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Gastric Carcinoma
Association (EBVaGC)
-Pusan Kyungnam Area-

and Epstein-Barr Virus

Kyung Hyun Choi, M.D., Bang Hur, M.D.", Myung Woong
Chang, M.D.2, Sang Ho Lee, M.D. and Jae Hyun Song,
M.D.

Purpose: To report on the incidence of EBVaGC and its
associated clinical and pathological characteristics.
Methods: Between Nov. 1998 and Mar. 2000, 183 gastric
cancers were resected, and the histology and lymphocytes
infiltration reviewed. The EBVaGC was determined by EBER
ISH, along with the clinical characteristics, such as sex
distribution, tumor location, ABO blood group, status of H.
pylori and postop survival.

Results: Out of 183 gastric adenocarcinomas 10 were
EBVaGCs (5.5%), 7/129 males and 3/54 females. The
incidences of EBVaGC, according to the WHO histology,
were 7.1% (4/56) for tub. po, 9.3% (4/43) tub. mo, 4.1%
(2/48) tub. well, 0/11 muc., 0/3 pap. and 0/22 sig. types.
The incidences of EGVaGC, in relation to the severity of
lymphocytic infiltration of tumor, were 0% (0/141) for Less-
than-minimal, 21% (8/38) for Moderate and 50% (2/4) for
Severe infiltration of the lymphocytes (P=0.000). The
incidences of EGVaGC, according to the location of gastric
cancer, were 26.3% (5/19), 7.3% (3/41) and 1.8% (2/110)
for the upper, middle and lower stomach, respectively (P=
0.000). The incidences of EBVaGC were 3.1% (3/96) for
stages |-l and 8% (7/87) for stages Ill-IV. The blood type
distributions of the EBVaGCs, by the ABO blood group
system were 3 A type, 6 B type, no O type and 1 AB type
compared with 42.8% (74), 27.1% (47), 19.6% (34) and
10.5% (18) of A, B, O and AB with the 173 non EBVaGC
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(P=0.079). The H. pylori status was positive in 9/10
EBVaGC, and in 157/163 (96.3%) of the non-EBVaGC. The
survivals of the EBVaGC and non EBVaGC were 80 and
61.4% (105/171), rspectively.

Conclusion: The incidence of EBVaGC was 5.5%. There
was no difference in the sex ratio with EBV (-)ve gastric
cancer. Six out of the 10 EBVaGC were ABO blood group
B. (J Korean Surg Soc 2003;65:28-34)
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2l vetellA Al &3k ¢he sl o
= Helicobacter pylori7} 9.3t Q1ALZ QA5 3
71et Aol A=} FA T % L
53 Qeh(3) g v|ukA v
1A A7) kel edhl A7
A 294)e] grzlen, o FAH <
40| gl QA= %rh(45)
3] Epstein-Barr Virus (EBV)E Ql&}o]
] uLO] WEASE 4= dvke Aol g A aL6) A%
WA = ek Aol 1990% dHZ F W AT
p (68 -8 Ul AE g9 B 3(8-12)7F 9o}
0};{' AT 7} Ao AAZE 2 oAlF7t
A=A=N Wy} 2 gty A7kt & <)
ATe dut 57 g

SA L A AR %"ﬂ@?_] ek skt
ol EBV 43 9| (Epstein-Barr virus-associated gastric
carcinoma, ©]3} EBVaGC)2] HIEE ol= A3} o] ¢o] =
TEY Afo] @ fol Zukst=A,(7,13) ol H=F
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o|&l yk-go] ol Fell SHHQ dgFE F=Alell thel o nt
olg] A Sistell nlaste] kg SAe] EAE &

7] f13kolt}.

olol]l AAE ALEH o E A& AAZE A ZHAtoll A
EBVoll W3t &4 gAub-s-o A&, T4z4 7} F1 9
H]-ZFoF z7F o] tigt T3 &4 A3l HF-&(polymerase chain
reaction, ©]3} PCR) % in situ hybridization(] s} ISH)<] 723}
2 Q4 9 el SASe AZE B 24
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19984 11€95¥E] 20001 3¥71A] gJeto g Agryo] Z

