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1. GEJ 2| 81 2/ — Siewert vs Nishi vs 4 = ¢|H g2t
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(A) Siewert 25 — ZY SO GEJ CiH| fIX[: Type | (GEJ &' 1-5 cm), Type Il (&% 1 cm ~ 3H 2 cm), Type Il (SH 2-5 cm). (B) Nishi 2/ (EE22) — L20A E2| AHE. () M=%
Kyoto = M|=|2| 9| GEJZ2t St 4.

A : Siewert &/ (1998) B: Nishi &/ (1973, & &) C: Siewert Il CHX| 7i'd / Kyoto GEJZ

GEJ 7| 8H  Type IIl: GE) A% 1 cm ~ 8t 2 cm
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GEJ &3t 2 cm O (& 4 cm) GEJ(DEPV) &3t 1 cm O[W (F 2 cm)
XS CfA ‘ e Adenocarcinoma, Squamous cell carcinoma 25 GEJZ & & = DEPV &8t 1 cm B[ Of| A
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> GEJ2| landmarkE HA “l{Of Barrett 42| Z0|2f HHE AL /X|E LA 2L+
2 o[7t glof OFF

controversial

_<

. O] oo M= ST
TIXI

SCJ (squamocolumnar junction, Z-line)

HEMID-FAIO O AR AZ 3Hd(Barrett)0] YA2S™ GEJEL FFCE O|FstEE
AF HSOME GE) X HEE 2l = US

PEGF (proximal end of gastric folds)

%( respiration) or 7|(|nsufflat|on) I*Eoﬂ [EFEF -|-|7C|7f E*Efﬁ RP e do| =30|
s d = UF

DEPV (distal end of the palisade vessels)
o A MASHMO| ELE X2 YEOM= GEJQ| 7tHE SFEStXo =
g=2t5t landmark®2 72t E

o LHA|ZE OfL2t ’Hxﬂ ﬁEOilHE Ol 7}s, Esophageal columnar
metaplasia(A = T &I 2}48), gastric atrophy(213), intestinal
metaplasia(& & I|2H) & mucosal changed| L] UGS

« SHA|: M2l M= DEPVZt 7Lt & HO|X| =Ctn 017111 global
consensus= O}Z!
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Kyoto International Consensus (2019) — GEJZ =

Kyoto 2|2|2] A& (March 2019)
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@ GEJ2| 9|

GEJ 2K 0] cardiac gland7f ZMst2 2, DEPVE| proximal

o] ™Mo
® GEJz2| B2 1 cm + distal 1 cm Y2 GEJZE X|HBtC}

Kyoto &2|2| HE

DEPV + 1 cm -
e
ZXet¥ HZ — Ota IHC study Gut 2025

LI X|A GERD X|& 22X gSp2 E M| =l GE) Mat
HEE= 7K1 CrE HAYHEM 3%

« MUC6 — pyloric gland-type mucin marker

« H*/K*-ATPase — parietal cell marker

Q|9 Zt0| MO =l GEJZOIA &St 22 junctional zonel)  Pepsinogen | — chief cell marker
Siewert type Il cancerg CiH|St= 7HE@ 2 = A QHotCt 217} : ol HImol MBS _
: cardiac gland2| 220 A5 EJZ =
® GEJZ cancer > 7|& GEJ cancer= EAC-like2} gastrlc—likeol sSgtoz2 A 21 N J | N lo;_ol PO:I_._ ol =
Of &2 Esophageal cancer®}t Gastric cancerg =2/t % GEJ &3t 1 cmZ 3o|& + 5= =A% &8
s
"DEPV " LHA|E landmark(DEPV) HFEQ} XSt 7| |of 2H et HHAZX X Sk (cardiac gland =X2)& HET|




Kyoto International Consensus (2019) — GEJZ = DEPV = 1 cm 1ka//

"O| zone= X %= cardiac gland= = CH A|
Kyoto 2]2|2] 7‘|‘AO‘ DZI) @él'ol_'7|' tCID:'&" O|_|7|'???"HC study Gut 2025

