&
g!lé

(WA VA #61% #5295, pp.l63-174, 2011)

3. [2MEEENY EBV BEEEGE

X #

P/

R RFBEE AR 7 A v A 2257 8

WRHY 7 7 A )V AT 5 Epstein-Barr virus (EBV) (3 ¥ gets, SABRIKGT 2 7Y, MM GE
PHEE DN VIR GEIRDHHN S Z L ke, —RRENIER L b 2 412 EBV OEMEEGH
A ZEDD Y EMEEEI: EBV EYWE (CAEBV) &SN T &7, CAEBV IZ38#,, 1) » / HilEIE,
BERRIE 72 & DIRGE BABEREIR DS i dd 2 WIIAET 2B TH 5. REFIH TIEH 505, HEH
DOFHOBEVWRETH A, TETIE, REIFHELLEPETIEI R, EBVIEELZTH LN
KMOHE 7 0 — U HIEFARETH L I ENHLNE > T0D . AR TIIRZEWPHEH S LT
%\ CAEBV OFERBIZOWVT, EHELOMA LI ERT 5L B2, NEOHKG - 1HF - P

WZDOWTHMIT 5.

1L.IEC&IC

Epstein-Barr virus (EBV) (7~ <AV Z 7 £ L A
B )R Z) T EIANVABICEE NS LR T A
WATHD Y, Hrw~IVRAY AV AT R 8T 2 45
e LT, EBVIZE MIWEGEY v 35IE KT 5.
IR L 72 EBV I, SOEHIHIIREE T CHEEILL, 1) o8
PR BORKE 25 2. L L, WO REERED
/NR - EER B W T, EBV EYeY) v BRSBTS,
iz L, A RIERTEL TS A2 DD, B
% B 7 EBV & % % (Chronic active EBV infection:
CAEBV) EIEIZNTE7Y. EHETIE, AT % 5K
PRETIE 72 <, EBVIZEGL 72T & L < i& natural killer
(NK) ML > 7 &1 — F- )V e BGIZ & %0) > S Bgl P B RC
HHLIEDVHEHL P Lo TNSE L0 KT, £ER
D fH% v CAEBY OFIEFRELIZ OV TEE L DR
RATT HE BT, REDOBW - iGH - FRICOWTH
T 5.

L
T 466-8550
& R T IR AN XS 2R HT 65
T BRI BEE R F R Y A v A 22558
TEL: 052-744-2451
FAX: 052-744-2452
E-mail; hkimura@med.nagoya-u.ac.jp

2.EBV #1REE & 7 DRIERIE

EBV I3MEE 2 &2 - LCIA - RBEL DEAL, 74—
7B EEEET S L EZ SN TS D BHIFIA
DO - BAIZIE, A IV AKES 282 gp350 #° B Al
FH LML T ¥ —Th s CD2l T ~FET s L
&, gH/gL/gP42 ¥ & 1K )% co-receptor Ta& % HLA Class
N5 T~NEETHILOMEFLETHS Y. EBVIEB
H Lz K gk 72, episome D 2 THREW I K L, EBV
nuclear antigen 1 (EBNA-1), EBNA-2, EBNA-3A, -3B, -3C,
-LP, latent membrane protein 1 (LMP-1), LMP-2, BamHI-A
rightward transcripts (BARTSs), EBV-encoded small RNAs
(EBERs) 7 &iB RSB E BT O 2 T, BMxIZE
fE L AIEAL - B X% (Latency type 111 @ 1) V.
T oM T, NT AT I FR=Y —EIETTH
% BZLF-1 28§sB S, 5l & s R - RilExms/ 2~
N7 IERE. - BIERE N, A WARTAEEINDL. 20
S IR BRI & I, BRI < B MR & 4
LL72 BT L2 & 8nTwd 7 3Bkl - B L
72 EBV &4 B Al id NK /g, EBV FREpgfliamE: T
M (CTL) & X 0 HIG - HEBr s p 9. 2ok, FEILL
72 Bl —#iL A€ — Biifg~E51LL, & 87
32— FLTwZ\w EBV B {nT (EBERs HAld L <
1Z EBERs & BARTs) 7217 %5352 & THRIED S A
WL, RS MRS 5 (Latency type 0:® 1) 7.

