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Histopathologic Analysis of Helicobacter pylori-associated Chronic
(rastritis between cagA-positive and cagA-negative Strains
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Intection with Helicobacter pylori (H. pvilori) leads to gastrits, but the majority of infected persons are asymptomatic,
and it has been recently described that the ability of H. pylori to cause more severe disease is related to the presence
of the cytotoxin-associated gene A (cagd). We investigated the prevalence of cagd-bearing strains in a group of H
pyiori-positive gastritis, and compared the morphologic differences between cagd-positive and cagd-negative cases on
H&E stained slides. Polymerase chain reaction (PCR) assays for detection of H. pyiori and cagd of 62 gastric biopsy
specimens were performed. All the slides were analyzed by the updated Sydney system. Forty eight (77.4%) were PCR
positive for H. pylori and thirty four (54.8%) were positive for cagd. There were no significant differences in numbers
of H. pviori, degree of infiltration of mononuclear cells and degree of atrophy between cagd-positive and cagd-negative
groups. The rates of neutrophilic infiltration and intestinal metaplasia were significantly higher in cagd-positive group
than in cagA-negative group. In conclusion, the detection of H. pylori by PCR method is more sensitive than that of
microscopic examination and H. pvlori strains possessing cagd are associated with an enhanced induction of severe
gasiritis. (Korean J Pathol 1998; 32: 504 —510)
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Table 1. Primers for H. pyvlori and cagd

165 rRNA (109 bp)
5-GCTAAGAGATCAGCTATGTCC-3'
5 - TGGAATCATCGTCAGGTAATG-3’

cagd (350 bp)
S-OATATAGCCACTACCACCACCG-3
S-GGAAATCTTTAATCTCAGTTCCG-3°
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Table 2. The results of grading by updated Sydney sysiem in microscopic examination

H. pvlori NELL[IU[‘.IhI] Monocyte Afrophy Intestinal metaplasia
NfA 0 0 0 15 0
Megat ive 26 23 | 21 44
Positive
Wil 16 14 32 16 2
Moderate 11 19 29 3 5
Marked 9 & 0 7 f
Total 62 62 62 62 62
N/A . Non Appreciable
9 23 21 23 28 20 30
[ — 1
109bp .

§ am

SrREMNA

Fig. 1. 165 tBENA detection at 109 bp, Case 21, 28, 29 and
30 show bands at the size of 109 bp. The band of the dimer
15 noted at the case 20
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Fig. 2. cagA detection at 350 bp. Case 24 and 28 show
strong bands at the size of 350 bp but case 29 shows a weak
band.
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Table 3. Resulis of light microscopic grading according to updated Sydney system between cagd-positive and cagd-negative

Eroup
Parameters\ grade Absent Mild Moderate Marked
Helicobacter pylor | No(%)
cagd + 8(23.5) 9{26.5) 9(26.53) 8(23.5)
cagA — T(50.0) 4(28.6) 2(14.3) 1( 7.1)
Neutrophil| No(%) P = 0.04
cagA + 3(14.7) 11(32.4) 13(38.2) 3(14.7)
cagd — 6(42.9) I 7.1 6(42.9) I{ 7.1)
Intestinal metaplasia | No(%) P = 0.03
cagA + 26(76.5) U 3( 8.8) 5(14.7)
cagd — 12(85.7) I 7.1} I{ 7.1) 0
Arrophy™, No(%)
cagA + 11(32.3) 7(20.6) 1{ 2.9) 3( B.8)
cagd — 6(42.9) 3214 I 7.1) 2(14.3)
Monocyte | No(%)
cagd + 0 13(38.2) 21(61.8) 0
cagd — 0 B(57.1) 6(42.9) 0
*Grading of atrophy was non-applicable in 12 cagA-positive cases and 2 cagA-negative cases.
TATTE AFAHAT (Table 3), AT AFE 4T vehdbe 242 &5d 23 ol #5743

0955t 0.75 =& 1,70 o|glew, cagd ok F} 24
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9|7} lglic} (P=0.04),
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