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FIEH A

1N ZAM B F(Gastrectomy type)

Standard data elements

Gastrectomy (specimen) type

Total gastrectomy

Distal (subtotal) gastrectomy
Proximal gastrectomy
Wedge resection

Others ( )

OO0ood

e =715 H=ot0o /AEMES SFE EAISHOF ottt

K2t HEH(Gross type)

Standard data elements

Gross type
] EGCtype
(] EGC type I/lla/lib/lic/Nl
[1 Mixed EGC type ( )
] AGCtype
[J Borrmann type 1/2/3/4/unclassifiable
[] Others( )

sid: Eeio| SN JEE 7|l=oioF Sehold WY B WEH2=Z Y|, =7|9YH(early
x A

(@) =

= [MEH[9], TIHH2 Y (advanced gastric

)
S3t S (unclassifiable)2 L&2| EFHO

gastric cancer, EGC)2 =9 2FH(type 02| SIEF
cancer, AGC)2 Borrmann =&F B2 [ ELCH EF7t =27
2t Borrmann 5O SHYSICH9). |2t HEH= | AALE Sl ZEEICE M2k, e,
o0lE & Zto] Xo|7t AS B, SOt AHY EGCO|X|EH WHO[FH 2= FY0| 282

AN
.I

[}
-

o
-

=
=
Heot=s 82(Ac0), =2 *’% JdEi= | 27 =0 HAHEOoF 5t w0|E A0
7

g5t t=Ct. of2{st e He HESICE AGC, mimicking EGC type X

e Bt
B rlo

=2

EGC, mimicking Borrmann type X. S2tXMOZ Acc/t QA E AL 7t 42 He2 =Ty
47fe| CHEHMQI HRE £20|E HEOE X ZEdfof s, L0 7I& 7t %Y =
AT E Holiof oLt HHO| FAUXNOE EGCY BF 45 mm ECE RAFISHAE HAAHOHE, grid

mapping)=S Al BHCE



M K| & (Previous treatment)

Standard data elements

Residual with previous treatment (when applicable)
0 Residual
0 Previous treatment
Chemotherapy
Chemoradiotherapy

Endoscopic mucosal resection

Unknown

O
O
O
[1 Endoscopic submucosal dissection
U
L]
=

Others ( )
sid: == Tol AMH X=2E &2 4% 0|8 7|55, 30| Horls 420 o0 T
SYUS 7I=oloF ottt Sdeetel = EMES AY @2 dHe 49, gBol An
TES| ZEEICHH HENQ S2t0jlE BHE NSt A2 SEotch ChEh, e ZHo| o
FMZI QAL |etHoz THo] HEO| AL & HO[X| Y= FR0= IY 9 HME
SE20|E BHOZ X ZLSto] dnjgdez HASHOF ottt Or7HX|z LA|E BME & 7t
TEE A 22 dHe B0 S £ ©HE =20|lE BHOZ X|ZS|0F oot

Z 2 714=(Tumor focality)

Standard data elements

Tumor focality

[] Single

] Multiple
Sid: CHY AKX Ctad HHOIX| ZUQ| Jf=E 7|F6i0fF otCt. F 7 Ol&el ZA0| HHE
4% HE HOI7b 7t d2 TYREH AESHY Ztztel 0| CHs st & 0jd Ad BE
=52 M0 O = A ZEM™0|(regional lymph node metastasis), ‘X274 (associated findings)’
S = 2 B (separate lesions) = 7t& #H2 ZTLO|T H=Ct

FY 2IX[(Tumor location)

Standard data elements

Tumor location
] Involvement
[] Esophagus/Upper/Middle/Lower third of the stomach/Duodenum
] Center
[1 Cardia/Fundus/Body/Antrum/Pylorus
[0 Lesser curvature/Greater curvature/Anterior wall/Posterior wall
[1 Others( )

OF

id: SLO K= HY E2{(involvement)2t S F(center) & FEOZ 7|=3ICt TY9 HH
Fooro] HEsE =MO2 M ZO7HX| 7|SstCt /2] upper, middle X lower third2)
(o]

[FECH9). 59 FSMEE ZUYSH 2| EHEE (International classification of
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diseases for oncology, ICD-0) =& B0 [E 2| X|(cardia, fundus, body, antrum, pylorus, lesser curvature,

greater curvature) [10] (cardia, fundus, body, antrum, pylorus, lesser curvature, greater curvature)ﬂ My gl
SHo| XTE AMESY EAIDHCH11). BHY Bl fIX[E HIESHA Tle€ £+ 82 Mo&

‘other’'S AETICY

—

FY 3 7|(Tumor size)

Standard data elements

Tumor size
One largest dimension
] cm

Conditional data elements

Secondary or tertiary tumor dimensions

X
sid: FLe A= 7rE 2 =of ZO|E 7|Fetthia. OXtH =2
Fote A2 WETZIAHArEol SHESCE CHEE oiXf 212 E7] =F/AM &
K| @o0q[8], Borrmann 48 L1t ZO| Mz ¥ A7
ME X=2E #OF o2 OO Za2H= HMZEIL BEE

HoE ZYOL0 AU HES FF5te As BT et

rir o Je
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HI 0

Z U X| 2 H¥HE S = (Tumor regression grade)

Standard data elements

Tumor regression grade (when applicable)
[1 Grade 0: Complete response (no viable cancer cells)
[] Grade 1: Near complete response (single cells or rare small groups of cancer cells)

[] Grade 2: Partial response (residual cancer with evident tumor regression, but more than single
cells or rare small groups of cancer cells)

[] Grade 3: Poor or no response (extensive residual cancer with no evident tumor regression)

Conditional data elements

Lymph node tumor regression (when applicable)
[] Not identified
[] Present
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2 0° M oo px
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T T YTz Aol BE NZYHeR ZHELK
2oH13] & >

_

I Ll AFOM[15] LK E FIHE Y

27t MEE9 THE JHH2CHs ZotS0| ENEQD,  mMEtM

Y U3 HIESHA F7rd Eedo| fFEID QUCHiel |AZ B0

Al CHYSE SAX|Z LSS S (tumor regression grading, TRG) E7tEtE 0| JA=0|[17,18], Becker
[e]

Aol TrRe BZHO| Mt Hb RACH19). Y FEIEDM T|IRHArE

4> do
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2 3
B#Eol O/ HOM=3] €22 HAS MRCHI). Becker system S €& AAX0AM= THO
SY9| Hlg2 FEoL 0|5 cutoff Y22 3t 552 Lh=Ch SHX|T At HO|2t:
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MzEor d/97 o B2 J3Y0| A7 Mo Ty Il BHlE2 FEoes HE2
AE el ®He2 X EE i = UCH20,21) 2N MAHSE PXH College of American
Pathologists (CAP) ZE2EZIf[11] CHZY F2(21M Z|XjAre BEESE HM2E22]0M HTstL
Qe Ryan sstem2 FFT MRE BY #3 53 HAZS MABCL Ol (MRSECHE)
TH o £2HZ HUF0 LItsts 7|25 Ql(descriptive) 4THA S& MAO|H CHE1F ZCH: none,
single cells or rare small groups, more than single cells but evident tumor response, and extensive residual
cancer cells. Ol ZAMZ7} e HM SHO|(acellular mucin), L|AF E= HZE El(degenerative)
MEs Togdez UFE[X| bl 3Y 8 se2 HE SYMT EISHK|E,
0 REH(EYY HIE EHOol= YME7L HEE= BR