EBV O#&GeE, MEOYES I REMEEE, b L
BB 75 TR 2 _ESGERGIE |2 #0578, BRI (R getE
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(WA VA

geneType 0 I il
EBNAT - + T "
EBNA2 - - B -
EBNA3s| — B B -
EBNA-LP| — - — -
LMP1 - - + -
LMP2 - B + -
EBERs | + i * *
BARTs |+ i M i
Rig’i{iﬁ BEBLE B A [Burkitt )2/ VB f&;ﬁ ﬁf&;g,f

1 EBV BRELEGETORR/NI—>

HAEICERT 5. EBVIZIZE A L O/E NER /B
B L, BRICEHEMELY 225, MR RE DS IEH ©
HUL, WHEHRFERZRT L1342, AIDS k-
& MBI 7 & MR S DS E 2 D 72 IRRE T UL,
AE) — BAFEIZIEG LTz EBV 2SEHE ML L AT 2
FEALT 5. b L ITBEMREG L T 5 M 5 7
WA SN2 A VAR T2, F4 — 7 BAGIZ &Y -
Mg ASBa%E L, EBV BIsE ) oSG B2 AL 5 7.
% 72, EBV d Burkitt V) > /%[, BENGY >o%IE, gk
EBV Bt OMEMERMIRII B vV > 2 S0E, (RA MR #h
Hodgkin V) ¥ /XJE 7 & @ B M EE; 12 b B RIEG L T
T, STNOHDEEIZBNTIHDPALEDFEATRIESN TS 2
10,10 —7%  EBV 12 BMILSMC S, Hiskk NK/T ) &
JSHE - B 7 7Ly 37 NK MM IR 2 & o T/NK
MR ERERE S, LIHEERE, B (018D REodEy »
ISRMIES & OBIE LB Sk 225 TWp 1219,

3.CAEBV O&EEHS

1978 412 Virelizer 512 & 1), IM{F 5912 EBV Fifii &
YeHSEEIH S N7 FE M 2 R e VR HERE & L C, B
EBV BHEEASA S 472 W T Tobi 512 & ) Z20FF
EAHER N 1985 412 1d Jones B L U8 Straus H12 LY
1874 EBV J&GiE OB BIESARIE S/ 1617 —pill, 18
TR T REAERE & OBRF DT A BE L 722, MF IR oS
BECHAZEN LD EL>TS 1Y, BIEIZE 5E T Rickinson
AS$EIE | 7> chronic, symptomatic EBV infection!®, Straus
12 X % chronic mononucleosis syndromeZO) , Okano 5 |2
X % severe, chronic active EBV infection? 7 &8 4 721
RS & C& 72 7%, HAE chronic active EBV infection

(CAEBV) (3h37 7o BB L CIIZRDOSN TG 21213),

CAEBV 3582k, 1) o /SHilIE, JFIE % 28I 4%
ZAER 2R L, EBV BHSHIL o Ba N & M geiz % i &
THRBETH S Y. 1988 412 HE O Kikuta B £ UK
El o Jones 512 &1, AAEERFE TIX EBV A5 T Mg 12 @k
LTV I EDRENS 2B T 1989 4125k ASHE
Kawa 5 75 NK Ml 12 B L T2 BE 2 s L7 2.
1994 4£1213 Imai HI2X0 B E A5 EBV Btk T sl ikAs 29,
Z 0% Tsuge B & 1F Shimizu 5 1= & ) EBV By NK 4z
BRABIL EN T 5B 262028 Pk CAEBV DIZE AL
DBETIE, THIFES L < ix NK#fELC EBV A5 L <
WLk, FINS T/NKMIEZ a—F1) 74 2 F5o
TWDLZENHLNIIRY, RIEOAKRTEILH 7 % [RYE T
37 <, EBV @3 T/NK U > /Bt BT 5 & D5tk
éﬂTV‘% 3,4,6,29,30).

