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Endoscopic Follow—up Examination of The Precancerous
Lesions in Stomach
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——- Abstract

Backgrounds : The aims of this study were to investigate the endoscopic findings of precancerous lesions of stomach
and to see whether or not these lesions could progress to the carcinoma, Methods : May 2000 to February 2001,
consecutive patients diagnosed as having chronic active gastritis (CAG), intestinal metaplasia (IM), dysplasia, adenoma
by endoscopic biopsy were enrolled. A total of 359 patients were included in this study and endoscopically followed-up
to August 2001. Results : Among all 33 patients (26 dysplasia, 7 dysplasia with adenoma) diagnosed as dysplasia by
endoscopic biopsy, there were 6 chronic erosive gastritis (CEG), 6 chronic erosion, 17 adenoma, 4 R/O cancer. On
follow-up endoscopic biopsy (17 patients), there were 3 IM, 4 dysplasia, 5 adenoma, 5 carcinoma. Among all 107
patients (53 IM, 38 IM with CAG, 14 IM with CEG, 1 IM with adenoma, 1 IM with dysplasia) diagnosed as IM by
endoscopic biopsy, there were 52 CEG, 33 chronic erosion, 6 local lesion, 5 adenoma, 5 R/O cancer, 3 gastric polyp,
3 atrophy with IM. On follow-up endoscopic biopsy (25 patients), there were 2 chronic gastritis, 1 CEG, 2 CAG, 14
IM, 3 dysplasia, 2 adenoma, 1 carcinoma. Among all 185 patients (147 CAG, 37 CAG with IM, 1 CAG with adenoma)
diagnosed as CAG by endoscopic biopsy, there were 86 CEG, 62 chronic erosion, 4 local lesion, 10 adenoma, 16 R/O
cancer, 4 gastric polyp, 2 IM, 1 chronic gastritis. On follow-up endoscopic biopsy (35 patients), there were 8 chronic
gastritis, 3 CEG, 14 CAG, 5 IM, 2 dysplasia, 1 adenoma, 2 carcinoma. Among all 34 patients (22 adenoma, 8 adenoma
with low grade dysplasia, 2 adenoma with moderate grade dysplasia, 2 adenoma with high grade dysplasia) diagnosed
as gastric adenoma by endoscopic biopsy, there were 1 local lesion, 24 adenoma, 2 R/O cancer, 7 gastric polyp. On
follow-up endoscopic biopsy (17 patients), there were 2 CEG, 2 low grade dysplasia, 1 high grade dysplasia, 4 adenoma,
1 adenoma with dysplasia, 4 adenoma with low grade dysplasia, 2 adenoma with high grade dysplasia, 1 cancerous
change. Conclusions : Although it was short period, there were some of cancerous change in precancerous lesions at
follow-up endoscopy. This study suggests that screening for precancerous lesions, is one method of improving the
prognosis of gastric carcinoma and when the precancerous lesions are diagnosed on endoscopy, serial endoscopic
follow-up should be done to find early gastric cancer.
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Age AL GHARA, F Y Al A
A4 A9e A, Bo AYA ¥Ed Z4T 34
(intestinal metaplasia), ©)&A)(dysplasia)2] ©AIS 7 X
oz APty LA Uk bty A4 A
I oldAS T 9 HLA wHES(precancerous
lesions) S A ZHARSIE AL o] dFE AL

# SlE W e Rold,

ool Azte ¢ AL WS WAAH 274L Yo}
B o8 AFrjHoz 7 230 24 o] o
9] fste] SR EF o] 3 F3 o] Yol x7)

e =0l HeA Lot izt st

g 2y

2000 SYHE] 2001'E 2Y97HA] Bl A AJdst AN
A WA AoA v m@A 9l (chronic erosive
gastritis), %HA ®)2H(chronic erosion), =4 W (local
lesion), Y& 215 (R/O cancer), ¢ 412 (gastric adenoma),
2249 A 99 (metaplastic gastritis)o] 2HE 3z}
T 23 AEAN WA 854 99 (chronic active gastritis)
< Xt HYGA #Heol sigsks o) A(dysplasia),
£

Fad3] 3H4Y (intestinal metaplasia), $]41%(adenoma) 0.2
=

e 35092 Ao 2 &l9it) o)L 7hzt o3& A 33
of, ZAHg] A 1074, BS54 919 1854, M= 3
AL, 2001 8Y7HA] WA A7A 2 =3 §74°i

34 BRI 38 28 224 AL 23 283 o
£ 3% RS 4E 2% 272 A5 AYET,

F3 7172 A4 o golA A 1571201 e itk
T2 FAEL Yol Fdle ANEE wsith ok ¢
&) Aol BA ST D)2 Helicobacter pylori (H.
pyloriZ o3 o] AR E g7 HAlskAch
= B}