= = 3
glo] MRl M SHO| Tt TUMED BHEE FL)o SH

H
>
o
[H
A

Q o 4 =
UACH16,23]. HER T E[AHO| 2EEE= 9 T2 o= 20| Atks E050| RACH?24,25]

X2 Z0|(Depth of invasion)

Standard data elements

Depth of invasion (pT)

[] Invades lamina propria (pT1a)

[] Invades muscularis mucosae (pT1a)

[] Invades submucosa (sm1/sm2 /sm3) (pT1lb)

[1 Invades proper muscle (pT2)

[1 Invades subserosa (pT3)

[1 Invades serosa (visceral peritoneum) (pT4a)

[ Directly invades adjacent structure (pT4b)

Specify ( )

sid: Y HE2 ZO0l= acc Hsftibg) Y| ZIO|EZtRIE MELD QURLfg, Y&
7t0|EEt9l2  MX}2|(carcinoma in situ, pTis)= Q-S| UE=CH aicc MBTHOA  pTise
DR (lamina propria)2 AWK ¥ MmUY FYSE FOED, o= nSF olENo|
SHEtLt. pTibe sml, sm2, sm32 M ECh FMZ7F HUSIZZ 0 1R (proper muscle layer) S
Lis= 7hdel o ofefo Exg 49 FM=E7 4Nz 25 dRWol AR @HZEE pnz
ot Eol Yoz Qe 1RIE0| gl= 400 ¥MZI ngI= SIE BAE A=
7tgel i otzfof ExHY HF p13= ZtFTtht. A= (omentum)dt PIFHE K| (perigastric fat)
HHE p132 7HFoCt HEHLHEZ S8, visceral peritoneum) MRS KNOZE HI7ISt2{H |t HAF A
St JtE olFet Ot mHo| AIE HoHOF ooy FMZEIE S M E(mesothelial cells)Of|
= 2] pTda ZtFDICE Z & 78 (mesocolon)dt CH W (greater
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=
[ =
= 9% (gastric serosa)2| E/lStA 7| 0| CH27| IfZ0

) SIES
Z2Zztate]  HHE2  prabzE ZEFSCE gL MEBEntrum)2] FH,  EEY, AT
&7tk (transverse mesocolon)2| ZF1t Z2 YR EL= L |TEY Jesz U=
70| E2IQ0 M= EAHAY T HR9| BF ZE9 ihcolic vessel)7HX| ERHSALE AF 7T}
SHE HSSHX| @f= o prabZt OfL|2td HAIStD QUChe) MEtM AFZHES| HEH2 T
X0 2t pTda L= pTabZt 2 = ULCE I ZBf(pancreas capsule) AHE pTabZE HFTICE



OXFOILt EE AER XY M AL pubE UFSK| et 2 HE, OfF, HE,
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H X|H(Resection margin)

Standard data elements

Resection margin
[0 Proximal margin
[0 Free from carcinoma (safety margin, ___ cm)
] Involved by carcinoma
[] Distal margin
[] Free from carcinoma (safety margin, ___ cm)

] Involved by carcinoma

Conditional data elements

Circumferential resection margin
Applied in EGJ or cardia cancer

] Free from carcinoma (safety margin, ___ cm)

[ Involved by carcinoma

sl 29 T A9 MHBREO 2t TYO BREUMRE Y e

=
Zo|o|Ct. EY| Q& ADHlesser curvature)s M2t Y7Lt MH = SHOA HASS &

710
o T

ot AHMOM & EXMH(true resection margin)2| XIE = A0l FQStCH oHH o] FHf
ofgfz MM Us dNH MZ7I |2tz 2EE= AECH EXN T ¥ Ztrto] 2™t
97t Y2 4+ Yooz, HEUOl CfF Wi HO0F 2H0E AF P
M| ™ (circumferential resection margin) S ALY EX H(radial resection margin) SEHE
MEAZ|THAIE 22 Hagh = QT FY0| e 2XM0| AS ZR0l= Wiz st EXN | Chet
ot 2ok 3270 ULt
o4& ZIHE TO0|(Regional lymph node metastasis)
Standard data elements
Regional lymph node metastasis
At least 16 regional lymph nodes should be assessed

[ no metastasisin regional lymph nodes

[] metastasisin ___ outof ___ regional lymph nodes
Conditional data elements
Isolated tumor cell clusters
Applied in incidentally identified tumor cell cluster less than 0.2 mm in greatest dimension with no other
regional lymph node metastasis (pNO)

[1 Present [pNO (i+)]
. ddstaley = /BHE A dR0z ZE TOol= IR o AX F
SiLIOICH26,27). R4 YETE WIS SlefME T YTHO 4o Wo| YTHO| 5 B}

= =
AlcC NisTO A= 3070 O|&Q| =4 TWIZHO Cist Helstd HIHob RS
QUX|TH8], pN3b2| M7} 167 O e EZH TO|O|EE2 cap ZE2EZ0f| M2t XA 167
DO cHet oot Zeg Aoz mhhEICH1a), meEtA H30 1e7H OJRte]

e
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gu
|H
ruﬁ



ICHH o B2 EDHZ Y| Qs | HAALE Al™dSioF 5t =7+ ZutE E08{of SiCt
J2{Lt of& O ¢ FE2EME, =& © LA LMNMXZEE T 2R0= SHEEX| F=Ct
BIZE FIE RfldiMe TAEQ of CtHEZ H0|dEcE AL Yoz XA
ZHEE|= MO0|o] A7|7F <0.2 mmO|H & FY M ZE(isolated tumor cells, ITC), 0.2 mm =1t 2 mm
0|50 O] M| Of (micrometastasis)2t 1 $HCF 0= O|AM|XO| &=0| gleoZ O|E pN 7|0

\J

kl

O
Chigl. aicc AMigtof =23 ChE HZE HO|7t gle 8% 1mcs pN 7|0 EHASHA] &

o
o
i+) 22 ES|0F Lt 2L} hematoxylin and eosin (H&E) GAH =EI0|=0A SES| BHEHE

=
S of
re

PNO ( 3
= Uz ITcE FAISH|= OfFECh metd HREE2 49 H=HE el ZE TO|SA M=o CHal
37|10 A RI0l pN B0 BtHSEIH cytokeratin T & & ] 513 M (immunohistochemistry, IHC)S
o EXHe =z AR Tct pn HI|0|AM HMelotCh BIZHE FY(station)2 SHE ZpHO| EE =
YYSH K| A= of E0sHK| UE=C SLYE X (tumor deposit)2 AP 7tsoh ETHE XX i
e M3 Fx7F g0 LS oMM EHZE FY0| EXSts EHel IY ZAE=E
ol EICHFig. 1) [8]. CHE X He2| SYAUA2 HAZH HMO|= ZHFSH pn H7(0f BHFEICH S5
™ O|(peritoneal seeding)= pM10|EE2 ZYAAnp ZohEFEh Mo ZE2 A 2E|0{0F otCt A9
ZIZA HO|(distant lymph node metastasis)= pM10|3 O|= pN H7|0| BtISIX| &=Lt Alcc

