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Community-based Helicobacter pylori Screening and its Effects on Eradication in
Patients with Dyspepsia

Seong-Ho Kim, Dae-Yong Hong, Pock-Soo Kang", Seok-Beom Kim", Kyeong-Soo Lee", Sang-Kyu Kim",
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Department of Preventive Medicine, College of Medicine, Gyeongsang National University;
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Objectives : To investigate the positive rate of Helicobacter pyloriin 122 subjects who were medication compliant, the Helicobacter pylori
patients with dyspepsia; medical compliance and related factors; the  eradication rate was 57.4% (70 subjects), while the eradication rates
eradication rate a year after screening and related factors; the  was only 28.8% (17subjects) in the non-compliant group. The
relationship between the eradication of Helicobacter pylori and the  Helicobacter pylori eradication was significantly related to compliance
improvement of symptoms; and the estimated cost of three alternative  (p<0.01), but not to other characteristics and habits. The symptom

approaches to treat Helicobacter pylori in the community. improvement rate tended to be higher 62.1%), in the Helicobacter
Methods : A total of 510 subjects with dyspeptic symptoms were  pylori eradicated group than in the non-eradicated group (59.6%).

selected and given the serological test in March 1998. The subjects Conclusions : When the advantages and disadvantages of each

were all adults over 30 years of age residing in Kyongju city. alternative treatment were considered in the light of cost, antibiotic

Results : Of the 510 selected subjects, 375 (73.5%) subjects proved  tolerance and the number of patients to be treated, alternative Il was
positive for Helicobacter pylori on serological testing. Of these 304  favorable in terms of cost. Alternative Il was favorable in terms of the
(81.1%) who consented to an endoscopic examination, underwent a  number of patients to be treated, antibiotic tolerance and early
Campylobacter-like organism (CLO) test. Of these 304 subjects, 204  detection of gastric cancer. Further long-term research analyzing the
(67.1%), who had positive CLO test results, were given the triple  cost-benefit and cost-effectiveness of each treatment will be needed as
therapy - tripotassium dicitrato bismuthate, amoxicillin, and  supporting material in creating new policies.
metronidazole. To determine the eradication rate of Helicobacter pylori,

181 (88.7%) out of the 204 subjects who were given the triple therapy Korean J Prev Med 2000;33(3):285-298
completed a follow-up urea breath test one year later. Of these, the
Helicobacter pylori of 87(48.1%) subjects was eradicated. Among the ~ Key Words: Helicobacter pylori, Dyspepsia, Eradication rate
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Fig. 1. Helicobacter pylori eradication strategy for the patients with dyspepsia.
CLO : Campylobacter-like organism; UBT : urea breath test.
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Table 1. Unit cost for diagnosis and treatment based on Korean medical

insurance
Cost per item Cost(won)
Serological test " 6,136
Endoscopy " 39,978
CLO test ” 6,136
Antibiotic therapy(3 regimens) " 25,770
Urea breath test ? 35,991

Note : 1) Cost in March 1998 ; 2) Cost in March 1999,



Table 2. CLO test positive rate among ELISA positive persons by general

AN Blell A &3HEeE 32}19] Helicobacter pylori 530l gt A9t o X255 289

characteristics
Characteristics Number of ELISA(+) CLO test(+)"No. (%)

Age(yrs.)

30-39 23 15(65.2)

40-49 84 51(60.7)

50-59 119 87(73.1)

60+ 78 51(65.4)
Sex

Man 103 71(68.9)

Woman 201 133(66.2)
Subjective socioeconomic status level

Rich 19 12(63.2)

Moderate 233 159(68.2)

Poor 52 33(68.1)
Family history

No 219 149(74.5)
: Yes 85 55(75.3)
Smoking

None 215 140(65.1)

Ex-smoker 27 21(77.8)

Current smoker 62 43(69.4)
Drinking

None 201 130(64.7)

Ex-drinker 20 15(75.0)

Current drinker 83 59(71.1)
Regular intake of vitarin C

Yes 75 47(62.7)

No 229 157(68.6)
Having a regular meal

Yes 240 162(67.5)

No 64 42(65.6)

Total 304 204(67.1)

CLO : Campylobacter-like organism.
ELISA : Enzyme-linked immunosorbent assay.

t The association between CLO test positivity and any of above characteristics is not statistically significant by

Table 3. Association between CLO test positivity among ELISA positive persons

x-test.

and dyspepsia symptoms

Presence or absence of symptom Number of ELISA(+) CLO test (+) No. (%)

Indigestion * ) 116 87(75.0)
-) 188 117(62.2)

Gastric fullness * €3] 116 86(74.1)
- 188 118(62.8)

Regurgitation (+) 88 68(77.3)
& nausea * (-) 218 136(63.0)
Epigastric + 174 129(74.1)
soreness ** =) 140 75(53.6)
Epigastric pain €3] 111 82(73.9)
-) 193 122(63.2)

Total 304 204

CLO : Campylobacter-like organism.
* p < 0.05 measured by x*-test.

