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The Prevalence of Atrophic Gastritis and Intestinal Metaplasia according to Gender,
Age and Helicobacter Pylori Infection in a Rural Population

Hyun Ja Kim, Bo Youl Choi, Tae Joon Byun", Chang Soo Eun”, Kyu Sang Song?, Yong Sung Kim?, Dong Soo Han"

Departments of Preventive Medicine; Internal Medicine”; Hanyang University College of Medicine, Departments of Pathology,
Chungnam National University College of Medicine”; Medical Genomics Research Center, KRIBB?

Objectives : The objective of this study was to evaluate Helicobacter pylori infection showed a significantly higher
the prevalence of atrophic gastritis and intestinal prevalence of intestinal metaplasia (44.3%) compared with
metaplasia according to gender, age and Helicobacter that (26.8%) of the noninfected subjects (p<0.001).
pylori infection in a rural population in Korea. However, the prevalence of atrophic gastritis was not

Methods: Between April 2003 and January 2007, 713 statistically different between the Helicobacter pylori-
subjects (298 men and 415 women, age range: 18-85) infected subjects and the noninfected individuals.
among the 2,161 adults who participated in a population- Conclusions : Our findings suggest that the prevalence
based survey received gastrointestinal endoscopy. All the of atrophic gastritis and intestinal metaplasia is higher for a
subjects provided informed consent. Multiple biopsy Korean rural population than that for a Western population;
specimens were evaluated for the presence of atrophic this may be related to the high incidence of gastric cancer
gastritis and intestinal metaplasia. The presence of in Koreans. Especially, the prevalence of intestinal
Helicobacter pylori was determined using CLO and metaplasia was high for the subjects with Helicobacter
histology testing. pylori infection. The multistep process of gastric

Results : The age-adjusted prevalence of atrophic carcinogenesis and the various factors contributing to each
gastritis was 42.7% for men and 38.1% for women and the step of this process need to be determined by conducting
prevalence of intestinal metaplasia was 42.5% for men and future follow-up studies.

32.7% for women. The prevalence of atrophic gastritis and
intestinal metaplasia increased significantly with age for J Prev Med Public Health 2008;41(6):373-379
both men and women (p for trend<0.001). The age-
adjusted prevalence of Helicobacter pylori was similar for Key words : Atrophic gastritis, Helicobacter pylori,
men (59.0%) and women (56.7%). The subjects with Korea, Metaplasia, Prevalence
(S J
M2 Qo] EAs]o] Huo] gholl Aeloln, & Bat z7I9lgka AW APAL A
#+ Ak 3128 (intestinal metaplasia) & ¢ Au  whsl= 97 Holuvt 9k %719 o
S uetel Slokel AR ES A g A} 2RRINE L IAIAE & DAt 2o o) F) FEsta 3
2sba oL, o8] ke b & Sk fARHA WE R O® 149 oW 9o we} K7} b e, ok o
3] WA B ool th (2] 19k AA wwk  S(dysplasia)& A A fIgkoz g = gl A 2o EE BAA P P AR
&(diffuse type) 7} 2 Sﬂ(mtestmal type) 0.2 SITh[56]. e 27 A A oA 7] o
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1“ T &}6‘71%’ AR AL FGO5-21-03)7} 2006 % (5] AR 9 A0 2 318 e S e] A1 gS whol =35 o179l (KRF-2006-353-E00011).
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Table 1. Socio-demographic characteristics of study subjects by sex

