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[Z5] EBvirus (EBV) |¥!i&ﬁi’#i73“‘lﬁtﬁ S, RS I S s vTw b, 72, gastric
carcinoma with lymphoid stroma (GCLS) 2B} % EBV O @M= S CTH 0 mjE oS i3 H
XNTWab., —F GCLS 2B 25 Y /z\IJ ETHERTH Y, ML TW5 ) 27l b @b o

B JE Ba b OTH L. EBV B H N & THINLRZOSOBREZ W 520123 5720, EBV BlElE
L BEPERFIC R LM ) > 2 SER O BIE R S0 A I R B D W TR L 72, 1989 4 5 1998 4E D I Y e T

L/

OJBg: XA, R PALRR A f ’TMIJ TR (submucosal layer: SM) LI IZiRH 9 2 BT, WA >~
INERIERR E Y ‘//i’iLfoiJJ&'}bﬁk WD > GCLS24 REHI & BEJE ) > /3B @ 78 FEBIFT 102 FiE Bl 2w Fe & L 72,
GCLS #f 24 3 Bh 159661 (62.5%) A% EBV Bpthk, BRI > 2 SERiBE 78 FEGh 7HEBT (9.0%) %% EBV By
YT o7z K2 //\Hm v 2 MHEZ: EBV BE e 2VIEBNZ D W) Bk Ty b RS L.
EBV B 12 60 T X BEPEGN e~ TR N TTHIIE R Tlid CD8 M ONBAIIE R Tid CD 79a 23 H Rl S Tdh -

L F 7, FRHHPHTIE CD 8 D ADE A 72, EBV BPEE i TIE B Y 7S ERO 1 T 0 M OB ASFED b,
il J’JF'Tﬂ SPETHNE AR EEAN, WP R R LWL EEZ b,

Lo L, SR M~ EBVJTJécﬁt’P%®F’»"
@ EBV FHGTEORER, & 5 W IZ 092 SO O B
Epstein Barr virus (EBV) i3t Mg~ £ LA L DWTIIAW 2 JiA % .
LT b 0T, 1964 412 Burkitt V) > 73 g -
':f'?%f‘:ﬁ‘lilfl'ﬁlﬁ‘bﬁ}‘#ﬂfé’\il Wanl. ok, WM
%) EBV 25#iil 2 2, & S IEIEHIN ko B el EBV B B RO T, BRI B 1 4y
= & ) 7\ gastric carcinoma with lymphoid stroma B & G 5 & & % (2, EBV PHEG 28 i 6095
(GCLS) \2B1T % EBV O @l 25580 S h LEDE) BRBRIZHY, BIWISED X ) B
LEINCHhoTETCWS, 2T C‘@ﬁ?‘%(@?f‘ﬁiﬁ‘\l*”) EREZL TV NEAD DI, HJ‘;‘HJ%)J)I‘O)‘(?:‘(B!:]
2& 0 HHEE EBV ORI RIS DWW T ) UoSERS Ty bR L, BRI, ) v oRERE
HEW SIS SN, X HICHEISEANOB GO BRI EBV Btk E R & BEVES 2 BT L.
T%;lﬂ]*ﬁ't’éhf%fb\é“ EBV O & i ﬁ?& IOWn - 4
TR IERGIE -z 225 B ) 28 8RICI& G L 72 7%, B
) Y SERN TR GIRIE L 0 0, 20— FED3 %A 1. EBV BeiicowTid, WntEAF R mbelc b
g R CAAAE Ll A Z & El 2 Tw 59, VT 1989 A 5 1998 4FE F TIZAMEHW IR S 7z,

& U &I

‘_.

1999 412 J1 17 H24F, 2000 4% 1)1 19 H =22
X—TJ—KEB YA/ A, I, Insituhybridyzation (ISH), Polymerase chain reaction (PCR).
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<, Mkl cxtlibniecd 5, U PN A
BEELEME4cm FTORERE SM LLED BIE
102 FEBI 2 0 G & U7z, 7272 LIRS, fbapseds, Ik
B, SV VR DT b IL T WL R WER]
W7z, CEYER60.6 F, WKlb4:1THB.

