RIjpEEKEE 1 E 214 £ 35 1998
Ewha Med J Vol. 21, No. 3, 1998

W Az}l 9loiAle] Helicobacter pylori
A A

ool heta o)shuiet vizheaa

7 =

ol

= Abstract =

Risk of Infection with Helicobacter pylori in Different Groups of Hospital Workers

Doe Young Kim
Department of Internal Medicine, College of Medicine, Ewha Womans University

Objectives : Helicobacter(H.) pylori is a major etiological factor in chronic gastritis, peptic
ulcer and gastric adenocarcinoma. The mode and route of transmission of H. pylori are still
uncertain, but there is a strong evidence for person-to-person transmission via the oro-oral or
gastro-oral route or via the fecal-oral route. Persons involved in patient care are likely to be at
higher risk of H. pylori infection than the general population if H. pylori is transmitted from
person-to-person. However, detailed studies about the occupational risk in hospital workers are
scarce, especially in Korea which is a high prevalent area of H. pylori infection. The purpose of
this study was to determine whether different groups of hospital workers are at increased risk of
acquiring H. pylori.

Methods : The staff members were assigned to four groups : 1) medical staffin=39), 2)
nursing stafin=267), 3) medical technicians and pharmacists(n=48), 4) nonmedical staffin=
163). Serum antibodies for H. pylori were measured by ELISA GAP IgG Helicobacter pylori kit
(Bio-Rad Lab, USA) (cut-off value ; 15 U/mL).

Results : The overall seropositivity was 70.4%(364 /517). The seroprevalence of H. pylori was
64% in group I, 69.7% in group II, 66.7% in group III, and 74.2% in group IV(not significant).
Seroprevalence increased by a littde with age, but it was not statistically significant. There was
no difference of seroprevalence between men(75%) and women(68.6%).

Conclusion : It was thought that the prevalence of H. pylori infection in Korean hospital
workers is high and since there was no difference of seropositivity between medical and non-
medical staffs, occupational exposure to patients does not increase the rate of infection with H.
pylori.
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Table 1. Mean age and sex ratio in each group of hospital staff

Group 1(n=39) Group ll(n=267) Group Hlin=48) Group IV(n=163) Totalin=517)
Mean Age 395 29.6 334 © 4041 34
M/F 10/29 20/247 30/18 88/75 148/369

Group | ; medical professors and residents, Group Il ;

licenced nusrses and nurse aids

Group Il ; medical technicians and pharmacists, Group IV ; nonmedical staffs
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Fig. 1. Seroprevalence of H. pylori bodies in hospital staff Fig. 2. Seroprevalence of H. pylori antibodies in hospital
(n=517) by age. staffin=517) by group and sex.

Table 2. Seroprevalence of H. pylori antibodies in hospital staff(n=>517) by age and group

Seroprevalence of H. pylori Antibodies N{(%)

Study group =25 yr 26-35 36-45 >45 Total
Group | - 10/15 (66.7) 7/11 (63.6) 8/13(61.5) 25/39 (64)
Group i 61/91 (67.0) 90/126(71.4) 31/43 (72.1) 4/7 (57.1) 186/267(69.7)
Group HI 2/5 (40) 18/26 (69.2) 11/13 (84.6) 1/4 (25) 32/48 (66.7)
Group IV 5/9 (55.6) 39/57 (68.4) 31/42 (73.8) 46/55(83.6) 121/163(74.2)
Total 68/105(64.8) 157/224(70.1) 80/109(73.4) 59/79(74.7) 364/517(70.4)
Group | ; medical professors and residents, Group Il ; licenced nurses and nurse aids

Group 1If ; medical technicians and pharmacists, Group 1V ; nonmedical staffs
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