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HE 184753 M EBVE % (chronic active Epstein-Barr virus infection, CAEBV)ZEBV & Z* TAINK 41 Jf f B 84 —
MHEHALER HFTZEREANCEUEERARE L EFERREL B EHA ZHSF, HFIFMFK,
SN MEBV-DNAR E 5, W A A m4n et AR AE. AR, KEBEETEALE, TEZE, A
HEwF. ATEARNFERTLEHA, BASELE—WIETFE. B, 7K EE T %% H (hemato-
poietic stem cell transplantation, HSCT) & " —H 2 R 16 77 . AXEF A T CAEBVAFILS . UM RIET S 7@

REWAARRE, FHETFEENEALTT EE, &
& MBS EBV R B, WA R, ZmALE, LB, BT

KA

12 MG s M EB VI Y (chronic active Epstein-
Barr virus infection, CAEBV)&—# (HEBV/E L 5]
S bk I T P . 2R IR R R I 2 A, v H
W R ZA RGRVIERAH RORE. B XTCAEBVIL IR
PIAWIERN, 22500 HoOm AL I PR R B2 Wy
PRUEREAT T AR . ARSI BIZECAEBV RS bl
fils KRR, LI =R A 126 MG 5577 1 1
HERHATERIR.

1 CAEBVHfiR

CAEBV&EBV/EJLTHH Mo 5k NK 41 fif fit 35 /) — Fh
Tk E s PR . FE 20224 BT i [ bR 2y 23R R

£ A CAEBVH I RO BT i T Rt 5%

CAEBV# 28N R G Eitk LG M 2. 201 74E 1
Fit T A S bk ELRE R o 2, AU CAEBV
(L F o AP I 48 e 9 9 R g e T 8 i ) A
FHTCAEBVE.

CAEBV #1404 B A B 2 (P s R R 1, S 9 AN e 5
HWIX w2, T B R W A A S8 b X e A D, $
TN AR R R AT RE R R M E B AP, R T
CAEBV A R [ 5 08 oA IR, (B R8T 5
WARCL CAEBVHIERAERTLRE 2, (HEF D4
FONZ L. Bihn, H AR — D4 [ R A R, 8241
CAEBVEH MR ER N11.3%, H/NN0.75%,
e R NS53B T FRE T b a0 L3 B B i S8 o,
CAEBV IR H A HN6.51%, F/INN0.58%,
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AL A AR VLTS B VEEBSR T3 ALK AR AL A2 6

K N14.33 58 A CAEBV IR AN N & —Fl )L B 5
I, Tﬂh%”mﬂ?@iﬁmU\lﬁﬁ"]ﬂﬂbk&l’é)ﬁ’]‘/ﬂﬁﬂ‘]ﬁﬂ
S, WRAFBIHE L, HRACAEBVHTlG H
%[941].

CAEBV & —Fh it m, FERIAE RGN
RN SN FIEBVIR L THINK 8. 53 i PR
FEOE  H SRR TS 5508 2 Ik L 110 44 i o R 40 O,
TAIAICAEBVIR &1, B A AR EUK, Hp, 78
JLETH I CAEBVH, CDSIEAL ELCDAI AL i j5 5
2, R TG 59 2 30 BB i 40 Al I AR AR 5,
NKHH B 8 iR e, TR BT, (Hk iR
ZEPENK N A A 17 5545 ZNNK /T2 A 6k T8 F6 4t v B
1E1(23.1%) 7121,

BERE:
(1) KBIEZRTS . TET2. GATA2, &4l

2 LA
2.1 EBVRERUTRINKAIH ] GE AL

EBV I EiEid %2 A5 T-CD2 1B YBYI . 1EAL G
P B 4 B 184 22 JiE (infectious mononucleosis, IM)& 14
AT ARSI 2> BEBVIE LTI, (HH &S F1HEL
AR BT TRINKZE A R R BLEBV 5214,
KL CAEBV HEBV B G TFAINK 4 il (1) 78 78 HL 1] 1 A
AR, AW ST R BN, EBVIERYLBAN M 5 vl
b B NK 20, S H A (R LR B, fECAEBV
HHEBV ARG 40 B AT BEAS 2 40 E TAINK A, 1M
2 KH 4 B B T4 B (B U B W R,
CAEBVi2J§ T EBVIE 4L (kL AH 40, [5) B i 4 A7