EBV OEWEGESBO SN TH, HOEPRERED L
CIIBRUNERE T Lo TV BEAICIE, AREOFELE
amohns. Hs, EBV ISR L 725 B8
MGG E HAGIE IS 2 R RADIFED A H N, XEFH ) o8
B il M 2 B (X-linked lymphoproliferative disease: XLP)
EIFIENT & 7275, 2 OREB(ET & SAP/SHZDIA b L
CIEXIAPTH 5 2 L HVREH, 22 XLP1, XLP2 &
IER T2 3 F 72 RRMIMERE ALY~ SHlkER
it (Familial hemophagocytic lymphohistiocytosis: FHL)
b CAEBV OIS L = 2 EERETH Y, 5005147
WZahit, DB 45 A4 TIEREBEETHPHL IR
T\ % (FHL2; PRFI, FHL3; UNCI3D, FHLA; STXI, FHL5;
STXBP2)%  CAEBV fEBIIZIZEHI & LTI b XLP
FHL T#® 5 N5 BIETREEIRO SN TRV, #

618 B2,
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T AL H L 435,
4.9% =F

CAEBV GEDE 2 M0 L TLHT V7 5 OMRENSL
W L2 LEET V7R, &, PEMESOEIEA %
HA-#E-hEILERIC S WwE S s, 72, RO =
AT 47T AV yORESTHALINSL. —F, 770
Fr v rEmLE LRk S o Th s, T2,
FRK 2 6 O G FNE T/NK Mg Tid 2 <, Btlatdo
bONVEHENT EBRECER LB oRBIERMEZ,
KIEDFERERI 2 F 2 5 L THIRZE N,

HAENC B 5 1IEME R BSEHE IIAHTH % 2%, 2EH
HED S ORI, ERF BT BIRRE LN S Tn 5.
iz mRETIEHZ0S, NEEEHEEEBEICOIBESN
2009 47 5 X EAE 57 )4 O HEG TR B R EE CTARIED
W - WL AL 5 720 ORISR T SN TW 5,

CAEBV O 5REE#IZ 113 TH Y, & LT/NE-
AR NICSES 550, B8, WERHMEEIC BV T b AYE
DB ESDERREIND L)% D, MAFEFOHREHD
B2 TWB S, Bt e, FHENSED BRI
7o 30>.

5. CAEBV DRERIE

CAEBV 0¥ B EAHENE S TR, R B O ISESR
BT 2 BEEL AR ERE SN TE D, KIEZEDOHHR
EHS TRV, EBVIZEBHZY A VATHY, 3L
AETRTOE MDBZDOT A VAT LD, T —
AR D #HS CAEBV 2 FIET A D0k F EFTH 5.

AT 7 A4 WV ABRIC & ) CAEBV 2S5 T 5 &
W HED R ENH R ZOBAKOBEIZ R, W
bW BFATREFBENRDO SNV LD s, BEZOD
FULEEMTH 5. EBV IZIE LMP-1 © C K2 &1
TRIERCH DU ZEFIRAAFAES 5. G5 51X CAEBYV BE &
{2 YV HRE 3% 1D L T 5 EBV @ LMP-1 @ C
UEGEIN A R, W ICEAS W & T oWHE L L IRE
KO T V7124 China 1 ¥ 4 7OBIET 5 2 L %23
L7239,

EBV 3% A Cld BAFISEREG L T 5. Y B
MR ANE AL / #9535 &, EBNA-2 ® EBNA-3A, 3B, 3C
7 EOPUEMEDENER DO Y A )V A EEE T 2 T 5
720, CTLZIE LD L T AMEEORBEHMABBEICLD,
WHPER S5 (Latency type 1D 2. —7J5, CAEBV &%
Ti, EBVAST & L < IE NKAIICIES L Tnb. 20
WA 0geRERIE, Latency type II L FEE, HUEMEOE
WIRS N7y > 257 (EBNA-1, LMP-1, LMP-2 %2 &) L 2
FEHLTWAY (B >0 Pl ko, T/NK ik
12 LT\ 5 CAEBV B3 TlIE 2 0 REi = k%
F7zs, AT A L, ARSI, 2R RIERY
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YA N NORB oY (I

