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(O IR R 22, 221 7300005 2t E A R L 5 R B A EBITLRT, JEat 100101)

HE  BMIEE0% EB J # (Epstein Barr virus, EBV)/E#%(chronic active EBV infection, CAEBV)#&—325 EBV A3 T/NK #k
EEL 441 444 5 14 75 995 (Epstein Barr virus-associated T/NK-cell lymphoproliferative diseases, EBV*® T/NK-cell LPD), VA#¢4E R 5 HI2E
LA G 11 B 1% 4T i 34 22 i (infectious mononucleosis, IM)IIfi PRVGAERT EBV 2% GL 4 i 1) ba R 1 309 58 O = B AIE,  7EIRPR - B A
B RAFMBIEER. BHArXT CAEBV 5 HAt &8 EBV AH M) T/NK bk 020 38 58 14 92 s <2 18] 1) 5t 5 DA S 380 LB )
FAAET R EL, IR EX TR PR AT R e 2 B F B, A EBV Wif /&4 T/NK 4l EBV AHCH)

TR I WU B S fe e RUUT I, 2838 7 H T T CAEBV BURMLELAORT Tt fR, & 72yt — B0t o fR L A %

LR

k%EiF EBJETE, 191215 EB FRTFEYY, EBV AHIGH T/NK k40 M3 58 M i, S e b

ZFRHEE R72, R37

EB Jii 7 (EBV) J& T- A\ 2% gamma % 2 i &%
(human herpesvirus 4, HHV4), J&— X DNA
T, G 90% LA E RN fE NHEH
EBV £ i My AL 3%, 1 ] o i v stk s A A%
RO H A A I AL 38 24 B (ytic cycle) A8 £k HH
(latency) AT, 158 PE )RR A K ALHE =A%
SRR ER. ST R0 ) 5 R K (immediate early,
IE)#%iA, 35 BZLF1(Zta)fil BRLF1(Rta). ‘1152
R IT R R 1, HREAFHAME ARG
. B 5 B R AR K (early, B)MIKIL. E R
F 2 5755 DNA KEH], FHErHTRE® 2%, K
Jo R EE R (Late, LYWL, WSE AR EE
B RSB E, W B AR 5% 88 H (viral capsid
antigen, VCA). JHFEAEX N HI58 A3, R
172 EBV ARG HUIRAS , M4 BT R4 H 78 AR B[R]
ANE, 7 =8 RS RRE . EBV AT 0
Pex B I =T PR B 518 8 KR E
FIFLAPIRA . EBV YL EA B 40/, WA
YR AR ZS (type T latency), 3R 1A 4= 3 B 78 AR 5
, BL¥E 3 M % [F (latent membrane proteins,
LMPs). 6 i #% $t Jil 2 [A (EB nuclear antigens,
EBNAs). BARTs(BamH I-A rightward transcripts)
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2 M 9EZW 5 RNA (Epstein Barr virus-encoded RNAs,
EBERs), M {E40 it G sE. FasE B 474k
G2 B 40, EBV #E N I AL AR (type 11
latency), 1A PR W& AR 5 K (LMPs. EBNAL,
BARTs 1 EBERs). *#7%7 EBV K {2 B 41
BEANER F L, EBV fURIE EBNAL IMREA T B4
fK(type 1 latency), BUAFKIEATATREF TN 0 H
AR (type 0 latency)?. EBV s& KILHIE — N NKJE
KEREE, ANFEKERRES NS 2 MEHEKKAEH
K, AN A M i UK T 4 i G B 1 9% 9 (posttransplant
lymphoproliferative disorders, PTLD)f# s& HH T EBV
A T 2R AR i 5 R 40 B ) R B G T T 51 kS, B A <
J# (Hodgkin disease)» & WH J& (nasopharygeal
carcinoma) | J& T EBV I 7B AR B GY, TfH JR AR
9% (Burkitt lymphma)J& T [ BB ARG, A0
& 118 4 vE 3 B EBV K 4% (chronic active EBV
infection, CAEBV)RIL N EBV ) IT 2475 (RIS