(2) INBMPHIMDSCSIHHFICTL ({ARINSAE)

RERR:

(1) BIRIBIRSR

REEWIR: RRIREBNA3, PkCTL
(2) EBVERAGRL

G5 : BART miRNA cluster

BEREK:
Zh oy

DISMRAE: STAT3, STAT5B

QIR RS EBIAFEI : DDX3X. KMT2D, KDM6A

OEMEFE( RS : TP53, STAT3. KMT2D

ME
/ %Eﬁmﬂﬂ \

NF-kB. mTOR,
JAKISTAT3E 5@}2&/5%

Ve \

@%
" .

CAEBV

RERAR: RERAR:
EBVERARE TSRV
DI8MARAE: BART miRNA cluster

OIRBHRSRLVERIEN : BART
miRNA cluster, BVRF1, BSLF1,
BALF2

ORMFENET :

@yl Alling

BART miRNA cluster MERRE

DISMRAE: LMPAFILMP2{RiH R4
FERBUR R ABRESIL-6. TNF-a

FELMP1RIAT RElR
HRRBAEBEFIRILEERE,

e

B 1 CAEBVARJFEHLHIE ]
Figure 1 The hypothesis of CAEBV pathogenesis
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FEDDX3XS AN A I R 9 A5 3 [ 5 (e F 7 U 46
/N, CAEBVEJE T 52 B YL i 40 g, HHAE
CAEBVEHMME R, #E R L& M THMR%E L NG
1% R ZZZIEB VI ZL (K1), [Fly, EBVIEGLn]fi
JRGE T A0 5 5 P AR N UGB, X R T sRalifh
JTHELLVE BCAEBVIY S K, #CAEBV &3 f5 @it i
ML 240 B RS A 4 P4 JE A Py o 4 1) 44 i AOES fL
G Lo,

2.2 ALAR G0 5 Al R BB AT 00T B v 7 B L A B A
A RE R K

CAEBV {595 4R 11E 7% B A5 B JE R 40 i Fr) e e
W5, FEATE ERIERBARE LT G R B B
L TAINK AN, AR 78 B 718 240 p Rk 7 AR
B[, EBVIERERGER - 08, T84, TMTAY, M4
VU FAS [ A9 ARIR S ML S R G AL 75 IR HIEBV
R SEBVIB(RIEGUIRE A K, fERTA AN
TEARBGL T, LB AR T2 3R 05 59 15 14 28 FAEBNAS3,
5 TR RGN, FEIMER () i Bk AR R0
A JE L A R A AT B EB VIS R TAINK 20, H H
FAEIX L2 i s 5 0k s DL EBNAS, W LA
WAL RGN AIIE RN, fECAEBVHEBVIEYY
R NER T B, RERIE % R R HRINEBNAS, A
AR 2 i ML S g R G000, 5 04N B AN RE 13 B
(E).

REGW R KM, CAEBVHEZETHEBVH: &
CDS" TSR, Habfesw!™™ B HFE
CAEB VRl v I K K LB & 00 e )% Bk, 28
CAEBV H 502 41 B 1135 M mT BEAE 9 R Bl fE vh a2
Bk R IS, BHHT A RY], CAEBV A M7
TERKEFEVEVEID G AN,  FLAE AR A o] 400 TA0 i S o
(DM, X HCAEBV & # % JE R GAREBHIEBVH
PETRINK S 8 58 1) Ji DR S 41 1 & B 1 A .

2.3 RIS BB TE R TR AL F T R
HLEE

ECAEBVH, EBV A if5 5 THINKZH S AN i 14 5
WG 2. (EEBVIHME I TAINK AL R EKCAEBV &%
FITRINKZRAL A, & PR 20 200 At 48 5 1 43 B30 I %
&, WINF-«xB, mTORFIJAK/STAT3%5 42 REBVH]
RE I o T 3 3 A2 I T TR INK 4 i 9k 298 A (1