2. Tk L7z EBV MRS 4 & WER] (102 E51))
%, EBV Bt B & Bk H 1500 C IR AR o HL4
AL kRS L 7.

3. WITRERIS () 8Bk Ty ) OB
2. THET LZZREB 0 9 B 1) v 8Bkl % 52 72
borxg e L, EBV M S E BEEEREICBY
B T AE S DM 2 47 - 7.
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1. EBV t#&H
1) In situ hybridyzation (ISH) %K B H&H
FWME 2R V< ) R, ST T4 YN
el L, e RENEE O B) B 125w T EBER ISH i
%\ EBV 28k L7z, #190% Ll Lo dilie o r
PRI Rets b b o % EBV btk B & HE L
7z. 72 B ISH %O #ENE % Table 1 127879,

2) Polymerase chain reaction (PCR) & (C &

BiRH

ISH O F5 1 % #2973 5 726012, ISH ERaf 7 o
)5 IHEBNZOWT PCREA B o 7z,

(D DNA Ol © OBk S 7z Hag o sy, 1%
L, v rosfiiosiifiiesr s, 72—, rna
ORILVA, £ VT IVTIT—IZLY) DNA &3
L 7z, primer (&, BamHI-W HiS % Bi0E-3 2 H Y
I TTC60 (¥ F k5 -GTT CGC GTT GCT

Table 1 In situ hybridyzation (ISH #%)

Wioss 74 >, Bk

2

JurF—E Kl

4

FITC F&5#k

EBER %1%~ EB 7 1/ )b 2 EBER RNA 717 — 7 % {1,
55°C T 1HEHI 30 70N A4 7)) 74 X

4

TBS Tk

4

MFITCTT VA Y 7+ A7 7 % —E T30 5%t
4

EBV Bk, BRI

#

(2)

K

2k
(LW

g B58% 2B
AGG CCA CC3'), TC61 (¥ F F » ik 5-AGG
ACCACTTTATACCAGG G3') =M L, Positive
contorol (& Burkitt V) > 7S [l 2B 2= M1 g #k  (RAJT
TCRB9012) 19 % WL F O TN TH - 7.

2 10+ PCR Ut #% fi7 i (ph 8.0) buffer Hr, %
2.5mM dNTP, Taq, DNApolymerase (5U), 0.2m
MPrimer, Template 50 ng (2% L 7=.

@H—~<NH 1 27 F—Ii2T, Denature time 94°C
1%, Annealing time54°C 1%, Extension time
72°C1%5, 30Cycle, 72°C54)rCYIEZ 4T - 7-.

@ ZN 512 etidium bromide &M, 3% 7 &1 —
Z )V (Nusive GTG; Sekam GTG=3: 1) 2T
SUKE), BMT ALV I A= —ITTHIEL .

2. FRRRRIEZ AR ET

FMEEAE ARV <) Ve, 4~5mm i
et 2 VERE L7z, HREHCD B0 12hE v,
IR, MR 2 03 2 & & DI, HRERGT, s
WB XTI Y > 7S ERE O ik & FRE 2 2D
WC, EBV BB & EBV BaE S 200 i
L7z, 7z, U BRI ORI D VTR
WA RS X ORI T2 S L, AREZY > 2808l
DIERR ) 2 NEROEAHE 2 L <, i e sta
WY AT WA, wbwb GCLSfER & L7z, B
FEED oPEIEANIZ E A E R, ) Y oSERE L
S5 TH 5D, FFEPIIERS IR 55 g
) UOSERIZIHESICH S, CEIZRIE O H 7z 7w
JERN, O 3HEIZH T EBV Btk =R % et L 72,

3. BRiRERIE (UNERYTEy M) Ot

EBV B H e &, EBV B # IO W Tl b)
RFafe L, V) yo8ekd 72y b2BERbuAk
(LSAB #:) 12X Mt L7z, £/ 7 o — itk
%, CD3 (DAKO t1), CD4 (NOVOCASTRA #1),
CD8 ( DAKO #kL ), CD57 ( DAKO #t ), CD79a
(DAKO tt) & M7z, JEHNB X ORI D
F, FARET 5 VB E S BEAR EofE—ER
f2C 100 i 372> 2 B, & 200 2D W CEIEE L 72,
Fig. 1~5® X 5 12812 et X 7= f 0 % P &
HEL, BYEMBoHGEE b L, ) vk
BEOREIZOWTIE, [iko ARE (GCLS %R &
BH#E (EEEY) 8 BRBRESD) @ 2 B0, &8k