= Kyoto &2|2| HE

LtX| A GERD X|B 2X ESDE MM = GE) ™ot
@ GEJ2| Fo| GEJ= WAIAMSZ DEPVE 7IEC 2 Folstrt HEES 7}X| D OIS BHoIGM 3=

« MUC6 — pyloric gland-type mucin marker

=K ' 7t =X5tE 2 o i
@ GEJZo| ®o GEJ 2X0f cardiac gland | ZX§8t2 2, DEPVE| proximal

1 cm + distal 1 cm Y S GEJZE K| &St} o H*/K*-ATPase — parietal cell marker
Q|9 Zt0| MO =l GEJZOIA &St 22 junctional zonel)  Pepsinogen | — chief cell marker
Siewert type Il cancerg CiH|St= 7HE@ 2 = A QHotCt o a _
cardiac gland2| 2Z 0| 2435 EJZ =
® GEJZ cancer - 7|Z GEJ cancer= EAC-like&} gastrlc—likeol %O.JQE A 2. J ! N lo O;ID PO:I_._ o o=
Of &2 Esophageal cancer@t Gastric cancerg =2/ GEJ g%t 1 cm= o =+ 5= =9 2

HE
=0

m" WA|ZE landmark(DEPV) HFet =E[etH 7|0 2 At HHZ X S (cardiac gland =Z)H HF7}
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Strongly agree

o
Hiol7| 9 o] A =, Fat o} o)

cardiac gland=

(cardiac-type mucosa)2| & 4|

\ 4

| > “cardiac-type mucosa= E{O}7| R E| EX|jotH LIo|of i} =g

0%

« Native cardiac gland= EXSHX| %ol ZE

£ 2HA (all acquired)

= = [=

+ Cardiac gland= 9 & &40 Cigt Az HE 4|

o
©| metaplastic response

—

cardiac gland= ES5E A

0%

Agree (minor reservations)

T

Disagree (major reservations)

T 1

Strongly disagree

Kyoto consensus: "cardiac-type mucosa:= EjO}7| R E| EX}lj(extent= minimal)stH, H2|H 22 E= GERD 2
ZZ0| A Liofof it =HESC = Zd0] ¢ixf g ot
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24 YU (cardiac-type mucosa)2| HH|

, Cardiac-type mucosa®| 37tX| #8224

M

=
Cardiac-type mucosal| HY =X}t

7l "5fel 7|2 += o|5

Cardiac-type mucosa - adjacent to the GEJ

@ Cardiac gland = ® Oxyntocardiac gland =
Mucous glands only +  Mucous + parietal gland mix
Fundus
%
Oxyntic )
Oxyntic mucosa (body - fundus)
“ qf parietal gland + chief cell + Mucous gland
Pyloric
Muu,,)‘
Figure 3 EfO}2| cardiac mucosa (74 H&) Pyloric (antrum)
(A) H&E: cardiac gland7f %_E_%l'{j” EO:! Mucous glands + G cells

(B) Muce HHHM: AT HF0| muce &d
cardiac gland(Z )7} F=510| = QI &l L| L},
- (@D Cardiac gland= EO}0j] EX{SHCt
@ H&EZ = QF 2O|E 20| IHCE F&2E|0f 2ol 8/



2 E2Y 9% (cardiac-type mucosa)2| &

, Cardiac-type mucosal| 37}X| F’'d24

HI

=
Cardiac-type mucosal| HHA X% 2}lst 4

Table 1. GEJ HHYH HAAM(HC) Z 1}

MUCé6 .
. H*/K*-ATPase Pepsinogen | . .
B b . ol o|m
8t (pyloric gland-type | (- iotal cell) (chief cell) Origin 3 2|0
mucin)
Cardiac gland Positive Negative Negative Native cardiac mucosal| #+4 H&
Oxyntocardiac gland Positive Positive Negative Native cardiac mucosal| #+4 H&
. - - i, & L= (In Gastric field, Normal oxyntic mucosa contains acid-secreting parietal
o o = 1
Oxyntic mucosa Positive Positive Positive cells and pepsinogen-secreting chief cells)
Pseudopyloric metaplasia Positive Negative / positive Positive f\ecs?ﬁt'irfgﬁh;;{g;:&?ggtr;%zfsrssn?g;tsgs?;()yntlc atrophy with loss of parietal cells
Pyloric metaplasia Positive Negative Negative Acquired(Complete oxyntic gland atrophy with loss of parietal and chief cells)