1). BIE—IZEE AL 50T R, fEEBVIERSLTH
NK4H i A A7 75 R4l e Bk 3 1 R A%, B DDX3X,
KMT2D, KDMG6ARTET24FER (M), X 5875 5
U G . 180k 25E . (e b9 2 Fr gLy IR ANE
fhy EEFEALA DS, BN CAEBVH, A41 i DDX3X5E
Bl SEEEHEARPY. FR, fEEBVMHETHINK
Y L Ub E 98 P W 22 B DDX3X R A2 [k, CAEBV
£ 5 13 Dk B T RE 5 T AN K A i v 4k 4 i

Ki1E £ K 4h, CAEBV i HIiEF{EEBV I [A 41
Fr BRI B2k, A1 FEBART miRNA cluster 1/2()2wH5
FEIR, LA KOt 2 0K PR AR A oe B B ) S O R
BMRF1, BSLFIFIBALF2%5(E1). X Eek k5 G e )
fily M SRE . R EERRERIE R FIVE AL . PR A XU
FHOE, FEEBVAH IR VR 143 W, fH7EEBV
T8 B [ PR, MR AR A ) o
DRI ZH 1 B P it o 30 55 0 B 24 A L A ) B RAR R, §3X
S5 el R LA 7R e A A AR EELRE A KRG 38t R
EBV 24 i HAH 5G JE [K R IE 5755 T B 5 CAEBV ik
ELIR O TE B A 2429,

BEAb, AR T AY B Ge iy 3 85 304 (I LMP1 AILPM2
AN FHAEESETTE, IR IEEE T
FETH, WITL-6 I TNF-a55, (R HE 12 2 0 F1 4 245 51
FRAL AILMP 1328 3K 7] (i i3k B S 41 it 10 388 AR 28 00 38 1
AR, B B LR

3 ImARE

CAEBVIIKREINZFE, FERIAIMAEREIR(K
o MR IR TS oK) I SR AR BREF A H 2= A
SF, AIPEA R OR, A0 E IMEBV-DNA%K & B & 5
PLACEBV BH 1A 4k E2 40 B i) 2 B . bk, B kI
NZ ZRGE, AR &R RS AR RS g
WMELIR) . W RGWIRE . HAED .
s FFIhREHE) PP R GBI T A8 ) B R EE
JIE (g HRONT e ak BOTE e A K s T JS/RS o
). R L) O RGN E % . shiik
SRR i 5 ik e ) 2028,

CAEBVIRIRIGFEAR—. 2 BBt ik,
AT A g 24 A Ak 2L 2H 2R 4 i 38 £ i (hemophago-
cytic lymphohistiocytosis, HLH). £ #%E %y, Ik
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SNk SN %, B miEEE LS E I
IRRE, LA PR AR EIR L I 2T e e (0200,
My BE SRS, 15 24 PO IS R R e L

T EER M Z, CAEBV A HFHLHRY, & &, it
R IRGE, 4 PR R B RS 3 8 RE S B T TG
RENZNIZRIIRe =, B2 kEda, HARA
HLHYAYT 75 3l it fe.

4 SLIGERE
4.1 R K E
4.1.1 EBV DNA#KI

FEA KA. EBV-DNASZR % )¢ € s PCRYE
CAEBVEIRIZ W G y7 AR I rh 38 B 2R R
TECAEBVIE S HA, BT ML 5 S BEDN A = 453
I, IF Hifm 3% HEBV-DNA % & 7 T k% sh i s & B,
[FIF, MKEBVEEE L HINKA A CAEB VLG &
Sy 7 THD R P T 4 I a4 A I S A% 4 (perr-
ipheral blood mononuclear cells, PBMC)™. 4R1fi, 7£ %
TRARTE B, M I RS AN B A R,
2 Wi AETE 3 3HCAEBV AT ik FH PBMCHS 975 5 2% &

LW 7 HA20050. 20158 K% FE 20214
HlE R LRV S PEEBYR B RS T Ve
¥ &M ML EBV-DNA#L & 5 10745 Ul /ug DNAFER
CAEBVIHE W &34, 20164E, WHOR i T EBV-
DNA € &I E brbrifE, HERRAL(IU)RREBV-
DNA# &, FibEREPCRPY. Wit kKL, 1E3141
CAEBV & # 15 94%((29%1) & M EBV-DNA#H & & T
10000 IU/mL, [A)i 4 EBV-DNA#, & 5PBMC# &
AR DEEY. 202248 H A B8 K AT ICAEBVZ Wik
h EEORE 4 I 3 3K F10000 TU/mL(4.0 log TU/
mL){F NCAEBVHJZ I RGP, FEEZEMNE, 4
EBV-DNA# & T} S ECAEBV F 3 - A B A K Je ik, 78
IMATHLHE HAREBVAH &9 W 22 1] 4> fLEB V-
DNA#E I F &, Fi, Ar{URYE 4> MEBV-DNAZ,
K CAEBV 5 HAh s 47 4 57120,