* o [ o} 2 b B 5 T H (KFZD-SW-205) % B).
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EBV TEMRAMRE 585 AL N A1 A 1L B 48 2 1T & A%
EBV I 2438 AR 1) 7k A A 40 i 3R (Rt 2 BEGE AR R
lymphoblastoid cell lines, LCLs). fEA&P, FEZL
53 57 B G PE R G0N S I e S AN A, A S
pDCs Bt T3 & a(interferon-a, IFN-q). CD56%™"
CD16" NK 4 g/ 3 (0 b T2 A K1 EBV &3
YRR AGE R, VCA A EBNAL % 5 1Pk I
I, EBV i CD8 T 41/ S A4 M 3544 T 48
MR fE &, (B EBV JEARBEBMRIE R, ©
AN FRIE EBNAT B A 20 9 25 45 BRI 1 gk
WCIRZS, BL 1/10 000~1/100 000 H LA AEAE TiE
12.1% B 4R, EBV AT REFENLAAR G s SR T (15
N AT S N S G A L ] a3 S
AIDS B35 BB F AR5 B N BT e B R i Bl e
P S N 5 & A2 EBV AH 5% ik 2 988 Bk £ 184
BT 7

EBV EA W B k4 i A b R g Btk IR
Ll F EBV Y B bk EL4H A Bl R 41 AR T 51k
PR A B SR RRE, B T, g AR R
. ERTRER . RS AE S Uk 20 P A
B, BWES. EBV X T. NK 40 M TG 45 kg
P, AR R B E R I Z R EBV AHOG K T/NK ik
E &4 M 8 2 4 5 09 B T/NKC Ik LR

CAEBV 55 I Ifi 20 ffa 4 bk B 20 23 40 B 3% 2
(hemophagocytic lymphohistiocytosis, HLH). 7 7>
K4 B T/NK kB4 i 3 2 fE (systemic
unclassifiable) J& T 4= & ¥£ EBV #H X 1) T/NK ik E2
o B 3G AR ME R W, B JE FE UK W W (hydroa
vacciniforme, HV)E{ HV FE#kEEHVL)E T 354
St EBV AHICH) T/NK bk A 38 A 10w e
T EBV YL 40 M 2K B Ay T 400 & B NK 41
R, HAEMFAT EBV R RBRG R, X HRBIH
T PR B R B — & 51 18 7% (chronic) B % & 14
(fulminant) AHARIRAE, WK IR C, %26
1L 448 ffa k2> 45

CAEBV J&—fi b T AWt i b it i . H A
()12 Wb vH 3 A% ) Ohshima 25 #11 Kimura 45 i 2
PR : a. RILFFEE OB I A% 40 3 2
AMFERER 3 M H UL L, R, FRet 28, ik
ELEEIP R BFAR AR . 2% 2 it 20 sk b 4 e
96 TR VEIG 28 PO AR KRR AE 292 L R it
B b SR ZLE A0 A I s K SE T VCAL
EA $ifAE EBV DNA W JEZ; c. JoHAREMERAER
I TE 1Y) G2 e,

SRR CAEBYV X 9505 S0 HLER I AR TE 2N
W, G PR BT F (0 25 ) BRR) b e 4k 4 M B A T B
WMHETEHRNBIT FEY. AXNAHAT
CAEBV F Z Il bR Je ik B AE, B 45 7 H arxt
CAEBV #Up AL FERF 7T 1) - Bt g

1 CAEBV Byl REIX K fm 3R 435 4iE

KT CAEBV HIRE MR Hifi ik i 5. W, T~ 1948 4,
IR 5 RS, AR (R MpE . 1
WA 2, B RSER=1H, N
NG VEAL Yk AN MY 2 5E 7 1. TR EBV 49N
R AU 7LV B B LT 1978 4E, EBV VCA All
EA $ifk LA A EBNA 1t J5 78 2 2 I Sk B 55 Hh
BRI, BE AN RARR SIS = AL, AT
PAEXTT CAEBV AR,

a. IGPARAEAREAG 2R, AT KIICRT 3
NIFFEEUR Z I IM FERER . R F# FFRR K
WRERZEI R R 2 s ISR sk
ALFEIL, ST BRVSSE, BEE AR R R K R
ik B IR B I A B PRI AORE, B A LRI FR
ARG, LIRS, MAERG. . k. IREES
%%E[IZ*ISJ.

