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Histopathologic Features of Gastric Mucosa Colonized by Helicobacter pylori

Tae Jung Jang, M.D., Dong Haeng Lee® M D, and Sang Kun Sim* M.,
L pavtment of Pathology & ternal medicine® Dae gon Armed Forces General Hospital

To evaluate the histopathologic features of gastric mucosa by Helicobacter pylori (HP), we re-
viewed 70 endoscopically biopsied chronic gastritis and peptic ulcer. The results are as follows. 1, HP
was detected in 92.3% (48/52) of active gastritis, 81 .8% (9/11) of peptic ulcer and 14.3% (1/7) of chronic
gastritis. The prevalence of HF infection was significantly higher in active gastritis and peptic ulcer
than chronic gastritis (P<-0.005). 2. The infiltration of intraepithelial neutrophil of the 58 HP-positive
cases was significantly more than of the 12 HP-negative cases (P<(.005). 3. The infiltration of neutro-
phil and chronic inflammatory cells in the lamina propria of the 58 HPF-positive cases were signifi-
cantly more than of 12 HP-negative cases (P<20.005, P<<0.01) 4. The gastric epithelium of 58 HP-posi-
tive cases showed characteristic degenerative changes, such as epithelial pits (93.1%), irregular sur-
face (B4.4%), individual cell drop-out (465%) and microerosion (276%). The similiar changes were not
seen in 12 HP-negative cases. In summary, HP is significantly correlated with inflammatory reaction
of the gastric mucosa. It is also significantly correlated with the epithelial degenerative changes that
is considered to be the precursor of peptic ulcer. (Korean J Pathol 1994; 28: 368~ 375)
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1. gxte] &d(Table 1)
HPekd 7o " t2e 21445 494715

Table 1, Patient characteristic and anatomical loca-

tion
Helicobacter Helicobacter
pylori positive  pylori negative
Mo of cases 58 12
Mean agelyears) 332 305
Age range(years) 21 ~49 20~52
Lacation
Antrum 52 g
Body 6 3

Table 2, Prevalence of Helicobacter pylori according
to endoscopic findings

Helicobacter Helicobacter

pylori positive pylori negative
CGrastric ulcer 160 80.0) 4020000
Duodenal ulcer 12( 92.3) 1 7.7
Gastritis 24( BZ.8) 5(17.2)
(Gastric erosion 3 60.0) 2040.0)
Submucosal turmor 20100.0) o 0.0)
Normal 20100.0) o0 0.0)

Hit wiele 3324124 HP2A 77 ulmale] 22
g€ zbe]7t glelct, HPoH4YF 58¢l3F 52«dle %
2 Gelle #lYel4 HP7l WA slgich

2. HP2d2al 472 # HAIE 449 vl
(Table 2)

H WAl A4S Aldg T0¢lE #de] 294, #H
A aFe] 20, o] = H ko] 13«], # =lghe] b,
A abo] 2ol aElm Aald}l Foko] lodlgic} o] F 4
o| ] 3} Mok G92.3%, HHE B2.8%, & Aok 800
%, 2ajz # =|gt2 §50.0%14 HP7F wasgx
# oAl Al Aaln HolE Foks zadEle g
54 fdes Acksgiz HP7 HEsgich o W
A7 Hckal HP2 & & 2bole] Fzdd 2las
SHtHP=01).

3. HP2dZn 472 =585 g v
(Table 3)

zoEtrer 4 Hge] 52, 454 Fgel
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dg 92.3%, 484 A2 81.8%, ez k4 A4
& 143%14 HP7F @asigie 54 gt 43
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Table 3. Prevalence of Helicobacter pylori according
to histologic diagnosis

Table 5. Frequency of various epithelial changes in
70 cases

Helicobacter Helicobacter
pylori positive  pylori negative
Active gastritis 48(92.3) 4 7.7
Peptic ulcer® (81 .8) 2(18.2)
Chronic gastritis 1{14.3) 6(85.7)
*Case with ulcer base necrotic material included in

biopay
#F Active gastritis with peptic ulcer vs chronic gas-
tritis P<0.005

Table 4. Frequency of various inflammatory changes

in 70 cases
- e ————

Helicobacter  Helicobacter
pylori positive pylori negative

; No.of cases(%) Noof cases(%)

