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. Table 1 Details of patients investigated
HREHE
Subclassification of Mean age
1. 3R reactive gastritis Male Female (range)
SHGIERNE, HLKREIY LS reactive gastritis D15 % NARG Whole stomach 6 9 67
7~ L, Helicobacter pylori 3 EVEDRERI & L7z, H (43~83)
Tl E A M { NSAIDs Wik & 472 < & b 48[ L
T (48~96H, Fiy128) Helr 72 REH 100 51 BARG Remnant stomach 8 6 71
(BLF NSAIDs WIS @9 5, 55 &E 7 - 72 HE B (53~87)
E15PITH o 7z Whole stomach 5 4 65
JH 71 & B reactive gastritis (X DL T @ 2H#ET (41~80)
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D156 bR E o9 THL. ZDHH
HIFiE (Table 1) (Z/RTEY TRELE ko K HE
M CHER, LA EZIERD o 7.
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NARG: NSAIDs-associated reactive gastritis.
BARG: Bile-associated reactive gastritis
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DAKO Co. LTD, ¥3%), #t Ki-67 Hifk (MIB1, ~
v AE /7 a—J), 1:50, Immunotech, S.A
75V A) BLUHTFA I Uik (D33, ¥7AE
J 7 1—9), 1:100, DAKO Co.LTD, 7 ¥ ~¥—
7)) ThHhH. RATEFF VE#R7 Y Fhi~v o A
loG ¥tk S &4, HIZA ML T bTEY UL
TXx IS —Brn st eV 7 I/ XNUF
VAR EE, REBEICH plori &, TAI
YREREII ATV — YRS E, K67 R
gett I MRV VR EL. B, PR
BRIGIL o HIWC Ki67 GGl > Ty A 70
I A T E, T2 H pylori &, TAI VHRE
Yett |Z5672 5T 01% MY 7Y VU E R ENAT
ol

4. REFEOEEHE

Ki-67 B tEfia 1, #BEOBRIRISh D H b T
Famicgeta s hzfilne Lz, BtEa sy ra—v
Y LT B Baar ey o8P Ok A
CNSDEEDOYE IR ORI L7z, H. pylori
e dets TRBBOYBIZZTNENEORERIEIR
WCBERZ: <, H. pylori BEPE & FIE L7z, H. pylori
JEYett DT KO W TUZBEHI D H. pylori B VERE
KA REICgets LIER L 72, 7 A 3 U BtEiia i
JE DRI D 5 $RII AR 1 Gefl S 7z
fo & U7z, IEH U msing  CREIB AR [ A 5 kg o
i) #mlEar ra—nk L, ThodBERoY;
BT R S ERALL7-.



20004E 5 A 4R : Non-steroidal anti-inflammatory drugs 3 & UHEH 12 & % reactive gastritis DREMEE IOV TOLLE

5. BROFHE
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FERGE, B ERGREROREE, KRR
Mem, MR EMMELR, B X OWE LERC
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% L R R O FF M S Kawano 519 o §FAf % % 2%
# L L, HEBEAR L THY R EICEEYLRE 10
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FEL, MBFBOLE (%) HE L7 (Fig.4,5). (2).
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L7z (Fig.6). (3). RSEEPN T B MHE O & O FFAll
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— 303 —

Fig. 1 Biopsy specimen from an area of mucosa with an
endoscopically normal appearance in a patient
taking NSAIDs, showing foveolar hyperplasia,
edema, fibrosis, teleangiectasia and a paucity of
inflammatory cells.

Diagnosed as NSAIDs-associated reactive gastritis.

H&E %25

Fig. 2 Surgical specimen of the
remnant stomach, show-
ing foveolar hyperplasia,
edema, fibrosis, teleang-
iectasia and a paucity of
inflammatory cells.

Diagnosed as bile-associated

~+ reactive gastritis. H&E X 25
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Fig. 3 Biopsy specimen from a patient with bile reflux in
the stomach recognized endoscopically. In this
case the stomach was not resected, showing fove-
olar hyperplasia, edema, fibrosis, teleangiectasia
and a paucity of inflammatory cells.