N (%)
Variables Total (n="713) Men (n=298) Women (n=415) p-value’
Age (years) 566 + 115t 58.1 +110 555 + 117 0004 +
<45 101(142) 31(104) 70 (169) 0037
45 - 54 201 (282) 79(265) 122(294)
55 - 64 215(30.1) 9 (322) 119(28.7)
>65 196 (275) 92(309) 104 (250)
Marital status
Married 618(87.7) 277 (945) 341(828) <0.001
Single 87(123) 16(55) 71(172)
Education (years)
0-5 124(17.6) 19( 65) 105(254) <0001
6- 8 246 (349) 102(349) 144 (349)
9-11 122(173) 62(213) 60(145)
>12 213(302) 109(37.3) 104(252)
Job
Office job 23(33) 16(55) 7017 <0.001
Service 78 (11.1) 29(100) 49(119)
Manufacturer 32(45) 24(83) 8(20)
Farmer 369 (52.6) 167 (57.6) 202 (49.0)
Housewife 108 (154) 0000 108(262)
Others 2713.0) 54(18.6) 38(92)
" p-values for differences by sex were calculated by 7*test mean + SD.
* p-values for differences by sex were calculated by t-test
Table 2. Prevalence of stomach diseases among all participants by sex N (%)
Variables Total (n="713) Men (n=298) Women (n=415) p-value’
Normal 101(142) 28(94) 73(176) 0002
Gastritis 590 (82.7) 264 (88.6) 326(78.6) <0001
Chronic superficial gastritis 71(100) 19( 64) 52(125) 0007
Erosive gastritis 256 (359) 124 (41.6) 132(318) 0007
Atrophic gastritis 286 (40.1) 132(443) 154(37.1) 0053
Intestinal metaplasia 264 (370) 132(443) 132(318) 0001
Dysplasia 2(03) 2(07) 0(00) 0.174
Gastric ulcer 54(76) 37(124) 17( 4.0) <0001
Gastric polyp 14(20) 6(20) 8( 19) 0935
Gastric submucosal tumor 7(10) 5017 2( 05 0.136
Flat adenoma 5(07) 3(10) 2(05) 0.654
Gastric cancer 2(03) 1(03) 1(02) 1.000
*p-values for differences by sex were calculated by test
Table 3. Prevalence of precancerous lesions and Helicobacter pyloriinfection by sex and age N(@%)
Atrophic gastritis Intestinal metaplasia Helicobacter pylori infection
Variables Men Women Men Women Men Women
(n=298) (n=415) (n=298) (n=415) (n=298) (n=415)
Age (years)
<45 6(194) 14(200) 4(129) 11(157) 16 (51.6) 37(529)
45 - 54 30(38.0) 35(287) 29(36.7) 32(262) 43(55.1) 80 (65.6)
55 -64 40 (41.7) 55(462) 47 (49.0) 41 (345) 64(66.7) 71(602)
>65 56 (609) 50 (48.1) 52(565) 48(462) 53(582) 47(45.6)
Total 132(443) 154 (37.1) 132(443) 132(318) 176(595)  235(569)
p for trend” <0001 <0.001 <0001 <0001 039 0.114
Adjusted prevalence I (%)* 27 381 425 327 590 56.7
Adjusted prevalence II (%) * 40.1 370 517
p-values 0.194 0005 0.504

* p-values for trend test are calculated by Cochran Mantel-Haenszel test

Tage-adjusted prevalence, *age and sex-adjusted prevalence

Sage-adjusted p-values for prevalence ditference between men and women are calculated by Cochran Mantel-Haenszel test

E7h kA ekt de] 4 A9y
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A 9 A9] 9] #-3 = Table 1o #|A]
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ArolE H.glow (p=0.037), &4 55-64
A7} 322%, 0173 & 45-54 )7} 294% & 7}
A wokt 3 AA wle-ARe) SA 2
9= g %45% % 9 828% K}
T8l =3tk (p<0.001). 38 F2=
W& 5 8 £4) 0] 373%, A %
5ot F9 0] 349% 2 71 ol o]
oA o] nlg) & o] o skA EokTh

(p<0.001). A 2 3Rk o] o] 9]
(57.7%)°0, AL 5 A49.0%), =+
(262%) <=0 & FAbaka g9l Th

2. HEH RBE

AR AR F 9ol Eo] o] gl=
A 27 B 1017(14.2%) 0] glet.
AR} T 54590, 82.7%) ©] $13%4 9]
A, AF s, s 919 5ok 3
B9 91 Mg shxa glglon, ¢jek
- 27(03%), A A 578(0.7%), 2174 2t
35 % TH(10%), &5 14720%), 914 &
S4v4(7.6%) 5. 772 =] 3] v} (Table 2).
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X 427%, 9% 38.1% = ok

ol Ao TH(p=0.194). 3} )5} 9] A
B FHELS G 425%, 4 27% %
W ellA] el sl =9k o (p=0.005), £
A A9 A B Aol &
7¥et A i Eo] AA F7F3 T (p for
trend<0.001). 9] 34 ) 3L 454 v]wk ot
ol = 7474 194%, 200% 2] 5
B ARk, 654 o] A F = 7+ 60.9%,
B1%E &) Sk AL, 3739 3
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Figure 1. Prevalence of atrophic gastritis according to Helicobacter pylori positive or negative subjects.

* age-adjusted prevalence
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Figure 2. Prevalence of intestinal metaplasia according to Helicobacter pylori positive or negative

subjects.

* age-adjusted prevalence
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