—7J, EBV 7 T/NK flig 12 &S T AT 12O W TIEAR
B 72 A% fm et A R OO FAE IR ARk 12,
EBV &4 T/NK Mg 23580 S L7z & s s %
7255 424340 g e 12 EBV 3 T/NK M @& L <
WLOTHA9. LAaL, CD21 R HLA class II 2 & L
7Y —FERFEo TV W T/NKAfA & D &9 7 A
B = A LT EBV ST 50035 Tld v, T/NK
HMFEIZ EBV % in vitro TIEGL S 5T LMD THL V. in
vitro B3 5172 EBV Byt T/NK MIBMRIZAFAES 25545 40),
WL IESSH AL (8 A T M BE % B st B & NK A
P R 12, SEFIM ST & 12 EBV & &g &
H72H D TH 5. Tabiasco HiE, EH ke M NK L% H
W, CD21 %777 immunological synapse % 41 L T Bl
fa o NKMRIcBITd 22 & %/RL, CD2l 4L T
NK A EBV ICEed % 2 & 2 BIBMITRL T 5 47,
T/NK #MiAZ 12 EBV 3 &4e 5 2487 & LT, B4 Blifgx
ek - BT L0l aryy 7 Lz T/NK figAS, cell-
to-cell ICBMIMBICE S L Cwauitdd b, HE,
CAEBV ® A7 53, EBVHE T/NK V) ¥ /38E /1) > %
g BE T B B HEiVME NK/T V) > o8 fE, S EBV
REE I BRE AP ) 7 SHARERAE Cld, BYSHI2S perforin,
granzyme B, T-cell restricted intracellular antigen (TTA)-1
REDOMBEEEGFERIL T8 $42bb
killer ffifid & L COMAEE RS TV 5.

EBV terminal repeat probe # fH\ 724 > Ng 71) &
A ¥—2a VN AT &, CAEBV Tldoligo L < I&
monoclonal 7 &4 Ml D B ASFE SN BT EATZ V430
S 52 EBV A Tilg 2y L7238 Tl T cell receptor
OFRERDLITLITRROON S, INHOH A5, CAEBV
) COSHEEMEEREE L LTI ARE L W) E X AT
L2362 UL, BRI RS 1, B
BRI — M OERIBOONL L3P, &
L AR SRS E X TE R NI EH %\ 649
F72, 7u—F T 4 BFEOMBBAKRE M IC S = 1RO
LNZIZ0FDLLT, 104FEM LIS Y, BFERL A
FHLAVEELSEETS 00, Lo, ZoREE
HAIZHEEE) SlEE D ERTE 20,

§# 513, CAEBV BE &S L T\ 5% EBV @ LMP-1/
C KumsHis %2 PCREIC X D HIE L, MWiEEw %z 7 0—=
YT LIRS RARINIE 21T 72, ZF0#ER, CAEBV
BERMINA S 2 ~ 5 DR 7 - 7235 E ] O LMP-1
BIEFOREESNY. ZroBE T, WESNHE
BoRERIO D b 1 HENENTH o 72, RS
Lo THERY OKIZEZR Y, F 72 minor 2 HEIEFY O
FEFUZIZHE T OO H 7D, i b B 2 LR
2O LMP- 1 #IZFIEIALETH o7z, DLEofERIE,
CAEBV 12817 % EBV @ clonality &S A SN S b D
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D, FARMIIZIZ polyclonal THAHZ EERIBLTWA. [FH
k2, CAEBV BFHO—HDEETIL, EBV 2 EDRL
DAIBABEIC G LTV D E AR ST B 43:50.51,52,53)
BF5 {1, EBVIZES L7 T/NK Mg i L4001 7 0 —
FITHBHD, WEE#DET ) B, BETFLEIER
S, HE - ASEALRED & D B o Ml s b — VAR X
N, B4 70—F ) T A PR LT L DTHAS ).

LA, 513 CAEBV B 0 &g T/NK Mg L O
BB OB S N2 MIRRIC BT, activation-induced
cytidine deaminase (AID) 2SS AHEEICHIL L TWAH 2 & %
B L7225 AID W BMIKIC BV THEIETOMAEEZ R
AR ER AR L, REEOSHEE T EANT S5 ~
RNy THAHP . ZoAID FHIFEHEE T ATV o
=y IRy ANERIZTHREE 2 5ET 5 LR )
ATL B KA T M= ATL fiiE#k < d AID 25 F8 8
LTWAIEDPRENTNES B EBV O L OEIET7S
AID B ZFHE L TV B DDPENTIE A WVA, EBV 0
Fekge At 72 69 AID O @ %I L 1, &G T/NK Al
B IC DS ABIR T/ BRAIREETORENEL, &
IR EZB L T EEx N b, HE BHREMME
in vitro THEIREE L 2RI CHEREOARGT 21T &, EEIC
Lr b Hid TEM AR Bk BEIRooh s Y.