b. CAEBV Z K ARV (WHA, FEHEG
), SR, hEMEENEMEER. SIK
B 401! CAEBV, & KAETHHTEZRM. KA
B2 AT DE, (WA BAERE], P35 500 R
15.9(2.2~42.8) %1, 5 Kimura "% i1 11.3 % #
. HEMWZ T2 e,

c. WIHFMEE, CAEBV EEHT EBV KI5
RIEGY, i NAE R GLHT o B B e sk e . R
PR AR, I8 BEAT I 2 KT 3.2x10° #5 I
EBV DNA/ml 41 A1 EBER' 40 0. J&F &bk 2
RS TAS FIR AR &, T EBV B4 g 2
B, 2016 4F Paik Z:9%} 13 /> CAEBV %% A\ KI5 Hr
R EIR, EBV B2 N T 41 fid &4 (CD3Y)
(T : NK=10 : 3), H: CD4' T 4% (CD3" CD4")
5 CD8" T 41 i 4 (CD3* CDS8") i Bl H A2 (4 © 4).
{H Kimura Z£¥5%F 47 4~ CAEBV 9 A\ {153 #r 45 1 18
~, THRMLT 5 NK 455 (CD56%) T 13 7 fi
(59% - 41%), 1M T 4 = E 4 CD4' T 41 i
(CD4" : CD8'=21% : 8%). ZRulfEH T 4iitrA
HOFIAMR 22 7 3 B

d. F DNA EPZE KG9 EBV BH 4 41 g F EBV
i IR 41 R i 8 5 7 A1 2 S MEEGE TCR E AR
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VERAT I EBV Rk G 4 i 1) v PR R B, A8 K
EBV B4 1) 21 i 52 5 o 2 (84 %) B 5% e & (1% ) 1
B, AR5 (5%) N % .

e. THIMAL, M4 KIFFEECKT 40
) IR AR KT BRI RE . Mg 4
S M () A AE S5 R A R PRI 1) 3 2 5 0 DR 25160,

2 CAEBV BIBUFHIE

2.1 EBV B T/NK 4HRaRIHLH

CAEBV Ji A\ NK 200 5% T 40 g (1) K B 3 5 15t
B EBV J#& 4% T/NK 4 M /& % 5 K A 1) — A B 2L
Kl 75 IMR AR m Bk R 412U, B 7RI 2] EBV
YL B 4, WA/DEM T 400, X EBV
Y T B NK 42 — N BERKAEMFEL, HIFE
JEFE CAEBV L8R J5 R0, 1 224 A A & i [A]
I T 80 NK 40 50 B2 PR K s e 4 2 53K
CAEBV HIEEREIR .

21 ff SR v B M R SR I AR 2R, R AE 4 2
HIERAE. [F i, CAEBV & —fh H A I i %
Wi, EHETD AR BN B R0 R, v R B )
T. NK 27EH4 kB %3] EBV &4LH? EBV
el Ay SRS T/NK 212

KPS 5 o3 B T HEWT, EBV IR GL AT g kAR
FEWE AL B 1. 7E CAEBV %5 9 &, EBV
RGN ER T 5 E S R4ii SRS, e &
HABANMSETY. Bilan, 76 /8" T A AL HV A
SRR L, EBER' 4008 (5 21.6%, A /8" T 4fiffl
i 83.6%, JLfth EBER' 4l fi it B35 /> 1) CD4' T
4iffl. CDS8" T 4iffil. CD56" NK 4l CD19* B 4
Jfii. Endo FEPA&HL, [F— A CD4" #il CD8"
AN T B 4 1 G I A B A R T A — e B ) EBV,
I AR AR HERT, AN EBV H TGy
THEHG, 4 aHBlZ RS EBV Y.
H& EBV Wife] @k Je ik L AH 40 fa - AN 28, B GR 1)
AU 15 23 48 P HRe R 1) 0 928 i e T DA B A0 A e A
F A R BV I B S R B A AT A A it — 20 BT

MR G iE 1 [ B /1 FoRE, EBV B YL A
T 40 AT NK 40 th 7775 7] R

EBV X B 4 i) F g 1, ST H 3R 1 i b
H A gp350 5 B 4ilfig L1 CD21 43 e F - Al
RIS A . AR R R M IR T 9k T 40 Rk
BAK/K-#) CD21 731, 1Xf§ EBV 4% T ik 41
ML A T A REE2. FER AN EBV KA 461K B kR
B RF, et 7/ EBV BEEH T 4