1. ojldy

A= B 3342 HF Yol 58.74(30-724), A%
¥ = 300 29, 40T 24, S0) 104, 60T 174, 70
o 2R3, HY HlE 267:12 Y7} gk B9
= BT 19, AR 94, ABF 224, 424 14K

WA &7 b4 o)A 919 66, T w3 6d, A
Z 1790, RO I 4413, 23 A 2724 0|84 26
o (78.8%), AE3 Y A= 741(21.2%) A TH Table
1-1). FHAAL WA 2ZQ14)8 4 vidA Y 4
ol (19%), =2 B (local lesion) 191(4.8%), AE 144
(66.7%), RIO 91 24(9.5%) R 32(Table 1-2), ZH A
(1764 A4t 84 3¢)(17.6%, ©)1F 2¢& ) &5
2 g3 Fub), o184 49(23.5%), AF 594(29.4% °)
5 299X o|@ 4 Wb, AY 590(24.9%) 7t & =
ATHTable 1-3). Yo Z WAZ ALE BE NEF
FHE o|FA FaloA TAAT H pyion 7R
£ ZI37] Y8 A8 CLO test(24) A W4 wistE
HQl A= 116(458%) I, H. pylorid) g A z3|
83HAM274) A 6901(22.2%) oA B L B ATH

m-{u

Table 1-1. Endoscopic and Histologic Findings of Dysplasia
(33 Patients)

u!;?;;_ﬁ CEG i:(:::]r: Adenoma o Total(%)
Dysplasia o] %7 | | 206)
Dysplasia 7 = 3 4 6 2 15(43)
Dysplasia 5% | 1(3)
Dysplasia 315 3 1 3 | 3(24)
Adenoma+DysplasiaZ &= | 1(3)
Adenoma+Dysplasiaz~5- = 1 3 4(12)
Adenoma+Dysplasia 2% 2 26)

Total(%) 6(18)  6(18) 17(31)  4(12)  33(100)

CEG, chronic erosive gastritis
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‘Table 1-2. Follow-up Endoscopic Findings of Dysplasia (21 Patients)

WAl A LA CEG Chronic erosion Local lesion Adenoma R/O Cancer
B2 (%) 4(19) 0(0) 1(4.8) 14(66.7) 209.5)
CEG, chronic erosive gastritis
Table 1-3. Follow-up Histologic Findings of Dysplasia (17 Patients)
+ + / a+ Ad a+
%23 . CAG+ Dysplasia ~ Dysplasia ~ Dysplasiai. Adenom'a Adenomf:l i\denom.l denom‘d
i CG M IM e e © dysplasia dysplasia dysplasia dysplasia  Cancer
a 8 TS | 2E AE e AL
A (%) o0)  2(12)  1(6) 1(6) 0(0) 3(18) 3(18) 1(6) 0(0) 1(6) 5(30)

(G, chronic gastritis; CAG, chronic active gastritis; IM, intestinal metaplasia

2 3| &t

gah= % 10762, ol
= 30t 104, 404y 7401]

zlpr—lq g].}g ot R ‘_g_
54.441(19-794)), AHE R
sodl| 3744, 60t 31ed], 70 34N, Y v 19T E
A7t ok A X s o AR 24, AF 199, A
ol A 1, MG 620, A H-F HAH 6o, FE
SHpyloric ring)ol] 7o, 9 ZH- 34, AF-e} ¢ ZHE- 24
Atk WAIAA A7AA 9HA oA 9E 524(48.6%),
THAg u) gk 334(30.8%), A4 WH 6A(5.6%), AF 549
4.7%), RIO 1 590(4.7%), §1 &% 39(2.8%), &4
‘;—3 At sk W3} 361(2.8%) A, 22 AR AAT)
314 W8} 53¢0(49.5%), T 54 AEH Tuke B
] A Wshe 3840(35.5%), THA vIEA 19 SRkE

o
it L

= 141(0.9%),

A5 144(13.1%), 1343} Fute 7
MEI FutE A$E 19(0.9%) FeHTable 2-1). F4
WAZd 274048 9 o)k 919 15991(37.5%), gt

A v 161(2.5%), =2 B 6¢ll(15%), E 39(7.5%),
ot 4o(10%), 9] &F 141(2.5%), ks 314 59
(12.5%), 9154 99 14(2.5%), T 919 491(10%) A
3(Table 2-2), 22 AAQ5ENA A4 Y 29(7.4%),
A u@Ag A9 16G7%), T &84 99 24
(7.4%), %33 314 1491(33.3%, ©1F 2o W &5
A 94934 Bub), o)FA 39(11.1%), A& 20(7.4%), #
oF 14)1(4.09%) ATH Table 2-3). CLO test(67)AF %4 ¥
312 WOl A= 3640(53,7%), H pyilordl t)sh 3
251t AAN67ADA 120(11.9%)9llA A uk-g-S HQ
t}