= E33 S5 Al T 183 o R slolow,
222 0] Bt eyl Sk 872 AT ol A A9
Holow, 271909 v 279 A&l o3t AAL
o] 49 o ufj ol R T8 E4& sl ke A4
= P I 3y

EBV Ig G, M ELISAE micro well®] ZH ol A3}8-& o]
23t A AE EBV early 39 (cell line P3H3, 125kD pretein)
= BZAA Fa 3 A= AA|, EF Rl controle micro
welloll #5319 EBV EA Ig &7} whete] g5 &<l 7}
ZAgkgteh. 1A 7 E]F Aol A wjeksta Al Ao ® A
slo] ARE A 2 o ] A4S AASY 13 & FH]
%] peroxidase conjugateS micro welloll £33 3087+
2o)|A] wjekict, thA] AR & substrate (TMB)S £33}
2087 Aol A wjekslH micro wello] FEMo g W
ch o] WdhE vk AA NS vl TR ol FE
Aol A b o g A7) w3yl dojudr) Mo FEE
450 nm?| spo 7 ZA3he}. o|uff 47Ze] L5 = EBV EA
Ig A9 FX¢} nl#|giet.

PCR AAE Sl8lo] & Al AAlE T2 ASS 33,
WA v-FF £ 9] AhE 1~2 gm AL, Zogoll
A= w3t oo 22)E wojlo] F3k WA § §7]0lA
772y AAE wj7hA] -80°C ol sfoll A Ws Hpslsictrt
A-g-8kd et

EBVY] oldE4E 2I¥ oligonucleotide primerZ A+
EBNA-3B¢} EBNA-3CE o]-£3}9 .2, primer] 37|44
© EBNA-3B¥ 5°CCCTTGCGGATGCAACCAAT®} 3°GGC-
TGATATGGAATGTGCCCE, EBNA-3CE 5’AGAAGGGG-
AGCGTGTTGT®} 3'GGCTCGTTTTTGACGTCGGCE A&
sloich oA iz o2& EBV type 10| thal B95.8 strain,
EBV type 201 tha}od A= P3HR-1 strainol]4] ¢1-& DNAE A
S3lolon, 34 iz FoE FRTE AL

PCR HF-&-& PCRA] S Zoll 100 mM tris, 500 mM KCl (pH
8.3), 25 nM2] 5 7}A] primersE, 10 mM dNTP, 5 u/ml Taq
DNA polymerase, template DNAS YW1 23S 5002 ZH
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3t Zol] mineral oilS ¥ 3 PCRE A|3¥3}3dt). PCRe =71
2 94°Coll Al 18-7F HAIAIZ] ¥, 94°CollA] 3027 WAA
3L, 60°Coll A 18:3F annelingh vF-5 72°Coll A 2321 primer
extension A 3atgc) o] AL 353 wlEsle] =Z3}
F wpAto 2 72°Cell A 1587 w5470k $E¥ DNA
¥ 1% agarose-edithium =3¢ gelol| 4] A 7] oJE3slo] DNAS
#olslgdt}. PCRATE Zok 223} u]-Zok 22 o)A b}
o|#] A signale] ihgichela FAslY ).

A 22& 10% formaldehide® 24 3lo] e}l Euf
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2 2 guidoz Aase Fokd 2404 §U
AABAAN T BFAZUHOE HAehelet. FRAE
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o] A FekFo] XA st WA ¢ 30% wInt
5, 50% old= AAse AvE LEE 3, 1 S
FTEEE Bk

