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The Changes in Prevalence and the Related Factors of Helicobacter pylori
Infection in Korean Health Check-up Subjects during 8 Years

Mi Young Do, M.D., Yong Chan Lee, M.D.*, Chang Hwan Choi, M.D., Sang Joong Kim,
M.D., Chang Sik Mun, M.D., Hong Ju Moon, M.D., Hyun Woong Lee, M.D., Hyung Chul Oh,
M.D., Hyung Joon Kim, M.D., Jeong Wook Kim, M.D., Jae Hyuk Do, M.D.,

Jae Gyu Kim, M.D., and Sae Kyung Chang, M.D.

Department of Internal Medicine, Chung-Ang University College of Medicine,
Yonsei University College of Medicine*, Seoul, Korea

Background/Aims: The aim of this study was to evaluate the changes in prevalence and the related factors of
Helicobacter pylori (H. pylori) infection in Korean health check-up subjects during the period of 8 years.
Methods: Among 89,231 subjects who visited the Health Promotion Centers of Severance hospital or Chung-Ang
University hospital from Jan. 1998 through Dec. 2005, a total of 10,553 subjects who received esophagogas-
troduodenoscopy (EGD) and H. pylori test were enrolled. H. pylori infection was assessed by histologic examina-
tion. Changes of the prevalence of H. pylori infection during 8 years, and infection-related factors such as demo-
graphic characteristics, body mass index, ABO blood types, endoscopic findings (presence of peptic ulcer diseases),
educational level, economic status, smoking habits, and alcohol intake in year 2005 were analyzed. Results: The
mean age of 10,553 subjects (7,329 men, 3,224 women) was 49.7+10.4 years (range from 17 to 92 years). The
prevalence of H. pylori infection at the first, second, third, fourth, fifth, sixth, seventh, and eighth year were
64.7%, 58.1%, 54.2%, 50.4%, 48.9%, 49.5%, 39.6%, and 40.0%, respectively, and these serial decreases in preva-
lence over 8 years were statistically significant (p<0.001). Regardless of sex, age or EGD findings, the prevalence
of H. pylori infection was significantly decreased. In the analysis of the H. pylori infection-related factors in 2005,
only age and EGD findings (peptic ulcer diseases) were significant factors. Conclusions: The prevalence of H. py-
lori infection was significantly decreased during 8-year period in Korean health check-up subjects. Age and peptic
ulcer diseases were the two significant factors related to H. pylori infection in Korea. (Korean J Gastroenterol
2009;53:76-83)
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Fig. 1. Changes in the prevalence of H. pylori infection.
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Table 1. Age and Sex Distribution of Enrolled Subjects

1998 yr 1999 yr 2000 yr 2001 yr 2002 yr 2003 yr 2004 yr 2005 yr

Age
M F M F M F M F M F M F M F M F

1729 18 10 23 16 11 3 7 4 21 17 15 14 29 2 23 8
@% 5% G% @% Q% (1% Q% (% Q% G% Q% G% Q% (6% Q% Q%)
3030 97 34 202 57 8 23 154 44 169 59 131 37 18 64 149 56
Q0%) (16%) (4%) (14%) (18%) (11%) (16%) (12%) (15%) (12%) (13%) (%) (15%) (11%) (13%) (12%)
4049 143 58 302 110 148 64 332 111 385 126 328 119 440 170 409 142
(G0%) (27%) (35%) (28%) (R2%) (9%) (34%) (29%) (34%) (25%) (33%) (26%) (34%) (30%) (35%) (30%)
5059 146 80 210 144 130 77 283 144 332 180 319 169 38 190 387 163
(B0%) (37%) (25%) (36%) (28%) (35%) (29%) (38%) (30%) (35%) (33%) (38%) (30%) (33%) (33%) (34%)
60-69 6 29 103 66 79 48 165 70 185 111 167 101 215 108 175 81
(14%) (14%) (12%) (17%) (17%) (2%) (17%) (18%) (17%) (2%) (17%) (2%) (17%) (19%) (15%) (17%)
70- 8 4 15 5 13 3 9 9 20 15 23 12 25 16 38 3l
2% Q% Q% (1% @G% (A% Q% Q% Q% G% Q% G% Q% @% G% (©%)

Total 481 215 855 398 466 218 970 382 1,112 508 983 452 1281 570 1,181 481
(100%) (100%) (100%) (100%) (100%) (100%) (100%) (100%) (100%) (100%) (100%) (100%) (100%) (100%) (100%) (100%)