I 2y

OBEIBTT 54 DM % K>, EBV By 1k B #s

BB L 7.
PRRTEIIMERT I RRE M O 2 BoE & T, fabise
5% A fEAED Y L L7z,
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Fig. 1 High-power view of a CD3 immunofluorescence
stained lesion of an EBV-positive gastric carcinoma.
Mature T cells are stained in brown. (X 200)

Fig. 2 High-power view of a CD4 immunofluorescence
stained lesion of an EVB-positive gastric carcinoma.
Helper T cells are stained in brown. (X 200)

Fig. 3 High-power view of a CD8 immunofluorescence
stained lesion of an EBV-positive gastric carcinoma.
Suppressor T cells are stained in brown. (X 200)

HiHt b3 4 : Epstein Barr virus Btk 5812 B 2 5008 R BUS O FRET

Fig. 4 High-power view of a CD57 immunofluorescence
stained lesion of an EBV-positive gastric carcinoma.
Natural killer cells are stained in brown. (X 200)

Fig. 5 High-power view of a CD79a immunofluorescence
stained lesion of an EBV-positive gastric carcinoma. B
cells are stained in brown. (X 200)
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1. EBV #&H

EBER-ISH #:12 & % EBV Bk (& 102 i Bl v 22
KEB] 21.6% TH Y, 80 R 78.4% %5 EBV BEYETH
o7z, FHAERE EBV Btk 57.8 7%, ek 61.4 5%,
B ix EBV P22 01, BEYE39:1TH - /2.
{837 EBV Brthie o) (PR SM D Tlc B 115)
%3 . HE et — % (Fig. 6) Ti&, KT
JE U FE IR IG5 % o LB AR & P o2
Wi7Zp ) oSERIGIIC & D MU L, HE BE IR RS L
TWwab. ISHEV—XRETIHEMEOIEE A LT
EBV Btk o getath# /LT (Fig. 7). FHER
OREET B BT RIS O il KR T, TSN
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Fig. 6 EBV-positive gastric carcinoma. Magnified view of
carcinoma tissue stained with hematoxylin and eosin.
An adenocarcinoma is grown in the medulla and
partially invades the submucosal layer. The lesion is
massively infiltrated by lymphocytes.
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Fig. 7 Magnified view of in situ hybridization (ISH) of the
same lesion as shown in Figure. 6. The epithelial cells

of the carcinoma are positive for EBV.

Fig. 8

High-power view of a lesion of an EBV-positive gastric
carcinoma obtained by the ISH method. Nuclei of the
carcinoma epithelial cells are specifically positive for
argentaffin granules. (X 200)
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Marker

RAJIDNA (-)
RAJIDNA1/10

RAJI DNA 1/100
RAJI DNA 1/500

RAJI DNA 1/1000
RAJI DNA 1/5000

RAJI DNA 1/10000
RAJI DNA 1/50000

Fig. 9 Results of agarose electrophoresis.
The DNA bands of EBV from Raji cells detected by PCR
even at a ratio of 1/50000.

265bp

RAJIDNA

EBV(+)

EBV(+)

EBV(-)

Marker

Fig. 10 Result of agarose electrophoresis.