Epstein-Barr virus encoded small RNA (EBER)el] t3g} in
situ hybridization (ISH)% digoxigenin-labelled oligonucleotide
& probe® Rembrandt detection kit (Kreatech, Amsterdam,
Netherlands) S AH&3ho] 33} 22 =42 AWsigint.
Hybridizations $J3F &2l = Ax el Fe}dl 855 5um
FARZ wHAste] 50°CollA A=A & Eetebdl AR
k& 71X 2 0.1N HClel| pepsin digestion reagentE 1004}
B A3l golo g 37°C 30& =<l RNase-free Bl £ incuba-
tionA| 7l t}& ZF582 X8, 70-95-100% AlG dI3-E
o 7 12 B St =8 94 g B Foll 12A
7] %ol| hybridizations 4|23}tk EBERS] oligoprobe 1
W Holmal & AW S7 0% Y 37°C, & g2
A 2417 &9 BESAIZL ok AW E9S BlZl ¥ TBS
bufferoll Al 1027} A= s}9] ). hybridization signal-s el
7] $Jsled alkaline phosphatase 2~3 &5 7}3t & 37°Col|
2] 308-7F ¥k-2-A7] 3L, TBS buffer®} deionized water® ZH7¢
28, 187F AlE3t o2 whAAIZ A nitroblue tetrazolium
(NBT)/5-bromo-4-chloro-3-indololylphosphate (BCIP)& 37°Col|
A 5~1587F vH-5-A17] 3 TBS buffer$} deionized waterZ 7}
ZF 187 AlE st tz 3438k 3 deionized waterZ A%
S mowntingdh ©H: 32 #6740 2 BAsjo] ok AL
sloll Salew g AS e BAHFE. 1)

7} AFAEE AR 4312 0% A2 Laste] A
o] TA Al wizbA] @A FEkelcl o] =irellA]
EBVaGCg ISHZ ALl FokA| ol kAl St 3RS, H.
pylori T $1olgt CLOZAA kAo, Anti-H.pylori
immunoglobin G 71 Atol] okAd el A& w3t} H pylorioll
sk I IgG ZA A= Cobas Core EIA kit (Roche, Basel,
Switzerland) & o] &3} FAHAA S AA7PL 7
U/ml o]Ao 2 &A1& 7 Uml v|ro g shict
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Fig. 1. ISH for EBV-associated gastric carcinoma (*100). Positive
signale for EBV encoded RNA are noted in tumor cell
nuclei.

FAIE SPSS ZE1E F3ll o] student ttestE ©]8
BEZ Joprgkm Hde FZT ARAE, ohe] HAR
9], " Ne L Chi-Square testsS ©]-§ Zfo] S Ekom WE
3 P<0055 9n] 9

Ao ® Fesit
Z o
1) Exto| iF, dwo| Fxot ISH LM E

H& 545+11.24)0]w 20~70tH el
23] 3, i A B2 F ISH AL ¢ vle
23:10|2 &4 o= 24 : 12 ¥ =o]7} gleich(Table 1)

2) 29 M H2[et ISH YME

kel M7 Heloll wk ISH A E2 $19 A 30%
@12), & F5 143% (/7), TF 13% (3/41), T 35 0%
(0/21), = 2.2% (2/89)°19 3L, IRk 0% (0/13), ZHHSH
2 50% (2/4)0] ArHFHLI A Qloll E£3kE]o] k3. A
E 99 Al whAslE qrllA]l =A] YR ehP <0.001).

(1) 29| SoHN SEfQt ISH LME: 9F2] §9H4 ol

£ ISH %A &< Borrmamn®] 7ol whal AsEd,
Type 0 (EGC) 6.7% (2/43), Type 1 33.3% (1/3), Type II 6.9%
(7/101), Type III 0% (0/20), Type IV 0% (0/16)Z 1 elykr}.

Q) Lol ZESHHOI 2ROt ISH YME: 91e] =434
9l E-H(WHO)oll w2 ISH FAJ-E- tubular poor 7.1% (4/ 56),
tubular moderate 9.3% (4/43), tubular well 4.1% (2/48), mucinous
0% (0/11), papillary 0% (0/3), signet ring cell 0% (0/22)%At}.

() o Tl Mot ISH YME: o] %13 Aol &
ISH %A EL T1 4% (2/50), T2 8% (2/25), T3 6% (6/100),
T4 0% (0/4)°] . 3(P=0.853); NO 6.5% (5/77), N1 52% (3/58),

Table 1. Age and sex distribution of gastric adenocarcinoma
patients and ISH positivity

Male Female
Age (yr) Total
ISH (+) ISH () ISH (+) ISH ()

20~29 0 1 1 0 1
30~39 1 15 0 7 23
40~49 0 16 2 13 31
50~59 3 41 1 10 55
60~ 69 2 42 0 15 59
70~79 1 7 0 6 14