+ MucCec CHI HH nE Ad - MUC6 HH=2 2= OFF AL FESHA| Xot, "HAMA =7t QCHs AT

«  H*/K*-ATPase( M| ZE)7} cardiac gland(—)2} oxyntocardiac gland(+)& T+& X|0&

+  Pepsinogen I(FMZ)7} Oxyntic mucosa®t pseudopyloric metaplasia= 278, cardiac gland®t pyloric metaplasia= &°3. 5 pseudopyloric metaplasiat=
"FMNEO EX"Z H7|E oxyntic mucosall HEIUS A|AFEEL|CE

« cardiac gland®} pyloric metaplasiaE IHC Z2It20| 2tH 3| SUMUC6+ / ATPase— / PG |-)BtLICL [2tA O] 22 IHCEE FEI[X| 2ol 24|
FE(DEPV 7|E ofC|I7h7t BHEA] 223

> Z2 IHC ZIHMUC6+ / ATPase— / PG |-)2| AU MO|2t:, DEPVEL A& Z O|H columnar-lined esophagus®| cardiac-type mucosa®, DEPVELE St EF (% %)

0%

oFo|

O|H ¢ 225 MU (E4 cardiac gland EE= pyloric metaplasia)2 2 8| A =ICHe 2



24 YU (cardiac-type mucosa)2| HH|
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Cardiac-type mucosal| HAEA X X2
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et &, Cardiac-type mucosall 37HX| £ d4

7424 olciolM? of 7|7t o W C

 Native cardiac mucoss GEIO #SH(AHBH.2.Z) minimal 27} o Columnar metapla$tic muco
@ Col taplasti AR MEHOZ QI low A7t AAE wehoz
mnar m icm N
olumnar mesapfastic mticosa esophageal0j| &4 Sk xH

lcmv
. lcm
oY FB0) 2 9l KOl Ch B gt

® Pyloric / pseudopyloric metaplasia =S -.° "

Pyloric / pseudopylofic metaplasia
O Z GEJ &4 oxyntic SHO0f| A LAl

/

Cardiac-type mucosa

= (D native cardiac mucosa + @ Y5

columnar metaplasia(TtZ =) + @ 25 pyloric/pseudopyloric metaplasia(Z& & %)2| &
MO 2 HE[5tH, cardiac-type mucosas ZF(ME Y22 & reflux?t, Ot2HF (7] W2 B & atrophic0| 20| H3|l= Fue =3
TZEQULICEH GEJZ + 1 cme E4 HEfo| #2(0|10, GERDLE H. pylori 158 IE0| A= SXAE= O] FHo| H{E == QCt= FO| 2X|
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Barrett 4! = (BE) M2

=H| 7I0|E2tQle| & 7tX| X}o[H

> @ 27k= 24 e de Zo| @ HHUZHM(IM intestinal metaplasia or specialized columnar epithelium)2| 28 0%

s|ofct oH2 5 7H%| 7|E

&3] . x| & QIE|= spMEaE Zo| 7|= M ER o Hl
. 40| F2 — <1 cm&k BE (ultrashort-segment BE, ) QEO| A USSBE RICHO| 8= B3t s SXY| <1 cmE BER E28= QU =
Japan Esophageal Society USSBE) =282 st3|
. " o : Ceall B e 20] A
AGA (21! guideline) <1 cme Of O|A} BEZ M O|5}X| S zQ sciolumnar lined esophagus <1 cm with intestinal metaplasia"2t= & 0] Af
7EI;EI- 82| (ACG, ESGE, Asia-Pacific A2 1 cm OJAF TQ =g RICh K| AFO| o 2F|E T2 QK]
o
(A) & (B) =Ll Barrett &1
(A )
' . . . P .  WIEF ©
=X A7 cardiac-type mucosaZ Goblet cell negative Htf&tlg_laélrrl?t%plasmi Goblet cell positiveE gastric metaplasia HHE £
7
He| TTHE columnar-lined esophagus without intestinal metaplasia columnar-lined esophagus with IM (specialized columnar epithelium)
i BE O BE O
M3 2|18 BE X BE O
Conclusion U= J|ZFo2 & BEO|X|TH IME2 RF8HE MT 7|E22 £ BE7L Ot Y2 7|F0 M7 7|E 2F0|M BER F2lE
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Barrett & T (BE) &2