Msftnt 2 Ztol=efRlofAel 29 B=ZH Ho|el Feol= ChED, XA=2 Alcc HgEte
Ho|E ME AZ HIOTICH MatM A &ztat ZZH™ HO|(superior mesenteric lymph node

metastasis)= pM1Z ZtFTHCHS.

o™ mate| Xl H(Extranodal tumor extension)

Conditional data elements

Extranodal tumor extension
[l Not identified

0 Present
S 2M=ZEIF FEHO mOT(capsule)S HO FR A ZEVX| FHS EO0|H ZZH mote
%l H(extranodal tumor extension)2 2 E11gh 4= QIO ZYZH mate| AH2 QAN EX| A2
o=t 20| A= A= LM AUCH28-30].

2l
=]

[El

g2 A ™M (Lymphovascular invasion)

Standard data elements

Lymphovascular invasion
[] Not identified
[] Present

Conditional data elements

Venous invasion
Applied when identified in large vessels with an identifiable smooth muscle layer or elastic lamina

[0 Not identified

] Present
& fwike; o i S A C2 I35lS i & o EX o
Sl YEHT YU DD WP Y& DES UYL YLD YB2 S B2 37|l



ECHFig. 2A, B). D2-40 =& cD310] CH$t IHCE Al3HE
o O =X Ql Xt0|7t Ot HES| HI7HE|X| AU B =Z[12],

AUXTH & =l o Ele 2zt x|
MAtE2 2lZda A (lymphovascular invasion)= A2 AS HESHCH 2Lt A9 Jtsot
H=2ZO0|Lt EFEBfelastic lamina)2 ZHX|& 2 EI0A ZY A RHO|LL MM (tumor invasion or

o -
emboli)0] ZELE|= AL 0| JM A H(venous invasion)O|Et StH MEAZ|IjAIZOC R Eagh 4

QUCHFig. 2¢). B A2 gGc2H31,32] AGCOIA{[33] Aol (™ QIXtZ EEl HE QUCEH

MZ A H (Perineural invasion)

Standard data elements

Perineural invasion
] Not identified
] Present

B AlAEH

2. ——onoo

rlo

M=ot ME W E= AME FHOM 2HEE O 2205034,

7|& MZB(Pre-existing adenoma)

Standard data elements

Pre-existing adenoma (when present)
Used if the carcinoma is within the adenoma

[0  Tubular/Tubulovillous/Villous adenoma

[1 Low grade dysplasia/High grade dysplasia

ie: 7|E 4F2 MFT WOl &F0| ZEET Bty 4F0| FFH B2 BoH U=

= [ - O — —
B0 = =& EH(separate lesions) 2 2 H IS

O 24 A(Associated findings)

Standard data elements

Associated findings (when present)
[J] Tumor perforation
[] Serosal (peritoneal, mesenteric) seeding

[] Distant metastasis
Other organ, specify:
Distant lymph node

4 ZY HI, WUEDY, WU Mol U SF LIS EH AATO ENT FLP
g agtt,



= T B ¥ (Separate lesions)

Standard data elements

Separate lesions (when present)
(] Peptic ulcer
0 Adenoma
1 GIST
[1 Others ( )

s AsHY Y, MF, YR 7Y FY U Beo| CH2 HHO

. LHAIZZ2H dH

AH| 7|=(Description of the specimen)

Standard data elements

Specimen size

[0 _ x__cm
Gross type of tumor
Same as method of surgical specimen

sid: Aol A7l= 7tE A =9 7'0|9f ofof +=%¢l Zo|= mpiottt, FLel A7[= 7tE

o O — o
20| ZO|Z22F LIEIHCE FAFO| &2 HEl(gross type)e= AZX HAMQF SLTH HrAloZ J|=HCt
|t ZAl(Sectioning of the specimen)
sid: ZAXel 2= FE HEX H(lateral margin)idt ME EX| H(deep margin)0 YIE St 0|
Ho=2 HIY = JUEE oiCh AN MAME 2mm o=z L HESIH nitEH EE2

MZESCE Y| 2ekol /2 HNH I 7t 72 AT S0 Hmugtgko]| 20| ZaE|ofof
otCt

I ANel 2%, dutdoz AR E oAl Yo F1 FoF AITIZ HIBICH 2ol BE
HNHoE2RHO AHZ|7t EE3| CEX 2 4%, dttdoz AXE Z2 Yoz gxf
HHESICE dgL |0ty 7 7R BF AN To| BH wheko| ZEof UX| SCtn
HEtE| = ZR0= AR 2heko| HetXHete 7ty 72 BT S0 e EY = UAEE
AHol & = OiE S(frame)2 =240F SHCH(Fig. 3).

oY g9 U 142 A (Histologic type and components)

Standard data elements

Histologic type
According to the principles described in “Histologic classification” section

[0 WHO

] Lauren

Conditional data elements

Histologic components




All morphologic components of tumor cell may be described

Y: SO =AY [E2 s FHA SL YAz Vet 4 /RO i TCIIE
X 22 . =HGH 2R FE0 7lEe W8S Ntk Y FEH =HAH R¥2
HEEAl 7I&dfoF St Oolets  EEER  FY M=o =HSH CiFd2  ZHSHH
T8 & (histologic component)’0f F7t2 7|&d = UCE FY WM Chgst ZHSH 0tyol
oEE g =YY 2RO M2t 2E Y FYEES 7IE%EE ottt o B JY
T840 &Y 29/dE UEE £ UEF J|Ssor S, 7IZER LHE2 JlE YHS

>

o

&g = UL o) =M Z 7|5F: well differentiated (WD)-moderately differentiated (MD) > poorly
differentiated (PD) > signet ring cell carcinoma (SRC); 7tZ ™ ==(interval variable): WD-MD>50%, PD<50%,
SRC<10%; W& B2 (continuous variable): WD-MD 65%, PD 30%, SRC 5% 2 AF0|A

