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AFFTe e 45 b webd dalve #
obel] b whe 4 ¥ 9% Zeln HeEl gy o T}
Ag sl os o] F &5 ubdl A2 §Hqktals
ol & A adld g dFel g oz 4
olefl = ghape] o], A, 8] #zh, Hak £, F
o8] §3, A b o4 9 ghH 28 EEAE, F
okFHe #34-E, deigt 9 AYslg, dq9dapd
= o] 2] -5 8 qkd4 48 ki oeuds o
are] glel gheh, 58] 48] 22w o 4be el gt
zte] o F§ A% o F & Mulligan 5 Rembert 2,
MeNeer 5%, Urban =} McNeer®, Lauren®, Stem-
mermann®, Ming™, Teglbjerg $} Vetner®E«| 2|
) Fdgie] AP o=, b4 old AEEe
$ore) Ay 5 @A E g et =it

ol Zlell & $1¢HE whis] Y BERFLE LR
# 1}, simple adenocarcinoma, papillary carcinoma,
colloid carcinoma, meduliary carcinoma, scirrhous
carcinoma, mixed carcinoma 522 L Hstgd 2 ¢
gl mhdt de) i A« o4 e M A
ol F FH & 244 F2) E8gcl. Mulligan 5
Rember® = $]qk2| 23 oty f4 7124 EHE A&
of kg HAYETY YA 24 7] gl 5= mucous
cell carcinoma, f-E-5-2 LE4-4 A4 244 #4lH

* L =B 1984 djgb el Ers] A thgvlE 4
el A 4 ES 5.

*E R 1983dE A EY g HFd TR
o] 5o 2 &

¥ #-0]

T =

+ pyloro-cardiac gland cell carcinoma, =2}#l4 (in-
testinal metaplasia)e| 4 r|¢lfclz A =el= inte-
stinal cell carcinoma 8 L F#e 4w, o], 44
FH 8 ol Fel Folst dlE& W o 7 W
2 4] Teglbjerg s} Vetner®s] 2]#) 4L#sz o
HEel dF 34 g4 AFAE AYL + YA o
ek,

Lauren®™.£ #¢t& intestinal-type carcinoma 2}
diffuse carcinoma 2 J 2zl 5 #8 zhe] 3] g3
T&, E3Edy 54, =18 «o¥, fqb 44,
44 AE g F=e A F 54 Aol G5 wE
t}. Duarte s} Llanos® = Lauren 2] 3344 2|5 &
of diffuse typeo| intestinal typed| W& c}BE =
7l=8 Aelrk Ha BEHFHen dhde. 24
Lauren &) £77F #15he] alsodadieb gejda o
Atel] =zl =4l intestinal type & diffuse type
o] dfE== Alde] ohele FE Fe] MingTg 4
A3 3 sd el wtel #HebE expanding type = in-
filtrative type &8 FHslelct. obial o 5 484}
elefl = AW, o], 4&EF, 2Ela 994 Lxs 3
°]7k gl.2s] 54 expanding type«|d Fapge] i
Yol Foik d8E e el6ld,

Ming &) 259« wle} Kodama 592  linitis
plastica type ol 4], Kodama Y2 2] g|qke] 4 4
T8 okt ol Aol gatalslcl o] o
Rino'®3 4t2] F& Aedidd dEsigd 73
& WHO, ze=lz k@e EFYE lsdsta ge
ip, W E§|qbed T L& ubyeoey Willis o) A5
w9 e als) e},

Axg TFUANA dd s kel F A=
2 aTF =Ee] YRHE E78n o 2T gy
st geldle dFE FAY 5 e 81ld FHAH=
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Akl Aade] gl okl #5HE Ming, Willis,
g2 Mulligan 5} Rember £] 54l =z} of4
+ ek, Frld = 2= 49, ", 394
ofa, AFHE, 4 TR AL 8 gehal d
£ 4FE BUGL o H @ sk Yaty Aol
w38 A | AR 2 bR ol F A 3
ol §4-& 2 Eslaz} shg o