6. RIEFHIRM D 5 & /- CAEBV

ZWGEHIZ bR ENT WS X912, CAEBV 3B 52 7%
SERERBEAREIE & T2 W 5. /28 2 iZho v
AR L TR LB RS v L, ) /8BRS
1bakBr / N KM 7 134 ZIEE MG 2 R/ d. —,
CAEBV ## |28\ T3 EBV H 2 CTL 52w d 5
WIRFED BNV EAURENT & 72 3606162 Fesp gy
CTL g FH ML 29 5 L, EmEd R
W W7z, tetrameric MHC-peptide complex (7 b 5~ —)
I PUEAR LAY 72 CDS'T i % f i 2 ol IC 2T 5 &
AFLTHL O, HEF51E7 I~ —% T, CAEBV
BE MM o EBV HUEAF R CDS™T Mifa 2 i L 72,
TR H PRI < EBV #E e O fmgel: B ERRE B 1 e
CAEBV T3 EBV #2175 » 5~ — ik CDS™T Mg A
BN ERR LW, CAEBV HBE KRNI CILEH
LMP-2A 5B ENTWV A IZd Hhb 53 >4 LMP-2A
WZxFd B EAY CDSTT ML ik 4 < M S e o 72,
EBV #: B CTL, < & |2 LMP-2A ¥ Ey CTL 23325 &
N Z Eld, BIEIZ B TRGSHIAE AR & v — R
ThibEEZLNDL, ELIEFRRITREZEELT, M
ELTH oz A M ATy AV AR CTL b
LTBY, EBVICHEE L 2WlfatEfEo e b FRic
H0HnHNW  BEOMILERIE 2 FIET I RAD
DORMEH DY, RS NGB 4 L AHUF L
WL T v EBV &Y T/NK Mg 2 FEfC & 97, &

(A IV H6lE 259,

Y OB Z L TV 500 LI,

F7-, CAEBV IZEBIMICHARZ GO 7B HE A 5 O
% RIRERMD H 5. ZOEELKIEIC AL HOH
FHEEPELEL) DI ER2RBLTVS, EE51F
CAEBV BHFMIME H\, ~4 2707 L 1 FEx ik
{9 # 1% T f# ¥t % 47 v», CAEBV % T3 GBPI, GBP5,
TNFAIP6 A5 T A RBIHEBILT WA L Z R L 72 6
NS IZSAER ML O TE R L IC B 5 EIE T Th
D, REBOFBSERLIZOEG LTRSS 5.

BIREEC L2, EBV B IMERE &) > SHLERERE
BELRT7T I TICEBL TV, [FEHEIZEBV B
CDS'T #ifia#s, IFN y®° TNF o % BEES 5 2 & 120 % 5
L7228 A M A Y MIEAZ OIFRED T 528 5 966768
% 3B, CAEBVH # T &, ILla,IL1 3, TNFa, IFNy,
1L12-p35, IL15 7 & @ proinflammatory & L < 1% Thl ¥ A
kA 2R IL10 7 EOEEAED H i, FEE, &G HB B,
PRIE, MAEREE, NHiREE 2 & OBRERO TR B L
TWwhEEz5N5 5% NK#MiEIZ &S L 72 CAEBV &
HTIETh2 YA b H A > Th b ILI3 DIiE T EENEE
ICED o7, HBikd 575, NKffatEEcl, ot
L CRHRZBEEZRT I ENHY), IN60BETILIm
HH o IgE 23He Trive. IL13 13 B MiE % 4010 - Bagl &
L EE L5, FICIgE EAEMBAD Y T AXAL v T
FFHETLIETHSNRTWS, U ko, CAEBV &
FZCREAE LCTEYA N A VIED D 55, EGeH
W&, A A4 Ta T 0 — VB LY, BEMEO
BRIEEZER L CW20THAS. —FH, TNHH AL b
A ¥ BIET-HIH O R HAIE D IR E L b o T
WALHREE D METE R\, FEHELITFTZo70 A bAoA
YBIZFOLEENIOWT, il N ARG HAE - EBV
B ER & £k ) o 7 SHLREERIE - CAEBV B & Fi L 72,
ZORER, TGFA1 BT OLRHZ & EBV Bz R
DOFHEL, 1Ll et fnT O LRI DSMERE &) > 7 SHLi Bk
JEDFREL B L TWhH I & &I L 7275, CAEBV 5
B BETSRIERD bk h o720