221 % (differentiated-type) 2t O/ 22}& (undifferentiated-type)2| TF+HME0| =3tEl FZAO0| TFLtO|
TdE=2 JHXle SYEC Y=ZHE FOo| f™ol § =Chd HARof QUCHaw. ZESH
=H oA 2etEant D[Estd2 JhscStEH MX] Q7|2 AH2SRn, H¥= 0 {6
‘ERlH(LER/TEEEe EEFI  FEZYUEAZ)t  DESH(MEI  ZEAT,
M-S LS [poorly cohesive carcinoma, PCC], BFX|M|ZERtE [signet-ring cell carcinoma, SRC])=
HO|FQUCH35-40]. O|23td LHOIA BEX|M|Z(signet ring cel) FH2 CHE O|23td=LCt HZH
ol Hl=7F RHol Zotdir RARG +FL=2 HAL|0f QUCH41-43]. EoH HEXIMZEL CHE
7o FYEE0| =E ZRECH AT BXMEZE FYE JHSe FZE TO| HETL
O HCt= 20T UCH44-47). Ct2H X|S7HK|= LHAIE 2HOf AAM ZXH Xl EE7|E2
ZXoMY RS oot ZXotH Ao tddo| WE Xoj= A2{5HX| g7 MEof
Ol= EZ7|MAFO| Ot MENMZ[IHALSO BHAEIC X CHotEE|stel 43t7|Ee|ofd+el=
ct=Eio ARl AFuA =z WAIE EXMeo 2XH ZM EE7[E0 et HelstH
A7E T Io|H, &= O g70M Sast 2UE 25 + ULH, & 7I0[E2te =0
gtgst= AS 2EfsiE = AL

FY 3 7|(size of tumor)

Standard data elements

Tumor size
One largest dimension
] cm
sid: ZESHoR AQIE FYQ| JH 2 X0 Lojat 7| 2ect

X8 Z10|(Depth of invasion)

Standard data elements

Depth of invasion (pT)
Invades lamina propria (pT1a)
Invades muscularis mucosae (pT1a)

Invades submucosa (submucosal depth: mm or pum)

Oo0doo

Invades proper muscle (pT2)




Conditional data elements

Depth of invasion (pT)
In case of submucosa invasion, the invasion width can be additionally described

[1 Invades submucosa (submucosal depth: mm or um) (submucosal width: mm)
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H X| ™ (Resection margin)

Standard data elements

Resection margin
(] Lateral margin
1 Free from carcinoma (safety margin, ___ cm)
1 Involved by carcinoma

[] Deep margin




[] Free from carcinoma (safety margin, ___ cm)

] Involved by carcinoma
Examples
a) Lateral: 1.0 cm; b) deep: 0.02 cm
a) Lateral: .0.2 cm (anterior wall); b) deep: 0.02 cm
a) Lateral: positive (anterior wall), 0.1 cm (distal); b) deep: 0.02 cm

Conditional data elements

Resection margin

(1 Proximal margin
[ Free from carcinoma (safety margin, ___ cm)
] Involved by carcinoma

[ Distal margin
[0 Free from carcinoma (safety margin, ___ cm)
] Involved by carcinoma

(] Anterior margin
[] Free from carcinoma (safety margin, ___ cm)
] Involved by carcinoma

[1 Posterior margin
[0 Free from carcinoma (safety margin, ___ cm)
] Involved by carcinoma

[] Deep margin
[] Free from carcinoma (safety margin, ___ cm)

] Involved by carcinoma
Examples
a) Distal: 0.1 cm; b) proximal: 0.4 cm; c) anterior wall: positive; d) posterior wall: 0.8 cm; e) deep: 0.02
cm

i BRI M Jpbe 2 BHMW U MR BRSO Cfef Jlesh I HHO
I17{LE<0.2 cm) YOI HHBIO| A Y FL SiT WS A Hofof BCh ol Wy Z&
TN B0l HYE FL, RE J|TSI0I0F BCL Ol ABIIUYT OIATF Tt AlBUAZ BA,
2R BetxOt A%w, XH M2 SW| s WaE FEo|ch MUF JKAOE U
W3 Z2 WRMOREE A2 JIKE 4 9UCt

S mAol MY Mo FOIY W BES B0 Y HOE YN YTt Ul N B8
YA 5 F ) OlMoIN MOl A FS 52 HYEH Lo7t Z Wi mm EE 6 mm OY)
ztojgol QYETL £2 HoE HIE B YLk JU, HHDO A HEI} e 1BUME
zoig g0 EAMe WXT EXst MR N MY YO M FIXE
RS AW & ULKO| A OFX HSIXIX| YLt

H L(uicer)

Standard data elements

Ulceration
[0 Absent
] Present

Conditional data elements




Ulceration
[l Absent
[1 Non-significant (<4 mm)
[1 Significant (>4 mm)
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C| f(mucosal cancer)Of| Al LHA|E
A=l 24X HA of HEHZ ot 5% 7|F0| K[2E, T HIlE M0 BHEA|
o

7|&&|0fOF otChs). A0l WAIE EXMEe HESH Zed&7] W20 WAE 2dez Y
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FFE HHSIXEL I=HeEs HAME dMel d"el AME Sd =Qlsfor  piCh
HA A& (mucosal break)0| gl= BdF LHAIEE ZTICHO| O RM[53], LHA|E axde=s= HE
2d0[X[2t HejstH oz Yd0l ARt 4.6-5.5%2 a0 21 E|RALCHS54,55].
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ME d=20| A= Sel(cases with adenoma components)

Standard data elements

Cases with adenoma components
[1 Absent

] Present
Specify:




Example
Adenocarcinoma, tubular, well differentiated (intestinal)
- Size: 1.0 cm (total tumor: 2.0 cm)
- Margin: a) lateral (distal): positive (carcinoma); b) deep: 0.02 cm
Pre-existing adenoma: tubular adenoma, low grade

1 MBo| ZIE 40| HESD FYW AT MYBo HET F;0| 7Y 0D
=
o

— O
d=0 tish 7[=3Hof oLt

Stm, MBS 7} wRozA HHZ 7|LHoF BTt SO

Zoro| 37| 72 7|43Ch HA O REE(Q)
MeozsE I Jnte Aalg 7|s

1 Mo ofsf 7lssfor

CHE QO EHe2| {2 Aol MYt MB-MAF 4 =E(adenoma-adenocarcinoma pathway)S
AN Ld5td, ofF A2 A7|el MYFT Lot =ofct o B2 OZ3 MABM FEH
OO MotX| g2 ZBR7F WOtM MZJat FE3H7| ogiz F20| Y0 A US = ULt
et Z=ESHE AH0] Yt FAUl 70| MAFol d21at F3H0| FEE= ZL0Tt
FHE B (background adenoma)= G L =2 E HES FEHOI| o2 &% THE
MASC2 FFBICHOE =0, Y20 MUYBTLE HEEE= H&20| AWM CHE 2=
olgdd=2 o al l= o2 H&E0| A& M, INE YT HEL=

U2 HEXA|(En bloc resection)

Standard data elements

En bloc resection
[1 Yes
[1 No (piecemeal/tearing)

ofd: ZU0| ETEX (piecemeal resection) ER=X| E= S OHH(full-thickness tearing)Ol
HO|=XIE ZZotH AR =QIsto 7|F510{oF otct AMZE oz =Ze=z ENEUCH
SX2te BY MHM7F 2FSHA oF =2 oot EXSCHH O ZAY2 2LEN E AOo| oLt
Sz M/ XM (Lymphatic invasion/Venous invasion)

