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Evaluation of Endoscopic and Histological Change of Gastritis Related
to Helicobacter pylori Eradication in Children

Ju Young Chang, M.D., Han Seong Kim, M.D.' and Jeong Kee Seo, M.D.

Department of Pediatrics and 1Department of Pathology,
Seoul National University College of Medicine, Seoul, Korea

Purpose: The aims of this study are to investigate the effect of the eradication of H. pylori on
histological change of gastric mucosa in children with H. pylori gastritis and to determine whether
the histological grading by the Sydney system is valuable in predicting the effect of treatment.
Methods: 1) Histological scores by the Sydney system and the endoscopic characteristics were
assessed before and at least four weeks after anti-H. pylori therapy in 42 children with H. pylori
gastritis. 2) In 32 children treated with omeprazole, amoxicillin and clarithromycin (OAC), pretreat-
ment histological scores and endoscopic findings were compared between the eradicated and the
noneradicated to evaluate their predictive value for the successful eradication.

Results: 1) In the eradicated (27 cases), nodular gastritis significantly decreased from 89% to 63%
(p<0.05). There was an significant improvement in the mean activity score from 2.06 before
treatment to 0.24 after treatment (p <0.01). The mean inflammatory score also improved from 2.61
before treatment to 1.89 after treatment (p <0.05). Lymphoid follicles significantly decreased from
48% to 15% (p<0.05). Epithelial damage improved in all 4 cases. But in the noneradicated (15
cases), there was no significant change in the frequency of nodular gastritis, the mean activity score,
the mean inflammatory score and the frequency of the lymphoid follicles. 2) In 32 children treated
with OAC, there was a tendency that the higher was the pretreatment score of the bacterial density,
the lower was the eradication rate of H. pylori (p=0.072).

Conclusion: The loss of the polymorphonuclear cell infiltration is the most prominent histological
change after successful eradication. There may be negative correlation of the grade of the bacterial
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density with the success rate of the anti-H. pylori therapy. (J Korean Pediatr Gastroenterol Nutr

Key Words: Helicobacter pylori, Histology, Updated Sydney system, Children
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A% BAHAT, 49 AT 4L 5739 WY wpEE S 284 AGLaAe] FA ghs
ASHE Aol v AFdAT FAFJo Y HAhp<0.05)(Fig. 1).
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A4 2H4 92 gubdo] AFs FollXe X BE FoAT B 2.61904 1.892 ofn] JA 7
7 24M@89%)NA XNE F 16HOE63%)CE  A2EFUIL(P<0.05) THEA A3 FoME H
Hasga ubde] Ao FolMe A8 A 14 263904 252 9] e FAE Rolx &gt
H93%)oN A X5 ZTo 129 86%)NA Ho] o]
100 - 1 Before treatment
Hl After treatment
Table 1. The Updated Sydney System: Histological Arm Zg
Variables 70
60 -
Graded variables H. pylori density (0, 1, 2, 3) g 507
PMN* activity (0, 1, 2, 3 il
Chronic inflammation (0, 1, 2, 3) 20
Gland atrophy (0, 1, 2, 3) 104
Intestinal metaplasia O, 1, 2, 3) 0 . :
Nongraded variables Lymphoid follicles Er(ad'cga;)ed NOt(‘afa?'g)ated
n= n=
Epithelial damage
Fig. 1. The change in the percentage of nodular gas—

PMN#*: polymorphonuclear leukocyte

tritis

after anti-H. pylori treatment.

Table 2. The Number of the Patients in Each Grade of Histological Variables in 42 Children with H. pylori Gastritis

No. of children in each grade

Variables
0 1 2 3
Graded variables H. pylori density 0 9 26 7
PMN#* activity 0 1 34 7
Chronic inflammation 0 0 11 31
Gland atrophy 42 0 0 0
Intestinal metaplasia 42 0 0 0
Nongraded variables Lymphoid follicles 22 20
Epithelial damage 38 4

PMN#*: polymorphonuclear leukocyte
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(Fig. 2, 3). ¥X ¥ & wo| gt d FoA= X
B A 13948%)dlA X7 T 449 %
stof ek Asfjgk o] A

A

Of

5 % 99560%) A LAE Aol Bls] o] SlA
72239 THp <0.05)(Fig. 4). A= AoEAe M5
A o] Mg e FolA 28, el AsE 2ol
A 28 FAEATL A5 AT BAGle] A8 §F
e BEE doA THEA Fdth
34 —a— Bacterial density
—e— PMN activity
—=a— Chronic inflammation
2.5
8 2_ -\'
3
@ 154
5
> 17
0.5 1
O T 1
Before After  (n=27)
treatment treatment

Fig. 2. The histological change after H. pylori eradica—-
tion: graded variables. Eradication of H. pylori resulted
in a marked improvement of the mean activity score.
The mean inflammatory score was also significantly
decreased (p<<0.05).
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N XE
OAC AR 157 vhd Q& e Lot 32
W3 18 oA o] BEEo] F 563%9 T
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T ¥ 113490 JES dynzt o] B
e A 101, o dEe] A e 1013
o2 F 7 F93 Aole ST ol F #
of vty A7 A WAIAY AHA 989 RE,
3_
2.5 —_— .

Mean score
(@a]
1

—4— Bacterial density
—e— PMN activity

0.57 —a— Chronic inflammation
O T 1
Before After  (n=15)

treatment treatment

Fig. 3. The histological change after failure of H. pylori
eradication: graded variables. No significant modification
of the mean scores was observed (p>0.05).

Table 3. Comparison of Clinical, Endoscopic and Pathologic Findings before Omeprazole, Amoxicillin and Clari-
thromycin Treatment between the Eradicated and the Noneradicated

Eradicated (n=18)  Not eradicated (n=14) p value
Age (year) 1.3 not significant
Sex(male/female) 6/8 not significant
Nodular gastritis (%) 94 (17/18) 93 (13/14) not significant
Bacterial density (No.) (Grade 1/2/3) 7/10/1 2/9/3 p=0.072
PMN* activity (No.) (Grade 1/2/3) 1/14/3 0/11/3 not significant
Chronic IFM" (No.) (Grade 1/2/3) 0/6/12 0/4/10 not significant
Lymphoid follicle (%) 50 (9/18) 50 (7/14) not significant
Epithelial damage (%) 11 (2/18) 7 (1114) not significant

PMN#*: polymorphonuclear leukocyte; IFM" : inflammation.
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Fig. 4. The change of percentage of lymphoid follicles
after anti-H. pylori treatment. The percentage of lym-
phoid follicles was significant decreased after bacterial
eradication (p<<0.05).

I35 H 3589 €& ¥
53% (10/19), 25% (1/3)2 #EE
HEo| adhe AFS B thp=0.072)(Fig. 5).
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Fig. 5. Eradication rates in each grade of bacterial den-
sity before omeprazole, amoxicillin and clarithromycin
treatment. There was a tendency that the higher the
grade of the bacterial density, the lower the eradication
rate of H. pylori (p=0.072).
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