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Purpose: This siudy aims to determine the infection rate of
Helicobacter pylori (H pylor) in gastric cancer patients who
received gastrectomies, and to compare the rates of Hpylon
infection detected by serological test and that of histo-
pathological test, and to evaluate its clinical meaning.
Materials and Methods: Fifty two patients were selected
from those who underwent gastrectomies at the Department
of Surgery, Samsung Medical Center, from March 1937 to
May 1997 The confrol group consisted of healthy 103 per-
sons wisited the center for health promotion N Samsung
Medical Center. In both groups, we quan'atively checked
serum level of 1gG anti H pylor antibody titer by ELISA
using GAP 1gG test kit (BioRad, USA) for the serological
test, and we microscopically examined the surgical specimen
amed by Warthin-Starry silver staining method for the
histopathological test.
Results: The seropositive rate of H pylor in the patients'
group was 712% (3752), and the control group was 650%
67103). The difference between two groups was stafistically
significant. However the histopathological study showed that
the overall detection rate of H pylori was 615% (32/52) in
the patients' group and 612% ©B3/103) in the control group;
and this difference was not stafistically significant.
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Conclusion: We could confirm that H pybri infection rate in
the gastric cancer resected patients was statistically higher
than in the normal healthy persons even in small population.
And the detection method for the H prbr infection by
serological test was presumed to be better than that of
histopathological test using surgical specimen. Further study
for the larger population by well-organized multicenters will
be needed (J Korean Gastric Cancer Assoc 2003;3:97-
103)
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Table 1. Distribution of gastric cancer patients group and control
group according to sex and age

Patients group Control group
Sex
M:F 3121 62 141
Age
30~39 g 16
40~49 9 18
50 ~59 9 18
60 ~69 18 36
70~79 g 15
Total 52 103

A T2 2382 # AE, § ARFEE o] 24 22
2 mm 712 AL o 2AAE 2x2%2 mm F7)
72 23L& A3sle] Wanhin-Starry QP02 B pylori
A F5FF #Hdslgd A=A dz=Td AA
AA 283 2 275 LAAFI7] Aste] 2x2%2 mm F
712 Azl 2AHE AAR HE ©
4 ARE b AT B2 BE 2R 16 typed] anti
H pylori 32| E FA319 3, 2484 AAE 3 JAEE
4 A ARFL 9 AR o] 238 A5 Wanhin-
Starry SF WY R H pylori A4S 3 § AE B
2 v|@slgoh

EAIEE A2 A B pylori 3R AAE B 37
T3 dz2T AHES 3 F AT dxTe 99
WE o] ZES el 2 239 4R A
Al Chi-square iesi® 734 A5 HAAS D=l
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Fig. 1. Serum 1gG anti H. pylori antibody positive mte (P=0.038).
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Fig. 2. Serum IgG anti A pylori antibody positive mte according
to the age.
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Fig. 3. H pylori detection rate in the tissues according to the
location.
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Fig. 4. H. pylori detection mate in the tissues of the patients and
the cortrol group (P>0.05).
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Fig. 5. H. pylori detection reie I the antrum according to the age.
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Fig. 6. H. pylori detection mte in the body according to the age.
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Table 2. Validity of serlogical testing on histopathological
staining (Warthin-Starry) in the gastric cancer patients
group

Serclogic result
Serum IgG Serum IeG

Ab* (+) Ab* (-}
Histopathologic result
Positive 26 6
{Normal tissues andfor cancer tissues)
Negative
{Normal tissues and cancer tissues) 11 9

Sersifivity = 26/32 (81.25%); Specificity = 920 (45.00%) (*:
Antibody).

&5 JFUHEE vlasle] X, 30t E 875% (7/8)
18.8% (¥16), 40THE 33.3% (3/9) 27.8% (5/18), S0THE 667%
(6/9) 44.4% (8/18), 60T 44.4% (8/18) 50.0% (18/36), 70TH
E250% (2/8) 53.3% (3/15.% ol 70t]e] S A)¢fslm
AR FxTolA 3 AR A opylori AEEC T £
skhFig. 6).

3) &F anti H pylori IsG SHH|Z AL DIZES}

22 P A (Warthin Starry 244y AT 2
H pylori 743 9) Atk 71F 2 sle] BATS 84 anti .
pylori 1gG 82 ZAPES) RIZEEE 813% (26/32) BolE
45.0% (92031 (Table 2), HEToAAS RIZEE 92.1%
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Table 3. Validity of serclogical testing on histopathclogical
staining (Warthin-Starry)} in the control group

Serologic result
Serum IgG Serum IgG

Ab¥* (+) Ab¥ (-}
Histopathologic result
Positive 58 5
{(Nomal tissues andjor body tissues)
Negative
{Antrum and body tissues} 9 31

Sensitivity = 58/63 (92.06%); Specificity = 3140 (77.50%) (*:
Antibody).
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Fig. 7. H. pylori detection rate in the resected tissues according
to the location and age in the patients group.
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