32 N

Table 2-1. Endoscopic and Histologic Findings of Intestinal Metaplasia (107 Patients)

LH;I ;? ﬁ“j_i\— CEG Ce?;;zi: 1[;,5 oic:; Adenoma (331/1 ir C:i)slt;;c & I::c:zi[::?:;tic Total (%)
change

B M 25 16 4 2 1 2 ) 53(49.5)
IM+CEG 10 2 1 1 14(13.1)
IM+CAG 17 14 2 1 3 1 38(35.5)
IM+Dysplasia 1 1(0.9)
IM+Adenoma 1 1(0.9)

- Total(%) 52(48.6)  33(30.8) 6(5.6) 5(4.7) 5(4.7) 3(2.8) 3(2.8) 107(100)

CEG, chronic erosive gastritis; IM, intestinal metaplasia; CAG, chronic active gastritis
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Table2-2. Follow-up Endoscopic Findings of Intestinal Metaplasia (40 Patients)

A A ? hi
Rk CEG Chrgmc Lgcal Adenoma R/O Cancer Polyp CG M Atrog .1c
27 erosion lesion gastritis
A 15 | 6 3 4 1 4 5 |
(%) (37.5) (255) (13) (7.5 (10) (2.9 (10) (12.5) (2.5)
CEG, chronic erosive gastritis; CG, chronic gastritis; IM, intestinal metaplasia
Table 2-3. Follow-up Histologic Findings of Intestinal Metaplasia (25 Patients)
Z3 CAG+ Dysplasia Dysplasia Dysplasia : :
A7 CG CAG CEG M M Aw ac 2 Adenoma Cancer
s_l(;})T 274 274 14 2074 12(48) 2(7.4) 0(0) 1(4) 2(7.4) 1(4)
iC.

CG, chronic gastritis; CAG, chronic active gastritis; CEG, chronic erosive gastritis; IM, intestinal metaplasia

3 oky 834 9y

Ty 854 9oz AdE IxE F 18590,
Lol e S19MI(19-794]), dEd  REE= 304 29,
40t 3¢, 50th 94, 60t 144, 70t 54, SOt} 1493,
24 HE 18512 EA7t Bt 2 X e BER
1o, 9 A3 20, AR 159, AR 1069, A} A
A 494 & ZH(pyloric ring) 74, 9 A 34, AH-
o} 9] ZHE 1el Atk WA 42724 w3 vl A9 86
o) (46.5%), THA | 62¢11(33.5%), =24 W 44(2.2%),
AF 1090(5.4%), RIO AL 164(8.5%), ¢ &F 4¢
(22%), 43 34 W3 24(1.1%), T A4Y 149
05K, =3 P4 ¢4 854 A9 1479
(79.5%), 3749 stz e B €54 A 374

Q0%), AE Sute ¢4 854 99 14058
(Table 3-1). 32 WAIA 276944 w4 mjaA 9
244(34.8%), WA o) 199(27.5%), =4 W 99
(13%), A% 441(58%), RIO 91 301(4.3%), §] &% 54
(7.2%), $1=A M3}t 19(1.4%), A AE 49 (5.8%)
T(Table 3-2), 23 BAG54d)AF w4 949 84(22.8%),
gk Olgkyd 99 34(8.6%), T BFA AF 144
(40%), &3] 348 590(14.3%, o5 249 v &%
A A8 b, ol¥A 241(5.7%), AE 199(2.9%), 9
QF 24d1(5.7%) A tHTable 3-3). CLO test(119¢]) A} k4
815 Rl A9 87(73.1%) Q3L H pylord) T3k &
AzA st AK113d) AT 464(40.7%) A FAJWES-S

=
At

™

Table 3-1. Endoscopic and Histologic Findings of Chronic Active Gastritis (185 Patients)

WA Az Chronic Local R/O Gastric
+]1 )
AL SR erosion lesion e Cancer polyp CG+M Total(%
CAG 3 48 4 6 12 2 2 147(79.5)
CAG+IM 13 14 3 4 2 | 37(20)
CAG+
i
Adenoma ! 1(0.54)
Total(%) 86(46.3) 62(33.3) 4(2.2) 10(5.4) 16(8.3) 4(2.2) 1(0.5) 201.1) 185(100)

CEG, chronic erosive gastritis; CAG, chronic active gastritis; IM, intestinal metaplasia; CG, chronic gastritis
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Table 3-2. Follow-up Endoscopic Findings of Chronic Active Gastritis (69 Patients)

