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Epstein-Barr virus(EBV) Bt & BIE#ENE <, HE IV > SERBEEIH 2 B2 LEERE B & gastric
carcinoma with lymphoid stroma (GCLS) ®10%1, GCLS %2k <V > SRBEEE145], o BiE
30041 EBV BhEEE %M L, EBV #{A#5F EBNA2, LMP1%R & ERBFEFZHAT RS2 S EBV
BEEREIC B2 (EDWY) 217w, EBV ONRHE, BEB~OBSE2HE L, £72Y > 88
B e OBE b REf L7z, EBV Bt GCLS #£(80.0%), YV >/ EREEHE(57.1%) »MEEF (7.7%)
LV EL, EBV XV o 2B L BIENEE» 7z, 72 GCLS #, U v ERBHEEIL Y v/ EiEgE
PE» 572 (p<0.05), BHEAI: &AM monoclonal % EHHSFED & 729t EBNA2, LMP1OF
Hidkdhol, FRE LD EBV BEE KL Burkitt’s lymphoma (EBNA2—, LMPl1—) $3Wwii&
iR (EBNA2—, LMP1+/—) 2 2icBL, EBV i3iEt 0k AMAERE L oS B L6
FICE D & kR USEER I b 2 TREME SR S Lz,
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Epstein-Barr virus (AT, EBV L HB&E0) & LMASH
BRI LD & T 5HEBEBOR L OBEBHE s hY,
FEHEDNA A NVADIDELTEZONT WS,
BBV T LR 5 ~15%DEFNIZ BV TS HRE
Bh, BB RENIC R Y oSBT A AL S gastric
carcinoma with lymphoid stroma (BLF, GCLS &
BEE0) & OREMSTEH S TWw A9, L L, EBV &
2y BEORBCEL CRTHE SASL VL OBERT
»5,

EBV IgEs e bD B Y BRI L, #
IR IV AT —ATBEENTWLEYD, ZD b
5 VAT 4 — LA TIRIGEEOBR Y 4V AEE
FORBEBERINTED, IFE, F0 X 5% EBV #
RBEFORBEDEIC L D EBV BEEEESHEE
NBEDWE-729, ZDLH4aE%Y EBVEER
BTITWERLEEBV OER2EEL, VU kBl e
BE U RE I E o vz,

4al, EBV B#EE L EBV BEEE O ¥ D8I

<19984 7 A2 AZE > RAIRIFERE - MR WH

T814-0133 HEHMIHEX LR 7 —45—-1 BAKX¥

EEERE 2 48

BL, BREBVIZEDL S kEEE2FE D>, BERA
OEERES> EFERE L, £/ EBV BHESEL Y
BRI E ORESIC O W T HRRETRINA .,

SR EHE

19874E 1 Hir 519944 6 A & Tl s hi- H5EH
FEREFI979FI, EBV Bt OENEH SR TW3
FERR) NRBEEHS BEAB L, Eh S ORER)
ZER < 955FI D & D 3008 & EIE R L7z, EHH
7Y ANBEER NS BET, EASYRARRT N
% GCLS OE#RSHET 2 DI THY, s
REOME, —HIFEEY > %8RD 5 Ik EEERY
MG - TU R A DBRRET 2 RERES
HEEERDETH - 72, fD1461ix GCLS Tk
ROME, —HEEHY S RRENEIED SN
1ZEFITH -7z, GCLS 1061% GCLS #, GCLS L4t
DFERL ) NREBE LMD 1405 Y o BRIZEE,
flixIE Y o XRBERE L Lz,

i GCLS 8, U > BB iEEE, JEV > B
BHicxnt U EBY B{GEEZEFCHEH 72 D 107E & B8
D RNADBFEIH L T % EB encorded small RNA
1 (BAF, EBERILEREE) %% —~7 v b & L7 in-situ
hybridization (DIF, ISH L B&E0) #:V %217\, BEM
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A3z EBERIOFEB 0350 & iz EBV BIEE #E iz ©
WTERIBETED O TEHIED EB  encorded
nuclear antigen 2 (T, EBNA2:XBRED) L EEH
T® % latent membrane protein 1 (J{F, LMP1&
BER0) OFEB B IERETRE L2, /-84 EBV 0
clonality #B¥E L7z, Zh SR BETFEDEHOE
& EBV BIEIEE 1< 517 5 EBV B H# 0 534 (fif
EJ) %1Tv, EBV O clonality B RREERS A%
o5 EBV BEB# I B 7 2 R EBV OME & &
ERENOBS2EE LU, 72 GCLS 247 EBV
BIEERE Y v kB L OB Iz DL T bR L
7. M E UTHGESN M EBER1O S5
BRD oSN ol IE) o N BRBERT OES T H -
7z, BIEOHBASER TR B CBO
FhE L THBRTHEL.

