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Epstein-Barr /7 # ( Epstein-Barr virus, EBV) & —
A DNA J7 % ,90% DL b oy A 2 47 )L # %t B %+ EBV,
FAEGHEF . RATHF MEF K0T EHF W
REYP,EBV 5 AR S MRm B X, BHEEH
B R A SR 0 R B A e
%, MERBKBLWFHLEZH 2 RXBEEEL
£ 5 EBV EEH X

1 EBV #iXBENEXREXRFER

1990 4 ,Burke XM B 42 40 EBV
DNA, 1992 4, Shibata % Ji ] &AL 7 % 0 A R %A
AL 2 28 BOAR AR I BE K B R B 40 R By R b B
JR R B K B R E 41 B E W F R B, K 3L EBV
DNA EfIMRA N EAMZARRZECFT LEHA
EBV Z ki, 1993 4£, Tokunaga %% “ % EBV %
H RNA 8y J& A 28 58 5K IE 5 B 4 28 i EBV %k [
P35 5 X EBV 48 X & J& ( Epstein-Barr virus asso-
ciated gastric carcinoma, EBVaGC) ,

EBVaGC oA TH R &4, B R, X
WAL EBV M X EEMRBEFRE. HRATEN
EBVaGC 4 £ 7 80 000 1| , i & v J& Fn 1 F 4 i B
J& 271 & 60 000,10 000 ], EBV # H & 72 71 B 3
X Mk &ER 2 E AR, L% 16.0% , 4% F i
7.3% ~15.0% , 8 K 7.0% ~11.0% ", & E#
REMKAAE, ALK 4 8y 2. 1% 2|37 L 36 N &
17.5% F %, R& 7 [ 3 X EBVaGC i 42 H F
B E W sy BT R 3 K AL E B A M X EBVaGC
KRR, B KR H X EBVaGC & & 40 4 &
®, 7 B EBVaGC % /g & # /& 108 KO F 41 Rl
o, B sh R L EBVaGC R R £ 5 § % 5
EERMK

EBVaGC 5L @A Hig —H U FHEAE, F &
Bl A3, R EFR T ER. HFEHRAA,BE
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B % B R MR T AT B B 4 IR R EBVaGC
KR K 25.0% ~31.8% , 2% T E§E KA
EREEREAEENREFE,

2 EBVaGC HfRIE 545 5

EBVaGC K % % & T H L# 3 # # ., EBVaGC
MEAERN, FHESRELc A, RrRLRIR
IR RS B R, Wt R HIE £ Borrmann
MAF WA, EA %K EBCR A%, % A5 A E
RIEB D 5% 5 JRBCF

EBVaGC 7 # % #b 4 A% X A, {2 EBV g % £
EERAMEBARENONX R, X H#EKLSL
EAAT EBV § 8, AT i G B8 R A KR
e, b TR 20 A BB TE A B W B 5 Burkint
ME R ST, EBVaGC 8y 7 H#54E %
AR A A" 5 A RN 09 40 0 71 A BOK
2 RCR , 2R AN B e IR s A B R o0 AR B TR T
REFHHKEEBRE . XM HHA" HH A
LT 90% LL b oy B EBVaGC, [ % 7 1 oy #
B, X MM AR KA KB E R, BA R
EEFMERXKERAFERCHMREANERE. K
EWH R AI EBVaGC D X £ M EE#H, FlE
%4k EBV 45 4 H /& ( Epstein-Barr virus negative gas-
tric carcinoma, EBVnGC) #. fi % 5 £ 4 7 X 7 &
66.2% (M B L EAFEHLELE87.5%), 5% N
51.0% ), X 77 4 5 EBV #0E ALy % HL4 4 %

3 EBVaGC W) EZEHR
3.1 EBV %%

EBV R % 40 i 00 7 X £ E 4 CD21 4R Bk %
wARAn CD21 4R B Fir /2, CD21 K #i Rk % ik
&R B Bt EBV & 3 & A Tt # Al By AL ] 2
—o RMAENFEKIA, BT k% CD21 4F,
F M, % %A % EBVaGC 8y & & & CD21 FE4K
BRERLE®REZ, AfFmpmafEmRE, 2R e
EH AT EBY REE,

3.2 EBVaGC # EBV By ¥ F %3
EBV R M £ 54 3 MB R B RES.
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RBERFA AR ER L, H B RS R &
¥, H 90% Ll bty A EBV & & Bk R, &
EBV B R E LR E @y, k%9 HEH
J.2 A Hg RNA DLRCIR | P& 9 4] B BamH [ -A 17
& T KB A AE (BARFO) By %5 % = 4 . B 7, EBV %5
# RNA B Jf L 72 22 $ AR 2 ¥ W EBVaGC & ¥ ¥ iy
Fiko RMAERE AL F XN EBV %Rk A
{e74 EBV 4k, 3t ¥ LA EBV % (k1 5 & B EBV #
RS it —Fe A B A R IR

