i AR AL
The Jcurnal of Kosin Medical College

Vol.

8.

No.

wAE HeE Fo

2 September. 1992

uEk

—

do

o848 $337 7] 9%
Rl R EEEEY

ki
e
&
_L?(_!‘
o
_]g_i
e
o
e

Relationship of Histologic Types of Early Gastric
Cancer and Types of Gastric Dysplasia

Hee Kyung Chang, Man Ha Huh
Department of Pathology,
Kosin Medical College, Pusan 602-702, Korea

=Abstract=

This study was performed to elucidate the relationship of types of
dysplasia and histological types of early gastric cancer. And, the cor-
relations between types of gastric dysplasia and sex and age were
evaluated.

The materials were 141 cases of surgical specimens of early gast-
ric cancer submitted to Department of Pathology following gastrec-
tomy at Kosin Medical Center during 5 years from 1984 to 1989.

The results were summarized as follows :

1. The histologic types and incidence of 141 cases of early gastric
cancer(EGC) by Lauren system were : diffuse type 59 cases(41.
84 %) : intermediate type 41 cases(29.08%) ; and intestinal type
41 cases(29.08% ). The mean age for the histologic types was 49
years in diffuse type. 51 years in intermediate type, and 54 years
in intestinal type. Mean age of EGC overall was 51 years.

2. The types of gastric dysplasia in gastric mucosa adjacent to EGC
lesions were classified by the proposed standard of Ghandur-
Mnaymneh into metaplastic dysplasia(97 cases : 68.8% ) and no-
nmetaplastic dysplasia(98cases : 69.50% ), Among these. the ca-
ses of simultaneous presentation of both dysplasias were 55 cases
(39.00%).

The severity of the changes was graded by the basis of Ghan-
dur-Mnaymneh in nonmetaplastic dysplasia and the proposal of
WHO expert committee in metaplastic dysplasia. The cases sho-
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wing severity of more than moderate degree were 82 cases(58.
20% ) in metaplastic dysplasia and 86 cases(60.99%) in nonme-
taplastic dysplasia.

. In cases of metaplastic dysplasia, age and frequency and severity

showed positive correlation.

. In relationship of histologic types of EGC and types of gastric dy-

splasia, the frequency of nonmetaplastic dysplasia in diffuse and
intermediate type carcinoma was significantly higher than the cor-
responding frequency in intestinal type carcinoma, and the fre-
quency of metaplastic dysplasia in intestinal type carcinoma was
significantly higher than corresponding frepuency of diffuse and
intermediate type carcinoma.

5. The frequency and severity of metaplastic dysplasia of Interme-

diate type carcinoma was between diffuse type and intestinal type
carcinoma, but in frequency and severity, no significant difference
in nonmetaplastic dysplasia from diffuse type carcinoma was seen.

With the above results, we suggest intermediate type of EGC
shows a higher association with diffuse type than intestinal type
in histopathogenesis.
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Table 1. Frequency of Types of Gastric Dysplasia

Types of Gastric Dysplasia

Total

Frequency Metaplastic

Non-Metaplastic

Both*

Positive
42(29.79%)

43(3050%)

55(39.00% ) 141(100%)

* | simultaneous presentation

Table 2. Association of Histologic Types of EGC with the Two Types of Dysplasia

Types of Total  Prevalence of Dysplasia Degree of dysplasia
EGX Number Negative Positive Mild Moderate Severe
Diffuse 59 M 26(44.1 33(55.9 12(20.3 12(20.3 9(15.3%)
%) %) %) %)
(41.84%) 8(136%) 51(86.4 4( 68%) 24(40.7 23(40.0
M %) %) %)
Intermedite 41 M 16(39.0 25(61.0 2(49%) 13(31.7 10(24.4
%) %) %) %)
(29.08%) 2(49%) 39(95.1 7(171%)  13(31.7 19(46.3
M %) %) %)
Intestinal 41 M 2(49%) 39(95.1 1( 24%) 5(122%) 33(80.3
%) %)
(29.08%) 33(80.5 8(195%) 1( 24%) 4( 98%) 3(73%)
M %)
141 87 195 27 71 97
(1000%)  (3085%)  (69.15%) (957%)  (2518%)  (3440%)
M ! Metaplastic Dysplasia. N : Nonmetaplastic Dysplasia
2. Lauren E7F8 93 27 A4¢9 =3 ZH9e FBRBAYE Hx
g4 A N i) BISHAEA olFAE L vvkE, SHF L
% 141¥% v v+3 ¢ (diffuse carcinoma) A EARoZ ougles 28 HxE UE
o] 59#Z 4184%, 7t¥%o](interme- WA (PC0.0001, vty 864%, F3t¥E
diate carcinoma)”l 4182 29.08%, 33 951%), T5% o4y 2@ V=7t uTF