Standard data elements

Lymphatic invasion
[] Not identified

] Present
Venous invasion

[0 Not identified
[l Present

SHA: IEN dMer 2l F=a 8 W YH2 EE2 J|Fot Ol & Ao F@ZE Tl
%l |

Q¥ =7t Ct27| Uj2o|ct 2=t



J|Zo0lck J2iLh PP MWol YTH Mo ¢S MY HHEC 238 £ 0N YZH
ol #d o5 ZEOME =g FEel =7t O ZCse) O §E= Yo7t gAtel
HEIE 123 BME RS Z2™EY O =30 FE2z gz EiSt= 0| FLL OS2
TEOI| QI EFES Har HA Z20|SOICh HRE FMHE J|BoR 0 B2 PR J|ES
CHSTH ZCh 2 HO| AL YEOYo| Y FS YZPOE WEGm, SR 2oL
LfZof ME7F Bl QUCHH HU oz THEtoCh = aat 22 ME W(venule)2 FE5H7]
gs 72, yzmoz ERYL
o e HW s o F BESH| fsf HCE AldY = UCh 2L HE S2f0|EQf
ol £ol0|EE 242 2 B9 MEOA PoIXIBER Ztztg PEelA siAsjop s,
Ol ot SEO|EN M 2EE = Bl Y2 FEHSiCL
m. =YY 257
ol =%|st™ & & (Histologic classification)
WHO classification
[] Tubular adenocarcinoma
[] Tubular adenocarcinoma, well differentiated
[] Tubular adenocarcinoma, moderately differentiated
[1 Tubular adenocarcinoma, poorly differentiated
[1 Papillary adenocarcinoma
1 Mucinous adenocarcinoma
[] Poorly cohesive carcinoma
[] Poorly cohesive carcinoma, signet-ring cell type
[] Poorly cohesive carcinoma, not otherwise specified
] Mixed adenocarcinoma
[ 1 Adenocarcinoma with lymphoid stroma
[ Hepatoid adenocarcinoma
1 Micropapillary adenocarcinoma
[J Adenocarcinoma of fundic-gland type
] Undifferentiated carcinoma
[J Squamous cell carcinoma
[0 Adenosquamous carcinoma
0 Gastroblastoma
[] Others (specify: )
o A —?—l%@_l 2SI B2E J|2MOZ World Health Organization (WHO) =5 52 [FEC}H4]
WHO 20| M2 HENQ ZXUa| OfHSS rFig 70| AJHSIUCH QYo ZEEH ZLHe
Beio| (2EE AKIHe OOl 2 O|2OIXIAE, S48 KA ojel HEE 2 o
EZI=0 w2t O|FOZICE LYo 7k 2% =AY ord2 2 S(tubular
adenocarcinoma)2 2, 2 E WY E= M FEiQl WHEEZ 71T N& F=E EFSE irf
Zoro| UHOIMT MBS HASL, [JREES ZUY0| HES HAMK s nYo FY
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deo|nGtE TARE| MFE ARES oF FIHHO YFUM0| FOEE HOR BIE|0 T,
AzE| AP FTB)

=

de| ANoAM 2|28 Ii 4 M= FIHH QN FM(wright-Giemsa &M,
Warthin-starry FM)0| FHECH ofF Modd 2(2YH LY=z2| HE0| J7tsta A2,
Soie[A2000[d W d2[3eH DrEz2 ZE =2SAAM #E Mo X=z7t difst=s HlE
LS Stets FMOICE Z2t2|A=0M0|4 WY HAZE d2[2EE mte=22| KXol MoXlz
H

dE UEO =EE F= A2 YN AUACL

Iv. EXt&EX|X}

DE SR ZAH: M AOZ, Ol «MEY|TARS BS0| UEEof Yt

’

rn
i

HER2 Z AH(HER2 testing)

Conditional data elements

HER2 immunohistochemistry
[] Negative (0/1+)
[1 Equivocal (2+)
[] Positive (3+)

[] Undetermined (explain):
HER2 (ERBB2) in situ hybridization
Number of invasive cancer cells counted: cells

[] Using dual-probe assay
(1 HER2 (ERBB2)/CEP17 ratio:
[1 Average number of HER2 (ERBB2) signals per cancercell: __
[1 Average number of CEP17 signals per cancer cell:

[] Using single-probe assay

[] Average number of HER2 (ERBB2) signals per cancer cell:
Summary: Negative/Positive for HER2 (ERBB2) gene amplification

[] Undetermined (explain):

i“2: Human epidermal growth factor receptor 2 (HER2) ZAF % ZICH2 TdHd QI SXtoA HED
HaAK| g MEAZ Qs O ZROICE AKX, Herz Yd Hold Y XM E 1At
ASISIQHO Z  trastuzumabdl SHSQHES HESID QUon, 3Kt O|N HASISIQHOZ fam-

CcC

OF

Hl

s

00t

trastuzumab deruxtecan-nxki (£ trastuzumab deruxtecan)O| O|= Food and Drug AdministrationOi| A{
SO E|RACHs5,7,98,99]. HER2 A= IHCRE HMXFE] HE&2(in situ hybridization, ISH)2Z2 A|ZHEICt
HER2 ZH2 IHC 3+2] ZR E= IHC 2+0|HAM 1sH 282l AL E H2|E CH100,101]. HER2 AAH=
Z=2%2 0 metE EZO0(formalin-fixed paraffin-embedded) Z=Z0|A A|SH=0|, HER22| S LY
O| & M(intratumoral heterogeneity)2 12{5t0] LH{A|E Al AL ax2Zt o|aol MZAH ZZ0|
AR, uH Erzs dHY % HAE 2YE Eols F&0| ZE ML

A& =ICH102,103].

SN HEE|= HER2 ALY =M X HCE Al™AsHOF BHCH7,100]). IHCE BHEPAMo|l A gl

0



AME T 7|MQFL & HES FHSICH7,104). MH HAOME HER2 EHO0| 57 0|49
LMZE TN TEEE= ZRE ZIFELE St = ANOAME 10% 0|42 LM IZEOA
HEEE dRE 7|TE2E UWol ZX0| met o0lM 322 mEDICH UH AE = 0 (negative)=
=248 E&= YMZESl 10% O[THO|M M=Zofo] Adel BR, 1+ (negative)2 3Z|0[StAHLE HO|
ZRIIX] %A MZLo]| AAHQ AL, 2+ (equivocal)2 ABtALE TSEZ MZE0| 2AHSHA
EE 7IMQE522 ¥gQ R, 3+ (positive) Aot AH™SIALE 7|MelF MEZEHo| gl
4R E E=CHFig. 11).