Note the positive DNA bands of EBV indicateed by the
arrow. DNA samples were obtained from gastric carcinoma
tissue, surrounding region and lymph node and were
amplified by PCR.
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Table 2 ISH and PCR Table 3 Location
EBV Pk | EBV Btk BRI EBV kP | EBV B&1k ERS
ISH 4(26.7) 11(73.3) 15(100) PR 4(18.2) 4(5.0) 8(7.8)
PCR 4(26.7) 11(73.3) 15(100) I8 2(9.2) 9(11.2) 11(10.8)
O% fkLi | 9409 | 16@00) | 25(24.5)
Ry i B, o 804 3 L A 1o £ PR 4(18.2) 15(18.7) 19(18.6)
hRFE | 145+ | 17213) | 18(17.6)
B 1(4.5) 8(10.0) 9(8.8)
P 1(4.5) 11(13.8) 12(11.8)
= & 22(100) 80(100) 102(100)
*p<<0.05
%
Table 4 Macroscopic type
EBV Btk EBV Btk RN
HEF T 9 (2900 [41.0] |22 (7L.0) [27.5] | 30  (100)  [30.4]
Type 1 0 ) [0] 1 (1.2) [1.2] 1 (100) [1.0]
Type 2 2 (125  [91] |14 (@875  [17.6] | 16  (100)  [15.7]
Type 3 5 455 [227]* | 6 (545)  [7.5] | 11 (100)  [10.8]
Type 4 2 (66.7) [9.1] 1 (1.2) [1.2] 3 (100) [2.9]
L0 13 (18.3) [59.0] | 58  (81.7) [72.5] | 71 (100) [69.6]
01 0 ) [0] 4 (100) [5.0] 4 (100) [3.9]
0Ila 2 (33.3) [9.1] 4 (66.7) [5.0] 6 (100 [5.9]
0Ilc 9 (17.0) [40..9] | 44  (83.0) [65.0] | 53 (100) [52.0]
Olla+1Ic 2 (25.9) [9.1] 6 (75.0) [7.5] 8  (100) [7.8]
= B 22 (21.6) [100] 80  (78.4) [100] |102  (100) [100]
*p<0.05
() %% A THEBV Bylk, BEfksg
[1 %EBV Butk, BEPEBIZBIT 5 I/Jlllé”” pI L
W) BRI A RO B & EHIT, SRORE F 7o, BEPE11RERNZ ISH #: T8 EBV Ik &

ﬁ:nl FoD#12—3 LT EBER ¥ 7 F VML % 80 5
(Fig. 8).

PCR O positive contorol & LTB I biL/z7 7
{ < — Burkitt ) > 7%Jif (Raji DNA) 12 & % PCR
Tid DNA (£ 1/50000 OA7HUZ T H EBV Bk (265 bp)
DR & 72 (Fig. 9).

PCR #:T® EBV B LB Tl 265 bp THPEA R0
S, BB TR bhd - 72 (Fig. 10).

PCR Tl EBV #4102 5 9 2> & MeAE 2512
i U 72 15 el 4 940 (26.7%) 2% EBV B T
HY, TNHIFISH ETH EBV Bk /m LTz,

(5)

9, ISH DO Z YA R S 7z (Table 2).

2. EBV 34 B EORKREZIRE

1) Hjmﬁﬁﬁ (Table 3)

EBV Bk 9% & EBV BaPEH 12 LT,
1B (40.9%) HATEIZZ K (p<0.05), #
(18.2%) THbZ vz id7z. — T HMAETH
(4.5%) TRABIILRL (p<0.05), WM
(4.5%), HHIEERS (4.5%) TAH R %o 7.

2) BEE L NRE (Table 4)

ERES

I;ﬁ( [I)

HEFT H 95 0 EBV B3R % ik 3 5 & 29.0%
(9/31) & 5 18.3% (13/71) X b & B i
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Table 5 Histological type Table 6 Ratio of lymphocyte in fitration and EBV infection in
gastric carinome.
EBV Bk EBV Bk SN
tub 1 00 19 23.9) 19 (18.6) EBY '%E EBVIE: | = #
- 12 545) 35 3.9 746D A#E (GCLS) 15(62.5): 9(37.5) | 24(23.5)
por 12 (455TT(200) 26 (25.5) B (VU Y88k (+)) | 6(10.9)% | 49(89.1) | 55(53.9)
sig 00 9112 9 ©88) CHE () »8EREM(—)) | 14.3)* | 22(95.7) | 23(22.6)
A =
I 00 L2 L @0 & it 22(21.6) | 80(78.4) | 102(100)
& &t 22 (100) 80 (100) 102 (100) *p < 0.01
*p<0.05
*p<0.05 ()%
)%
CDh3
(%) *
- EBV(+)
60
| | |EBV(H)
50 T
40 T T
Z 307
.]_g\\“
H_ |
20
10
0
A#E B #f ATf B #f
HEHEP SHEHE I
*P<0.05
Fig. 11
M Tho7z. EBVEEHEBEO I HEITIEICOWT LW ENTH - 7. tub1id EBV Bk HE Tl
WHRE %2 Bk o & b LT A B L Type322.7% kol
PWib %< (p<0.05), Typed TH 9.1% & %\ | ) VNEBRBEOEEICEL S EBY OBMER