™
=

o

rlr

S R} AREgIYs} NEE T
fol@ BaAel ATHp<0.01)

(Table 6).

AR &3

gaApA o
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Table 4. Compliance rate by general characteristics
Characteristics Number of subjects Compliance No. (%)

Age*(yrs.)

30-39 13 4(30.8)

4049 47 33(70.2)

50-59 75 53(70.7)

60+ 46 32(69.6)
Sex

Man 66 46(69.7)

Woman 115 76(66.1)
Subjective socioeconomic status

Rich 21 15(71.4)

Moderate 117 79(67.5)

Poor 43 33(76.7)
Family history

No 129 87(67.4)

Yes 52 35(67.3)
Smoking ]

None 124 80(64.5)

Ex-smoker 13 11(84.6)

Current smoker 44 31(70.5)
Drinking*

None 101 71(69.6)

Ex-drinker 14 12(85.7)

Current drinker 65 39(60.0)
Regular Intake of vitamin C

Yes 54 38(70.4)

No 127 84(66.1)
Having a regular meal

Yes 147 101(68.7)

No 34 21(61.8)

Total 181 122(67.4)

* p< 0.05 measured by x°-test.

Table 5. Compliance rate by dyspepsia symptom score

Dyspepsia symptom score Number of subjects Compliance™ No. (%)
1 52 33(63.5)
2 48 38(79.2)
3 40 22(55.0)
4 31 23(74.2)
5 10 6(60.0)
Total 181 122(67.4)

Note : One point was given to each of symptoms such as indigestion, gastric fullness, regurgitation & nausea,

epigastric soreness, and epigastric pain.
* p=0.131 measured by #* test.

Table 6. Association between compliance rate and eradication of Helicobacter

pylori
Compliance Number of subjects Eradication** No. (%)
Yes 122 70(57.4)
No 59 17(28.8)
Total 181 87(48.1)

*# p<0.01 measured by #*-test.
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Table 7. Eradication rate of Helicobacter pylori among medicated subjects by

general characteristics

Characteristics Number of subjects  Eradication” No. (%)

Age(yrs.)

30-39 13 3(231)

40-49 47 19 ( 40.4)

50-59 75 40 ( 53.3)

60+ 46 25( 543)
Sex

Man 66 38( 57.6)

‘Woman 115 49( 42.6)
Subjective socioeconomic status

Rich 21 9( 42.9)

Moderate 117 58( 51.3)

Poor 43 20( 47.5)
Family history

Yes 52 21( 404)

No 129 66( 51.2)
Smoking

None 124 53(427)

Ex-smoker 13 9(69.2)

Current smoker 44 25 ( 56.8)
Drinking .

None 102 48 ( 48.0)

Ex-drinker 14 6( 42.9)

Current drinker 65 33( 50.0)
Regular Intake of vitamin C
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Having a regular meal

Yes 147 69 ( 48.3)
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Total 181 87 (100.0)

* The association between eradication of Helicobacter pylori and any of above characteristics is not statistically

significant by #-test.

Table 8. Association between symptom improvement and eradication of

Helicobacter pylori

) Eradication”
Symptom Number of subjects
Yes No
Improved 110( 60.8) 54( 62.1) 56( 59.6)
Not improved 71( 39.2) 33( 37.9) 38( 404)
Total 181(100.0) 87(100.0) 94(100.0)

* p=0.68 measured by x”-{est.
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o
' BE DY) Asled AeTE A
Age(yrs.) .
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505 B M@)o sy G918 48 2108
Sex ' ' %= 29 F U 24571441 A
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Subjective sociceconomic stams ol 100%2 HISFHADE 3,
Poor 21 20(47.5) 1998).
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Family history . sium dicitrato bismuthate, metron-
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None 102 48 (48.0) g 27 kA= PPI, clarithromycin,
Ex-drinker 14 6(429) 0.70 : ll o Z _8_‘:"] 1) clar-
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Yes 54 25(46.3) o)+ PPI, clarithromycin, metronidazole
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Table 10. Comparison of the cost for treatment by three different alternatives
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