HTHE W YUY

1) "E7HE
gdrAEEs 1981 14 155 19824 124 314
7hA vk 2wl gk ol A o) SE - M) Bk glef] 4 S
Agd Adild 2oz fghez a4 24
& = T2 E A en 8l
2) "Ey
Zalg 10%T4H TEUg ez nHYsn ¢FE &
T F slefd Zedle 6um 2 Tl el F4
A %] hematoxylin-eosin ¢ 4§ sl ZHdaledc).
2 Ming 3 R4, Willisg £75d4d, 28z
Mulligan =} Rember 2] B2 &d e 2 %ld 258
ot
(1) Ming 2| #8Y :
(1) Expanding type
i@ Infiltrative type
(2] Willis2) 28Y :
1) Adenccarcinoma (Adeno-papillary  carcine-
ma)
i} well differentiated
ii) moderately well differentiated
iii) poorly differentiated
@ Mucoid adenocarcinoma
@ Signet ring cell carcinoma

@ Metaplastic eguamouns cell carcinoma
% Highly cellular anaplastic carcinoma
(3) Mulligan 2} Rember 2] 22%Y (modified by
Teglbjerg and Vetner®) :
{1} Intestinal cell carcinoma
type [, highly differentiated
tvpe I, poorly differentiated
@ Pyloro-cardiac gland cell carcinoma
type I, highly differentiated
type I. poorly differentiated
@ Mucous cell carcinoma

type I, tubular differentiated
type I, signet ring cell type
type W, diffuse desmoplastic type
type IV, solid anaplastic

olef gk 52 o = alell A @D ghabe] 44 s o
o], @ H54E2 Az T8 ¥34%, @ desmo-
plasia 8] A=, @ Yaobat 352 59 2 UNEFS
sdaratgl b, obEE, 2z elelA 9§ Puld a2
ol 2 EE E4dhgich. 39S L 2 AR 8
et B& HEtdd e, o EuEel §le A $E absent
(0}, =leldt 4§ mild(1), 429 dE54%5 3§
H9AY Yt AUse] SEFEE el2E AL
¥ moderate(2), dgk2] gl T4 E- 3 FH AL (ga-
stric carcinoma with lymphoid stroma, Watanabe
< EZ%)E marked(3) 2 Halddcl o, T35 o
FAEA YolFalA YRAZNAE o Sdehgn),
b E F2of] A =AE H4E ¥HE & desmop-
lasia = 2 A 5ol wpe} F3& Adhddcel, desmop-
lasia 7} 4l = 71 +F absent(0), v)v]dF 75 mild
(1), 2% 4x¢ 74E moderate(?), 4§ =45
marked(3)2} s}slck. o]# ) o 4§31 desmoplasia
= ohd W &7 (PMN) &) 3-8, 4folsEe $4 2
Bl #Habsd Hele fEUgoe Fusle o gk
£ w2 ] o 4bd g A 8] s)g e}

ol gzl L YL Ed2 gk 2 ERe 43
g AE 4 53 oS4 E 21 desmoplasia £
W el =el datdl Alele fF 9 2 dEE vy
it e 2 AL a2 A4 el B 4
H4YE FHEF5 .

# 7 4 H

1) =58y S s 2y gxe 22

& 2844 Ming, Willis & Mulligan 3+ Rember
] el web TR ob oga e EE
o] -5 ol glep(Table 1),

2) 4d B HyE B2x

T 284eF gabrl 166e], of =heb 1180 24w u]
 La:lelgel, Adal HFdyE sLedEH o] F
‘dalzb 52,24, o] =}7} 50,042 A& e iyl $
i o4 Al 2 wlel 2r8ds sled9e
(invasive carcinoma) 2 & J-Faldel vp, £ 4o
T 32¢l 24 A2 11, 2%F A=slged], of T &
z}7b 224], o 27} 106 24 gdu] = 2,20 1) gl
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Table 1, Distributions of stomach cancer by histopathological types