HER2 HAHAM Z} 24 (equivocal)@l A0 ISHE 2QI8|OF $+CH7,100]. HER2 ISH XEH 7|&=2
CEP17 (1781 SMH| Q| SN L2, centromeric region of chromosome 17)0f| CH&F HER2 copy2l H|EO|
2 O]l %= FHOolECt 1sH ZutE BIISH| fIsiM= BIA HER2 IHC =2t0|=0AM HER2
FHAS| SE0| O&Els 7t ZdotA EME 2fE =Helst = 1sH £210|E2| Z#2 oA
Za 2070e] "It JtsStH FEEX e HERE YMIZOAM copy F=E  MOjOF BiCL
B CEP17 copy 57t 37i O|A&0|1 HER2:cEP17 H|E0| 2 O|THQl AR = M=
T HER2 copy 7t 67HE ZEMSIH HErz TE YHPS=R ZICHstD, 4 O|T0|H SHO=
= . HER2 copy =7} Eat 47H0|M 67HQl ZBRO0l=, YL CHE RE0AM F7IE 207129
ZE Hotslor otCt MIHE, Her2 AALS] TG ™ EXM E£s 7|12¥ EME QS
b7t g = UJe =FES  HOoLtsO[103,105, dd  ZR0|  HAF ZAates
‘undetermined’ 2 2 118|0F BHC},

HER2 2 RIS Yo o
LMAIE X O™ AFSO0M HER2 YN IS BY & 123 a

OfgELt =2 HE=2 EE|QAN[106-108], HER2 &Il FJTHU OEEE °f 50%0A
HER{CH106,109]. £oF HER2 ER2l SE7H O|ZG(HEE FTL SA

=
T/ 2ld ™Oo| Atolel O|Ed)0| 2-14%=

A
N
)l

0
tu

OF 02 ™ o 4
r
T

lo
-

L)
2tA, HER2 Eolo| O|Zg2 BYY/XZEANCl M L axtel o=zo Fes OfX|7| =0
HE YO HErR2 Zutet QO] MEA TEE= ZE O HEYE, MEYE, To[g S0 ool

HER2 ZAALC| Z=T7t Al&0| HZEH=ICH116,117].

S0 2N 2edd 9 SUXS 1 ZE(Microsatellite instability and mismatch repair deficiency)

Conditional data elements

Microsatellite instability (MSI)
Summary:

[1 Microsatellite stable (MSS)
[] Microsatellite instability—low (MSI-L)
[] Microsatellite instability—high (MSI-H)

[J Undetermined (explain)?
DNA mismatch repair immunohistochemistry
MLH1:

1 Positive (retained expression)
1 Negative (loss of expression)

[J Undetermined (explain):




MSH2:
[l Positive (retained expression)
[1 Negative (loss of expression)
[1 Undetermined (explain):

[] Positive (retained expression)
[] Negative (loss of expression)

[] Undetermined (explain):
MSH6:

[ Positive (retained expression)
[1 Negative (loss of expression)

[1 Undetermined (explain):
Summary:

[ DNA mismatch repair deficiency (was/was not) observed

[] Because it is difficult to determine DNA mismatch repair deficiency, PCR-based testing and/or NGS
for MSl is recommended.

3Because it is difficult to determine MSI status, mismatch repair immunohistochemistry and/or NGS is
recommended.

SfAd: TFAHA| Bt=(short tandem repeats) 22 = == 2 0[F =K (microsatellites)= 7= LEIO[E

1-67 Z0|9 @I Bt5o 2 4 EICH103,118,119]. DNA = L X| S (mismatch repair, MMR)&

ez BEEE J|HOZE DNA SX Al 2E€X FEYQEOIEE QMG WA R E?ﬁwl kel
MA =ICH119]. MMR ZE(deficient MMR, dMMR)2 FZ DNA =X St 0/ELH £2oAM

FEULEO|ES MY = AAMEZ O|0X[s MAMZE ZAHHO|(germline mutation) L& AN
S FHA AL M (sporadic epigenetic gene silencing)Xl 2| 2 SECH119,120]. O HEHO|A|

st datg o= Ul el ST A= MLH1, MSH2, MSH6, PMS20|CH103,119-121]. MMRO| HAHX Ol
7152 SHA| e TS HO|REEH 2 -d(ms)0l2t BHCH119,122).

HA, msie 2X|Z2£o EFOICt EDH msie H2 AEHY oM CHYst HEZ BEE I
©tCH103,123]. MSH-high (MSI-H)= 4tEtd el F 6.9-22.7%0 M EH I E|RACH124-127]. {2
AN 25 & LS| OFdQl MsI-H 2 MLHI AP H(silencing) 22 cpGc M O E 3}

BEHE(CpG island methylator phenotype)l| EXZ EOQICH124]. MSI-H {2 HHE (RS 24K,
F 5 Y, 7 BY A, 2 0

Lauren 28§ & 2 Oz 2 Yd4™ EFHZ 7ITICHS,103,125,126).
QUAMAMOZ MSI-HE S5-fluorouracil 7|BF EXSSIQHO| HEMHE o=T = e MA X ®EO|H,
MSI-H 92 BHIAXzHEe 4=z S0lE|fCH128-132]). Ol2{gt O|fFE Z|Z0 msi &

MMR ZALO CHoE Aol =9 2X0| Z7+St QULt National Comprehensive Cancer Network (NCCN)
Y 7HO|=2tRl v2.20220 M= MEA TEHY2 ZE Y XM msi = MMR HALE
HOSIH o, AAL= O|=-H2[S2|(College of American Pathologists) DNA =& X| S5 HIO|0HA
ZITH Zto|E2klof mhatof otCtd SHRACH100].

MSI-H & dvMMRES HASH7| I8 A8ElE 37tX|Q] CHEE ZHA
H7IMEo| Fetad HMELS (polymerase chain reaction, PCR)S O| 8% T =, (2) MLH1, MSH2, MSHS,
PMS22| 47 MMR CHEHZAEOl =HHHZ E7| 2TH HC, (3) AHMICH H7|MEEZXM(next generation
sequencing, NGS)O|CH103,119,120,133]. £t PNA probe= O|2%t melting curve 242 S|

<

W2 (1) HOREH



)

AHMSFLUEO ZOIHSE HESHE ME2 msi DT 7|E7F 72 E[RACH134).

PCR  HH2 FaxZF  CfH FLXRAOAMe wiAESELMFOl  Zo| HIE  H =
8HEH0|CH103,120,133]. O|= National Cancer Institute (NCI)= MSI ZALO| H|G|ACH If'd(Bethesda
panel)= W 15FRICH133,135]. O] 22 F 7HQ| 2722 2EO|E Ot (mononucleotide repeats,
BAT-25, BAT-26) X M 7HS| C}O|®Z2EIO|E OtH(dinucleotide repeats, D25123, D5S346,
D175250)2 T4 ECH22,103,133,135]. O[22t £¢fl= &€& pcRE AMESI0 ZFED, 1 A7|&2
M| 7| 0| S (capillary electrophoresis) 2 2 H7}5HCH133,136). d2{Lt 2728 ELO|E OFAH 7t
CiO| 22| EIO|E DO EC DIZ=er S0[k7t O YHX|HAM[137], s/ E2|-A
DL 52 QEO| S OF7(NR-21, NR-24, NR-27 [(E& 2 =-27], BAT-25, BAT-26)2 A&l CHA| IjEO|
X Al Z| A CH22,103,119].