Total 7 122 3 51 183

Table 2. Pathologic characteristics of ISH positive patients

ISH (+) Total
Borrmann
Type 0 2 (6.7%) 43
Type 1 1 (33.3%) 3
Type 11 7 (6.9%) 101
Type III 0 (0%) 20
Type IV 0 (0%) 16
WHO histology
Tubular poor 4 (7.1%) 56
Tubular moderate 4 (9.3%) 43
Tubular well 2 4.1%) 48
Mucinous 0 (0%) 11
Papillary 0 (0%) 3
Signet ring cell 0 (0%) 22
Lymphocytic infiltration
Less 0 (0%) 141
Moderate 8 (21%) 38
Severe 2 (50%) 4

N2 6.1% (2/33), N3 0% (0/11)(P=0.849); MO 5.7% (9/157), M1
4% (1/25)(P=0.589) =4 =}o|7} glsict.

ISH A ES H7IHE Aelsl 2, ¥7] 1A 2/40, 7]
IB 0/23, ¥ 7] 111/33, ¥ 7] TIA 2/31, ¥ 7] B 3/27, ¥ 7|
IV 2/290]9it}. W 7] I+II+ 3.1% (3/96)°] 2 H 7] NI+IVE
8% (7/87)E X1 9% ZhAtol] ISHFA A7 ¥ BWekort
SATH o Z gt Aol gl Th(P=0.196).

@ ZHElo| 2z ZRMEQl ISH YME: oF =3 714
o FZF HE AR wE ISH YA ES =+ A&
o] &= o]3lQl 735 0% (0/141), T
A8l 78 50% (2/4)E, EBVaGCE ¢F 274 7H4o) &l Z ¢
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Fig. 2. Representative area of EBV ISH-positive case of gastric
carcinoma (HE, x100). Poorly differentiated tumor tissue
composed of abortive glands or ill-defined clusters of
tumor cells are admixed with dense infiltration of lym-
phocytic stroma.

E9] Aol B2 EAS 71 P <0.00D)(Fig. 2).
3) £ U H-E 9| Hato| pCR UME

ZozZ oA PCR FAES B P4} 28.6% (24/84), o
2} 28.6% (12/42)% 2ol 7} §194 2.7 (P=0.586), H]-F 5]
o 4] PCR A &L FA} 19.1% (16/84), 917} 21.4% (9/42)
% th(P=0.462)(Table 3).

ISHOl A kAol ™ 10d](FA & 5.5%) Foll 20l 27
A¢oZ PCRAAE 3FA @k A 8ol F 79ll&
PCRO| = oA o] 9t}

4) ABO US| MIE 22X

ABO ol w2 ISH YA &S A% 30% (3/10), BY
60% (6/10), 0& 0% (0/10), AB& 10% (1/10)°] i ISH A4
ol 9Jot kA= A% 42.8% (74/173), B& 27.1% (47/173), OF
19.6% (34/173), AB¥ 10.5% (18/173)°]th. 7+-& 77k B
Ab 73 AR5 QA BEEE AY 34.1% (126,628
[371,233), B3 27.2% (101,053/371,233), 03 27.5% (101,958/
371,233) AB3 11.2% (41,594/371,233)°] 2 t}. EBVaGC 32k
o 2] BE 9 W=7} A IEE A ch(P=0.079). A A%
Aol A = AT 9] RIE7} F31(P=0.023), 0F 9] Hl=7}
%3L(P=0.007). o] EE= APAES EE9 vt 5
ATt ZFo] 7} A% ThHP=0.03).

312 PCRYAIAF 36 9] ABO HHg o] B 5 Hrid A
¥ 129 333%, BRI} 08 247 109 22 27.8%, ABY <
47 11.1%°l Hl3l, PCR SAA 89l zH7t 399
43.8%, 23" 25.8%, 168 18%, 11" 12.4% %4 B2 B
© ¥ Aoz} glodch

Table 3. Age and sex distribution of PCR (n=126) study group

Age Male Female Total
20~29 1 (0/0)* 0 1 (0/0)
30~39 6 (2/1) 7 (0/0) 13 2/1)
40~49 10 (4/3) 9 (5/4) 19 (9/7)
50~59 28 (5/3) 9 (2/1) 37 (7/4)
60~69 32 97 13 (4/4) 45 (13/11)
70~79 7 (4/2) 4 (1/0) 11 (5/2)
Total 84 (24/16) 42 (12/9) 126 (36/25)

*Number (s) int the parenthesis stands for positive PCR case (s)
in tumor/non-tumor.