1) GCLS B, U >/ SBRiBHEREE L JEY > NERIRRIC
19 % in-situ hybridization ¥

EBERIOWRH I EBRAEE D85 7 4 ¥R
MUY TFvr = V8BER 7 LA F B 70—
(5-AGACACCGTCCTCACCACCCGGGACTT-
GTA-3) #EA L7 ISH RV CfTo /2. BEFIEE L
TRETHATE, Yo7 7—¥ Kok 2RELLNE
270l HOTHBERIEOBRE T2, v
FOFZUTEBLIDNA SO —RENgTY F g
Y—va v &{Tole. ZOBIEBIY T3 7 = v ik
ERIGSYE, ROBTNHY 7+ A7 7 ¥ —EH
TRIGEET:, BPEEREXFLTY) -k, B
M2y b -k EBV B0 s HED U o
NLEFERFERAL, B bo—niivr A Fo—
eI, REBOEHIKE O UM b3
HohIzb D% EBVIBEEZ L L (Fig. 1).

2) EBERIOEEBED S h - Efliext ¥+ 3
EBNA2: LMP1D g6

FIEGEIS labeled strept-avidin-biotin #% (LLTF,
LSAB R EMEED W TIT o e, BB ST 8, FUERO
BELEN T~ 270y 2 — 7RE £90°C, 5 43R
fTo7:. ERYiAIX EBNA2 (NOVOCASTRA LAB-
ORATORIES, UK), LMP1(DAKO A/S Denmark)
N BE 7 uF— ik ER G, RS 556
LT il BRI T b 2 & oo i3 LRI o
YL TH 3 EMA (epithelial membrane antigen,
DAKO A/SDENMARK) & @ ZEREETHHEL
7.

3) EBV @ clonality
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BRI T %72 EBV B%E®H (GCLS # 2
Bll, Vo oNERIBEIBE 2 B, FEV > oSERIESEEL2 B 2
MUT, ¥ Turs v SETEBVO 2 0+ Y
T4 —2BRELR, FPHSREEAKYSmMm % k€
VA—~bL 777 —FPRKICLZ2BELEEL B
BATo e, 72/, 700KV ATESIIRE
B % U7z, R RNase 12k b RNA #B%L, B
By 7—¥K, 7x./—), 700k AiTERE
HALE 217 DNA 2HiH L7, 2 0%, #MdiL 7z
DNA #10ug % #I[R %% BamHI T DNA % Ik L,
0.8%7 A0 —AF NVTEBSEKEIL, 7 Vb )& &
SIBHER T oI, YTy F v ek F
ARV N TR T 7=, N TY A E—
Yariid®P-CTP THE#HM L EBV Y ADy — 3
FAYE— (TR) OBWALICAEL T 2 Fo—~ (HE
ERERIAE S, FHEAEOHFRICL VED
RO EERLE?, BlEa Y o —iz EBV 0%
AP SNHED) v FEBEEAL, B
Y hu—idBE DNA 26H L 7.

4) EBV B EEOHE

FH O G, EHIF W B 2 EBER],
EBNA27% 5 0w LMP1OREBEOE#EIZ L v, EBV B
HEE® Lat I~1IL w4348 L7 (Table 1),

5) HEHERLEE

EHOLFEDOHB I yRERZ A V. EFERIZ
Kaplan-Meier ¥ T{T V> generalized Wilcoxon & L
< & logrank ME THRET L, GBER0.05KMEEES
Ho &L,

#w R

D BHEMBC BT S2EBERIOEHE 72 0
clonality # X t* EBNA2, LMP10D 5k

ISH ic & 32 EBERIOFHIZ GCLS £, VY > /<52
R, FE) VA BRRBEE e rb ST FhFho EBV
BRI T, 13 A L ORRIFL ORI S 5374
Roonies, AACRY FRICBRBRIRD shi
»o7z (Fig. 1), 7% EBV By ¥ uys >
TO.4Kb i BE—D N> F WD b e / 7 11—
NILHERECH - 7 (Fig. 2). +~TO EBV BHHiz
fTo B Cid, BEMEIE EMA KRG L3
BNz EBNA2L 5 U0 LMPLOE L bk
FERIFED oo (Fig. 3).