Types according to Nuomber 4
Ming
Expanding 103 36.3
Infiltrative 181 63. 7
Willis
Adenocarcinoma 130 43. 8
Well differentiated 65 22.9
Mod, well differentiated 32 1.3
Poorly differentiated 33 11.6
Signet ring cell carcinoma 66 23.2
Mucoid adenocarcinoma 11 3.8
Anaplastic carcinoma ! 26. 1

Metaplastic squamous cell ca. 3 1.1

Mulligan & Rember

Intestinal cell carcinoma 43 15.1
Highly differentiated 33 1.6
Poorly differentiated 10 3.5

Pyloro-cardiac gland cell ca. 61 2.5
Highly differentiated 47 16,6
Poorly differentiated 14 4.9

Mucous cell carcinoma 175 6l.6
Tubular differentiated 39 13.7
Signet ring cell type 61 2L 5
Diffuse desmoplastic 41 14. 4
Solid anaplastic M 12. 0

Unclassified 5 1.8

Total 284 100.0

Table 2, Age and sex distribution

Age Male Female Total % Sex ratio(M/F)

20~29 d 4 B 2.8 1

30~39 17 17 34 12,0 1

40~49 42 31 73 25,7 1.4
50~59 54 32 86 30.3 1.7
G0~69 46 30 76 26.7 1.5
70-~79 3 4 7 2.5 0.8
Total 166 118 284 100, 0 1.4
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Table 3. Sex ratio and mean age by

histopathological types

Types according to Male Female Sex ratio(M/F) Mean age
Ming
Expanding 57 46 1.2 56. 3
Infiltrative 109 72 1.5 48.9
Willis
Adenocarcinoma 88 42 2.1 54. 6
Well differentiated 50 15 3.3 55, 2
Mod. well differentiated 19 13 1.5 53.9
Poorly differentiated 19 14 1.4 o4, 2
Signet ring cell carcinoma 37 29 1.3 46. 7
Mucoid adenocarcinoma B 3 2.7 52.2
Anaplastic carcinoma 41 33 1.2 50.1
Metaplastic squamous cell ca. 2 1 2.0 68. 0
Mulligan & Rember
Intestinal cell carcinoma 27 16 1.7 54.0
Highly differentiated 21 12 1. 27.4
FPoorly differentiated 6 4 1.5 42,7
Pyloro-cardiac gland cell ca. 38 23 1.7 55.0
Highly differentiated 28 19 1. 55. 3
Poorly differentiated 10 4 2. 54. 1
Mucous cell carcinoma a7 78 1.2 48. 4
Tubular differentiated 24 15 L6 52.3
Signet ring cell type 33 28 1.2 45. 6
Diffuse desmoplastic 22 19 1.2 47.6
Solid anaplastic 18 16 1.1 49.7
Unclassified 4 1 4.0 63. 0
Total 166 118 1.4 5l. 6

Z7] 49 #=ls] HFady L 46,8424 o] F Yals}
47, 24], o 27t 46, 04le] 1=, A -9 sh 2524 2
A 88,8% & AAstged o F @abrl 1444, o=}
7F 108<] 24 el L3: 1ol glch HFdd L &
ab7h 52,94, o 2p2} 5144 2 M E7) 99k 7 $9} v
Eeke] Ak 545 Aelg 24k Fal= 3045H
694 7ha] vy mBA 23 e}gch(Table 2).

3) FIere] EEEE S8 o 4% % HadEd

flake] =H a3 fald wel s HFdg e 4
it Ao § M5icl(Table 3), Ming & J-75-4 4 2

TEE & 8ol =l il dchE ajo] § e
2 speten) HFAWL infiltrative typeo] 48, 04
24 56,3441 expanding typeocl| &) H4d Fibc},
Willis &) ¥-5-4] 3} Mulligan 5} Rember & 215744
A FEE &, A2 E3ob Fo Aghe L3
T o Hadd wle) WFaee] oo o F 3
+EE AlskE HE Hekdl el daby w)ge] o
witel. wbe, pyloro-cardiac gland cell carcinoma
ol e 287 d FL $gke] 23y Ly F2 o9
el vl =l Wl Ee] o Eabe
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4) FIge 2} 2R O E ¥SHrE2 =, des-
moplasia, SO SF % SoHE Holel w4t
( Table 4),