Table 4. Helicobacter pylori status in the EBVaGC/gastric car-
cinoma

CLO and Anti-Hp Ig-G (+)ve; 4/72
CLO or Anti-Hp Ig-G (+)ve; 5/85
CLO and Anti-Hp IgG (-)ve; 1/6

CLO or Anti-Hp IgG (-)ve;  0/16
Both test not checked; 0/4

Total 183 cases

5) EBV & ZAA}

EBV capsid antigenol] W3t &4 Ig G g Ig M9 AA=
12570l A] AAAZ7} Q1= =, 1237 ellA] S
98.4%0| A L, 241 ¢l 29 & ISHoll %41 ¢l EBVaGCo| %t}
o] F 1M Z7IY 2 PCRAAE 314 F3lela, b &
1% PCRel| 24]0]gltl. EBVaGC 10 Foll 93 AAS
gk ool A 42 FA, 2 o4 wholdth

6) H. pylori 28779 ISH 44 E

it

19+e] whAof| A7} ke H. pylori %45 CL
(Campylobacter-like organism) 7ZAAMe} €A anti-H. pylori
immunoglobulin-G ZAE slglow, ti4 1839 F 1799 ell
A ZAARTE A YA 4L F HAA BFE A
gkol o] Al 7l 5 & 7 Ak 1799 F 16
T A Fell 3 AAdE FA4eE Ugta, b AAe
A ok A2 9] 2 i A o Aol 2l
o] AA=kE T = gl oF AA el B kAl
7% 7290l 7]l EBVaGC7} 49 3= 9l
AR Foll 3 AA e Aol AN - A= 54 olA
w3k ekokE 73 T A olAL BAeN ol Zhedol
URe 7FesA o] Ak A7sl o5 B 859o|aL
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5o EBVaGCE Eetstar vt 5 7AAd] 2% SAjol
g Toll S B Aol givka Az 6ol
PAE| L o] F 192 EBVaGCo] I thTable 3). Z EBVaGC
$ake] 90% (9/10)9l14, EBV &4 1% 3AELR 963%
(157/163)91 4 H. pylori TFoll ZHd= AR AU, AA 7heds]
ofgicka & 4 girt.

o|4e] 73 & Ko}l EBVaGC 10¢]] % 9¢ll= dAY 347
oll H. pylorizted 3t o] Y= fqkela 192 o] Aol
S0l 30 d Aol &3H4 Al Z 9] obdAA H
Billoth Il =& $- AR ZE919F 3HAL, oAl 9] =5 Sl
© Tol £AEA, o] Foll et gH|e] drtE Holx =
7eko] Qlom(18) o] FAte] A H. pylori T Aol &
goldAwt, o] Azt ik Hebsly)= of gk

o

7 TE F YES

20021 8H7kA] 183 B9 AAE &gk AL
2 1119 5 8 o] EBVaGCo] E3s) gt Aol &elxl
70Hll= & AL 3o A EdH(FE AE 1.6%), 1
e Z3xE ko F D4 dissection & MRSAZE ¢lst sjd=
o7 W T =Y TR Adsleled, o] F
142 9 A AA 3 A3 T3, ok 182 1243
o] AF FEoldedl AFdulrt vhita, Srol AelAA=
A A2, o BF o] Ho] ZlsiH 73-%-%ick.

il
TEllA] 35 Fell Aol #E 25 F 2%

12 ¢IE
4 7k 73wl A, A= B gk Aoz At
3}9ith. o] 5 Foll EBVaGC 31417} 2%o] E3tw]o]gle},

EBVaGC2| AMZEE2 48.3+5571Y, EBV-24 9 3k}
© 2t 73 o g 913t 21 & A9t ar 40.6+1.7/0D o]t} F
< AAe 25 X85 27| 2R gro] AA A
s}