Diagnosed as bile-associated reactive gastritis. H&E

X 25

B~ Fi A S B 425 um PO (20 X 10 R 8L
Bp) oA, (4~8 M, T 4.5 H#HR) WEL
CERE 7o, AN EEE  (Image Command 5098
DA ) YRZRFETLEMR), W) 2HwTEhE
NOEBIZ BT 572 3 VBT O BT 2 5
L7z, (4). FREHIEN O TMIME oM 720
IZ, HE BEA TGl ~ R LRI e SKBMEIS
425 um PUT5 (20 X 10 f545F) ORI E (4~8 i,
¥ 4.5 FHIR) MEVEAICEOE L7, BRENTRE 2
AW TEMME (/104um?) &MLz, (5).
B BRI OO 72012, FAER A 5 HE BEA
FTHmEYNREERY, W RIS ORERK
g (um) %EHHIL7z (Fig. 8).
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Fig. 4 Amounts of mucus in foveolar epithelium:
(B/A) X 100%
A: Length of cytoplasmic area above nucleus

B: Length of mucus area

H&E X 400
B: Lenght of mucus
i are
A: Length of cytoplasmic
L I JK JK area above nucleus

(B/A) x100%: Amounts of mucus

Fig. 5 Amounts of mucus

eb
o) =

muscularis mucosa

A: Foveolar zone

B: Proliferative zone Ratio of each zone:

length of each zone/
total length of tubules

C: Glandular zone
D: total length of tubules

Fig. 6 Length of each zone

Y IVFOREEHWTIT RV, p<0.05 A B2
HhE& L.
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1. B R MR O L (Table 2)
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EIE2 D THCHET TS, B LR iR &
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Fig. 7 Desmin Immunostaining. Smooth muscle fiber in
the superficial mucosa is stained.
The biopsy specimen was diagnosed as NSAIDs-associ-
ated reactive gastritis. X 200

/
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Fig. 8 Width of tubules
A: Longest distance of interbasement membrane of
foveolar epithelium horizontal to muscularis mucosa
The biopsy specimen was diagnosed as NSAIDs-associ-

ated reactive gastritis. H&E X 100
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BHREIZE o7z,

2. PR, WA, MoK SOt (Table 3)

NARG #1%, BARG FEI2~<T, WHENIEE
TR BT % A OB Gl A3 A A - 7.

L2L, BMERSCHBREIMETEZ RS 2D
7z.

3. KIFHIIE O A = O K (Table 2)

KRN S e ORI L LT A3 VB
e AR 1, PIARLEERY IE R R R B R TR B AR 7 <
NARG HECHEIZEMZ /R L 7=,

4. RIBRIBEANEMIME RO (Table 4)

HAZIHARE 2 72 ) ORI B B0L, PIHLEERY
IEHE R RE IR R <, NARGHTHEREILS
o7z,

5. B BRGSO BAE RO i (Table 4)
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Fr OMER THEEZ RS Ldro 7.
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SERERNBRAE AN IEH 2> H TR E QMBI L2 7R3 B &
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HEHEREBREH S ELTWAS, FlZiE, NSAIDs
R, THI—NVRETHBL. FLT
NSAIDs HNHREE A2 111E NSAIDs-associated reactive
gastritis, AH{T T % 728 111E bile-associated reac-
tive gastritis & FF5 2 & ZF208 L, )& (A4 21
FRNE R — It Tn 5.

L4 L, NSAIDs & HiHid B> EHTH Y B
R 58 AL B b S 72 51619 ZNITIHER T 5
BRI R E O ALARAR I I E WD D B D TIE RV,
V) ONPEGEEZDREBD HICH7- ) T
WL TH 5. £ THEHIEL NARG & BARG (JHif
WL B E SNHEBREHARMEET L) Lo
Rk 2 e fRRAT RS oW T IR 2 47 72 o 72,

oM IHE & LT 1L BRE Bk R, 2.
w5, WA, BoOR S, 3. KR O
i, 4. RKERENTMMES, 5. W& LEEso
WETRE Wiz, ZOMME LT, b 5HHEIIR
Sydney System' ¥ @ HtC 5 Kk R B 55 o R 25 RO I
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— 306 — W

S

2

&=

i

HE 55584 3%

e

Table 2 Comparison of amounts of mucus in foveolar epithelium and desmin-positive area in superficial mucosa in NARG

and BARG
Subclassification of reactive gastritis EndosF OPIC [ ocation Nump er of Amounts of Desmin positive area
finding specimens mucus (um?)
NARG Whole stomach n=15 Normal Antrum 28 83.8 + 7.5%" 3041.6 + 934.6V"
Abnormal Antrum 28 72.9 = 10.0%? 44379 + 1513.99*

BARG Remnant stomach n=14 Normal Stoma 28 50.3 + 12.4%” 1180.0 = 654.5"

Whole stomach n=9 Abnormal Antrum 18 52.8 + 8.4%Y 3304.4 + 633.6Y"

Normal: Normal appearing mucosa 1) vs 3): P<0.01 (Welch’s t-test)

Abnomal: Hyperemic mucosa, or erosion, or ulcer margin

2) vs 4): P<0.01

1

(Student’s t-test)