(1) Ming 2| 2R /g gSEs] HE, de
smoplasia, EIOiak &% U LDHE ®o|2 YA :d S
dh-8-2| A k= expanding type 3k infiltrative type
Zhed ¥ Ale| B He]z] gFgl ol desmoplasia g A
4= infiltrative types«]4 v =9}, =el, infiltra-
tive type o] gl elg Wl=E 724% R4
expanding type £] 58, 4% ] ¥l #H33] Egtoy
elej gt Aol FATHoE F4 550,025
0. 01},

(2) Willis2| ERgiol 23 HELHEL HE, de-
smoplasia, BIOjE EF U RIGHE HO|g Lat: 7}
frael] Wi GFi-8 AEE MR v wdld g 3
o] F Me|= ggbel. Desmoplasia £ HE3= vz
87 F2 A4z o f#HeH{anaplastic carcino-
ma)ef] 4 Egke} signet ring cell carcinoma &= 4
ereh. "oty el FTFE LIIE Vel 44,
n| A#al, 2|3 signet ring cell carcinoma e 4
Wk

(3) Mwligan 3} Rember 2] 2R 2% HSut
2 H=, desmoplasia, Bioigt EE W ROE H
olel ¢At: 7} fEd GE d30Se AEE AL ¥
#tgleh. Desmoplasia g AE+=, Y27 &2 in-
testinal cell carcinoma 2} pyloro-cardiac gland cell
carcinoma 2] % mucous cell carcinoma 2| desmo-
plastic type o 4 =skeh. k&8 ol & #89 #shE
e Pabad Aol ¥ Mo Feivh Muocous cell
carcinoma #] signet ring cell type =% -2 =] §
& By o F EAHHE M Ale] &2 79,6
RN 871 2 L st 4 Aol A Wl

5) o cHgt Ex|dhEo| L4tat RIoHE HolE
2] #H

(1) Esur82 J=o ofg FHRoE Moz wl
Z(Table 5) : 5453 A= =13 Yajad Aol
g Zpe]l = FATHoz F25ks 2 (p<l0.001),
7t HE g5kl §lv 7 S(absent) s} 4131 34
& Mol 7§ (marked)F Algdld 2 Aleo] §E al
A7 ol s H ek (p>0.5).

(2) HSMdzs /o o BoE Hol&E2 v
(Table 6) : $l 4|22 352 T2 5 g9 A4+ A
o] fo] 58.0% 24, PapTol HP AR v gk aF
2 {444 d(69.4%), datT4 gl T2 5 Hg

(70. 626 )0l w]3te] o] -ge| fad vhobcl, o|zgk <F
A F 2 ol ol glel Haby 9w g
AE FyabA el

(3) Desmoplasia 2| H=o ofE® HHZIohE Ho|
2] dl&E (Table 7) : Desmoplasia »} glowld oo
s Aol sl gli= 196 = Zo ake] s £ o Fo =
A3 gtz Qe FAEY FHEE 2GS
Aok o g 22 Fgich eld] =24 desmop-
lasia ] =7t di8 gobd Aol dL =9 3
=7t &rE Aol daten ol o]l FA
thaj o g f2 84l e (p<0. 001),

(4) 7lghel Eladszd oOE FHoE Holgl gl
& (Table 8) : #4te] Axpdd T8 AS Aelde
0%, Futeldoial A& AL 15.4%, +4374 4
<3 A5 66.7%, FFa AurE digiela) Alags
A4 76.5%24 34 Aeld =} F¢ 3 A
ol § Egch(p<{0.001). °lel gt k4 E3 sk
gt Aoy Hapy 528 wdeHE FEEA e}
et

@ % 1@

Ming™+| 2| #}+l expanding type o] #<4t8 67%,
infiltrative type ¢| 33% % A}=|3l4d.o0v expanding
type o 4 o FAE2] ffe] of g2 HFE Fropx
g}, dbe infiltrative type & w35 3£ #laje)
aela A Ak o el Rk, oo Tl glejd s
Ming #] ¥ 2} we] expanding type o] 36. 3%, in-
filtrative type o] 63,7% =2 infiltrative type o] o
wobes 5 f87e) ghiulel g 305 Ho]t A
% glgieh. 28 infiltrative type &) s« we] of
wir, expanding type o 4 gapial Ae] o] o} o
Fok dow gk P& Ming 3 9 ]85 .