— USSBE2

ot} GEJ landmark?2

H-h
SRR

| o
w2t BEZEO| 5EA| mfeigo

I

M 28| : USSBE(<1 cm)= 243} 2™ 0| negligible 80 = 27 d5H| 2 cancer anxietyS
|

| USSBE (ultrashort-segment BE) 2| 24|

« 2HX} F2F . USSBE TITHO| BHEFXLZE, 7| 2HZH
LA == 0| Z11, = USSBE 2HXL0f| A
cancer worry scale d7t MHEZHO 2 /A =&
> WHA|Z HAIXLZL BES THEH I O &2 FICH

= =
HXA| Z|2 1 cm 0|22 HETFSI=

St

=East =4S S060F &

(BE 20| Z&A| GEJ landmark XHH|2]

Fd=hd

- 7I0|E2(QI2 GEJE 7|=E2 2 BE HO|&
S8ot=5 Huot=0, GEIO| /K=
respiration} insufflation E X0 I}2}
HEHD2 0| Sk

> HE Holet AA T E52|X| 2= X &
DEPV 2| E R/

" =< o
eS8 5

2 & o] 2HXte| =L = EO0[AH”
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Cardiac-type mucosal| 7|& — % &1] stem cell0| 5 (ora)2 2 =7

gastricside @ =mmmmmmmmn——————————— -

oral side

>

AT,
.. SRDEERY

Figure 6. GEJOA columnar-lined esophagus @4 AL,

(A) GEJ2| erosion

(B) cardiac-type mucosa® 2|2t X|7. PV = palisade vessel. LtZt St H: cardiac-type mucosaZt A= 3
& & O2ts X[735H7| fIsl =t

@ gastric upper margin 2/ 2| esophageal squamous epithelium0j

ulceration and erosion 0| H 5=, reflux 7} X|£ k™ esophageal
squamous epithelium 2| stem cells= &% 9l squamous epithelial

differentiationE {X|5}7| O

— H3}E microenvironment0| &350 cardiac-type mucosa (E&H
HMah7t oral side 22 =%

v

@ cardiac-type mucosa (=3 &7t gastric side0| A oral sideZ =75},
AF7t X|HE[= 52 mucosal defectES F 0| re-epithelialization/healing

v

2|3t mucosal defect0f A= foveolar epithelium (EHQIAHI)2 CHA =
. O] foveolar epithelium (EHe}HI])0f = intestinal metaplasia
gHH)o| BEHE =& U

A E: Oral sideZ 0| &73l= foveolar epithelium?| stem
cell2 gastric epithelium0| M originStX Esophageal
epithelium0| A FEf{SHX| RE=LCt. &, Esophageal
squamous epithelial cellO| columnar epithelial cell2
transformation &= Z10| Ot
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Intestinal Metaplasia2 Ot M Z0|X =717 — 774X| 7124t X Xt=2| &

IM2 USBE, SSBEE.LC} LSBEO|A| ] E35| & > E9| LSBEYIAM IM2| 7|HES Eo{M =H™o| x|
o IM 7| lof CHet 7+ (771X])

() | M= BELTOI MY AFYT I L

(i) | ¢ M 71

(i) | =M =2 esophageal gland ducts)O| Z+0]

(v | MESIEEEol Mol o

uot

(v) | EHOF ZHE M| Z(fetal remnants)O| Al F-2H

(vi) | 2= 72 MZ(bone marrow cells)2| 7|0

(A) MEMO| gl rat 2
(vii) | &4 X (wound repain2| Zxt

N o 2Z 34 B : StLb= squamous epithelium 0| Al Of2 2
452 HOXT HE AT A2 5 I 2 Sl oS BRG] B
N = N It E &= "duct-like 2", & squamous epithelium 7}
refluxStA| BHE rat B QIH, reflux X[ £2 2
SANEH nEgdo = WY LY S THE A(rat0f| A 2
regenerative squamous epitheliumO| 47|, oy x
A1} H| =2t 24

