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Relationship between Intestinal Metaplasia and Neutrophilic Infiltration of
Stomach Caused by Helicobacter pylori Infection

Kang-Hoon Park

Department of Pathology, Catholic University Our Lady of Mercy Hospital,
Inchon 403-720, Korea

Helicobacter pylori (H. pylori) infection is uncommon in developed countries, yet is common in
underdeveloped and developing countries. Infection rate of H. pylori is minimally influenced by economic,
environmental, and public health status and genetic factors. Korea is a developing country with a high
incidence of H. pylori infection and gastric carcinoma, which is one of the leading causes of death. For this
reason, accurate clinical and pathologic data on H. pylori-associated disease are very important. Intestinal
metaplasia accompanies chronic gastritis and increases the risk of gastric carcinoma. For this reason, the
relationship between H. pylori infection and intestinal metaplasia is very closely linked. Because of this, as
the antecedent condition is guessed, it examines the relationship of the H. pylori and the intestinal metaplasia.
Intestinal metaplasia is thought to be the basis in the development of intestinal type gastric carcinomas.
Recent investigations showed that inflammatory reaction in the gastric fundus affect the development of
gastric carcinogenesis. To verify neutrophilic activity in the gastric fundus and development of intestinal
metaplasia in both gastric fundus and antral mucosa, their relationship was studied using 159 healthy patients
who had undergone gastric endoscopic biopsies without any identifiable pathologic disesaes. When
neutrophilic activity accompanied, incidence of intestinal metaplasia was significantly increased (p<0.05). H.
pylori infection was statistically and significantly associated with the presence of intestinal metaplasia
(p<0.05). These results suggest that H. pylori infection affected the development of intestinal metaplasia in
the stomach. These results will help our understanding of H. pylori infection in the pathogenesis of intestinal
metaplasia, a preneoplastic condition of the stomach. To reduce the incidence of gastric adenocarcinoma,
eradication treatment of H. pylori is recommended when there's a neutrophilic activity in the gastric fundus.
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Helicobacter pylori(e]3} H. pylori)= 1982 Warren
7} Marshallell &J3l] &2 S € o|F 33 A3 F
g3t ®Hodoez JAFHI Y H. pylorid+3],
1998; Warren¥} Marshall, 1983). H. pyloric] 79 € =&
Al sS40 E WA R IPHt 43k A
%o} _ﬂalﬁz_jq_ e o]}\]-xq (=1 g]u]ol‘_:_ A3zl o]-‘é—
% R A vt Yepdti(Marshall, 1995). & sbe] F5
2 o9} o] tpakgt Agks A F Advke Aol ti
3IM= H. pylori TFWell M2 =49 Zol7t e a5
o] thFAdo] Q1S Ao R F=5 11, BEF H. pyloriol] T
3 Rkgshe S5 AR wf¢ Thekety] Wil Ao
o AX L AT Xiang 5, 1993).

H. pylori8] ZEe MRz gha, spae =z}
FR=A =A Yehda, S A, T, =7t 1k
AAG HAE Aol Kol k. o E Aol
BAA <, B9 9 SR O wet SR, B
L3 A= JIF ZHoll Zfo] & Hol=H), o] EF
3] BAH 72, Agsy, A28 Aol 3 #14
ez AwHa tHAH &, 2000).

Age] HAYELS FAH R F Apo|7t o] 7P &
AEo] = A Fuete dEs 23T Fopr o}
olW, 53] ¢uete] e FAY Af M
< AH9HT 584 o oo AeE HISg
Hola IthH, 2001). F-Eviete] SANAE o] &
H IR oA S Y EFA 192 Rtk
(2, 2001). Jo+e] g aole AFHW o H. pylori 72+
9, AEF, A%, A5 AG, 20, AR

d5o] Haxa gtHCorrea &, 1999).
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% olettt AME AAEE ZeRE dHA U
9l AHHE NAE= WRE H. pylori ZES
olg} Alg =W, A&F# HHst H.

T2 AFA HAG WA A B2 ARG A
A WA He Algho] 7244 93 o] =9uhE B
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FEGH S40R 2003 9¢ g E3t JHE st
L ARA N AS 141%3}04 AFHRNA B AN g
2 2109 & &3 A AR =2 o] de B
A A& FEdo] e A-F, H. pylori X|580] ]
© 735, 283 WA Aol AR H A A S
583 A5 ALt 1597 (FA} 63, o4} 969)= o
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3. SAEH

SPSS package program(version 10.0K)< ©]-8-3}od, 4
4, H. pylori 24, 4735, 3T A48
3t H. pylorie} A3 a]slgel A

# X+ Chi-Square testZ Hlnl #2135}

At 1597
(60.4%) 0] AL, Hit
FE 407 7P Egtar 7otiel A g He BEE
EFTh H. pylorie] Za4d4]= 1027(64.2%) 1 A
A AL 578(35.8%) - = HHEHA ddth 3 T4