% 272, FHE T Ma5%9.1% & % W i
7. EBV ko c i 40.9% & 45 EBV Btk

BRI Z CTH - 7245, EBV M Ic @ 55.1%12 <
LRL EIKRETH -T2

3) ##E (Table 5)

EBV B ¥: & % T por #% 455% & EBV [& 1%
20.0% IR TAHEIZZ < (p<0.05), tub2 &%

(6)

(Table 6)

FREJ PR ) ¥ BRI OB E A, §ial L7z A,
B, CH D3I/ T, EBV BRihEs % st L
72. ATE (GCLSYEB) 24%EBI D 5 &, EBV Btk
15 ERI 62.5% & BB EEDTwz (p<0.01).
B#E (Y » 7S BRIZEAER]) 55 iEBITlE, EBV
Btk ik 6 9E 5 10.9% & Do 72, CHE (V) 88k
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Fig. 13
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= (=) #E) 234EMITIE, 229EH 95.7% 7 EBV
Btkc, EBV FBEE 1RER 4.3% DA TH - 7.

3. BAERE (U Ny TRy b)) Ot

1) CD3 (R T #lk2)

WEHNZE AL E, AREO EBV BEH % (47.9%)
MEEVEENE (35.6%) IR THESTA LD SN
LTWREEE R L7, TR LTBETIE, B
TESHE (49.3%) BPEERE (31.5%) X wv i
MZaRL, ATEORAEMRL TWwi.

FEHLHPHCIE ATE, BHEE D12 EBV Btk B
W TH - 7.

WA B oOLIETIZ A BETHREN
(47.9%) DRI (34.9%) L0 AEICEMETH
-7z (p<0.05). (Fig.11)

2) CD4 (~JLIN— T fHRa)

FEHHNTO AR, EBV BEE (15.5%) #°
BErkEE (13.0%) X0 &fi<, BHETIX, EBVEE
TEEE (21.6%) butE®He (13.0%) X0 b &l
THolz. TOHAI/8Y — 2 1d CD3 OFRIEND
PR }ﬁl/\yh/fﬁof’

WEPHTH, sy —rZ2R0, ABETIX
EBV btk H 9 (16.0%) 7%, BEVEEE (13.5%) &
DRRE <, BT, BYEEERE (21.7%) 2k
HiE (13.5%) L) b ARETRD LD OO
i % & L o7z (Fig. 12).

¢) CD8 (HlfapEEM T M)

FEH T, ABED EBV FptEE ¥ (411%) 2F
ka9 (30.8%) IZHIRL BT, S 5ICBIET
&, FatkEH (47.3%) PEEICEETH -7 (p
<0.05).

J."L",EF'J—JI_I BWTdh, ARE

BIZILX EBV Bk 523
7(?:%;?%%%”&)7‘: (p<0.05).

i}

-

s
2

B LG, Ktk
fli ¢, BR#EIZBWT
)7, ABED EBV Py

PEEIRAZ D W TR IR HLE PR 2 B &, i
NTHBEIZHIMLTBY (p<0.05), BED D

W TH o7 (Fig. 13).

d) CD57 (NK fifgtr7&v )

CD57 Bt lL, wWIFNoRETHLIMETH - 7.
FRHEN T, ABEO EBV BYEE R (3.8%) 251k
B (5.8%) X WAKfli<T, B #ETIZMME
(10.8%) HEEtEEH (9.0%) X0 bFNicEiic
H o7z, FEHEPNB W T EBV Btk E o CD57 Ml
Nafia AREE BRECTILIKS % & B BEAYE B Bl
THho7z (p<0.05). FHESHPHITIE, ATE, BHEE

#

(8)

5584 W20
LI EBV BE R R @i CThH - 72 (Fig. 14).

e) CD79a (B f#Hp=)

BN TIE, EBV BpPEHE2S, ARFT415% &
i‘il’—miﬁ HREETH Y, BEE (45.7%) TIEkE
T l‘t’\\ﬁ"g‘i;'gii)/)fﬁ"%{?f)of’ (p<
0.05). FEIESEPHTI1X, EBV Itk & BEEHEO
mo:?ﬁziﬂbna#of:. LaL, AL BfZ1t
3% &, BET, CD79a FstEflie 234 @ %
7 (Fig. 15).