J s E e A g Bk oy 2 SR R 2 AT
AEEKIALETE. EBV EE R gl EE 54
W EBV 520k 1) 40 ik & 1) e 7, 0 b R An i .
Jurket T 40, &40, XL EBV &L T itk
YR 275 CD2* CD3* CD4 CD8, 1M A ik Hifh
(i B NK 20 ArE 70+, X UiE] EBV i
g T HMAZ TG 51 &, 12 EBV Hi%
YL T T 4. ARIMK PBMC H R T 4l fu2lifk 5
H EBV BB HIA RGeS 2] EBV FALI) T 40,
Wi B IX AN I FE B CR A B EBV IR B 41 il A,
i iR B AR F IR 2= 5 5P,

NK 40 g N £ ik CD21 7 7. AR EW,
EGFP #H 41 (¥] EBV Ji 8 R fEAR b T Bt — N T
CD21 MR A7 T 456 NK A, 258
gp42-gp85 HEH 14> 15 NK 4i fg R 1l 1) HLA- 1T
Iy T B BELEATHEN NK R0, o, Kos
) NK 2015 CD21" (1) B 4l &, NK 4 g vl 38
T G 5 R il i 7% 1 5 3RS B 4 ¥ CD21 4y
T, FHRILIKE S EBV A4 HIRE 1.

HHERT I, EBV RHEGL ik A 48 58 & T/NK
Y M A AR KABARYE, AT RETEAS [ 5] gk e 4 i
AL AR BT 408804 2 T NK i B4 n] s
5 EBV X} T F1 NK 40 & 4R8I AR A K.
2.2 EBVHXHIREZESH
2.2.1 EBV 1E T/NK 40 i AR 4

CAEBV %7l th EBV BEU4ifii K £ 2 11 B
PRARS M0, FRIE EBNAL. LMP1. LMP2
PA K EBERs Al BART miRNAs®), {H 3 L6354 4 %
BT RGN, ARFEIE LMP1 Al EBNA2PY. 7F
A ST ISk B CAEBV % A I SNK/SNT 48 fiil &
H, E IS DNA SRS R I T — Se S L R (1) 3=
15, W BZLF1. BHRFI(A IL-2 [AlJ§4£). BKRF3.
BDLF3. BFLF2 %031,

2.2.2 EBV R =R S W M

TR B, EBV 3Kk (13 AR 803 i 2 A 7
T/NK 4 H 1) o Fae 4 18 58 B8 5 2 o 3 it 78 p o 1R
HER.

LMPI1 J& EBV FRIA R EE 1)L, X B 41
MuE bR LA A T R
ER. K LMP1 i &A% PR A2 /K LMP1-DN#% A
CAEBV KIS 1) SNT 4H (T 40 i)+, A B0 ML i
AR R EANE, UL LMPL 4 T 40 i ) 36 5 i %
HEHEMER. £ CAEBV 4l & SNK/T HF i & IA
BZLF1(Zta)th 7] it 2 5 145 48 s 393 10 14 775 48 i 1)
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HEHEE, RS SN, B, B RUE kB, {H 5

miRNA /& — I8 i 47177 mRNA B3 1m0 755
O BB BB . e Ak B T /N JE 4 5 RNA.
Kawano 2£BIH 78 & 3, CAEBV Ji A L& 71 19
miR-BART 1-5p. 2-5p. 5 1 22 /K-FLb IM % A 5%
f# B N, miR-BART 2-5p. 4. 7. 13. 15 fl 22
7t 4 & P£ CAEBV i A # 19 /K F W dE & &
CAEBV Ji A (1 HV) %5, %77l /2 miR-BART13
A LLBA X 3 P2 N . BT L miRNA 145
FIAAMET] LIE Y CAEBV HIi2WibniE, 2R3
TERIEIR T T VER , WfE CAEBV Jis Ak
IS miR-BART 2-5p it 41115 HLA- T 259+ 1
I MM 6 NK 4H A P 10 A A3 7 F B,

2.2.3 EBV Mtk &5 CAEBV k4

R4 EBNA2 #1 EBNA3s 7] LL¥ EBV 40 A A
BB T B B BUEL T B AR R, fEH AN
BErR, PINHRRYWIT 204, B B kAN B
U IR T A B, EAEAEM, 1 2 40%
(AE S5 IR B2 R SR AR B 2 EBVESL AT LR
SE T RAEFHATE A o B IR et 22 e vk, TTRE 2
15 = H B a8 L R 3 R B R 3R e .

