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Gastric metaplasia and Helicobacter pylori infection of duodenal mucosa
in duodenal ulcer
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Background : The roles of gastric metaplasia and Helicobacter pylori (H. pylori) infection of
duodenal mucosa in the pathogenesis of duodenal ulcer has been emphasized. Though there are
a few reports which compared degree of these two risk factors between the duodenal ulcer and
control groups, the reports which compared ulcer site with nonulcer site within ulcer group are
rare. The aim of this study was to compare the frequencies of gastric metaplasia and H. pylori
infection between both sites within ulcer group, as well as between both groups.

Methods : The active duodenal ulcer patients group (n=30) and control group (n=31) were
selected. The frequency of gastric metaplasia and H. pylori infection were compared among the
ulcer sites, the nonulcer sites of ulcer patients, and the intact duodenal mucosa of controls.

Results : The frequencies of gastric metaplasia and H. pylori infection were higher at ulcer
sites than nonulcer sites within ulcer group, however, there were no differences between the
nonulcer sites of ulcer group and control group. Positivities of H. pylori infection at metaplastic
area were not different at 3 compared sites.

Conclusion : It seems that duodenal ulcer develop more frequently at area of gastric
metaplasia infected by H. pylori. However, further evaulation about the pathogenesis of duodenal
ulcer is necessary because there are lots of duodenal ulcer cases which are not accompanied by
gastric metaplasia.(Korean ] Med 67:358-364, 2004)
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A7 e 1Z AAE g8 A& 1R A az®
(Taejoon Pharm, Seoul, Korea)®} 2 mL& 10 mL9] &
o A Bg F HA AA T4 vk A G R by
252% (J tech Pharm, Seoul, Korea) 15 mL& ©]-§3}
5% Fe AFHE APt AlEee 2919 £Hd
WA AR o olFolgom WAA r7e
GIF-XQ240 (Olympus, Tokyo, Japan)& A7 ZHAAE=
FB-24Q-1 (Olympus, Tokyo, Japan)& AM&-8lg3 2%
glutaraldehyde (Wydex®) &g o] 438 7|75 &
ol &3] o]Folx MM =3 4AL AP}
At
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Aol AY FASGD) AY BARE %
A A" AgAA Aol 2 cm o] "olx StFow
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THE 9 O R eni(z1Y 1) 7 B9elA 3%
7ol AHG AFHASY FA 10% T4 222y £
of =% ¥ dv|@H 22 Hatel o) gstgrt.

3) g x5

Aol el 949342 alcian blue-PAS 9
A g o] 83t st dAnjAom FFsGPon EL
Mg Holv A dHez WA H pylori=
Cresyl violet @4 % H&E A& o] gsle] 33t dn

Site A
Site B
Site C

Duodenal Ulcer Control
Figure 1. The sites which are compared at this study.
Site A, site B, and site C indicate ulcer site of ulcer
patients, nonulcer site of ulcer patients, and intact
duodenal mucosa of healthy person, respectively.
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Table 1. Age and gender distribution of study population

age Ulcer group (site A, B) Control group (site C)
Male Female Total Male Female Total
Below 20 1 0 1 0 0 0
20-29 1 0 1 1 0 1
30-39 2 2 4 3 1 4
40-49 5 1 6 4 4 8
50-59 6 2 8 3 3 6
Above 60 6 4 10 7 5 12
Total 21 9 30 18 13 31

Mean age of ulcer group, control group, and total subjects are 51.37148, 525+14.2, and 51.9+14.4 years, respectively.

Zor #AsSTh P A8 5131148492, RTL & 3EoRE
2} 184, o }13“501%1“% 33& J‘g 525142/ 2
3. EAH B4 oFFo A A W odEe] zjol:= gt

EA 22l SPSS version 11.0 (SPSS Inc., Chicago, 2. MOIX|& Eatol ojatulsi UME H|@(2 2)
IL, USA) Z21d-g o|&stgen AR wud=
EUFE T-72AE 29l & f49834 2 H pylori
o] FAE v AYTW ¥lLe] 3¢ McNemar 3
AL AFEH 2Tz vz ¢ XAAE ol n
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A, 6%(20.0%)2 B]#AF FH(FH B 9434
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18 vlAY% Loz dmsAe] AUt o

2 e ZF 319 2 49(129%)90 4 Ho|AF A9 )2

A 3h o] BAE O AYT AY A AN

FAELS ASTY HAYF oY AU HolAF

AYGTE F 0Pz &b 217, oz} 9F el on Huuch adusl a8l =Ihthp=0.039, 0.008).
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GM (+) oaM =) BH.P(+) OH.P (=)
Figure 2. Positivities of gastric metaplasia of duodenal Figure 3. Positivities of H. pylori of duodenal mucosa
mucosa at 3 different sites. The gastric metaplasia is at 3 different sites. The H. pylori infection is more
more frequent at ulcer site of ulcer group than nonulcer frequent at ulcer site of ulcer group than nonulcer site of
site of ulcer group or normal mucosa of control group. ulcer group.

G.M, gastric metaplasia
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AGT 309 F 1HE6T%ANA AY H49 H
pylori7t BEHU o0 49(13.3%)1A v AY F-9¢]
H pyloriz} B2=EU WA EHX H pylori7t
39 49 ALL AY 2= H pylori7t FEHA
o} 2T 319 F 69(194%)0 A AolXF Hutel H,
olori7t B&=o] Jo|x3 Hrute) H pylori ZFEEH
A% AT A% BolA A% vlHY FHE
o} SoEt Al Eork(p=0.039) AL Holx A=
Fe £98 o7t gl Ao YebdtHp=0.161). ¥
kel n A Boe ulzFEe H pylori €9
Fo % 2ol fIATHp=0.73L).

4. Molx|® #ote| fiMustyH H. pylori Z4H
o] AHM(E 2)

AT AY FHA A4 ggel wEd 139
% 993(69.2%)01 X H. pylori7t ¥2HR o™ 493t
o] fldw 179 & 29(128%)N M= H. pyloriZt &
AR AGTY v AG FHAA A3l aF
H 6% 3 49(66.7%)°14 H. pylori7t Fgol0em 9
A stdol QI 248 E5 H pylori7t 4018

Table 2. The relationship of gastric metaplasia with
duodenal H. pylori infection

Site GM  HP No (%) Total
] ] 15 (88.29%) 7
A 2 (11.8%)
. i 4 (30.8%) .
9 (69.2%)
] . 24 (100.0%) o4
5 0 (0.0%)
. i 2 (33.3%) 6
4 (66.7%)
23 (85.2%)
c B 4 (14.8%) 2
. . 2 (50.0%) 4
2 (50.0%)

GM, gastric metaplasia; HP, Helicobacter pylori; No,
number.
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