GEJO| A He| o &l O o720 nEE
Columnar epithelium 0| QI E =
. OEE BIAF T - AlE M C 3 Ml e i
5%, HEH0| gt ratS 0|83 AR e S s e S ] AR et
gland metaplasia, & =2 M| Z 7} MUC6+ pyloric gland

Instestinal metaplasia= squamous epithelium 2|
prasta= =4 P cell 2 HHRH 7

basal stem cell Of| A origin &2 A| A}

> HEMIO|A L2 duct-like +XLPAEM E2H & 22 QI
CSH DS WX WMo EUANO| E = UC= B E
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(A, B, A)it= O|Zh.X}f 4
HF=E X Ol O|2tat {2 4= squamous

epithelium®@| basal layerOfl cDx2 24

4

(C, D, B)Duct-like 23 4t1]
22l squamous epitheliumZ FE{ cbx2 &3 &
FAO7} duct HEE 2 > M Z(glandular lumen)

ME|
oo

(E, F, C)Intestinal-type 1]
Goblet cell2 Z&$t intestinal-type epithelium

£

(G, H)Pyloric gland metaplasia €&
% 2 F0o M SA0 ZASELE pyloric glandOf| A
CDX2= ofobA|Zh e

ogt

CDX2 = Td =3}2| 29X
Globet cellE 77! intestinal type M Z0i|A] ZStA|, gastrointestinal mixed-typedi|Af SfStA| Eed.

Pyloric gland-type M|Z7} IM 20| A O] stem cell2FH H7ICta =H &
17 /27



Cardiac-type mucosa vs Intestinal metaplasia 2| Origin X}0| H| !

_ @ Cardiac-type mucosa @ Intestinal metaplasia

- Esophageal squamous epithelium?| basal
- Gastric side?| cardia gland == foveolar epi  stem cellO| A 7| &

thelium?| stem cellO| A 7| & « Duct-like columnar epitheliumOf| A glandular

Origin « & - ME WO E migrationdtd] 0|2 & Hl  lumen @& — goblet cell Z&ot intestinal-
¥s 57 type epithelium d/d3tA| |=0| O 2P3 0| A

CDX2 t %™

off o|ot O|2t & ML= O/M=HZE Ht0|  CDX2 1 :intestinal type MZO|A ZSHA],
PSE=2 gastrointestinal mixed-typeO| Al 2FStAH 3

=

Primary stimulus

oR
ot 3

« Cardiac gland

+ Oxyntocardiac gland . o '
- Pseudopyloric metaplasia gland Intestinal type epithelium with goblet cell

* Pyloric metaplasia gland

£+# gland cell

» Cardiac-type mucosal| =& = ¢ & E7|M=E2| 71 = 0|5 (HEA O[S #2H0| OfH)
- Intestinal metaplasia= esophageal squamous epithelium?| basal stem cell0f| A CDX2E Sl &M, O] CDX2+=
intestinal metaplasial| Z&=7| THARE Zolk|= 4 CIXIO|H, goblet cell ¥-g0 E+X &

‘840| CtE5 AZ AlAL

2 "columnar-lined esophagus"2t= OriginO| CtE 3= A0 O LIOI7}, GEJ &= 7|/HE o

= ==



GEJ &2 o2 M|, &ff "5 SF"27I - 1. Specialized intestinal-type Barrett &1| 7| #

BE £2il EAC(esophageal adenocarcinoma)-like cancer= Gut regenerative cell lineage Ol A{ ‘&4 st}

Goblet cells:

gastric metapla
metaplasia intestinal metaplasia
et with goblet cells

gastric

P am PR T L]
¥ = % = —y =gy 5 N Py =, o~ 7 P PN 2
r\rwrf%}‘ggfx w\fm‘“ uiww«ﬁftw“»fa [wa
“A1I\/~ (A a2y -
alve : | |