9] FH717ko] @i i Ae] 7t How
% 3 AEoll= TNM stage, XA FE0] HALk 5ol
FLAAE Go] & 5 A AR} YA EVaGC 2
A2 ol %7 A FA Uk 2By SAH SR #-9
g T o ehP=0.276).

ek

i

i cdFollA] EBVaGCO| ZIgk W o2 EBV encoded
small RNA®] t3t ISHY AH-L3lich.6) AAZAR Y] 314
ol A, ekt ko] 2 Sl ol 58 S o= BAS
L), o] 5 22 ISHol Blsto] o olulshel(6,19)= PCR7
Aol o2 gomg SAoa wAste] Zrla A
Zhghet.

£ ql79] EBVaGC Ml =+ 55%0] A=l ol& $-elvie}
o] o2 B(912)% A Ao} 10.1% ) 12.4%9] =&
HIE(10,1NE 9%k EBVaGCS] Z7bd WA &S 1

AT 599 18%, (200 e 7~16% BEo|,(12) ¥

6~11.6% (21,22) 52 & EBVaGC?| WA Hl=+= v}t
of| whe} xfo]7} Qlar, olof] thslodAlE & o A7t Hes
thar Az

EBVaGCe| AHETXE= ate),9,12) LE(16,23,24)
T &9 EadlAe dAolA o E3kA whAskeka sk
th 2 B o dFellAe A EEA, EBV-54 A
A=) A Fx9 W Ao|7t e Aol Solslrtar A
7k}, o]fl HalE Oda 5(13)9] Hitddlse 25 < %t

H15ke] "HhAoll §44Q1 &Qlo] Hoqd Zlo g Aztsla
A, 27 4919 s E ABOE Y& =AY &
3 4% HE AA f1skate] iy 227k dd
vl Aol =A vt AelF A7l gle ZeE &
2=t EBVaGCollAl= B¥o] 69 (60%) HEE AL o]
EBV 54 9% $Aloll A= B 27} 19.6%¢] L, 518
AgollAE 272%90 He Adstd ofF EZ Wlkolth
EBVaGC®} #H&sle] o]7]l ABO ol ol A3t Hae Z
= T 9k

$ske] AAES el wE EBVaGCe] WHES BH, $]9
T ollA= 233% (5/19)7F EBVaGCo|$irt. Rirdell #19)
F-3Holl uhgel Q9ke] 9= 1.8% (2/110)%Fe] EBVaGC
0|93, 9] FHE 73% (3/41)7} EBVaGCE L HhAY Hl %o
A F7F AR & Yk ol HARS A e
EBVaGC WA &2 & H315(913,21-23,25,26)3} B3}
ek 2 felvebe] B Foll 919] sl 2 A
b B39% AUt vlmolut fdollA= 919 gt
b kAo Z7RkekaL sl vl o]F 717t EBVaGCEF
o] UeA A= Sv| de ALE 73} witk 4R
$1ke] & F59l 79]<toll A EBVaGC7} 27.1% (13/48)%
=the 2327)7F Id=tl, Fukayama 5(6)< thHe A5
kel vlgte] o EA= ek slgich 2 dFollA = 2
9Jekoll A 50% (2/4)7} EBVaGCo] 9t}

AL ol =289l ¥ (gastric carcinoma with lym-
phoid stroma, GCLS)oll4] EBVaGC9] H]&o] &t} sl= g
(7,13,22), AREE A4S 24A §35 WHOS +
Froll wke} vhrol Ky, 919 Aol A Kol ZUA H (Fig. 2)
A A (tubular types)oll A7 EBVaGC7F =] 9 31(10/
147, 6.8%), mucinous® 119], papillary® 3], QI3 A EF
22¢]|ol| A= 2= A kgt o] A 7 5,(11) Fuka-
yama ,(6) Tokunaga 5(21)¢] A7} AX|sht, & 5(12)
e F ohE Aok w3 YA E FH o HZF vk
Aol uteg} A A= Tk ol "HEF A
o] & el u EBVaGC7} B2= %) 31(10/42, 23.8%)
(Fig. 1), FZF] Hgo] AAY, gl ¥ 1ldoAE
EBVaGC7} WHAE|A] ¢koket. o]d] " Z 59| a2 otut
5 vlo]f o]l hedEl A|Eol| w3t A E9 Hhg-olghar
Aztsle, olw] Bl =3(16,2829)°14 = HI3 A&
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Holoh AiEe] gl "HZF+ uiZll CD8 (+) T AlEehx
b (19,30) o) ¥ w Al v & vkgghehar gt
t}.(30)