4.1.2 EBVEYLA IR A A %

EBV /B JL 41 i 1% 2 117 & XF CAEBV 5 HABEBV
MEPIR LR W BA BB, Hra =f5iE
A T EBVIE L4 257 i % 5E .
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Moy 45 A8 EPCR: M S e iR 4y ik
HPBMCH B, THINKAHM, 02 (1 20 B 7 51 i3k
1TSERFPCR, JE I L #4412 HEBV-DNA %K i,
MEEBVEIMA ML R, HAl, &AW ETHT
CAEBV K HAREBVHI B R KIS Wil 7. (H7E S brig
PR, BRI 40 2 P 0 B AR N AR, 7 — SRR L
A0 MG 2 bt mT REAS I B B P DL, DRI I &5 SR N
YA RIREEAT L.

PR F A T AAMEAR (flow  cytometry based
fluorescence in situ hybridization, flow-FISH): H T 1F
5995 5 KL (2 B =935 EBV i i /NRNA(Ep-
stein-Barr virus encoded RNA, EBER){E 15 EBV /& 4L
(4P 2 T 2R, A EB VIR L4 B (1) B 7
i%. Flow-FISH /&% T-PrimeFlow RNAJI & %46 EBV
FRIXMEBER™. 17712 v] Pk % 5 PBMC -HEBV & J¢
(IR Flow-FISHAS I FrIIG sfi 2 75 46 52 075 R I e
RSP RN, 3R] DARAEEBV R GL A i 1) G 0% 3%
A, BhSUR R T 40 M o 16 455 PCR AT I 7 V2.
SR, EH ARSI B A 7RSIt X R AT A e 55 77 T T B
], B AT 2 B0 R A 5258 2 R Be T2 T e L I .

EBERA LG A7 4232 (in situ hybridization, ISH): 7]
TR A EB VIS4 L. SR110, T H 2 AT
LEIR RIS 4 7] 3545, EBER-ISHAE i E EBV & 441
J R 2R 14 FH A 52 21— 5 B

42 —REEmA

(1) MF B PTAEA A0 AL R A, 2040 A i
BRI 5 M L, E A FFHLH 20 A B 5 s

() MAAk. MIBAHLT R . % S B AN L i U T
L, BB E . BEARK, & FHFHLHE A il =8
IKF T .

(3) BEIMLIIfE. CAEBV &3 4 & HFHLH, W] H I #%E
ML T RE S5, 2RI 1L iy S5 BT ) B3 A0 2 gt 1L v
EFINT ] 2 5

(4) EHERA. i BEAH IR AR A T TR
Je I S5 TR T e ) BE IR I . 4 R
HRER, TE R AT ILEBERPH M A TAINK b T 40 f 3 5.
FEA FFHLHI, B 6 P ) DR M 5.

43 et
(1) B, JyBIRSI . ARSI 2 2 2



RERE: ARl 2024 4 BS54 B 12M

TEL, ATATHRE SR A

(2) CTHEE. filiifl 52 B 3 R A (] 53 M 2%, 7]
ITHEBCTI B2, NBRINEBVAHIE 45 FFNK/TZH
MRER I AT RE, ATAT IR CTR A

(3) kIUZREILR. & B E P E R T R
PG RR I, AT HEAT AL 7.