X oA Fol e kS Willis 8] LFgo 8= 74
& o signet ring cell carcinoma 7} 23, 2% 8 F=|
st3eh o] & Cho '] #15ql #1¢+& Willis 2 2
Fol S TR Nus) wmsly Hete] WEE F
at dkmi signet ring cell cacrinoma = &2 Fr}
slo) 584 2o Fech

Mulligan 3} Rember®= g ats] =3¢ w7 =]
of] F-Egle] HHFE &9 ¥} mucous cell carcino-
ma 7} 50, 0%, pyloro-cardiac gland cell carcinoma
7} 26.0%-F FldElden Yadtd e, ¢ 4 mu-
cous cell carcinoma = ®| a4 F -2 e]d 4211
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Table 4, Inflammatory reaction, desmoplasia, lymphatic permeation and lymph node metastasis by
hiztopathological types

.  Desmo. L¥mph. perm. Node metastasis % of metas-
Types according to Inf lammation ;1. o P " - :;t; ri n’:&d:a”
Ming
Expanding 1. 41 1. 50 71 32 60(58.3%) 43 15.9
Infiltrative 1. 46 1.73 146 35 131(72.4%) 50 24.8
Willis
Adenocarcinoma 1. 62 1. 86
Well differentiated 1. 43 1.89 50 10 47(72.3%) 18 24.7
Mod. well diff. 1. 53 .94 25 6 22(68. 7%) 10 17.0
Poorly differentiated 1.70 .73 29 4  26(78.8%) 7 26.5
Signet ring cell ca. 1. 26 0.98 41 25 39(59.1%) 27 19, 6
Mucoid adenocarcinoma 1. 27 1. 00 10 1 10080, 9%) 1 M7
Anaplastic carcinoma 1. 51 1. 96 a3 21 45060, 8%) 29 15.7
Metaplastic squamous ca. 1. 00 2,00 3 1 2(66. 7% 1 32,3
Mulligan & Eember
Intestinal cell ca. 1.52 1. &6
Highly differentiated 1. 55 1. 94 29 4 20060, 6% 13 17. 3
Poorly differentiated L. 40 1. 60 9 1 8(B0.8%) 2 30.3
Pyloro-cardiac gl. ca. 1.44 1.95
Highly differentiated 1. 43 2,00 37 10 34(72. 3%) 13 23.1
Poorly differentiated 1. 50 1.79 11 3 11(78. 62) 3 28.5
Mucous cell carcinoma 1. 56 1.51
Tubular differentia. 1, 31 .56 34 5 30076, 9%) 0 26,9
Signet ring cell type 1,22 0,70 38 23 36059.0%) 25 17.7
Diffuse desmoplastic 1.20 2.03 26 15 24(58.5%) 17 18.2
Solid anaplastic 1.74 .18 29 5 25(73.5%) 9 22.8
Unclassified 2,00 1. 60 4 1 3(60. 02) 2 3.1
1.44 1. 65 217 67 191(67.3%) 93 217
Inflammation:mild;1, moderate;2, marked; 3
Desmoplasia: mild;]. moderate;2, marked; 3
Lymphatic permeation & metastasis: <+ ;present, —; absent
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Table 5. Lymph node metastasis in relation to the degree of inflammatory reaction