CAEBV MR BA —whsRtt, £omeE
TR e e NBE. X e X N AR #5445 1) EBVE
N A B TE SRS ) Ok B 5] S CAEBV (1) 2
— P RERLARIG FE IR RED. IR Loy, B
FHLIX AR R EBV B RES| L CAEBV R E,
MZ X (1) CAEBV {51 1] 6 H IR & P AT 1
FITEIL. TSERR CAEBV Wk 4 A FHOEABENL
PE. B BT IE R & B CAEBV B K& 5 H E 1)
EBV [k 5 2 [0 B B L. (HARF) EBV B
ZRATRE 2 TS FISPARAEIR, 08 5 20 i 2
B8, W05 2R R R R — N
B, i NRIE B VERE ST . VEIE. & E RS R
(39°C) LA B A 1 1) B e RN SR . IR N
FET v, HIFA 7 SR H A A 23 rb Ok bk 2
YT PR, T IR EEL A PRI T T 51 2 48 T
TEH A CAEBV 9 A FR AR & ILE7.

23 BEMMEERFES CAEBV HI&4E

Yot i 525 /& CAEBV 9 6 o WL B — Fil 1L
Ko 205 50%0. BRI T 2 5 /2 CAEBV
RAM SRR ZE A B RO MIEdE, HET
YRR G G R AR R R, SARTUGEH
BEAEOCIRE. Jeth Jig S AR I v I M G 5 4 i
A MIAZ R S, (47, XY, +Y)R%meess, gug

[ HEA —E RIS, RIER—pE) T ge
I H 22 P G 8 I S 8.

Ohshima 265 8, EBV 5 AFERHR L IE
WSO RN . EBV RS, HER
B IR IR e, 5 ANERHES T
M RAEARSMNEG EBV B A0 R4 00 T8 40 il &
B R A A B R 3 KB, EBV BRI 4L A
et PRI SE I T P G e i AR E 1, BT DUIE
2 IR pit (1) AR S0 Bt 7 AT 5 B0 [R] 1 2R A
B AR e 0, B 48] 0K AR 1) perforint®
FEREE GATA2 ZERW, (HiX 2 H EBV B4 5]
FEANERE . AR A U perforin £ CTL 8% NK
Y1 0 P 4T e 75 AR . GATA2 N5 40 i IR 174
TNFa. IFNvy %5 [ 5 8 0k . NK 4 ) P AR
K.

et i fa et S DNA MG e 5 hE
%L PRI BN Y TR R AR LK (ATM) B
H1 Rad3- #H G (ATR) & DNA 411515 & (1) 5% 4t
FERM, FrEE EEEE WEE DNA fifh, 1MijE# &
& HBE DNA Fif5 ALfs A ) DNA Sl 3. 78
i CAEBV Bl & i NK/T bk B8 9% 151 FB & 3L ATR
FERPMRAE. EHERLE T, ATR HEF HRA
FECT LA IR RN SRR 4T 5] 1) DNA #5145 A
Reti B . BTl ATR RAZ A Gefd EBV # &5
I 7 5 D 110 22k IR SR AR B L £ I 5 A R A B &
§= I N (17 e 71 S SN 2 s IR =R
24 BENKRRFEDHR

EAERENRN, EBV 2 MRS, RA
DECETRE R RN IM, X U TN e R gt
EBV B Bz . 251 % Rk N 2 2
0,45 5 U 1) 48 6 AT %8 SR G TFNy NKC 48 i )
AAEH LR CD8* 4 =R PE T 40 i A 1 1 FH 4%