2) GCLSH, U v 3miBeE, JEY o <BRiZfEEa
B 5 EBV GHEHE & BERREENTR (Table 2)

EBV BtE#lid GCLS BT 10814 8 41 (80.0%),
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Fig. 1 EBERI expression for ISH were observed in the nucli of almost all neoplastic cells.
a) GCLS group shows abundance of lymphocytic infiltration in the stroma and parenchyma.
(a: HE, a’: ISH) (x100)
b) Lymphocytic infiltration group shows many lymphocytes in the stroma and parenchyma.
(b: HE, b’: ISH) (X 100)
c) Non-lymphocytic infiltration group shows few lymphocytes in the stroma and paren-
chyma. (c: HE, ¢’ : ISH) (x200)

Y v SERIBTERE T3 14BT 8 BU(57.1%), FEY > <ER
BEEECI330081523M (7.7%) TH D, EBV Bik=E
& GCLS B3 ) v/ <BRiBEE, JEY v ERIBEEEL Y
BHERE»->7 (p<0.001, p<0.0001), F7 V3
HRBEEEE) VBB LIERCE PO

(p<0.0001), GCLS £, U > ekiSfg8, FY > /38R
BEEZNETNCBIT % EBV BRI MR, BES
EEAL, HFEBROER, EREBOERCIERELHE
ERED ST, B EROHEE O GCLS #&
% 33 (pap, tubl, tub2), #4MbE (porl, por2,
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Table 1 Form of latent EBV gene expression
according to Hirai’s” classification

Products of latent EBV
gene expression

Form of latency EBER 1| EBNA2 | LMP1

Lat I | + - -
Lat II + = +/—
- +

Lat III +

Fig. 2 Southern blotting with 32P-labeled termi-

nal repetitive sequence of EBV. All specimens
shows single band in the range between 10Kb and
20Kb.
Lane 1,2: EBV positive GCLS group, Lane 34:
EBV positive lymphocytic infiltration group,
Lane 5,6 : EBV positive non-lymphocytic infiltra-
tion group, NP: EBV positive nasopharyngeal
carcinoma (positive case), NC: Placental DNA
(negative case).

NP 12 34 5 6 N

23.1-

®
9.4- '.'

g.

sig) WM, SRR XTI, ETEICAEL T EBV
BHEL L BB St o Te.
U R HEBORES TN EhOB T EBV Bitx &
DOBEME X e o7z, LinL 3~ TOEBV G &
BB CRESS 5 REERAL R el 3 3 & b#R (C 4E88), o
(M ) 2T (A$ER) ch~EZw EBV B
PR 572 (p<0.05), %7 EBV OHEICEHES
P Z T 5 & GCLS #, U >/ BRiEsfgatizge Y
YONERBEB LI L TV HIERE I E IR
ol (p<0.05). FHREEBVOBEECEGE R <
GCLS B, Y v/ BRBEBELIEY » SBRIBEIRE & otk
LiciHe b FERERED Lo (GCLS
BECDIRD SOoSBRIBIEEE p=0.064, U > SERISTERE © I
U > /XBRIREEE p=0.124) (Fig. 4). $/2EMICE
7% EBV BB & EBV BEMEHI O g ic 54T H BH
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SORERERRD NPT (p=0.060) (Fig.
5),

3) EBV M#EEEDSHE

241T EBNA27% & (7 LMPLIZ @M B 2R
oozl L&D, SHEEE L EBV BE#EE
fixLlat Ib L <3 Llat BT 25D ThHoT
(Table 1).

£ =

EBV 1319644F 12 Burkitt’s lymphoma 40 K3 & i 58
RENIAVRATAVIENCE T 2 DNA v £ L
ATHY, BIEETH DL EE CEEHE &
NTWBEEEYANVAD 1 DTH %, EBV BEEE
1X19914Z Shibata 52 DWENRIITH D, KRS
O|mEITLD 206 DHEEPHEFRIFEZNBES X
VRO IR D DD H 229, L Db T,
U oNERBE &S GCLS & EBV R & 0B #s
HaiTvy 329,