63%(39.6%), A= 967
48.1+11.845 01, A

Ao H =

F P

=]
Rl

U

£y

Ris

THETHIE 957 (59.7%) A Hgol e Aoz
EPEal 649(40.3%)1 4 H-fo] gle Aoz JehgTh

Adu|st el FAHIE 557 (34.6%) 014 A du] st agol

Ae Ao Z EREI 1048 (65.4%)NAHE v AoE
e tH(Table 1).
Table 1. General characteristics of subjects
Total (n=159)
Sex male 63(39.6)
fmale 96(60.4)
Age(years) - 29 11(6.9)
30 - 39 20(12.6)
40 - 49 62(39.0)
50 - 59 34(21.4)
60 - 69 26(16.4)
70 - 6(3.8)
Helicobacter(H. pylori) negative 57(35.8)
infection mild 30(18.9)
moderate 34(21.4)
severe 38(23.9)
Neutrophilic infiltration positive 95(59.7)
negative 64(40.3)
Intestinal metaplasia positive 55(34.6)
negative 104(65.4)




2. H. pylori Ztint SMTE22|

e
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H. pylori 7+l W& &
¥t} H. pylori 77492

TATHEE 959 (59.7%) 2 % v°1 JE Fol
woh H. pylori 24 0] ]
(57.9%)0 4 T2
(1.8%)7} #z= o] H. pylorl Edgs: 0]
#% @ol Ve G4 Kol
(p<0.001) (Table 2).
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Table 2. Comparison of neutrophilic infiltration according to
Helicobacter pylori infection

Neutrophilic infiltration

H. pylori infection

Negative Positive Total

Negative 54(34.0%)  3(1.8%)  57(35.8%)
Positive 10(6.3%)  92(57.9%) 102(64.2%)
Total 64(40.3%) 95(59.7%)  159(100%)
x*=109.678, p<0.001

3. H. pylori Zt&10} Zan|SHyol 2HA|

H. pylori Zrdell we st dAE AHRrst
ok H. pylori ZHde] Sle 45 Adastgol e &2
429)(26.4%) 7} VFERE L, QIE 72 134(8.2%) 0 A T

R =R

Hc}h.  H. pylori 7450 wel 23w s
FAH o {93 2olE HATHP<0.05) (Table 3).

(24.5%) A Yetta gle A-5els 160-1](10 1%)E B
Aot FATFHE FF} B fFeke TAIEH
° 2 93 2o]E H Y TH(p<0.05) (Table 4)

Table 4. Comparison of intestinal metaplasia according to
neutrophilic infiltration

Neutrophilic Intestinal metaplasia
infiltration Negative Positive Total
Negative 48(30.2%)  16(10.1%)  64(40.3%)
Positive 56(35.2%)  39(24.5%)  95(59.7%)
Total 104(65.4%) 55(34.6%)  159(100%)

x%=4.355, p=0.037

5. H. pylorizt&n}
ZHA|

H. pylorie] A3 47350l
9= A= 39¢)(24.5%)0]3L H. pylori 7rde] gl

A5l A o) 739+ 169(10.1%)Z H. pylori2] 7+
B SATHFC] s W LIS e] e Tl =
Al YEFstth H. pylori ZF9¥ T8 &o W 3]
st #Ale BATHCE {3 Aolg EIAUT
(p<0.05) (Table 5).
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Table 5. Comparision of intestinal metaplasia and, H. pylori
infection and neutrophilic infiltration

Neutrophilic infiltration Intestinal metaplasia

Table 3. Comparison of intestinal metaplasia according to F. pylort infection Negative Positive Total
Helicobacter pylori infection Negative 51(32.1%) 16(10.1%) 67(42.2%)
H. pylori Intestinal metaplasia Positive 53(33.3%) 39(24.5%) 92(57.8%)
infection Negative Positive Total Total 104(65.4%) 55(34.6%) 159(100%)
Negative 44(27.7%) 13(8.2%) 57(35.9%) x*=5.871, p<0.05
Positive 60(37.7%)  42(26.4%)  102(64.1%)
Total 104(65.4%)  55(34.6%)  159(100%) IvV. o 33
x’=5.453, p<0.05
H. pylorie F28uats et A 179 50% o7
4. SMPER D} AAlI|slAlo| ZHA| o] 7+ = o] JTHHEH. pylori ¢1-3], 2001). H. pylori
£ el Gololn, Aol FHL, Yolrba Ses
FATHE el BE IS AAE AR dod F Se ¢ 01%013}5 Aol disiMe B o
dk TATHE] A AVsA ol e B¢ 394 TE B3t &7l ub QltHGraham, 2000).
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