£ %a s won A v

{=lIT rananal

JUlL ISUcCIIC
Ny

rlo
P
ie)
14
O'Q:
Q
“a
=3
3
(0]
o
he)
)
wv
)

pyloric gland-type cell?} foveolar epitheliumE StLIE &

- 2% :injury — pyloric gland-type cells —
foveolar epithelium — CDX2 — intestinal

metaplasia — carcinoma
(IM2 AN d7|= A0 ™&X ¢l F=El Carcinogenesis

pathway)

- O}2f{% : gastric metaplasia(goblet cell
negative) - CDX2 — gastric + intestinal
metaplasia with goblet cells(gastrointestinal

mixed-type) — carcinoma
(goblet cellO] 3t HE M7|X| k2 gastric
metaplasia® Al &= Carcinogenesis7t 2 )
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F O LLC ~ =
GEJ &2 O{ZA 47|, &ff "F SF"UIt -
A e Wasoa i B MUCSAC (1) B
ek il Wl 2 LENG b IAL
i FERTERCSR 043 / ] 1 SR g Vil s va
¥ .« L5, 2 PN ’ 7sy
S e e o, 6 e T 6 -, <
e B S W § i " <
T
S
C Ki67 (+) - D MUC6 (+)
;P Ay (LA ;g“‘.‘;,::*
£ AT g ‘ § b i b s £ ! J
L M & ‘
y $ 2 ¥ % . |
& ¥ %J.“l N

Gastric-type GEJ adenocarcinoma®| 7| HH#
(A) H&E

(B) MUC5AC — L&A= MAtm)
(C) Kie7 — & =22t EH Ato|o| ZAICH
( AlHo

D) MUC6 — &5 2] pyloric gland-type M2 = Cardiac-type mucosaOi| A
7| Y3t GEJ adenocarcinoma

\ ‘.,'o. w:‘_{ e
as

2. Cardiac-type mucosa 7| & (gastric-type)

s

cardiac-type mucosa0i|A 7| &t GEJ
adenocarcinomaE LtEIH 0|0, E2} 2Pd2

(B) & = MUC5AC(+) glandular epithelium

(D) MUC6(+) pyloric gland-type cells

— "cardiac-type 7| & &2 gastric cancer
X2 B35 H N SHESICH = =%HO

a T o —
XISt
=1 =1

| -

P
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@ Specialized intestinal-type Barrett 41| 7| &
— Intestinal-type (BE 2l EAC-like cancer)

- Esophageal squamous epithelium?| basal stem cell0]| A{
Origin Of| A 24 &10f, GEJO|A| HO{ %l Al QFOY|A] intestinal ~ + Cardiac-type mucosa (224 20| A Origin

Origin metaplasia(m 2% Ql 2P d)o 2 Mot A O 2 2450 Gastric side 0| A| esophagus Z2 2 S22
- Gut regenerative cell lineage (GRCL) 7{l'd : injury & Xf{-4 M=

80| 2™ 3 — IM — carcinoma

» Cardiac-type mucosa — gastric-type GEJ

adenocarcinoma 2| et A2 = MHL|X| &2 CHAMO|

* Main pathway : injury — pyloric gland-type cells — O R Gastric-typeQ 2 MHE

foveolar epithelium (= gastric metaplasia) — “CDX2" — @ EZS : MUC5AC(+) glandular epithelium

uror 72 intestinal metaplasia (goblet cell +) — carcinoma & E7F Ki67(+) proliferative zone (SAITH)
=20 O (.