Z =

1. EBV &% L O ERKRFRIEF AR
EBV (£ 1964 4E/8—F v V) 8 JE OB 75/ B 2
BaEEs, AVRAY AV AFNIE T 5 2 Al
DNA 7 A VA TH 5. Wrgeilicid EBV By
B LT, FEMEBE Tl fade kAL BkE  (Infec-
tious mononucleosis: IM) 2%, JEEPETIEY) > 238§
PREMEETH L. €OH% Old 5 OHE? %1%
L& LT, LR TH S LN & EBV O
B O W TREI 2 e SN TE TV A, Ik
I, INETOTANVRYE, MWW, 514w
FOMMWAEL L1, PCRE, ISH %, faEfizit
A, BREOTEZIGM LT, RINEE () 28
FRIE) WHUN L 7S 2 ST A R S, Al
H)&'('?ODJ% 2 DWT S EBV OfFED G S b &
), oA, 1990 4F Burke ¥ A% EBV
l—’ﬁﬁﬂ BREZME T 8->T0A. 7, 9T
1976 4112 Watanabe 5 (&, K LIRKE A3 5 )
YOSERBREE R, TRORWENE L LT gastric
carcinoma with lymphoid stroma (GCLS) D #f& %
FEERL TS, ) w8 DS L 2 o GCLS
ZWHE SN, 80-90% 2 EBV IEETH 5 2 & A%
WLTwab., 2ok, & 5IEEOMEKSEE R H
FIZOWTH BRI Z S, EBVFEJJ\_.HI'),.ﬁ‘])
YN ERERR RS w2 &, o b I
DY) 2 SEREEAE S T B 2 L b K L“Cb\
%5100 A, §R 4 HEBV B O 72 01 w7z
ISH-EBER (& EBV i fE & i e 25 % i\ 2 e A2 3
% K451 RNA (Epstein Barr Virus-encord small

RNA: EBER) % EERYIC L,f”]j‘ﬁi’:‘, EBV i 11 & e
BTSN D, WD T i 2 My k1507 ¢
Hb. T, KWFgEIZ BT % PCR ¥ positive

control 928 T, primer T& % Burkitt ') >~ 73 f (2
£ % PCR Tli&, DNA it 1/50000 D A5 fR 12T b
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CD 57
&
(%) I sV
147
| |EBVO)
12

w

8_
R
sy
N I
T
2_
0— T T T
AT B AT B #
FEHN 9ot HE S DR
+*P<0.05
Fig. 14
CD79a

(%)

. - EBV(+)

60 j ’j |EBVE)
|

50 —

40

30 T

T

20

10 —

AT B ATE | B it
P LN 97 S DR
«P<0.05
Fig. 15
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EBV DS iERR S L7z, 7% EBV @ DNA IZ
DOWTIEAMIBHEAL THEEICHMIECTE B REEZRL T
w7z,

Z 2T, ISH-EBER #: % Hv7z EBV B3 )& 0
WMEIZOWT, BRI E T LD &,

1. BIGENOIIZE A EOMBBICHEIES LD S h
5. 2. '?'EE%'%TE, HETHMICBU B HEIC A B
v, 30 FEEEAL E L CIE A REER, WM,
%‘%Lﬁ%ﬁéﬂ!ﬂ LTwab. 4. WHRMIZIEZREM EA
DFHE (e, 3BEE) L L, ZhbidY) o8
KEEICEY, 2200 EBELTEL TV, 5.
YU oX FREIEEDE R ICEFE LR LS. 6.
AR AR EIRRE B B VIR LR ERE R L
TWa. 7. BEHICHEEICSZ V.