. T

Lymph node metastasis

Degree Total
+ =
Absent ol 0 %) 1 1
Mild 117(67.6%) 56 173
Moderate 71(60,62%) 31 102
Marked 3037.5%) 5 8
191(67. 3% 93 284

e - o

Table §, Lymph node metastasis in relation to the types of inflammatory cells

Lymph node metastasis

% of metastatic

Degree + B nodes/total nodes
Flasma cells predominant 40(58.0%) 29 20.5
Plazma cells +lymphocytes 43069, 4%) 19 23,7
Lymphocytes predominant 108(70. 6%) 45 22.4
191(67. 3%) 93 2L.7
Table 7, Lymph node metastasis in relation to the degree of desmoplasia
Lyvmph node metastasis
Degree S Total
+ —
Absent G100, 0% ) 0 6
Mild 80( 81.6%) 18 98
Moderate B6( 76,7%) 20 86
Marked 37( 59,7%) 25 62
63 252

189( 75.0%)

Significance of difference; p<0, {H}{

Table 8, Lymph node metastasiz in relation to the depth of cancer invasion

Lymph node metastasis

Depth of invasion

2% of metastatic
nodes/total nodes

+ —-—
Mucosa 00 %) 19 0
Submucosa 2(15. 4%) 11 4,2
Muscular layer 26066, 7 %) 13 14. 9
Serosa & perigastric area 163(76, 5% 50 25. 7
191(67.3%) 93 217

Significance of difference; p<Z0, 001
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sta alel#t A == ubel, dapel wlamal g py-
loro-cardiac gland cell carcinoma s} o =}of] o P2
intestinal cell carcinoma = mucous cell carcino-
ma e ¥l ol F7 W4 Ecobx #hsc}, Mulligan 5
Rember < 2{gF $igte] FFubyle =129 =8 {57
i) o F Yo o ZAe]gios Teglbjerg
9} Vetner¥ol] &l 2 FFo] AlEg=gich £ dF
ol 4= mucous cell carcinoma £] W] o] Mulligan
7 Rember 2] ¥ u¥c} #H4 Zqkeo, intestinal
cell carcinoma #} pyloro-cardiac gland cell care-
inoma 7} mucous cell carcinoma « W& Fo #=HF
At whale] g B F4cl. 53] E2}s) o
4 F-£ intestinal cell carcinoma 2} muccus cell
carcinoma | 4+ ¢ % e étgl=t. e, pylore-
cardiac gland cell carcinoma o] 4 &= Y-8 F4 &
+ frEe] 28 e 2UEE B4 34 ¢l E
7 FE doyaly Ale] &£ & vat ), wHalz &
S7h F Aol HEdwWel En wabl o w4
s @uba Aolgol Wbt

AR i ulal dal A HAxel = 2elst
ot WA 2019w Bges wa, T4
Cho '] 2,28 :1, Kim 53e] 2,3:18 ®dmzls
Sk £ d Tl A L4124 109« v Ehed
W Felrt FolE HE & + dsich AFAYL
SLEAEA 100 QA= vl&dle o F AF4see
¥ 5224 B4 27| HoHE] 46,842} wmE o 5
e Alel§ 2o 24 H4he] THE 2 A0
A Alabes A% side] FYE 234 Fdl=

£ "7l SRz seF Fao HE4x
HAZ a8 S FE A 8422 gzl
2 Aolsl &4 olgatgith. e A+ Wb A
ol fre] o F2b FaEGA P 2 1y HEFL
23y "oy als|st delngd A4 Frebe Bmst gl
SYO AN R Hdgaty JEEL Dol Ao &)
MATehE AL AL 2R} QB o] s,
24, 26