5 EBV 5| & 1y 298 — F ,EBVaGC 77 &£ # 1k
RGBS, AR RIN, G0k M2 W
HSC239 2 {7 3% i EBNAI, 77 F % 3 EBNA2 .LMPI
A1 LMP2A EBNA th &k & B 20 F Qp B ¥, W
I AR, B 4% KA R L% 2 #2 RT-PCR-
Southern Z¢ % 7 3= %t EBVaGC 41 4% & EBNA & #h F
R AEANRAHATHAR, EREXAB DT Qp
FH T Wp A1 Cp A H, & = EBVaGC 41 41 # EBNA
W4kl Qp B 3, #F 4 T4 i EBNAT mRNA,
i A kk H A EBNA, 55 R A F RN ERY
4o EBVaGC # R #] & % 5%k 3k EBNAL (EBV % {k#n
BARFO, f7 %k ik LMPl, ¥ o & 2 ¥ & M #|
LMP2A #y 5% 3k, R A K 5 Burkitt #f & 55 48 41,
KA EBV EFEFMBREALET B afd o
IRABRREREFNTABR, MENTHEZ
B By 4 4 2 AL {E g T AN R A % EBVaGC A
I # LMP1'®) . EBNAI #1 LMP1 % 2 A4\ 8§ EBV
HBAKEE, % ¥ %A K EBVaGC & ik EBNAIL 1
&k H b EBNA £ %R F 2 EBNAL &7 % (L fr
LENSANAHEAR-TWAREZ FHWHEIRAT
{d 3k 38 4 9% A5, T EBVaGC Jg 40 i &7 LMP1 %
Tk,

B 1 4% % xt EBVaGC By 2L fE 3£ 3 [ B %] §
3 ® (BZLF1 BRLF1) . 7 3t ® ( BARF1 .BHRF1) |
W #1 3£ B ( BcLF1 \BLLF1) ] 3£ 47 #F %, XK I A Fl A7
RERFINBAHEISI T2 %, X—ALRT
EBV WA MR LT TERRREED B AT,
NWETHAMANARNRLERTRN LR, 7
#13E B 2 4 k45 | A W EBV BT BUE A E . Seto
£ % JL B W Fn EBV FH I B 48 AR H
ML H k3K B0 17 JUT BARF1 & 5% 355 1 BARF1 &
BT Pl B EE A A R 2 PR AR A
M 2|5 5 B X2 BARF1 4 4 6y 29 & CNEL 28 jg 3t
AT 4 A 3 BARFI iz 203k 2| 3% 5x 2 op T 42 40
AERAMILERN AR, EET —REEZIAKFLE

BARF1 7% %k 3k 1 & "8 J& 41 2 + BARF1 & & [A &y
N5, B,k BARF1 7 2 9 JE 1 EBV [A &
BT ENBRREAARBA L LRI REEMFEA,

EBV % A 5 # 4 x. Wang %' 3 % %
LMP1 #y 12 {7 ¥ [& #2 8 ] B & EBVaGC & # % Ji
PCR 70§ 7| g4 #F % LMP1 o & 2 15 0L, K I E
BREHRIOB BEREEAHS BN T A, HLPH2 A
PERTEWEAEHEHS G, W+ EEHRS 4,
#A & EBVaGC W EBV th & 7 4 3% Loy £ 7,
FEE T AAD S AE L EFN EHE 4L P
EBV £ ZH T LAZEREL RA . (1)LMP1 X F &
34 EFHIA30 bp kK (2)LMP1L EEE 1408
FE% Xhol fr5;(3)EBV BamH [ F K B H H, —
ASBamH [ i f£;(4)LMP1 X H % 3 4~ % F 33 bp
EEJFHIWMEE AR (5)BamH T WI1/I1 52 Xy
BamH [ Bg V1 fn Z AW by C AL 7,
3.3 RmILE R

B # EBV 2@ #L#| & EBVaGC #F 53 B & & fn
HE . KEH R AN EBVaGC F EBV Jf x % 4 3|
Y& 40 fL DNA b, 1 DLk % X 7 &£, EBVaGC #
EBV K3 E 4 77 # B 9 — 3 i, & & EBVaGC &
m— A EBV R J 0y 20 i 4 K R 4 i vE T BT 8 e 1R
MEXE £, T H 7 EBVaGC % 100% B B & 20 i 4
EBV [, % EBV EFBEA AT REFEF EEN
R, BRERMWAE RRGEESEERE, T EBV 1
5 158 Fk B A4z H & EBVaGC 5 EBVnGC
Ll bR o e N S

E WA TF o o R 2 R AL EBVaGC 4
1 EBVnGC 4 p53 A MR B R RZR LA
it &, {8 EBVaGC 41 p53 & At kk £ W LK
F EBVnGC 41, % ¥ EBVaGC 41 4 & # 42 p53 & &
ZMEBV B 5 p53 BaxkRrEHR,
Chapel 2" 5 52 35 1 p53 & A 7E 8 Lty 2
ARk pS3 EERL G AL, BT E WIpS3 5§
EBV i & g EE A 4R, B4 ¥4 A PCR
F4 7 EBVaGC #1 EBVnGC #1% 4 H APC MCC
AnfL 4% pS3 1 5q.17q By E S K F I, 6 A T
ERH T 2 RAERBCEXINFEEE T, &I
EBVaGC W X % 5§ 5q.17q 3 FH &k XM @ A i FH
FEM, M EED War % & & H EBVaGC 44
pS3 HEEMEF5~8 ®&, M EBVnGC 411U A 2
il pS3 HERE, REHLTHEF S, IEE
EBVaGC j# 20 i  p53 & & 2R 7 k3 4k p53 £ &
R B, 44 3E 52 EBVaGC f1 EBVnGC £ A 1 [ 8y
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