EBV B#EE O MHEBENZ GCLS @ X 5 kb
WEHGWEBNYD, ZOHEMEE LTIk Weiss 59913
EBV 2% U i B i e s 58t + 5 L5 % +
TUAT A —LDREE T OB AEEEETFEL T WS,
T4 DFERTIE GCLS 2 <V o BRSEE, JEU
NWERREEZ N Z NI B W T EBV BMERE L EBE
CIEEEERD o has otz Zhs kb GCLS 2w
5 REER 2 MRRR 2 B> 72 EBV BEES R Tit, EBV B
B EJEMRR O LNE L & OBIEME IV R w L S i EBbR
7:. EBV B SR O OB AR EAESHRE L TED
SRR B B b G H DO, T OHE
L CTHEE D EBV 3B 2 & A TRAE L /- n]BE
BEZ SN TWEY, B2 OMBETH EBV BHZ
B, dEic@Ems» o7 (p<0.05),

BEE CEBE2SD-EBVEEREE B W T
EBV BB ED L S KBS L Tw A R &
6% <, BEMEC EBV ¥ ABRE S WP 0T
EEBV Bz Sy v Yy —E LTHEELTWAE
RetES DB, &5z v oSk & EBV B+ 0
HP,EBV 8SB L T w2 MilB Y 0 & 5 s E 5 E
T LR EIREBVBREGTFEYORE ZHITL
EBV MHEGEOSEEITILENH 2 LBEbh 5.,

EBV #EREZEF I3 EBV BMIFIC B8 W» T 2 858
@ EBERs (EBER1, EBER2) & 6 & %8 © EBNA
(EBNA1, EBNA2, EBNA-LP, EBNA3A, EBNA3
B, EANA3C), 3@EoEEN (LMP1, TP1, TP2)
ZA-FI2BEFHREHEL TH3E9Y, ZOHTK
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Fig. 3 Immunohistochemical stainning for EBV-related protein EBNA2 or LMP1, and EMA
in EBV positive case. (X100)
a) HE, b) ISH, ¢) No expression of EBNA2 in EMA positive cancerous cells, d) No
expression of LMP1 in EMA positive cancerous cells

AR HHEDERELETF I EBNA-2, -3, -3¢, -LP,
LMPIT® %, EBNA2EBY 88k D v 5 >~ R
Tx—A—¥a iZdHTHY?, EBV OFEMHICH
532 e RYLMPIRBEOFHENHZE L S5 Tw
59 FIHREREEE T U o S BROBENHE E 5D
TRwuhrrEZ 5N TS EBV BEERICBW
TEBNA2OEBRPRADONZ DI EBV LD+ 5
VAT A —AENTY oNIFERRMEEER, Burkitt’s
lymphoma O B KL RET2BHCEL 5 H
HIRY vl L DG H 597, LMPLIZBL Tidss
2 FEREITHbEHEIET 3 2 e B Y VRO
FIUVAT = A=Y a YR LTWS Z EBHE
BT3B, iz LIMPLIZMREEEME T ) > 38k
BRHRE B2 2L b5 T 320, EEMia
B3 LMP1®#H X RT-PCR (reverse transferase
polymerase chain reaction) R/ —9 7oy 5 4
> 78T Hodgkin J&, V ¥/ FFEk#liatk, Ro1bLEH
Y o, & SICRMEBRERL TR DR T

VBTN gt iz & 3 LMP1O#E T % Hodg-
kin §% iZ 3 > T Hodgkin #if& % Reed-sternberg g
OMIEE I Z OFELED ST 32,

20X EBV HEEE I EBV BRELSTRE
PEE B ZENRVHE R, EBV BREBETORKD
BRI LD SBEHECHEINLTWY, 2 FEEME
i EBNA2: LMP1O R EHP & R oh R W
(LatI, 8% : Burkitt’s lymphoma) 13EHuEREH
FIEIEE P SENPTRETHEET 2D EHFZ 5
i, EBNA2: LMP1E: b CHEBA LD 6N DB
(Lat II1, fRFEH - U >/ SSERRARRRE, HRIR Y > /< E)
TSN LMP1, EBNA20EBIFEHOFE &
BEORBELEHET LLRETCHEL, EEZRE
IETTRHMREEEE TV v BRic L DEEREn 3
BThs, EBNA2DEREITAD sz vt LMPLid
FEFIORI50% CHRESTD 5 58 (Lat 11, REH -
_buREERE, Hodgkin %) i3 Latl, Lat Il ook
WER S LMPLOR D [EH R & Bl 03 i K
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Table 2 Clinicopathological findings of GCLS, lymphocytic infiltration group and

non-lymphocytic infiltration group

GCLS

Lymphocytic
infiltration group

'EBV(+) EBV(-)|EBV(+) EBV(-) EBV(+) EBV(-)
n=38 n=2 n=2§ n=

L e — T

| N on-lymphocytic
infiltration group

n=277

n=23

-,

(=2~ I \ I )