)* vs 3)*: P <0.01 (Student’s t-test)

2)* vs 4)*: p<0.05 (Welch’s t-test)

Table 3 Comparison of length of foveolar, proliferative, and glandular zones in NARG and BARG

Endoscopic

Number of Length of each zone um

Subclassification of reactive gastritis . Location . Foveolae Proriferative  Glandular zone
finding specimens
zone zone
NARG Whole stomach n=15 Normal Antrum 20 174 + 44 215 + 37V 243 + 49
274 +46)* (343+3.0)* (384=*52)*
Abnormal  Antrum 20 176 + 33 263 + 712 221+ 92
(269 = 4.4)* (40.0-9.9* (33.1+10.8)*
BARG  Remnant stomach n=14 Normal Stoma 14 192 + 18 325 = 539 248 + 83
26267 (426+14)* (31.2*6.9)*
Whole stomach n=9 Abnormal Antrum 11 166 + 31 251 = 109 233 =39
(254 =4.1)* (386 +4.7)* (35.8*=4.3)*

( )*: Ratio of each zone = length of each zone/total length of tubules (%)

1) vs 3): P<0.01
2) vs 4): N.S.

(Student’s t-test)

W EICHEM BRI TR w25 TH
5.

Fi5HE IOV T LR, mEiidnl
OPDOMBGEDE NN B D Z ENW LN E Lo,
F7bHH NARG & BARG 12T, AEICHRE L
B DRSBTS HITHE
JIBE PRS- 45 5 A D 2 R I P B IR S A RS %
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WE IR TH o 72

NSAIDs D HuAAENE B (& —# 1 9E 5 fir T D
TISFFryBrboTuRy sy (PG) &
BIHETH 52, L LI D PGIZKIERIIO AR
59 HRE IS B B E I L SRR B D 5
EORGBCM T, WREEE), HREES WA & DT
Bdad0s L CEFEFEHIR TV B 610202,
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Table 4 Comparison of number of capillaries in superficial mucosa and width of tubules in NARG and BARG

e . L. Endoscopic . Number of Number of Width of tubules
Subclassification of reactive gastritis . Location . i .
finding specimens capillaries/10* um? (um)*
NARG Whole stomach n=15 Normal Antrum 28 1.67 + 0.51V 64.4 + 17.8V*
Abnormal  Antrum 28 1.85 + 0.55% 79.8 + 18.29"
BARG Remnant stomach n =14 Normal Stoma 28 1.12 = 0.22% 60.7 + 12.8¥*
Whole stomach n=9 Abnormal  Antrum 18 1.15 + 0.25Y 75.2 +16.89"

1) vs 3): P<0.05 (Welch’s t-test)
2) vs 4): P<0.01 (Welch’s t-test)

1)* vs 3)*: N.S.
2)* vs 4)*: N.S.

Ueki 5% & NSAIDs 2512 X % PG K Z %% H Bk
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H %% . NARG T3 hh I 5B P8 i i A3 % <
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i A H K5I @ gastric transmucosal electrical poten-
tial difference (PD) % ll5¢3 %412 X ) NSAIDs
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1Z BARG (Z AW P ORI 235 v & v )
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TOZEAL, T 72 X 2 MBS A G o TT =,
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NARG, BARG Wj#{lt, Helicobacter pylori 8 %< & M.
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L7258 OB TIEW S 2T REZA IR S R [
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& % 11 NARG TSI LT IZ A 2 B H AT
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Comparison in pathology of NSAIDs-associated reactive gastritis
and bile-associated reactive gastritis

Hironobu UMEZAWA
The Fourth Department of Internal Medicine, Tokyo Medical University
(Director: Professor Tosihiko SAITO)

Gastric mucosal damage induced by both non-steroidal anti-inflammatory drugs (NSAIDs) and
bile was classified in the same histological category named reactive gastritis, in spite of the fact that
they are different factors from each other. The aim of this study was to study the difference of the
histopathohistological findings between NSAIDs-associated reactive gastritis and bile-associated reactive
gastritis. Concerning reactive gastritis induced by NSAIDs, the volume of mucus secreted from
foveolar epithelium, volume of smooth muscle fiber and the number of capillaries in the superficial
mucosa were significantly higher, and the proliferative zone was significantly shorter than that seen in
the reactive gastritis induced by bile. Gastric mucosal damage caused by different factors was classified
in the same histological category named reactive gastritis in the criteria of the Sydney System.
Further study regarding reactive gastritis induced by each factor should be reexamined.

(Key words) Reactive gastritis, Non-steroidal anti-inflammatory drugs, Bile.
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