CAEBV 7 A\ 1E KI5 B 37 A B A B 1) e e ik
Bd, T A2 TE P 075 30 R P 02 7 2 2R 45 i EBV I 11
TPERE . 4 EBV 2 W] 5§ AL IR G s R 407
B A I B A (PR AT g2 B I ) I i
) 3E VR A (P L 48 A BR] - 1 S 9% IRORE S 9855 NK
S R A VE D . BN TS T 4 R A AR
FH )il B P W 2
241 AT R

CAEBYV i ] 7 48 g IR -1~ () Al 22 5k H PCR A
ELISA (777, Rl fFEA AT g 24 Mg . 4
Y EBV BGL R T/NK 4. #adliE, 1L-10 A
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IFN~y PR 40 ffd 5775 K 2 CAEBV i A L3 H #8
REA I 2 v T IR /KPR Rk, oAt dn Th 48
Sy U6 o MO A F IL-2. IL-12. IL-18, # P N+
TNFa. IL-18. IL-6, il F¥F TGFR1 S3H
T, St EL T 4 A NK 410 g 24 95 A I A
MR 7R REHF LR EZE R, H2 IL-13 £ NK
2111 i 28 I 2 p R A,

L7 ARSI 1 P v 7K ST 0 4 DR T R 2 EH I
G EBV YL T/NK diffi k1L, HAlRttis 54
WA S (1) 28 R A R Ak, BB T EBV X G &R
SERY .

IL-10 & Bl ¥aE M Th g e Rk . ¥
CAEBV Ji A\ 4M4 ifiL5) 5% HLA-DR® 1 HLA-DR™ 4]
i, < Bl HLA-DR® 4 jfd () IL-10 R & 2w T
HLA-DR 40, ¥l EBV G nfedt 7iXx—
HAEE. e b, T ANERIRES T EBV R G4 i
FI5 099K #5779 EBNAL. LMP1. EBERs £ 5
P IL-10 B9 IERS, TL-10 5 BAT A 40 % 4041 )
e, PEARVE AL T 40 M 4 W6 40 Mo 5 7 40 TFNwy.
IL-2 BIREST, BRARANMREREIER, DA @ Bkt
Ji 2 52 A FH RV 55 DU AR S 000 T 4 i g 97 65254,
EBV A{EAE#E 15 T 40U IL-10(hIL-10) I F£ ik, H
H & 9 g i 2 ff A K 5E ] BCFR1 (viral IL-10.
vIL-10). VvIL-10 /& IL-10 [ [ J5 4k, 7E EBV #4k
B 4 it i EEAE A, AT S 40 IL-10
AHALLE) T g5, hIL-10 A1 vIL-10 7] GE X EBV /&
LA f 16 8k MR 1 G 2 B AR DL & EBV RS (1 41 g
HBETHRYAGREZEMER, AWML KE
5.

IFNy & —K4ERE R PUR B Do iss 4 i ]
. IFNy A2 M 4gi i 7 i, 40 NK 408, NKT
S, AFRANM. ENRASE, TEZ M H CD8 Al
Thl CD4" T i }fd 79, 7E CAEBV % A 4b A Ifil
R0 380 R 2 M T A TNy, I T LR S &R
b T R MEBOE FIRES . PNy 3@ B0E (S
53 B Kk ¥ Th g . IFNy 05 B IR T Mig
(monokine induced by interferon-gamma) F1 &1t X 1
IP10 (interferon-gamma inducible protein-10) [ &
k. Mig 1 IP10 fii e ik 00 il i 55 A8 B i 42 F 24 21
11 ¥R 36 . 7E EBV AH 5% [ bk B2 98 #F A 28 Bib o
(lymphomatoid granulomatosis, LYG)F1 & i 8 & iz
T/NK 4 i 7 bk B 98 (nasal or nasal-type T/NK-cell
lymphomas)ZH 239 LA K2 41 & 176 ¥4 1) Mig A1 IP10
AKCF R & T K B 40k R . A R B

SO, TR PR A HLUATE L8 SZ AR
fiE. XN CAEBV e ) 12 L8 B IR B 45 0 K
SESRAL TR A BRAKHE . IFNwy 34 B85 3 Ml W fiz
2, 3 XN %A B (indoleamine-2, 3-dioxygenase, IDO)
H12 1A . IDO 1 1ML 2 (serotonin) H & A A 44 (2 &
12 (tryptophan) A& A= B, AT Bee A1 UL 375 25 A 45 B
MBI ARG 585 7. X7 6E2 CAEBV i
NZ HBURP R 57 SR 0 J A=,