[T SC R L ) I )

o« o

2

Clinicopathological
findings*
Sex Male 7 0
Female 1 2
Age(mean+S.D) 57.02 59.64 5
I +12.45 +11.95 | =*1
Location C 3 0
M 6 2
A 1 0
Histologic type
differentiated
type pap ‘ - -
{ tub 1 - -
tub 2 = =
undifferentiated
type por 1 8 2
por 2 | - -
sig - -
muc = =
others - —
Depth of invasion
early m 0 0
{ sm 1 1
advanced mp 2 1
ss 1 0
se | 4 0
si 0 0
Liver metastasis
+ 0 0
= 8 2
Peritoneal
metastasis + 0 0
= 8 2
Nodal involvement —
+ 2 ]
= 6

GCLS;; gastric carcinoma with lymphoid stroma
EBV ; Epstein-Barr virus

6

QIO =~

Tt

5 17 172
1 6 105
13 5723 | 6159  59.00
03 +12.89 | +11.83 +13.94
0 7 6
3 10 108 - :
3 6 103 -
0 0 11
1 2 53
4 7 9
0 6 14
1 8 89
0 0 8
0 0 7
0 0 1
0 3 37
2 1 71
1 0 s
1 4 21
2 15 98
0 0 9
0 1 14
6 22 263
0 0 10
6 23 267
1 13 157
5 10 120

*classified by the Japaneas Research Society for Gastric Cancer

**p<0.001, ***p<0.0001, ****p<0.05

EhSHENPT OIRESELET 2 LE 2 5599,
%3 EBER1: EBNALIZ L3BD 3 DDBM T XTIz 5
BHEZdonTns,

SENZ EBV EREETFOR»TLED 3 BED S
BieB»T, TNTKHEENED S Wifa sz v 1074
THHEBEL T2 EBERI®Y —~ v b £ LT ISH &

24 % EBVEBRH2T-57:0, 25w ISH&ETEBV @
HEPRWH 5NIz b DIz D% EBNA2%L & Uiz LMPI
DFEBEERELRETHRNL, EBVEEEEOSES
To7-,

B2 ORI ISH 3T EBERIG M BB I EE 2
K3 %12 A OEMEC EBERIOEREBZD > h
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Fig. 4 Survival curves of GCLS group (A),
lympocytic infiltration group (B) and-non-
lymphocytic infiltration group (C)
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Fig. 5 Survival curves of EBV positive cases (A)
and negative cases (B)
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fz. L L, #h o ORI IZIH S » e EBNA27%: 5
i LMP1OREENIED Sk hpotz, BB W T
S EBV BRBERTEMORBRERE L
TR IR w3, Ott 5281 in-situ hybridization
L@y Toy s g v CEEMEEKE EBV &/
LDES S EERIIC EBNA2Y LMP OFBIZED
ST, SEOERL DFEREFKRTH - 72, Br 1T-
Te St TIREEA S h 3 EBNA2% & fi LMP1D
EOENVETRIEMHE NG o ik H 5.
% 7: EBV BSEES B 2508 Tk EBV BERSE
& Burkitt’s lymphoma % £ M Lat I 7V —7WE
T2eEbhsy, FEEREED Latll o/ v—7
BB LMPIORBERED OB W v EFh 5
ZEBLTwAAfEt b dEzZoNnE, SHO
HERIVDEBVEEEBIC BT ZEBVOMHER
EBNA2, LMP1OM#E D & p B8 e o7z 2 &
£ D AKATERE I3 FE -, EBVIEHIRIEEA YL,
EBV i3ffaEEr: T V o882l & U RiBins
noENPTWIRETHZ LEZ Shik,

EBV OEEE L B~ DEFESDSE» 6% 2 B L

Epstein-Barr Virus %/ A B E %

HiEs=E 3% 115

@ EBERIOFHIRMBIZIZTT N TOEMIBE D > iz
Zk, OQFEEL S EBV BB S NAHORE B
3 EBERIOEBRBED sz 2 &, @F/
zaF—NTHo7Z &, BLELY EBV 38 LEM
RaoM@b 3 28R CTHBHD RS 1 R LTS F g
POHERERENC T WIREBTER T 2 2 L TRILPR
FIFAIBI OWMFICF S L T B EREHSE 2 iz,