RERBITFTAIENTESL. 1. IZOo0VWTIE, &K
WHe T b MR EBV BtE B IS B W THENOIZ
T TOMBIZHBEY 7P ViR TE 7. F7-,

2. OB ARDIZE TIXHEAT B O EBV MRS
29.0% (9/31) & HUHERE 18.3% (13/71) 1Tk~
TRRE L, 5%%@3?&&&%%5%&0Tb\7’:. 3.0

T HLERAL b IS ITMARIC, BEEE (18.2%), BIAL
i (40.9%) BEVWEWIRRTH 72 4. DR

HREIC DWW TIXWARAEN X, Type3d (22.7%) klla
(9.1%) DL VHIIZH 72, 5. DY ¥ I8 Bz
BBLEREICOWT, ) w8 Rz IEEEA 9 o sk 4
% GCLS L9 % &, GCLS24 JEBIH EBV Bathid 15
FERB, 62.5% & EBPLEE HDTWRs, EROH
£210 80-90% L 0 IXKETH -7 BEE LY
> NERIE B EBV s PERE B AR T B R 102 SE B
6IEBIT59% TH Y, RO 6.22-9 517>% 0d
FREETH 72, T2, U UNEBREZED

EBV YL SR LRES (9 1.0%) &7z, 6. O
FLFETY CUX, EBV Bt E 8 X por, tub2 ® AT,

E M ERAERIE (tubl) 3R BN Do 7.

7. OB, EBV BEPHER TIX 2101, EBV
BEYIERITIZ4:1THY, EBV BikE i By

WCARBIZE o7z UELD, DEirswbhTwn
LR ENZITFEELTD B Z & S FHERT & 72,

2. EBV BHBEICH T 5 BATRERE D

1) T #RaRS Ty b

Watanabe 5% @ GCLS 1% D #, EBV encoded
RNA (EBER) ZHW7=ZHoHMEICL ) EBV
HEBEELTVETITION TS, RIEFREOH
7% 73 EBV BHEEETH Y, GCLS ® 80-90% »°

H58% B2

EBV Btk CH 5. 2151k EBV Btk DKL
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Immunohistological analysis of Epstein-Barr virus-positive
gastric carcinomas

Yasuaki SAKAI, Hiroyuki OHNO, Ryoichi MISAKA and Minoru KAWAGUCHI
(Director: Professor Toshihiko SAITO)

The Fourth Department of Internal Medicine, Tokyo Medical University

Summary

EB virus (EBV)-related gastric carcinomas have been atracting attention and have been analyzed
clinicopathologically. Indeed, EBV has been frequently detected in patients with gastric carcinoma with
lymphoid stroma (GCLS). Thus, the relationship between EBV-related gastric carcinoma and GCLS has
atracted interest. Lymphocytes in GCLS belong to the T cell group and lymph follicles which are swollen
and grown in GCLS differ from those seen in common chronic gastritis. In an attempt to elucidate the
relationship between EBV-related gastric carcinoma and T cell immune reaction, infiltrating lympho-
cytes were investigated immunologically in EVB-positive and -negative gastric carcinomas. Histologic
sections were obtained from submucosal or deeper layer in 24 GCLS patients with lesions containnig
lymphocyte colonies and lymphoid follicle hyperplasia and in 78 GCLS patients with slight lymphocytic
infiltration, from 1989 through 1998. Of the 24 GCLS patients among the total of 102 gastric carci-
noma patients, 15 (62.5%) were tested positive for EBV, and of 78 GCLS patients with slight lympho-
cytic infiltration, 7 (9.0%) were tested positive for EBV. Among the 21 EBV-positive patients in which
we were able to count lymphocytes, lymphocyte subsets were examined. CD8 and CD79a were detected
in the T cells and the B cells of the patients much more often than in those of controls. The detec-
tion rates of these antigens were significantly higher in EBV-positive patients. In the tumor-surround-
ing region, only CD8 was highly positive, but not CD79a. Considering that the host lymphocytes showed
an excessive reaction in EBV-positive gastric carcinoma, these data suggest that killer T cells are closely

associated with the region-surrounding the tumor.

<Key words) Epstein-Barr virus (EBV), Gastric carcinoma, In situ hybridization (ISH), Polymerase
chain reaction (PCR).
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