(intestinal carcinoma)®] 4132 29.08% &
N mrgeto] B F o vlE Nxrt ¥
o3 & 4 Quh (P{0.05), (Table 2).
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AN 80.7%, TUPANHA 780% KoM,
A Mx v3BA o]F o] dF BFH
Aoy FAGAA g9 (P01, FE
:20%), (Table 2,3)



Table 3. Relationship Between the Degree of the Nonmetaplastic Dysplasia and Histologic
Types of EGC

'éépce:s of Nonmetaplastic Dyplasia Total
Negative Mild Moderate Severe
Diffuse 8(13.6%) 4(68%) 24(40.7 23(40.0 59(100
%) %) %)
Inter- 2(49%) 7(171%) 13(31.7 19(46.3 41(100
%) %) %)
mediate
Intestinal 33(80.5 1( 24%) 4( 98%) 3(73%) 41(100
%) %)
Total 43(30.5 12(85%) 41(29.1 45(31.9 141(100%)
%) %) %)

(X2=7295, P<0.0001)

Table 4. Relationship Between the Degree of the Metaplastic Dysplasia and Histologic
Types of EGC

Types of Metaplastic Dyplasia
EGC Total
Negative Mild Moderate Severe

Diffuse 26(44.1 12(20.3 12(20.3 9(153%) 59(100
%) %) %) %)

Inter- 16(39.0 2049%) 13(31.7 10(24.4 41(100
%) %) %) %)

mediate

Intestinal 2(45%) 1( 24%) 5(122%) 33(80.5 41(100

%) %)

Total 44(31.2 15(10.6 30(21.3 52(36.9 141(100%)

%) %) %) %)

(X2=56.194, P<0.0001)

i) 4 olgde FHoIN EANCR
29 NEsh s B3em (PO.001,
A48 9511%), 1% FFE ol 4e 2@ v
2% 925% 0, MREH FURFANNE
s44 olg el o BEe Fot )
DN M= 551%, THFHAAME 61.0% &
Agozd. AP v, FAAA Yol
gglor, FEE o4 28 UEE "9

¥2 553%, =8 & 56.1% A t}F.(Table 2.
4)
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Table 5. Frequency Distribution of the Histologic Types of EGC by Age

Age Histologic Types of EGC
(Decades) Total
Diffuse Intermediate Intestinal

(=20 0 0 0 0
21-30 2 1 1 4
31—-40 14 8 6 28
41—-50 12 11 9 32
51-60 26 11 11 48
61-70 7 11 22

> 70 1 3 3 7
Total Cases 59 41 41 141
Average of Age 49 51 54 51(/total)

Table 6. Relationship of Histologic Types of EGC and Sex
?flslt;)(l;oglc Types Sex Total M/F Ratio
Male Female

Diffuse 36(2553%) 23(16.31%) 59 1.6/1
Intermediate 34(24.11%) 7(4.96%) 41 49/1
Intestinal 26(1844 %) 15(10.64 %) 4] 1.7/1
Total 96(68.09% ) 45(3191%) 141 213/1

(X?=5.924, P=0.052)
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A =g 2YGct(Table 8).

i) o]3AY WM 35HE JFoR ¥
g BmFoA 36Aclste TRT 364 o4
TollA o 2 Nzt FAHY F9
FEANA =k, dFo] St w2
A Wit F7tshg, 364 ool e A
A<l oulE gUTthH(P)0.1). (Table 8).

i) oldAY 2HE A EXo g}
EAFH Hole AU (Table 8).
(Xm2=0.771, Pm=0.68 ; X{2=4.241, Pf
=0.127) (Xm2=3.06, Pm=0.548 ; Xf2=
5923, Pf2=0.201) (Table 6,8)

v) ZF 14149 219 glA Aol A
A S HE 9638 2 68.09% FoH, AR}l
A LT = 4592 3191% 22X F &

Ae)



