (p=003), but no correlation was found between the grades of H.
pylori and Tymphoid follicles. The topographical distribution of H. pylori or lymphoid follicles in antrum and body gave no
statistical difference. Similarly, there was no correlation between H. pylori infection and intestinal metaplasia, activity of chronic
gastritis or histologic types of accompanying adenocarcinoma. We conclude that studies of the gastric mucosal change by H.
pylori infection using the gastrectomy specimens provide a useful information for analysis of lymphoid follicle formation which
15 4 consistent morphological characteristic of H. pylori infection. (Korean J Pathol 1998: 32: 162 — 168)
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Table 1. Histopathologic change of gastric mucosa in 16 resected stomachs

HP LF Inflammation  Activity
Case No  SexfAge Metaplasia Atrophy  Adenocarcinoma
A B A B A B A B
1 M/55 1 2 31 2 1 0 o 2 3 Intestinal
2 Mj42 0 1 3 3 1 1 0 o 2 2 Intestinal
3 M/j63 3 3 20 31 1 0 1 2 Diffuse
4 M50 i3 21 21 1 0 1 3 Intestinal
5 Fl6l j 2 i 2 3 2 21 3 3 Intestinal
6 M6 2 3 33 2 2 11 3 3 Intestinal
7 M35 3 3 2 2 2 2 1 1 k) 3 Intestinal
8 M/j61 3 3 3 1 11 10 i 2 Intestinal
9 Fl66 0 0 33 2 2 01 3 3 Intestinal
10 Mjob 11 I 1 1 2 0o 1 2 0 Intestinal
11 M/46 3 2 3 3 1 1 0o 0 K] ] Intestinal
12 M/T0 3 3 20 2 1 20 k) 0 Intestinal
13 M9 2 0 1 1 2 1 1 0 3 2 Diffuse
14 F/g2 0 0 0 0 11 0o 0 2 2 Intestinal
15 M/79 0 0 0 0 11 0 0 3 2 Diffuse
16 M/50 0 0 10 2 1 10 0 0 Diffuse

HP: H. pylori, LF: lymphoid follicles, A: antrum, B: body, 0: negative or normal, 1; mild, 2: moderate, 3. severe, Intestinal:

intestinal type, Diffuse: diffuse tvpe
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Fig. 1. H. pylori are indistinct because they are concealed by thick mucus on the surface of gastric mucosa in hematoxylin-eosin
stain (A). Abundant number of distinct clusters of H. pvlori are noted in Warthin-Starry stain even in the resected specimen (B),
Inlet: Higher magnification of H. pyleri in the free surface beneath the mucus.
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Fig, 2. Three lymphoid follicles of varying size appear in the
slightly atrophic antral portion of gastric mucosa.

z 2}
1. sH¥EHE 2AX|E H. pylori 2E& BT

B9 ZFH R i H-E 44 Z5e4 H pylon
w AT anle] Tl Hde sleA A bR A gl
22t Warthin-Starry 94 #Hel] 4 = 1-]-1%]53-"5!] +H ] 2z 2] of
AME fFele] Bakdl 5 glgls (Fig IB), & 160 2]
7 FE F 124 (75%)el A H. pylori7) DhabE]ic),
H. pylori®] ofell w2 FH2 HE 24| (125%), %5
2o (12.5%), 3t% Rel] (75%)%lc)k (Table 1), vhod ozt



oll 4] = 166l 9ol] (56.3%)ell4 H. pyioriz} B3¢l
dl, o] & zkAls] E4sbH o=l A= H pu.i'nu?l o}
abel 12e]2] Ha & sellell At H pyloris S Y
T el = H opylori7}l ParE]|z|] ok 4o e] zlaS-
= “‘ﬂ‘:’ﬂ*’*] ) &l A H. pylori?} 3H3tE]9lc),
pylori a5 ATl vl =zl A f:r}.fﬂr.!
.'-'-l-:;_ T |:~| L—l—ﬂ’-_,.{_ll:l]- "L;-;fr'&-l-x{ |:1|-:||1- T hrh=

H pyiorig] #lasRE = AAR2L 2 Bojla] =4 o
5 T 106, H Y Fellnt ”’é?:fﬂ i L ?*Hl? ol
Exilin I"élaiﬂu# o)z ol s Ha| ez ¢
okck (Fig. 3). 551 H. pyloni 3—“3'] Bz A4R
of|A] 1.68, Al|tlell4] 16224 B3 H pylori 5574
= #be|7} gi%ic} (Table 2).

2. off Pty PAE BIENEL &8 T

Al ol 1= 14| (87.5%)0ll A THEE| 9l =] 1o (68.5%)
D”,q 7 A Bg) HH g .cq] A #hEbE el a1 God] (18.8%)
ol A AA Lol et BAE et (Fig 3). 2908 =

oz o

B

100 % =
1 04 Antrum and
a0 % Body
E0 % —
7% Sody only
B0 % kil
- Antrum only
0%
A0185
0 O
el
10 % EE—
Des T L

HP | LF

Fig. 3. Histogram showing prevalance of H. pylori (HP) infec-
tion and lymphoid follicles (LF) by topographical distribution
within the resected stomach.
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Table 2. Prevalance of H. pyleri infection and lymphoid follicles according to topographical distribution

H. pylori-positive

Mo, of cases®

Mean of grade®

Lymphoid follicles-positive

No. of cases* Mean of grade*

Anirum 11 1.68
Body 11 1.62

|3 2.00
Il 1.31

*p value: nonspecific by Fisher's exact test
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Table 3. Correlation of lymphoid follicle formation and H. pylori infection with general histopathologic mucosal alterations of

16 resected stomachs

Parameters of pathologic Lymphoid follicle H. pylori
findings % of positive cases (No.) p value* % of positive cases (No.)  p value®
H. pylori negative 500 (2/4) .05 -
positive 100 (12/12) -
Lymphoid follicle negative - 86 (12/14) 0.05
positive - 0 (y2)
Inflammation mild 60 (3/5) 0.08 60 (3/5) NS
mod. 10 sev. 1O (117117 83 (11)
Activity mild B6 (12/14) M3 71 (10f14) NS
maod, 1o sev, 100 (2f2) 100 (2/2)
Metaplasia negative 100 (11 M B0 (12/15) NS
positive 87 (13/15) LY
Atrophy negative 100 (4/4) NS 75 (9/12) NS
positive 83 (10/12) 75 (34)
Adenocarcinoma Intestinal type 02 (11/12) NS 83 (1¥12) NS
Diffuse type 75 (3/4) 50 (2/4)
Total negative BR (14/16)

NS 75 (12/16)

MN%: non-specific, mod.: moderate, sev.: severe, *by Fisher's exact test
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