Murphy 5] & #tel, FRH4E F44) gapd 3]
&2 Fddl A 574 dgdraoleln Yatw o F
HEEs Azl fapel Fabs] GgpAed el g
+ wabe] dgleh, @374 Alge] gdad A4
w0l Frltcte SR GFte] FHE o
F7t Fohalvte FARmenane] ol & ok, o] F 4}
olefl 3= ofFal AHpAE gl FHE0E g,
E{ Inokuchi Fg 7] dk-ge| F45 25 Hgt

fhare] 59 AE 0] EobAlw dodaba Aol 9
obzlelm dHglel. £ ATl fdE2gs] 344

& HabTel A4z YiE Fusn glge
v o] F M ESY AEFHES & gy e fo 4
T dFEEE el £ oF AYeld o 4
FRAAE BolA ehshel, =gt #ghe 2 Lo wE
NG A Aol = @S A gatel, e} o
FTUEE FAME AFA2Y TR =} gspal 2
o & Aol | By d FAHEY 3 fe] F2 5 9
el FHA 2} Yol Trt del A QalTY 2 go
T2 8 Sqke] vl wp el d-g vy},

7l A Ykg-o 2.4 % desmoplasia 3= Willis*o] 2] 2}
o THAES 1§ = A (barrier)s) JE§ 3
v AR 4. £ oo glelHE desmop-
lasia 8] A= =4 Y3l F& AL, oF 2
7t 4 intestinal cell carcinoma 2} pyloro-car-
diac gland cell carcinoma, »]2#el, =32] 3 mucous
cell carcinoma #] desmoplastic type o 4] oo
o] 5 FH oA Ae)Ee oE FHY fgtdl o
# wlajg] webgt Willis7b 7l g4 wfel o 229
v. Desmoplasia 8] A 5o o} & dodajyd el
# Fol7l FAHHLE g3 ARPAF M F
of o2 b4 sl gl gl

Al 2 g obd Fofel A s} nladrlz) 2 Tepxa) F
He 710 -goey dFHES 3§33 desmoplasia
Ty S e A AEE ik, H8 fEa
4 &9 =LA old HAdhe A2 FTF,
S HAAEA 98] Aol & e aqddE Bd F
Aok 2 Zlaleln g 2o dfFleds Mo e o
7t Aad A g,

Heke] AFAEA ol el g slalcte Ade
Urban st McNeer®, Inokuchi 54%¢] o]w] X} u}
gl2w Sunderland 52 gqke] 3 <rxl o)« He)
Ao ezt Aelfe] wA el shgich. £ QT 9
AR H5He] AR Fdeld wHel dapdE Ao s
Hol FAHHLZE 4 glql Aeo]lF B of o
FEE A T adYd & ¢ g

# =

fgos ahald F28400 F 422 o] FE Ming,
Willis, 18] 2 Mulligan 3 Rember 2] B 54l & ¢
Habe flgkg vha) EHEn el wpE gzl 4
Wa e, Aty o4, FYE, gF0SY A
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b T8, ol AE4 A5 8 e E Aol s = oF
g 2A4ae Thesh e AEBE A4

1) #ergb=ls] ddul s 1410 gn, HFdg L
51, G4lal gleh, o] F, T Habe] HFaly - 46, 84
dos 44 AL 522424 of 549 Ao E B
g =t

2) F 284+] & Ming & EFddl 23 TEehd ex-
panding typeo| 36.3%, infiltrative typee] 63.7%
2.4 infiltrative type o] 4 nrakc),

3) 2 2840] § Willis 8 L5del o8] FLalq 4
ala] 45, 8%, signet ring cell carcinoma 7} 23, 2% &
bz itglch, o] £ 4sbal =] E3#45kE desmoplasia
AE7 w4ed J53 TEE AL3E Yol Asd
ol g3k @abd Ale| &% 4basl 2t

4) &4 284+ E Mulligan 3 Rember & 54« 2]
#ff 4=, intestinal cell carcinoma 7} 15, 1%,
pvloro-cardiac gland cell carcinoma =} 21, 5%, mu-
cous cell carcinoma 7} 61,6% 5 Al=s}dcl, o] 5
B#r 2 intestinal cell carcinoma 2] pyloro-ca-
rdiac gland cell carcinoma, 283 desmoplastic
desmoplasia & £ &= =9t

e, o] F XA#Hr} F-& intestinal cell carcinoma

mucous cell carcinoma 2|

2} desmoplastic mucous cell carcinoma 2] §=}3
Aol E #WAstA] wakth

5) Wal 2 E3s F& HgE B3 FA e H
ahell wlef HFadgel waton] el ula g
=hel] v Tdhebgd .
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= Abstract=

The Patterns of Invasion and Lymph Node
Metastasis of Stomach Cancer by Histopa-
thological Types

Kyi Beom Lee, M.D., Kwang Kil Lee, M.D.
and Yoo Boek Lee, M.D.