Table 7. Relationship between Types of Dysplasia and Sex

Types of Dysplasia

Sex Metaplastic Nonmetaplastic
Mild Moderate Severe Mild Moderate Severe
Male 9 22 35 10 26 30
Female 6 8 17 2 15 15
Total 15 30 52 12 41 45

(Xmf=0.655, Pmf)0.1 in metaplastic dysplasia
Xmf=1.692, Pmf>0.1 in nonmetaplastic dysplasia)

Table 8. Prevalence of EGC and Gastric Dysplasia by Sex and Age Groups

Age Histologic Types Metaplastic Nonmetaplstic

Sex of EGC Dysplasia Dysplasia
Diffuse Inter. Intest. Mild. Mod. Sev. Mild. Mod. Sev.

Males

(=35 6 4 2 3 5 2 1 0 7

36—50 13 14 7 4 10 11 4 12 11

250 17 16 17 2 7 22 5 14 12

all

ages 36 34 26 9 22 35 10 26 30

Females

(=35 4 0 0 2 0 1 1 1 1

36—50 5 2 7 1 0 7 1 3

»50 14 5 8 3 6 9 0 11 10

all

ages 23 7 15 6 8 17 2 15 15

(Inter.=intermediate. Intest.=intestinal, Mod.=moderate, Seve.=severe)
Xm'm2=0264, Pm’m=0.876 (m’ ! metaplastic dysplasia)

Xnm?¢=0.527, Pmn=0.77 (m : male)
Xm'f2=0.126, Pm’{=0.939 (m ! monmetaplastic dysplasia)
Xnf¢2=0.344, Pnf2=0.842 (f : female)
Ul vle 213/1°14 9. (Table 6) o ztel vl &} #okth.(Table 6).
v) A8 @ 2AEH {¥E FIE vi) 8 & oFAPY F3E EEE
ZA}ZH H]’ oy gelA e dd B7E 16 Fatol A vl o] P o] B &2 668 2
FHRANXE 49/1, B¥AM= 1.7/1 68.75%, AA= 31dZ 68.79% 24 24
%'] FHEGANA FApe] MR} Atolell zpeol= A9 Ao, v o]

—141—



EWHAREREAE L8 E F 23, 1992

FARAL FAANME 6482 66.67%, AR}
Me 3282 71.1% 24 ARAA i g
ANt Egtod EATEA 99dE QA
t}.(Xm2=0.745, Pm=0.655 ; Xn2=4.
127, Pn=0.127) (Table 7)

vii) 4, 9¥E X mE o)F49
FEE zrole ZAF AAAME YA o
FAAAE Gy F3] 9FHol 715 wat
ol¥HY Azx AsiAvn & & Ut
(Xm2=9.804, Pm=0.044, X{2=826, Pf=
0.066).

Iy v Bole By 2R
A Aol FIHgt wel 1 A% AEE
g4 AAe BFo] oy, o FAE
A Yo UAF.(Xm2=72, Pm=0.
126 ; Xm2=5.873, Pm=0.209) (Table 8)

vit) 27] gy 2 AR o] A9
A AEES vasty B onl Gy TFOA
FAAEY o|FAo] AAHE AHY =7
Aol BAZ= AH | FAFHoE 9
ollE ztolE fIUTH(Table 8) (Xmm?Z=
0.264, Pmm=0.876 ; Xnm 2=0527, Pn
m2=0.77) (Xmf?=0.126, Pmf=0.939, X-
nf2=0.344, Pnf=0.842)
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Fig. 1.Diffuse type of early gastric carcinoma. The tumor cells grow
in diffuse sheets.

Fig. 2. Intestinal type of early gastric carcinoma. The tumor glands
are large and irregular in size, with complex patterns. These
glands are lined by pseudostratified columnar cells.
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Fig. 3.Intermediate type of early gastric carcinoma. Tumor glands
are lined by a single layer or a few layers of cuboidal or
low-columnar cells that lack the complexity of those in inte-
stinal type of gastric carcinoma. Other areas show the typical
features of diffuse type of carcinoma
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Fig. 4. Intermediate type of gastric carcinoma. The tumor glands are
round or polygonal with round vesicular nuclei.
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Fig. 6.Metaplastic dysplasia, mild to moderate.
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9. Metaplastic dysplasia, severe.

Fig.

Fig. 10. Nonmetaplastic dysplasia, mild, in foveolar epithelium.
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Fig. 11.Nonmetaplastic dysplasia, moderate.
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