7. CAEBV DESFRIER

HAENZ BT 2 HIZb 72 ) CAEBV 04 EHENTTH
N, ZORBREHSHES 22X N T2 0™ CAEBV ®
BERERIZ S F X CTH LA, TEA D OIS, M,
) UOoNERERR, MUMOERAY, B, g, REHERLE
Tdh DN, WO B R AR BRI 7 &R Rk % &
THEEZELL VI EEHMINTSH S0, K, LIZL
BEMEBPTEELAIERZELL. ZORENL DD
\IIMERE FAEMERE, WRBERETHESE, DIC, FFANE, W L
W/ AL, PRRSRABHE, O dk, MEMRi% +
LCEMS) vMERHIIEZ &) VS REE T 57,
EBV &4l i 7 155 BE~ R LS % % Bl 2 720,
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x1 1SMEEM EBV BREDZHIESt  (Okano et al®® #HZ)
1 EEBi B 5 XTI T B (R et AL KRR R
2. VCA, EA PUAMiiEfE % £F ) B % EB 7 A )V AHUASUS F 72 13RS (SoRMIM) 128175 EB 7 A VA7 ) ARON

3 BB LB OB L 3R b *

Lo 3HEEA AT L,

H G LIE LIZEB 7 A )V A B EMERE AP ) > SHEERE, 10 TN - NK AR > /S8t s / V) > Sl EOFEE A bo —Hbid

WORIBUE 7 & DR EIREZ L b 7% 90

L 4IH

L ARRPEHMERIEIR & (&, — I FEE - ) 2 SHIEIR - IR Z: &% &9 MR T (RUAE B ISR TN HGE S A M, HILas, Mg, Mlgs. IR
B & B\ VIS LA S OHER - WL (FEIRE - FRE) RE2ETA5E6080,
2. VCA. EA Huffilisfili & 13 —f%12 VCA-TgG Hufkiili 640 f5 2L E. EA-TgG HUffflli 160 5L LA £ DD BL & 4% AT, VCA B L U EA-TgA HifkA L&

LIZEEE %2 %,
3. BWOHEE ., W OIIRD 7= DI LT OERBREORAITIEE NS,

Q) AR (& ARRSIM) @ EB 7 A )L A DNA, RNA, BEHUE S L 077 0+ 71 Ok
1.PCR % (sEdk, EME) 0 RHIMIZB 28R %2 7o 7284, — M2 10%° 2 ¥ — / u g DNA

Db eo0BZE L, EEHOWA.
2. In situ hybridization % (EBER 7 & D[l %)
3. PR 7 & (EBNA. LMP 7% &0l %)
4. Southernblot % (& EB WA VA7 1+ 1) 54 D)

HANTOGIEE 225860 H %,

5. EB 7 A W AREEMMIEOFE © dOtiidd, EAdRE 23 Ay - XA SI2 X &M~ — 7 — MG B A, T A,
NK Mg, HEk/~27 07y —2 /4lil3k%e &%) & EBNA, EBER & 5 2% EBV DNA #illi 7 K& #lA G DR TITI o

b) AR D IR EALRR S0 - o3 F LR SE R RTAIL

L. — R 7 S BEALAR T L

2. Sl

3. Bt koAt

4 BETFfENRE (Era 7y v, THRSEEZ L)
¢) oIS M

L — R 7 Sasietds GRS [ & NK MG | - $uk - #ik - siiatknez &)

2. KL~ — 7 — 447 (£ HLA-DR)
3. &FEA M A v

MEHRZ D %V, Kikuta & 1 THINEAY EBV IZJ&ge L 724
R TIIFFRENOE KEBIREZ & 729 2 & % 1988 4F
CHELTWDE 2 F728E5 b /N VL SIS A U7
BIREO—BI% KRB C\5 2. INSEELEHED
HC, (IR GEBIIRIE RO %) 723w bE & -
MAFRD HN72H AL, HWOTTFHRARTH S 0,

HFEHEHI1E, L LTTHINRICEYGEL Twb CAEBV (T
M) & NK ffIC &g LT % CAEBV (NK flifaz)
TIRERRTG - OB R 2 2 L 3 L C &2 4530 F
b, THIFENIFEE - 21 - K - U > EIEIES
L UV EBV BSOS F S TH H DIt L
T, NK AR ¢k sk £ (NK M o A <
OB ERT), WOBEIE S X 0 IgE ME A ©
EBV BIEHFAMIZAT L b 2w