Department of Pathology, Colle ge of Medicine
Yonsed Universiiy

Stomach cancer is the mcst common malignant
neoplasm among Korean men and considered as one
of the most important malignant disease in many
countries. Thus, many studies have been establis-
hed about factors affecting prognosis of stomach
cancer, These include studies of histopathological
pattern which were performed by Mulligan and
Remhber (1954), Lauren (1965), Ming (1977), and
Teglbjerg and Vetner(1977). The present study is
aimed to evaluate the useful factors to predict the
prognosis of patient of stomach cancer in relation

to the histopathological patterns.

The material consisted of 284 cases which were
diagnosed as gastric carcinoma at the Department
of Pathology, Yonsei University, College of Me-
dicine from January, 1981 through December, 1952,
After the classification of gastric carcinoma by
Ming (1977), Willis (1967),
Rember (1954), age and zex of the patientz, his-

and Mulligan and

topathologic patterns, depth of invasion, degree
and major component of inflammatory reaction,
lymphatic permeation and metastatic incidence to
the regional lymph nodes were investigated, and
the results obtained were as follows;

1} The overall male to female ratio was 1,4 :1
and mean age was 51,6 years old. The mean age
of patients with EGC was 46,8 years old, while
that of patients with invasive cancer was 5.2
years old, indicating about 5 years difference.

2y The classification of 284 cases by Ming's me-
thod showed 36, 3% of expanding type and 63.7%
of infiltrative one, The incidence of metastasis to
regional lymph nodes was 58 3% in expanding
type and 72, 4% in infiltrative one.

3) The classification of 284 cases by Willis" met-
hod showed 45.8% of adenocarcinoma and 23.2%
and of signet ring cell carcinoma. Adenocarcinoma
anaplastic carcinoma had high degree of desmop-
lasia, Among them, moderately well differentiated
adenocarcinoma and anaplastic carcinoma showed
markedly lower metastatic rate to regional lymph
nodes than others.

4) The classification of 284 cases by Mulligan
and Rembers' method showed 15, 1% of intestinal
cell carcinoma, 21,5% of pyloro-cardiac gland cell
carcinoma and 61, 6% of mucous cell carcinoma.
Highly differentiated intestinal cell and pyloro-
cardiac gland cell carcinomas and desmoplastic
mucous cell carcinoma had high degree of desmop-
lasia. Among them, highly differentiated intest-
inal cell carcinoma and desmoplastic mucous cell
carcinoma showed markedly low metastatic rate
to regional lymph nodes.

5) Adenocarcinoma with good differentiation
showed higher mean age and male predominancy
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in comparison to carcinoma with poor differentia-
tion.

6) The degree of inflammatory reaction did not
show significant difference in relation to the pat-
terns of gastric carcinoma and the rate of region-
al node metastasis. However, according to the cell
types invelved in inflammatory reaction, plasma
cell-predominant inflammatory reaction showed
low metastatic rate to regional lymph nodes,

7) The more the degree of desmoplasia was
observed, the less the rate of metastasis to regional
nodes was noted and the difference was statisti-

cally significant.

8) The rate of metastasis to regional nodes
showed marked difference by the depth of cancer
invasion; confined to mucosa, 0% : to submucosa,
15. 4% to muscular layer, 66, 7%: and to serosa
and perigastric area, 76.5%,

In summary, the results of this study indicated
several factors suggesting good prognosis, such as:
(1) expanding growth pattern, (2) good differen-
tiation, {3) high degree of desmoplasia as stromal
reaction, (4) plasma ctll-pradnminan;r. infiltration,
and (5) lesser deep invasion. These factors were
better evaluated by Mulligan and Rembers

classification.
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