- Alternative pathway : gastric metaplasia (goblet cell —) @Al - MUC6(+) pyloric gland-type cells

— “"CDX2" — gastrointestinal mixed-type —
9 yp > MUCSAC(EZS) - Ki67(34/CH) - MUC6(M &) 9|

carcinoma = goblet cell 10| &} 75 N
gastic @Y E3} — gastric canceri 8 d S



GEJ(cardia) 22| 27}X| ¥Ql — EAC-like vs gastric cancer-like ECt o2

Etiology @ — GER-associated (H. pylori negative) Etiology @ — H. pylori /5 ¢ -associated

 H. pylori & ZtAt0|M @A =S F(GER)LF O 29| A&t e H. pyloridi| 2|2} atrophic gastritis@t St

« Esophageal adenocarcinoma(EAC)2t FALSH £ « Non-cardia gastric cancer@t FAFStH

o H|Bt & GERD Z7I, H. pylori Z22t 24 Z7t5t= & « H. pylori ZE=0| =2 XM HLiH = =25t 7
£ H0| esophageal side =2 HY0| Gastric side

&, reflux ‘471 columnar-lined esophagus / cardiac- %, atrophic gastritisE HlZ2 2 3t columnar gastric
type mucosa mucosa(H| & ¢I1 Z2 8= - 2 4=2)

= = 20| EAC-like cancer = = 20| non-GEJ gastric cancer-like

GEJ &2 EAC-like 1 non-GEJ gastric cancer-like 222 7N, & 72 LAEAH ME CHE XY EHS E¢
— Sl ER/9| "GEJ MYU"2 EAC-like cancer 2} non-GEJ gastric-like cancer2| mixed & 757
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GEJ 9| X} o} 1} X|& X — HER2 - PD-L1 - CLDN18

25X 528 2ME H|1: GEJ vs non-GEJ (%)
. ' ' HER2 32.2% 21.4% (non-GE)J -r|°*) ToGA

PD-L1 CPS 21 73.0% 63.9% (non-GEJ) KEYNOTE-061

55.9% (EAC) - 60.1%

PD-L1 CPS =5 65.4% CheckMate-649

(non-GEJ)
PD-L1 CPS 21 55.0% 62.3% (non-GE)) U= AF
HER2 M PD-L1 CPS >1 PD-L1 CPS >5 PD-L1 CPS >1 CLDN18
(GEJ vs EAC) CLDN18 33.3% 23.3% (EAC) Abe et al.

(ToGA) (KEYNOTE-061) (CheckMate-649) (22 A

B GEJ adenocarcinoma M Non-GEJ gastric adenocarcinoma

CH & 22| GEJ adenocarcinoma (= EAC-like cancer + non-GEJ gastric like cancer @)= Eligible for Targeted Therapy
« HER22} PD-L10| gastroesophageal adenocarcinoma 2| ei&l X[ #HO0| 2 = AUF

« HER2 ¥ E 2 GEJ adenocarcinomaO| A non-GEJ gastric adenocarcinoma 2L} =11, PD-L12 HORCH &

20| EHOH| 5

« CLDN18 ¥4 E L2 GEJ adenocarcinomadiA] & 4 52
18 / 23



GEJ U¥2| X|=22t 2&

o x"
— 1. GEJ 12| LHA|E ESD XSS 1} =&
— Al 27| (A)
ESD: curative option2 £ weakly recommended — Upper Gl Oncology > UE0M ESD £ F7I & 7|=0| Esophageal caner 1}

Summit 2023 guideline

N R Gastric cancer O|A| CI&
Esophageal cancer & GEJ cancerdi| CH3H ESDE XX X2 2 f5tA #H

(27 £Z weak Grade 0 ® Esophageal cancer : SM &8 >200 um vs Gastric cancer : SM
&€ >500 pm
@ intramucosal EE= SM invasion <500 um » :
@ Dlame'ter <3 cm . Al 2| (B)
® Negative resection margins .
@ Lymphovascular invasion (-) > Z histology-specific lymph node metastasis2| /&0l
: : CYs g}
® Poorly differentiated component (-) H2t controversial(= )

« EAC:SM &8 <500 um + LVI(-) + G1/2 O] LNM /& very low risk(0%)
- NPTz WA|E X[& EtE

 SCC : submucosal SCC lymphatic aggressiveness & Z&7| H0| 2% —
AMEHEKN 9 systematic lymphadenectomy Z &

+ HEE : adenocarcinomall SCC2| LNM HO|&2 Xt0| 18, 2|1 risk of
LNM2 SM @ 200[0f 2t Z743}0 SM1 |es|on01|A1£ T - 9
=7|SM invasion2 endoscopic mucosal resection