MsI-He| TITH 7[FE2 s7ie HO|f=H O & F 7 O

0r

FOA| 20Hd M (unstable)2 EO|&=

Z0|1, MSl-low (MSI-L)= StLte| OFAHO|AM 20 dE2 EO0|= BHH, microsatellite stable (MSS)2 57i
BE OAHOM 2Q3°d0| LIEFLEX| 242 M{O|CE msl-Lot msse YHE=E Xt0|7t S35HA|
kot StLtZ2 2F/otsE A0 ULCE O|2{st pcr HHE2 DNAC| BITIE A FHSI0 MMRO
7™ 5EES 7tsSHA SFX|EL O] RO 2= MMR RTEA & Ol FAXS HO|QIXIE & =+
GICH PcR AAtSl @RLE HOf, == pcr ZUte| S0 Of2{2 &R, HAIE “undetermined’2 2

B As0f 5tH, O] AL0|= HC HAL EE= NGS BAZE FHEC

0

AHO0IA MmR THEEEIO CHSH IHCE dMMRS HFJOPIOH t
2 PCRO| 2|3t msI ZAAIRb |FASH RG2S HO|H F
CH138]. MMR ZAM= MLH1, MSH2, MSH6, PMS22| 47|
ElCt. 1E1'—t MSI-H (9| 90% O|MUM mMLHI REXLS
QUCE O|3{st v EH2 Ha HIEEI Al
gtez o7 ME0, mmMrR SE=2
e 71 MEF 22 W

L Z4X0|C}H119]. IMMRE MMR ECHEH A
RChel 4= QICHFig. 12) [22]. MIHE HCe| O|&M

O BH&EE|7| = BtCH138-143]. HC ZAIHE s{Ad3s}7| ofE
2olst7| Qs pcr 7|EHC] msI HAF EEE NG
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AU AELQI.H} HEO|2{A Z AR(Epstein-Barr virus testing)

Conditional data elements

In situ hybridization for Epstein-Barr virus-encoded small RNAs
[1 Positive [diffuse/heterogenous (focal &/or mixed intensity)]®?

[] Negative
Summary: Epstein-Barr virus-associated gastric carcinoma

2Checking the signal pattern is optional; "The term “Epstein-Barr virus-associated gastric carcinoma” applies to
positive cases.

off . AAELQIHE HFO|2A(EBY) HEH 2| (EBV-associated gastric carcinoma)< The Cancer Genome



Atlas (TCGA)IM RIAISH EX 2R | 7K 8 F diLto| Z3tchi2e). HO[2A-SAE
MR mvol QP WY MO BUHQ A FCiissl esv-AAT AL parrd
LMP2A7t HEO[Z A B8R T RHoncogene) 2 FF E LH145-147]. EBVZL LEF 4T MZE o=
SolQf, HHo|2|AEey) REX CIEE0IM DNAS BIZSt7t ojtch ZHE QIZHE Hito
ZH cpG island2 IH I H20, O|2M FY AN REAZ: H|EHBIE|0[148], CDKN2A

L0l Z35iCH124]. Z=, EBVO

(p16)2| U AAE Yo7|= EO0/FH OjEHe= = s ¢
dOMzs 2E d%(clonal growth)2 AlZSHL, O7|0f esv &E MZELl RTX ZAUHO7}
SHCHA YAS ZefStA EICHa44]. eBv-AHEH L2 PIk3cA [124]20 ARIDIAS| =CHO[Zt
S3ta[125], P53 =IOl = EE2H HEE|M([124], QA EH 2.y [149]2t PD-L117} ML= EHS
Zt=C}124,150].

EBV-I 2t QIS S RESHY RMA, HY O[NetEe EFE Xe=Ch §9], esv-oEt g2
pembrolizumab A AKX K=o CHsH 012 F2 HE2 ER/}e0O, o AFOM HH HHSE
100%7t HEIE|[RUCH130. F, esv-gat {2 HAgdAdHo F2 X330 ECh s
Motsigtx] Hgst =7 oA esv ¥d0 Z2 FIZHE O] MO Hotn 21E
ACH151,152].

EBV-encoded small RNAs (EBERs)Ol CH®F |sHE Z2E 1 oi2pm ZOj XX L= MEZHAL

ANOIM eBvE AZSH7| fIot 7t HESIL | AH8kl= H#O0|CH153,154]. EBER ISH HAM=

MZIZT 10°-1077H2| EBER copiesE ZERSH7| IE0] HAE7L =2 AZHO|X[TH19], O] HAIRE=

HO|ZAE MEHHo=Z Hitg = ¢ FAX probe? ZHEE|0] 22O, biotin,

digoxigenin £ fluorescein@ £ EX|E £¢Q| eBERS O|ZE AAIZR ZHESICE CHEE9| epv-Aat
Z

YOI EBER signalol A2l 2= AMIEO HOM Ho == ZEEC LR SHME EBER

signal0] T USHX| @20, & Y LEFO|ME FGOo|AHL Z=TH CHAstH EE =+
_ACHFig. 13). X2 =Y AFOA EBER signal0] ITAMOZ 40l Z27t epv-gE 9
18%0il A ZtEEICtD H O E[QICH1s5). ALt =L HA e HAO|A EBER signall| ZELY
=T 2 Yo AMHAME =X= Yrh LU =7EES 20|= So0lAM EBER signald| &8¢!
2820 esv Yol EME OHst=Xl E&= AKX O =5

5to] E=E3%t EBER copy TS
[e]3

T

=
= =
Ht=X|= OF% E2=2H5ICH156). E=

=
—_
signalO| LIEHE = /JUE0|, Ol= eBvEEZE

PD-L11 HY X X|5}StH M (PD-L1 Immunohistochemistry)

Conditional data elements

PD-L1 immunohistochemistry
PD-L1 [Antibody (22C3 PharmDx/22C3 conc. Ventana/28-8 PharmDx /others: ):

[l CPS=

ol d: Programmed death-1 receptor (PD-1)1} programmed death ligand 1 (PD-L1)2| &2 X&2 T-AMZ
I

Higdst 8 3Y BY 24E 7tsotA ot B9 =FO| F2 7|1 & OtLO|Ci157]. O
edAlgdel §&822 pp-1/pp-119] AEE2 RAY¥ES ERE CHYY 1dd FLOM BE
YAz Faot e T StLtZF E| ACH158).



YO M= pembrolizumabO| PD-L1 combined positive score (CPS)7F ¥A(cps 21)Q TIad {Qf
SIXoA  MEE FAZS BTHDE K24k KEYNOTE-059 [MAIESl ZIME ZHE 3%
At HE 2Tt FDA S22 2O, Autostainer Link 48 281 49| PD-L1 IHC 22C3 pharmDx
=Ml St ZCh FAHo R o SQE[YUCH159]. O|F X34 KEYNOTE-061 YHA|HO|AM=
PD-L11 ¥ Y XM SAXLE ROot MEE &S SHS=0 HIiSRCHie0).

