cHahed 2] aba] 2] 199; 30 1083 — 1000

2814 ozt vlAEy WA Sledel A
Helicobacter pylori 7+sd 3} 9] % =}e]
2 ZolEo| nlEele] )

o) sa 2P Et o a)saa
g 8 #@-d ¥ #©

Prevalence uf-l_.;\rmphnid Follicles in Helicobacter Pylori Associated Peptic Ulcer
and Non-ulcer Dyspepsia in Human Stomach

Tae Jung Jang, M.D. and Jung Ran Kim, M.D.

Department of Pathology, Medical College, DongGuk University

To determine the prevalence of lymphoid follicles in Helicobacter pyloniiH. pylor) positive
and negative gastritis and its relationship to age, biopsy site, gastritis activity, degree of gastritis,
number of H, pylori and gastritis score in H. pylor associated gastritis, we examined the gastric
tissue of patients with 121 nonulcer dyspepsia and 99 peptic ulcers. The gastritis score was
obtained by adding together the figures for gasiritis degree, pastritis activity and number of H.
pylori. H. pylori was detected in 75.2% of nonulcer dyspepsia, 84.5% of gastric ulcers and 90.3%
of duodenal ulcers, Lymphoid follicles were found in 63.3% of H. pyvlori associated gastritis
and 4.7% of H. pylori negative gastritis, and there was a strong relationship between the
prevalence of lymphoid follicles and H. pylori infection(P<0.01). Lymphoid follicles were found
mn 100% of H. pylori associated gastritis, showing severe chronic inflammatory cell infiltration,
and strong relationship between the prevalene of lymphoid follicles and the degree of gastritis
(P=<(001}. There was no significant difference among Iymphoid follicles, age, biopsy site, clinical
diagnosis, gastritis activity and number of H. pylori. Lymphoid follicles were found in 58.3%
of gastritis score 4, 67.6% of gastritis score 7 and 100% of gastritis score 9, and there was
significant correlation between the prevalence of lymphoid follicles and a gastritis score{P<0.01,
R=0.85). In summary, gastric lymphoid follicle is significantly associaled with H. pylori infection

and its presence in H. pylori associated gastritis is related to chronie inflammatory cell infiltration.
(Korean J Pathol 1996; 30: 1083~ 1090)
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Fig. 1. Gastric mucosal surface shows mild number of Helicobacter pylori in Glemsa stainga) and immunochistochemical

stainib).
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Fig. 2. Gasiric mucosal surface shows severe hymmboer of Helicobacter pylori in Giemsa stainia) and immumahistochemical

stwinh).
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Table 2. Prevalence of lymphoid follicle in 175 patients with peptic ulcer discase and non-ulcer dypepsia

H. pylori{+) H. pylori{ )
LEF{+)} LF{-) LF{+}) LE(-)
Non ulcer dyspepsia 5358.2%) 38i41.8%) 1i3.3%) 20({96.6%)
Gastric ulcer{GL) 35(71.4%) 14(28.6%) (11 1%) B(RE.9%)
Duodenal ulcer(DU) 1967 .9%) I %) 0 A(100.0%)
GU and DU 5(55.6%) H44.4%) 0 1{100.0%)
Tonal 112(63.3%) 65(36.7%) 2(4.7%) 41(95.3%)

*H. pylori: Helicobacter pylori

#*Prevalence of lymphoid follicle in H. pylori{ +) vs H. pylori{ —) P<0.01

Table 1. Helicobacter pylori infection according (o biopsy

Table 3. Prevalence of lymphoid follicle in Helicobacter

site pylori positive cases according 1o age
H. pylori {+} H. pylori{ —}) Lymphoid Lymphoid
: Age folliclef + ) follicle(—) 1O

Antrum 149(84.2%) 29(67.4%)
By 28(15.8%) 14(32.6%) 10~ 19 2(100.0%) 0 2
2029 S62.5%) AITE%) )
Total 177 43 30— 39 22(59.5%) 15(40.5%) 37
o _ 4049 27(60.0%) 18(40.0%) 45

& , : M |F il ]

,*HP{?;;” Helicobacter pylon 5059 33(67.3%) 16(32.7%) 49
o 60— 69 19(70.4%) 8(29.6%) 27
7079 4{44.4% ) 5(55.6%) 9