2.4.2 NK 4l r)E

NK 401 & —Fh 2 5 K IR 4 5% B bk 2 4 i
INK 20 {0 388 8 240 422 fioh R e A 4K 8 1 40 JE % 11
W, DR ERIE 2 M an i R R AL R 7 40 TFNy
TNF (tumor necrosis factor)s GM-CSF (granulocyte/
macrophage colony stimulation factor)%%, 7E ¥ #F B¢,
20 T S50 A P A AT O B e AT A S8 7 1 Ty .
NK 2 Jfg dif 2K B T e ik B3 2 5 BOUL AR 72 905 25
wn EBV &, G5, ol Z MR, B
NK 20 B A 9 fE 4 i) EBV HA7) IR G i 72 A ke
& HE SR e,

NK 2 2 i Dy e 5 FL 4 i 2R 1 A 1) 2R 1 41
AR, NNK MRk B R
F2: CD34" if I T 40 i 7> AL B CD56™e" NK 4 i1,
J& # X4 CD364™ NK 41 ffg. 524 ) CDS6%
NK 40 i 4% # 0 NKG2A* 1 ( 8¢ )KIRs (killer-cell
immunoglobulin-like receptors) %5 3 [l 7 § . Azzi
ARSI 22 AN JLE R IM 5 B 3 R v ) NK 2
P DA A8 A S FL S S A 1 I BT TT, R
FE T N B 80 8 i A 3 # A7 4E CDS56™e CD16 -
CD56% CD16" Wi/ D gL BF, {H 32 %2 CD56™
CD16" NKG2A" KIR WARA WA, FAT 18R 51
i ZLARIMGE ) EBV 1) B 4 KR Thee. RIEAE
WIS G, %R NK iRk 6 A H BmE
IKFIETE, AE 2 SRR 2B IEH KT

SR CAEBYV i A [¥) NK 41 fitd £ 7 3 H G 728 G5k
Ba. fERT CAEBV R Bl 35, NK 40 1%
H ARSI T — B FiaR, H92%. AAR b
I LIS WARIE , 3R W] B H TS I 2% AR R bR o )
ANE SRS, ARTT NK 20 40 i 5 05 s PR A &
P [F) 2 52 Hh AR 467, NK 41 P 3% 12 P& AR 7E NK
H A R e 8 T D RE B, R RIS AR A
IR AFAE NK 4, WABEAT A B 1 S D) Re.

XA Thae ks v Be th 2 AR RIE K. a. J5
Mk NK ARG . 72— SBE H 4 )L SR AT &
17 CAEBV, Ml fiT6 NK 40 i% P35 FA%, %L



2016; 43 (10)

RNE, #: 18MEE EB RERRNBURIIEMRER *985-

B 1) i 26 26 e BE . EBV B, T NK 40 i i)
TR T IER K. XU T NK 40 BkE m]
e IR R B R A S AL, JF B30 7 AL xS
EBV [ 5 M. b, BEEFRIEK, YUAE SR
955 7 B AR 35, NKC 200 0 1) 9 2 A 2 AN ]
PR, BN CAEBV Ji ol () Il fa e 22, o8 5y il
PR ) RE, AT REE S PR S AT NK 41 i
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Abstract

Chronic active Epstein Barr virus infection (CAEBV) is subcategorized as EBV' T/NK

lymphoproliferative diseases (EBV' T/NK-cell LPD) and characterized by recurrent or chronic symptoms of

infectious mononucleosis and clonal expansion of EBV® T/NK cells and with high morbidity and mortality in

clinic. It remains unclear what is the cause of CAEBYV due to its complexity among different cases. Clinically, it is

of importance to give accurate classification of EBV* T/NK-cell LPD for appropriate therapeutic strategy, however,

the standards for classification are still unsettled and the treatments are less than satisfactory. To explore some

clues for further study, the current understanding of the pathogenesis of CAEBV will be summarized from several

aspects such as the clonal expansion of EBV infected cells, EBV related virological factors, defects in host immune

system in this review.
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