GCLS L TREZ OFERICB VT Y EBV BH
BEOHEESE» 5 12, GCLS A DL Y o8
BB EE D BEEFILY > "BREEB DRV EBE
FlicttE L T EBV B BIEOHE 4% <, EBV BIE
BRI > RBE L BES R E Bbhi, 20X
572 oNEREEIE CDSEM D T U S RBHETH
D20, EBV BT 2EERIGTH 2 AlREEs T4
ENTVLBERIET TR LD, BRI &g
LT3 EBV B3 E0REEREMAC L DElfish
MRS T V > S BRORBIEEY 5035, EBV B
Y Y oBRICH U TR TR TR L T
% fe M O ER DI £ Z 1 T B AR b 2
shiz, FHRICEL T GCLS B, U v/ skBEE
FEU voRRBREH L VAR v EEE D <
(p<0.05), GCLSE=R ) v/ WEREE#EEL DY >3
BRIZHE L EOEEMR O H 5 EBV BETEII THRRLF
Th A AHEME 2 o hic s, SEOKRTIIEL»
REBERFED oM khot., ZOBEHBE U TREK
D3P Idn ot 2 LR, EBV BREE R Y v YRR
BOBWEFILZEED oL EMWEZ Shiz,

EBV BHEEBIIBRD I —FIC T Ehevdd, FiE
RREEHEICEEL Tw 20 ThiLE EBV BHESEI
MO BE L FIHRERHRESEL SRR H S, &
512 EBV B ) o BkiB & OB EE ST I &
» 5 EBV BMEORBRICICATE 2 kb H 2. 2
DK CHERIZE»S b & 0% < OEBV BEERE
BAY % EBV OFERED A = X L LB OMEHD
BNBLETHL LBbh,

X #&
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Esptein-Barr Virus Related Protein Expression and Clinicopathological
Findings in Epstein-Barr Virus Genome Positive Gastric Carcinomas

Hiroshi Takeo, Yuichi Yamashita, Koichi Ohshima*,
Masahiro Kikuchi and Takafumi Shirakusa
Second Department of Surgery, *First Department of Pathology,
Fukuoka University School of Medicine

This study has been carried out rate of Epstein-Barr virus (EBV) positive gastric carcinomas, these
have been known frequency of EBV infection in gastric carcinoma with lymphoid stroma (GCLS) that has
marked lymphocytic infiltration around the tumor and stroma in the medullary poorly differentiated
adenocarcinoma. And has been undertaken significance of EBV infection and carcinogenesis of EBV for
latent gene protein EBNA2 and LMP1 expression and characterized clinicopathological findings in EBV
positive gastric carcinomas, and classified EBV positive gastric carcinoma in EBV related neoplasma.
Additionally, relationship between EBV infection and lymphcytic infiltration of gastric carcinomas. The
subjects consisted of three groups, 10 cases were GCLS, 14 cases were marked lymphocytic infiltration
except for GCLS, and 300 cases were none or few lymphocytic infiltration. EBV positive cases were 8 to
10 (80.0%) in GCLS, 8 of 14 (57.1%) in lymphocytic infiltration group, and 23 of 300 (7.7%) in non-
lymphocytic infiltration group. GCLS and lymphocytic infiltration group were frequent related of EBV
positive gastric carcinomas that were lower lymph nodes involvement than non-lymphocytic infiltration
group. EBV expression was early gastric carcinoma and positive reaction was observed in the nucli of
almost all neoplastic cells, and these infection were monoclonal multiplication, but EBNA2 and LMP1
were not detect in all EBV positive cases. EBV positive gastric carcinomas were in Burkitt’s lymphoma
group (EBNA2—, LMPI1—) or nasopharyngeal carcinoma group (EBNA2—, LMP1+/—). Our result
suggest that EBV has inactivity and unability of permanent multiply in cancerous cells, but EBV infection
occurred early oncogenesis and EBV infected cancerous cells include a faciling for escaping immunoreac-
tion, for example the lymphocystic immunoreaction, and has been kept long term the latent infection and
these phenomenon may be add to carcinogenesis of gastric carcinoma.
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