Intraepithelial

neutrophils(IN )
Absent 1{ 1.7) Gi50.0)
Focal 15(25.9) Gi50.0)
Diffuse 42(72.4) 0(0)

Neutrophils in

lamina propria™ L)
Absent 1{ 1.7) (50,0
Mild 18(31.1) oi41.7)
Maoderate 26(44.8) 10 8.3)
Severe 13(22.4) Qro)

Chronic

inflammatory cells

inlamina proprialCL)
Ahsent 0i) oin)
Mild 16(27.6) B(66.7)
Moderate 24041 4) 4(33.3)
Severe 18(31.0) 0]

Z IN absent, focal vs diffuse P=-0.00%
ML abzent, mild vs moderate, severe P<0005
CL absent, mild vs moderate, severe P< (.01

2glA FaeHP<0.005)

4. HPYYFEn 84Ty gIpE2
(Tahle 4)

HPoF422 &4Eel #lshed At A2y o
P9 GYF(P<0.005), FHnfsd o HET

Helicobacter  Helicobacter
pylori positive pylorl negative

Mo.of cases(%) No. of cases(%)

Irregular surface

(low magnification} 40054.4) 0ln)
Epithelial pits S54(83.1) o)
Individual cell 27046.6) 0eo)

drop-out
Microernsion 16(27.6) o)
Erosion 40 6.9) 1{8.3)
Ulceration® 9(15.5) 2(14.3)

*Cases with ulcer base necrotic material included
in biopsy

(P<0.005) 22lz w4 943 42 F&(P<0.01)
o| <lejglA ket

5. HPE4d3o 2472 # Het Atnle| Heyss
£#He v|@(Table 5)
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+ abs A gsbc(Fig 5).

o |

1890 AEE Alghy] fodd 4@l ghie] WA
oo 2arb gldded, o] Mo #d 5 434
Hopod w34 ABwAel glebn odeid 2l 1084
A Marshall#t Warren''o| 44 #laka)} ubdd 3o
gl # W4zl 43 =3elA Helicobacter
pylorifHP)& #§ 2] wickgh Z5 ol wdabdy
AMAHez M g oAy A3 okl slide 13~
T3%, &34 #H<deg) T0~92%, 3 H k] 57~90%,
el 4e| =3k dlaks] 8] ~93%0l4 HP# zhede)
kel Heg wyED gled¥ B odidyEs &
4 #dE 923%, A4 ok 81 8%, el st
4 o 14.3%01H HPg Fade] ghide|gim gty

- 370 —



— el % 29): Helicobacter pylori 3 &bl 204k $ #ate] ety o 5

_ g - 8- E
: L A T B e F LAy T S
i wl b ] [ 1 r woop A T - v ¥ CEE, o -
A e H ] g A e J i : e I_..;-b,. -

Fig. 1. (a) The gastric mucosa colonized by Helico-bacter pylori reveals irregular surface and the lamina propria
is infiltrated by a mixed inflammatory cell infiltrate. The arrow indicates an area colonized by
Helicobacter pylori (b and the arrowhead a bacteria-free area (c). (h) Higher magnification shows bacter-
ia with indistinct apical cell barder of the foveolar epithelium. (c) Higher magnification shows a smooth
and intact apical cell border (arrowhead). but the area colonized by bacteria reveals epithelial pits
larrow).

Fig. 2. Individual cell drop-out
of the foveolar epithelium by
Helicobacter pylori  larrow-
head).
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#sdol wlsle] BEA4 99 wl L34 ki HP
o HEEo] gl AP<0.005) =4 el #He
bt o Aerwel wlssiel, HPE o7l 35
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- A

% Pig. 3. Microerosion of the fo-
veolar epithelium by Helico-
bacter pylari (arrowhead).

~ Fig. 4. The gastric mucosa of

- Helicobacter pylori negative
2% case reveals smooth and intact
% apical cell border. The lamina
% propria is infiltrated by chronic
- inflammatory cells.
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Fig. 5. The foveolar epithelium infiltrated by neutro-
phils but not colonized by Helicobacter pylori

of the Helicobacter pylori positive cases shows
smooth and intact apical cell border
larrowhead).
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2) Helicobacter pyloriek4d +& Helicobacter
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