GEJ & ESDO| <ixf 2 X| XX} &=

- 2N MG 7|E2 HY ESD 7| E(SM <500 pm, <3 cm)0i| Z77hRLE, Ale HEAOI 7|F(SM 2200 pm)E B E5IH F7F == Cj&0] 3 A
s0lLt= 20| &4
« GEJ &2 EAC-like cancer?} gastric-like cancer’?t 2l —» Tt 7|E EfE o] cist =2t

7 =
= 03 &d3tl= 21t 22 U], GE) 2| ESD HSS Eu2ol7| flsiM= F71HQ HolE =Xt &Eesty 40| E+X

o7 25



GEJ {42 x|z} E&
— 2. GEJ M2to| 2A3lstQ ™ (Chemotherapy)

Clinical Practice Guidelines for GEJ Cancer — Upper Gl Oncology Summit 2023
Q: (@ Gastric adenocarcinoma @ EAC (3 GEJ adenocarcinoma 0f CHsl S st
CTx regimeE recommendation & = AE=712

) 4

Subgroup =4 Z1}

125
E
rot

@ GEJ adenocarcinomalll Gastric adenocarcinoma®| 1X} CTx regimen 21t
Retrospective studyOllAl & =& 7t overal survivalOfl 2|3t X}0|7} QiCt= 242 =92l (Kawano
2014 - Nakayama 2020, ESMO Open)

@ e 34 AI™FO| GEJ adenocarcinoma®t EAC 2tXH7t A S 2=l 42 Gastric cancer CTx
regimen?| |l 2|8 512 24 (subgroup analysis)OlIA] X[ = X0 Xt0|7} IQACH=
14 2 A

A 4

= H1 (weak recommendation)

Unresectable, Advanced, or Recurrent gastric adenocarcinoma 0 A 22/ & chemotherapy

regimen= GEJ adenocarcinoma 3 EAC & X0 A = SHSAH HELAZ weakly recommend
&, GEJ adenocarcinoma?}l EAC-like + gastric-like cancerl mixedE 7|E HO|E HIE =2

L2 o 2§ golg
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GE) Mo X|me} A=

— 3. GEJ M¥e| == (Surgery) =

@ Transthoracic

« lvor Lewis : laparotomy + right
thoracotomy, azygos vein 2}
intrathoracic anastomosis —
distal thoracic &0 Mg,

mid-thoracice proximal margin
et

@ Transhiatal

 Transhiatal esophagectomy :
abdominal + cervical AN,
thoracotomy 91& — 0=
thoracic level 3= EX| 7=

« 2tA|: trachea 2% bulky tumor
oM 7[=H olz{2-fld; &€&
A= morbidity | - E=7| M=
0| [115]0]L} LN yield ZA2
g7 SYH HEE *5

[116]

Left thoracoabdominal bulky
distal B, inferior pulmonary
vein &8 anastomosis

 McKeown : + cervical
incision-anastomosis —
upper-middle-lower thoracic &
LR S
» Gastric conduit: celiac:left .
gastric LN 28, Zt¢|s™ AA,
2oL 2=

= Al
=2

¢ Surgery — 2|3}2| =4A] MEH
« X B S 2E=HE 2 HLR0| consensus A —
Tz @A ZS M3
& UE XM — Az HE HO| 7|=

| =
= 718 (right thoracotomy) &
X |
X

M=y

® MIE (285 M=HEXA) @ Robotic-assisted MIE

« Laparoscopic-thoracoscopic o ™ E2 = AMORUIM AlZ
Ivor Lewis / McKeown oL EEE T, /8= OH =%
o RE. A AMIE | K77 55257 gHS
l,ﬂl%*%f;l,xwl 48 55 - THE: == AlZht, HIE1
ol . 37| EHOIN SYN BaHe
« Hybrid MIE : laparoscopic H|=SlL} CHt 2 RCT R

abdominal + open
thoracotomy — ME& X5} g
O| morbidity |

. EEBOH 28 42 Y 5

o
&, conduit viability =2, 024
o' | N ZHA

=
MAHO| 7+s8HH 7HE (open laparotomy) EE= A @& (transhiatal) &
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