2. Blm{ e UEE2 H. pylori 28 (Table 2,
Table 6)

FlZel Ly H pylor b ob4TF 633%(11217T)
of 4 W= H pylon T FHTF 4.7%(2/43)
oAl4 wzsle] PLojEs] WHEL H. pylor 7]
el 4] w4 Fohonf(P<0.01), PESJEE H.
pylori #eke] SFo]l ALl 65.7%(46/70), 2EE
59.7%(37/62) el T 644%(2945 5 el g
EodEo] wiHul el H opylor #HEre] 53 Ao
= B feo)Ade g

3 H pylori 28 243 E ETHES YT
2 SAE EIEHTable 2)

HEol Eo] uhE Ei= w4kl A3HEgk 5B.2%(53
a1y, #AleE 71.4%(35/49), o] A A k67.9%(19/28)
2 et Sldakell Al sh AT wlAlky &8
Sekvt 43bAd Aol Aolell gl mo]FEe] wlEul e
24k abol= glgich

4. H. pylori 2 2UMHTZE BIHES WiE
2t Lt0|(Table 3)

H. pylori 4% @ Zo{Ee] ui¥gl=: 10y
100%(2/2), 20t 62.5%(5/8), 30tH 59.5%(22/37), 40u)
60.0%(27/45), S0t 67.3%(33/49), 60 70.4%(19/27)
aat 0] 4% EmE el 10de s Fhak
=eon] 3% 60 A M4qs SRkt Tha
e s 2edond volo wlE FEEL] 4
Hel e zhe|7} glalch

5 H. pylori 28 2H47E EIZHES YEE
2t MHFP(Table 4)

Hite] Eeo| WE s F8 644%(96/149), A5
57.1%(16/28) 5 vhepks F2eld =4 e
nb Al e}l gl EodF o] wHul s Aelel FAE
) Fol4e sl
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Table 4. Prevalence of lymphoid follicle(%) in Helicobacter pylori positive cases according to biopsy site and grade

of activity
Site Grade 0 Grade 1 Gradell Gradelll Total
Antrum 25.0(1/4) 65.4(17/26) 68.4(39/57) 62.9(39/62) 64.4(96/149)
Body 100.0(2/2) 66.7(4/6) 44.4(4/9) 54.5(8(11) ST 1(16/28)

Table 5. Prevalence of lymphoid follicle in Helicobacter
pylor positive cases according to degree of

Table 6. Prevalence of lymphoid follicle in Helicobacter
pylori positive cases according to Helicobacter
pylori colonization

EAstritis
Grade Lymphoid follicle( +) Lymphoid follicle{ —)
Mild 30044.8%) 3T(55.2%)
Moderate 65(69.9%) 28(30.1%:)
Severe 17(100.0%) 0

mild vs moderate and severe P<(.01

6. H. pylori 2t QTS ETHES W
2} FIE9 R E(Table 4)

FAFE A el FEE o|do] FEEold §2.1%
(119/145), |5 76.9%(20/26)%) 50, 7 Lo Ee] il n
= T4 #HFol gl A 0%(6), T4TFe)
% gol HAE 65.6%(21/32), TEE 652%(43/66), I
T OALO%457NE vpelLba] ST 28e] gl
A7t FAN gEeixe] whainl sl FApe 3
F57 Aolodl SAHY fel4de gl

7. H. pylori 29 QMRS HT0{EO WEE
9 9lge S3(Table 5)

HAHZAEE] HFe] FEE o) P FEM
. 61.7%(92/149), A5 64.3%(18/28)FH 3, YZJE
2] W EE vhad S Ee] Afe] HEAu) 448%
(367), T-5 5 69.9%(65/93), LE 100%(17/1T1E o}
Lhit4] uhAled S| 2] HEah #]EedEo] wuiwul
5= Aol FAIGH fFol4e] gldchP<0.01).

8. H. pylori 23 YHTE BT WUl
9} 9IHE S (Fig. 4)

flEodEe] W E fgAlsr 2 S0%(Y6), 3
ufl S5.6%(10/18), 420al] 583%(7/12), 5YUuf 64.7%
(22/34), 6%uf 51.2%(22/43), 7ol 67.6%(25/37), 8%
o] 83.3%(20/24), 9Uw| 100% (333l o, Feda)
FETH fHEFo WHE EAEIon og]g]

Grade  Lymphoid follicle(<+)  Lymphoid follicle| )

Mild 46(65.7%)
Moderate T TR
Severe 29(64.4%)

24(34.3%)
25(40.3%)
16(35.6%)
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Fig. 4. Correlation between the prevalence of lymphoid
follicle and gastritis score in 177 patients with Helico-
bacter pylor associated gastritis (P<0.01, R=0.85).
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