Data are shown as numbers with percentages in parentheses.
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Fig. 2. Changes in the prevalence of H. pylori infection accord-
ing to the gender.
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Fig. 3. Changes in the prevalence of H. pylori infection accord-
ing to the age.
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Table 2. Factors Related to the Prevalence of H. pylori
Infection in 2005

Variables No. of H. pylori + (%) p-value
Gender 0.248
Male 483/1,181 (40.9)
Female 182/481 (37.8)
Age <0.001
17-39 104/236 (44.1)
40-59 469/1,101 (42.6)
60- 92/325 (28.3)
DM 0.655
Without DM 629/1,592 (39.5)
With DM 28/70 (40.0)
BMI (kg/m’) 0.848
<25 370/992 (37.3)
>25 250/662 (37.8)
Blood group 0.101
(6] 164/444 (36.9)
A 231/598 (38.6)
B 188/437 (43.0)
AB 80/175 (45.7)

EGD finding <0.001
Peptic ulcer 222/391 (56.8)
Gastritis 443/1,271 (34.9)

Abdominal ultrasonography 0.531
Normal 241/593 (40.6)
Fatty liver 291/747 (38.9)

Education level 0.617
High school graduate 249/630 (39.5)
University graduate 398/976 (40.8)

Monthly income 0.073
<2,500,000 306/715 (42.8)
=>2,500,000 329/858 (38.3)

Smoking habits 0.006
Current smokers 224/488 (50.0)

170/472 (36.0)

254/644 (39.4)

Previous smokers
Non-smokers

Alcohol intake 0.744
Yes 436/1,095 (39.8)
No 214/516 (41.5)

DM, diabetes mellitus; BMI, body mass index EGD, esopha-
gogastroduodenoscopy.
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Table 3. Multivariate Analysis for the Affecting Factors on
the Prevalence of H. pylori Infection in 2005

Variables Odd ratios (95% CI) p-value
Age (years)
17-39 1.725 (1.189-2.503) <0.001
40-59 1.873 (1.410-2.487) 0.004
60- 1
EGD finding
Peptic ulcer 2.540 (1.999-3.227) <0.001
Gastritis 1
Smoking habits
Current smokers 1.129 (0.882-1.446) 0.336
Previous smokers 0.793 (0.615-1.021) 0.072

Non-smokers 1

EGD, esophagogastroduodenoscopy.
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o1 B H. pyloric VR &34y Ak BAye] Fod
A0 F9% = gk
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S&: Helicobacter pylori (H. pylori) 7% &2 7t
AT AR T6lA veksiAl vEele, Q1E, E4A, A
718 AgE T el A 2lel o3l g ek
ol odtoll A= -elvtetell A Ak 8WAZt H. pylori A&
wistel 2 e] el &) ARE AAE LotE At &g
CHAF QU HbEH: 1998w 1<9EE] 20054 129714 Ak
Al Bgk~yg 17t St de] 7R sk
89,231 9] X1} F H. pylori AAE A3 W2 10,5537
= WEoE s3ick H pylori 3 olF+= 9 =2AAAE
ol Felsldek. A 87 H. pylori ZH1E9] H3kE &
Asldar, JAFEARI B4, ARG, Ay, HA%
Z

43, WA
A9 ERageIA £, 2% £F d

5 FF, A 7, FRE,
559 Soll W 29 7 Ml KolE EAIch &
b AL 10,5537 5 EARE 7,327, oI A= 322470190
on, Hi AL 497+1044(17-924)ck. AL H
pylori ZAFELS 19980l 64.7%, 19999 58.1%, 2000
54.2%, 20011 50.4%, 2002 48.9%, 20031 49.5%, 2004
39.6%, 12|31 2005\ 40.0%% At 87t A&H o7 7ha
s FAE Bow, A, dF], &£3H Al et B
Fglol FelstAl st Ark(p<0.001). H. pylori 7+
AkEl QA= 7hA 2T X9 2005119 FRAE tiatke
2 BAzlglon, A, Jad 7, AERAT, Ay,
ARz 7, 2E T, A T, 2R 5 whE
ZAES] Aol Yk vhisF B4 Ay}t 4344
Ak f-Furo] GslAl H. pylori ZHdEol FaS v|X=
ARG om F2 AT} &3y AlFe] e AtollA 3l
Eol =drhp<001). ZE: A% AR FXA A At 8
A7k H. pylori 743&-2 AH, 9%, zela &34 Al &
ob Ak glo] feletAl ZHazsisleh. Aww &3k Al
frirake] 229 H. pylori ZHdEoll sl e A

A=

-~

o

T

rlr
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