0>

&£ CHE N34 LMAIFO A= CheckMate-6497F PD-L1 CPS 259! HER2-=24 ZIgd &= HO|M
|.

Al MUYT SRt KXt °FOFRP§|-9-H4 X|E§ ?I3H fluoropyrimidine %
=
=

0

=) ES 0|23t PD-L1 IHC 28-8 pharmDx Arb”o A+ SHY
RISk, Ol Z[Z0| nivolumab X2 CHATE Hmfst7| st St TR E ceivp OIRE
FEHOM = S5RACH
Of & 7IX|e] AAHZ2 F= AAHZ SFSHY pp-L1 HHS cpsE2 "I, Ol= pb-11
Aol ZTUNME, B, EH*—!HIEEI +E TYMES HH 2 Lt+1 1002 =3t FO|Ct
SEot B7E Isll 1007H O|ACo| MEDSH ZUMEIL ZEE HMI ERDICHie2] TYMEE
s|0jst gAM ZE(>1+) O|MCE EEXO|ALL 2bHSHA MZLto| HME Z2 Fdo= HItstot
HAMZE 3Y UWE s TY FH J7|F oo e o EF MZEZF E= AME)Q
MEZLE e MEH del ZRE ZEoith MRONE, S8+, FEME 52 cps HIHA|
=XH0IA M 2x[0{0F otCt TtY F=7} 1008 ZISICHH cps A3t 10022 HIbotCh pp-L1
FAMo| ZUL O|EME HOl= HLR, %Z cps= Z B[O cps ZIE A ASI| Etstofof
st

|_|
=
o
oo
-
2

£ J4Q| CtE pp-L1 HAMRHO| 27| CHE cps BHE 7|E2E SQEIA7| IE0, pp-L1 ¥dC
TICh2 A2 =l AAMEO| et 2t7] CH2 cps 7|&S 7|8F2 2 SOF SHCE PD-L1 IHC 22C3 pharmDx
HAIH2 cps ZE0| CHSH cps 21 7|2 Ar25IMH, 28-8 pharmbDX A2 cpsx5E AESHCH
matAM EIMol= AR8SH HAMREOl HA|Z[OOF St HMAESH 7|&EEZ ppL1 & iAo

O] HFOAM HABSIY 20| pp-L1 EHHO| BT = QUAM[163,164], PD-L1 HIH2 ALY
MO Mo|ld B 7ol EUX|Jt QUCtD HOSH HE QUCH1e4,165]. 2t ¥ =HXHS| O|Xhd,
Mekd 8l Mold "HEO|A pD-L1HCS| XHE7+7F HE=ICH

20 =olE EXgHEN ELd2 Y ZEo =HtE driver mutationOf CH3F O[S
A7 O Fog #0 otz Yoz MEh Ho|OMEH A MER M X=2EES
otetst= Hlole =20| ElCH124,125). MEkA, TN {L0AM NesO CHpH AAA @77t
S7tsta QUCH

NCCNO| X[ ZrO|E2tolof 2 Tdyg (/oA YLz LRt HO|QOHZE HER2, MSI,



PD-L1, TMB, 12|11 NTRK fusionO| ZEZ=ICH100]. O|F 720l TMBE NGSE= SoiA Dt "HItE =+
USM, NTRK fusion2 NGS (RMH2E RNA F7|IMEREM)CE 71 & IR == UCHies). E&
O|AS TRKIHCE A3T2|HE = UA2H, 0|7 L8 AtH A HIINEEMS Al = UCH166).

ESt fibroblast growth factor receptor 2 (FGFR2) S3[167], epidermal growth factor receptor (EGFR)

m]

£[168], MET 3%[169], homologous recombination deficiency-related genes2| HO0|[170]2} &&
OA= Zdd YoM ez =2 Jtsdes ERCL THHE, ZE 1¥d ZY0AM
HX|=zo| HO|2OH=Z EE BRAF V600E = A HO[[171], ALK fusion[172], ROS1 fusion [173] &
|20l 1% D[Rt 2 O EEAH 2EECH174].

o H

bt

40 H

A
T

lo TR ox
K
eN H ox 4o oo
mo MY mjo o9 mo

ZUU M somatic coding mutation2| ™M =2 FHolx|{ & HX}O
= e HIO|R20}7{0|CH175]. KEYNOTE-062 A&A|EHOl &#M Z
A pembrolizumab Z|Ht 11X AKX =zRYEC=E TMBRb AUY
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X
e
19
o
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el

M
|
FX}
HIAl

AAtE n3El= BHHO| ZZ2 BEE {FTX If'H(targeted gene sequencing)
M&otChazs]. 2Lt AR8ELD UAes CHYet mjEd=o| it ®E27F &
HIAK|ZEE oFS Tt ™ 2tSEX| QEOoF AN oA HO|2OHZ TMmB
Hgot=0 etAZE UACH175].
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MSI ZAAS| BE ZAIEE pcr 7| 2AEOILE HAXZSISHAO|CE %2 NGSE 7|HIL=
ofz! wmsi RchEEol  7|=EQl per 7|HE BEMEIL g5y O|AQ

2O FRACH174,177,178]. X4l NceN ZHO|EEtQlof| oJstH HALE s H|sHE
= A2 M, msI HAE s EfZE0] LB E NGSE CHE HHO|OpAHS| ZHALeb BHA
Al

=
A &+ Atk AFSHRALH100].
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74 EHH(Mucin phenotype)

{22 MUC5AC, MUC6, MUC2, cD102| &dl R E 7|E2 2 2| H(gastric type), T (intestinal type),
=5 (mixed type), 0|2 F Y (unclassified type) 22 23S =ICH3). &2 MUCSAC EE= MuUceO| CHsH
Yd0o|H, FH2 muc2 E= cp1odf CHsf FHolCt =g g Td JAO| Oish 2F
2doln, D 2RAEE O & 7IX|0f 25& Zd¢ Z<0|ct

H(Molecular classification by easy methods)

| 2XaMeN 25 = TCGA groupdt the Asian Cancer Research Group (ACRG) 2| ¢IT0fA
HEEAULCEH TcGA AT = (O] EBV, MSI, genomically stable, chromosomal instability2 =& &
Ct StRCH124]. ACRG HTO|A|= MSI, microsatellite stable/epithelial mesenchymal transition
(MSS/EMT), MSS/TP53+, MSS/TP53—5 ZEgtot | 7tX| Oofyol EAt 2FE YHSIFCH125]. MSS/EMT

$0 NI 4o Hr
0



Ot&2 signet-ring cell (PCC)2| =

=7t7F eBv H msl
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TMB2} PD-L19]
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Al

EOl
S =

FRH, MSI AAF & MMR IHC, E-cadherin IHC % p53 IHC

e
o
=

ofg of AFO|M eBv A2 F

Cto H35}FICH127,180,181].

|22 EBV, MSI, EMT, altered p53, not altered p532 2 =&
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