H|EF F-919] ISH/PCR Fgutg-o] 2= =u(Table 2),
ISHol| 491 89 Fofl PCRoIE 79 S Z 31 E9] UX]
EE Ho], ISH 74l ]l 27, PCR 7 Aol H]-E9F F-9
9] o} RESEL, otuls o] & FSloll o] nlo]u] Tt EAY
ghebar whok shAllvh.(16,17) 28 P 4 F-91¢] PCR <
AE 28.5%, HIEF F919 PCR S ES 198% =, FF
o} H|Zk 90| A Epstein-Barr Blo]# 9] & okA
Eg Ho|a glo] ¥4 oAyt Fasivka A7kt

Slokel f1el QA ZA H. pylorie 7V F23F 212K, 2,
6)°Itt EBVEF QdtA|o] A3t 312 =Eqlrhie). & <
T4 EBVaGC 3H2} 1082 B H. pylori 8 35
g1 = = o] AlTto] EBVaGCe] thH-&<l 9l
A J o] giekar A7bE 3, EBV 2491 A1k3kAke] I oF
AET HE 24 gl o|H2 Kaizaki 5(16)%] KL
9} vls=slu}, 9] Hoatell= EBVaGC 149, EBV 24 9]¢+
247gol| A W] =23} Ql W O 2 H. pylori 2] EA
5 g AA

th-5 o & EBVaGC 3HAFe] AJEE5 Ao W okt 47
7rol #aL o7t Ao gdslyl= Fel7b 9ok, EBVaGC
A BF AE FTE sk 104 2% A,
8-> 2002 8 A ALl i, EBV 24 A &4
10573 7} 37| AYEAL kol £3kEo] glet. Abdat 707 o]
= EBVaGC 327} 2 E&kg]o] 9= Ao 2 Ho} EBVaGC
B2 dle7t X T F2 AR vUgto FAFL
2 FoalA = obgtel. EBVaGCe] 7§ Zokol Y ZFE9
Aol War, 223HH o & = mucinous typeo|t, Q13HAIEQ:
o] §lNaL, set e 2 X3, 53] Borrmann type IV7} 31
R7Nell {7 ko] Frbsla 7t We A AEEo]
Y & 2o g Azbshd o]l Azl tiete] Fosl= A
H5(6,1930)% %3, HE F3Fo| ke AT(612% A
Ak sEluEke] 1204 = EBVaGC7t ¢ ¥ 29
MAE s oAl 371 Eebrt, 260097 o] Kol Tl A
Wt s 9iglch
go g AT HAE AE A=l 9= EBVE HEE
U Ao} okAl S Afkghehe figte] AEE HW
A, A g3l dl E50] & F e gt a7t
2 g sjrtar A7hgt(6,17) T o] mlolgl ATt A Ee] A
Aol A ZhedEl Ao, e BE7} FE -
<9 ol Fell miNE A sl2 g (6) ©] nlo]E

ool = o] A Qzjria Y7hgiet.
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19981 11€ ¥ 2000 3¥71A] AEH 02 ¢4 X &
g ¢k 317} 1839ollA EBVaGCE 5.5%¢1 107 o] it}

W v]= EBV 54 $Igtell vlslod, Xpol7} glodar, 10
% 6o ABOE N 2] BHP o & o] A elA] =2 HlE
£ E3vh &, EBVaGCE 919 F-45ollA 2 whaslel
on, 2ZEE 0 2= WHO E-5roll 100 B5F 24 Agto]
NI, o] F 49 M 2A ol TEE o] HZF H&
< Fksla 9l9lom, <9k 2 & Borrmann type -1V
A4 4 Ak BEES EBVaGCE 7% 48.3+55
MNEo g EBVeA Aol vlsl 24 =ou 544
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