ORI IE, WS SNtk SE OB, B
KIE - - BIELERYET LN THS ™, Asada
SIF, WHEERNZ: (EBV JEEG0) CDAMT Mg A8
W & ) BT CRli % 21 ), EBV &4 NK #ilg o LMP-1
BHATDET A LI2X ), MR EEELs s LT
w3 75)_

THU T O b 013 K HUE O &\ 20 5 CDATT A,
CDS'T i, yo THIKLIZH 5N n. CDATT MifaIc &
HLDREMEETEREITLONL . —T, s THl
Btk B#E, FEHAKEEL L) 2 &b s B f

TERKIEAE X H G S - B0AL, 4R ICEEm, FRICKE
ZELBLDTHS T80 GEskys T M IS R R
BIZER LT Wl TH 2720, HHIREZ R § 2
LIIHERTELY, LX) REFCTHRRRICLD, &
Gl A3t L SN OPIAHTH 5. B2
WEUIE & TG B KIEIE O T /7 O Bz & IR % 50 B A
T 5. OG0 EBV EYMgE NK iz Th b 2 &8
0L THLY, wFRIZLA, FREROMIEO D
> homing receptor ® 70 7 4 —)VIZ L, £ - Z#H9
LNEERER Y, BIUMICEAZERT R TA2D72EE 2
YA

8. CAEBV D2

CAEBV T3 VCA IgG % EA-DR IgG 7 & @ Hufk il
& %\ 3 EBNA Bk OB B cdh 59, Zhb
EBV B#PAO REIILFTL LIRSS b Tk
vy VCA-IgG Pufk/s FA #: T 1280 f5 DL Lo B 13- %k
EETH B, F72, O TEBMME SN EBNA Bk
o BBz LT =2 50518 X v, B LTE
T oL, MRS L TR T EBV BEGHz o B n
RIMTHZETHH Y. Realtime PCRELR L2 XD,
B R IMEAZER 1212 EBV DNA #25 10%° copy DL b
a5 Lagun 8D,

% 1 [2H4F EBV EGUENTFE 20 HIRE S - AR O
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B 2R %), #0E$ A EBV BN 0 Bd
i, < DEFIZEDOSNDLH, CAEBV OF W2 AIHE
FHTLRUNE T A& TH 2w NKAE @
CAEBV #& ClZ, LIZLIXEBV B@EIUARMIEIER /3
¥y —rERY. FARELOENZK EMEE 2 5ET
SR B 0% { Tl polyclonal B cell activation 7 £'12 &
DEBV#&8 ST 8T 47 A VAP EH LT 5.
Fl, EIHETRINTVD L) BT A )V R %
AT, KNTEBV gAML Twas 2 &, FHIiZ
LG AY B ML CIid 7 <, THifEd L <13 NK M
ThbHIEERTIENCAEBV OB LEETH S %,
AR, EE O IO EHPULR & N O EBER % [IFE S
W L2212, 7a—H 4 b X MY =% WTEBV
BYa D707 7 4) v 7 kT LML L 72T,
CoiEE e, FREN2OBEIC, Ko
EBV &4 D) 52 & 2 D ASF I T & 5 8085,

9. FIEEDIER E T

CAEBV 212 & A Y IERD T F EHNCREET LD D0
LEAMICHEITTL20DFETHRATHAL. LoL, RIEDK
W FRIIART, B ONE - JIEZR &0 o8
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The ubiquitous Epstein-Barr virus (EBV), which establishes latency after primary infection,

does not cause any symptomatic diseases as long as cellular immunity is intact. In apparently

immunocompetent individuals, a chronic infection can develop, and this has been called as chronic
active EBV infection (CAEBV). CAEBV is characterized by chronic or recurrent infectious
mononucleosis-like symptoms, such as fever, extensive lymphadenopathy, and, hepatosplenomegaly.

This disease is rare but severe with high morbidity and mortality. Recently, its pathophysiology is not

an infection but a clonal expansion of EBV-infected T or natural killer NK cells. In this review, 1

discuss our current understanding of the pathogenesis of CAEBV and summarize its clinical features,

therapies, and prognosis.
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