Chronic Local R/O

A A AA ; ; M J
732 £ erosion lesion AT Cancer. Pl I 3
g
o7 24(34.8) 19(27.5) 9(13) 4(5.8) 3(4.3) 5(7.2) 1(1.4) 4(5.8)
(%)

CEG, chronic erosive gastritis; IM, intestinal metaplasia; CG, chronic gastritis

Table 3-3. Follow-up Histologic Findings of Chronic Active Gastritis (35 Patients)

3474 CG CEG CAG CAG+IM M Dysplasia Adenoma Cancer
Y2} 2

%(;]')r 8(22.3) 3(8.6) 14(40) 257 3(8.6) 205.7) 1(2.9) 2(5.7)
A

CG. chronic gastritis; CEG, chronic erosive gastritis; CAG, chronic active gastritis; IM, intestinal metaplasia

4 9 /ﬁg (Table 4-1). FF WA7Z 2207 HAF 114
Al el 3AE & 349 oA, Yol HPt (64.7%), RIO 91 161(5.9%), §1 &F 541(20.4%) Q3
59.741(3 84/‘1]), A Ry 300 26, 40t 34, 50 (Table 4-2), 23 AZAU7d)A WA v@Ad AFG 29
o) 94, 60th14¢), 70t) 54|, 80t) 1) 2 60th 7} 7H4 B (11.8%), A%2) o)A 29(11.8%), LEe] o]FA 14
gt Hle 1.62:1 2 R 2ot 2 YA = & (5.9%), AF 494(23.5%), o184 Fvta AF 19

o'&
It}

T 19, 9 AR 10, FEF 2342 FEY P 59%), xS 016“*34 FutE AF 49)(235%), L=
ko M(67.6%), WA A&7 =4 B 16(2.94%), A o] o]¥ = Fuke AF 24(11.8%), &4 Wstrt Fub
% 249(70.6%), RIO 94?} 29(5.9%), 18%F 791206%) B AF 1. 9%)°it}(’1‘abe 4-3). CLO test(19¢) % %
A, 2:31 ARG AT 24(647%), A= o183 A tﬂi}ﬁ Bl A= 8A(42.1%) AL, A, pyloriel g
FHE A% 89(235%), T59 o184 TR 4% 2 Z2 38 AK 1364 2(15.4%) 914 FALS B3
d(5.9%), LE9 o|F4 Fuka HAF 245U t}.

Table 4-1. Endoscopic and Histologic Findings of Gastric Adenoma (34 Patients)

WA ZAAA 2347 Local lesion Adenoma R/O Cancer Gastric polyp Tortal(%)
Adenoma | 16 2 3 22(64.7)
Adenoma+Dysplasia 73 & 5 3 8(23.5)
Adenoma+Dysplasia 55 % 2 2(59)
Adenoma+Dysplasia 2% | | 2(5.9)
Total(%) 1(2.9) 24(70.6) 2(5.9) 7(20.6) 34(100)

Table 4-2. Follow-up Endoscopic Findings of Gastric Adenoma (17 Patients)

WA A 27 Adenoma R/O Cancer Polyp

F24(%) 11(64.7) 1(3.9) 5(29.4)
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Table 4-3, Follow-up Histologic Findings of Gastric Adenoma (17 Patients)

x . Adenoma-+ Adenoma+ Adenoma+
%3 Dysplasia ~ Dysplasia Dysplasia Adenom+ 3 ) Adenoma+
CEG = Adenoma y dysplasia dysplasia dysplasia
27 A= FE5T i dysplasia ix Cancer
AE TEE IE
St 2 2 (¢} 1 4 4 (4} 2 !
(%) (11.8) (11.8) ) (3.9) (23.5) (5.9 (23.5) (0) (11.8) (5.9)

CEG, chronic erosive gastritis

5. TN HHOIM H pylori ZEES] Bl
ohd B354 AYGolAM e H pyiore] ZEEE C
A 131%, B =3 38t AAMS 0.7%R 3L, 73 A 8}
A A= CLO testA 53.7%, AR 22818 HAMT 11.9%
o PHLL N HAAHOT Y BEA Y Nk

& FAdeL Vel £§ ojBZ0 R AAE 3
Ao A= CLO testA 45.8%, B 2R 318t HAMS 22.2%
o] A8 BRT, 9 ASME CLO test’d 42.1%,
dzZ SEAA 154%2 FAEES 47 et
(table 5)

des e

ri

Table 5.H. pylori Prevalence in Precancerous Lesions

CAG M Dysplasia Adenoma
% with CLO 754 53.7 458 421
% with THC 40.7 11.9 220 154

CAG, chronic active gastritis; IM, intestinal metaplasia; IHC,
immunohistochemical stain
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A A7AF 10-159 Foll o 7.8%2] AL 2L By

Q7Y Zats] A BALe] AS 10%904 gol LA
by B =3 9324 A9 Y A
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