4.4 PHELEIER

EBVEHPEAN MR R BT E . BRAE. LS
BESEH L, AN, BIpiE. TIRMA RS, OIE R
Gt my sz G208 a7 B AU Ik L4 Y T 4R B R
A NE A0 B B B 5T 55 1 A A Ik ELAH I ) 2 A5 1k 1 B
BTGV IR PRI 9 53k 200 ) 48 B R L
NI, W BEAAETE L . R
JEHIE], CAEBV (4453 Ji& J I itk EL0RE,  4H47
AP A T R T IS A 8 g e A 1 T A,

5 kR

CAEBV [2 W1 7 45 6 59 i PRAFRAE S 5256 = 4G
AR, HAEBVIMEATE200555 H (12 MG sh ik
EBR Y2 rie ) B JET20154E 88, i T
EBV/E TN f sUNK A1 B AE w12 W AR . 2021
W, REFRESES )R F o By s A E)LE
EBJR 8B MEATE ()L EEB 28 YA % 1
ZWIANEIT R E FRILRY) g T CAEBVZIN
P, VEWEIWL FEREZR DAEMES R S5%2015

F 1 REMHAHEL FCAEBV IR

Table 1 Recommended diagnostic criteria for CAEBV in China and Japan

SEHARTEHRCAEBVSIT @0 kA 7R E (JL#E
18 1 35 3 PEE B 3 UL 1297 VL) (20214F )P,
20224, HARZEH B H T CAEBVHZBibriE, ¥+
ﬂ%%l[ZO]'

H AT, 202143 [F #:37 ICAEBVZ Wi brfE 52022
EHA RS Wibr A B, 32 X R0 AE T i
EBV-DNAJE & [ [BIE A€ s AL AR, JEHERE (175
B 12X EBV-DNA ¥4 5 EBV-DNA 7K - &5 T-10%4% I/
pg DNATE S ITRIAE, H AR T3 H K4 i 25 2k K
F10000 TU/mL(4.0 log TU/mL)/E A2 Wi BIE. (EIRE
N, EBV-DNA#E 1 %/ug DNARITHE A% &
e, HLMIBREA rFDNA () 8 B 4 57 53 1t 4 it 2505 1)
s, RIUL, Zow BTk A e R B E, M
FH E bR EA7(T0) 2 B EBV-DNA A # A PE T4, (52
i 1O e A /T T = B = [ ES N N B M =g
TEBVE SR I 03 R A7 5 22 8L i 5 it 5
I B BT ) 45 S5 it — D bR A

6 HHLH

CAEBV & Z 5 H AL G AL & H . bkt g5 oK
JRIEATS R, JCHREBVA G R, Wngh/INK/ TS0
PO bk BT L TR) AR T AT AR BB L 1R 2 PN i
HIR L, FREER a2 W CAEBVIEFRE 5 H
B Gy Mk D20 i AR ZR-51E . EBV-HLHAH 251,

BEAk, XOEB bk 3G A 78 . Wiskott-AldrichZs:
HAE TEEBA RPN S, A IFEBVEGLET, 7] DL

202 14EFR EHEAE A2 Wibr e
(7 R A2 F 513550

20224 HASHERE (1S Wi b i)
(7 RS i 2 F 0473

1. IMZEUIG AR R IR R R AE3AN A LA E
(1) IMEEIRPRF B R, bk EL 45 o R An A oK

(2) HALRGARIL, WA MR G L m /)« ATt i 55 35%955) «
JitiCUn T BN 28 ) AR AR )y B SR (A2 R 7K % s e T e e ) A

o ML R (B 475 50 kTR R o I 975 ) 55
2. EBVIE AL UR B IESE, i 2 T 1 5% rh 22k

(1) 1M BN EBV-DNAFH Y, B4k & s/ MZ 4 i EBV-DNAKF &+

10%°#% Il /ug DNA;

(2) % RHHHEBV-EBERJF {3 4232 BREBV-LMP1 4 5% 2H Z4k 2 e (i 4
(3) Southern#4 32 75 418k &1 & 1+ A& I EBV-DNA

3. HeBR F AT O B S T IR IO B S P A B P TR

sz s

1. AR B A O 22 R AR R SR Bl R R AR
3N A

2. A1 /e 52 B2 P EBV-DNAR & T 5
AECKE A 1% F H = K 10000 TU/mL
(4.0 log TU/mMLY{E A2 Wi il (E

3. AME AN /a8 57 B A 23 Al BIEB VB S T4 i

BNK 41
4. 2 I A Bl P SEL A 200 PO N e O AR L R
T
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HILRALCAEBV G IR R I, 2 A A B T
CAEBV 5 i yipit 47 % ).

7 RYY
7.1 3T

H A E AN TS — IICAEBVIRIT . HIT R
DU = T, 42 ) 98 0 S NG« T ek R g A R e 2
HATPURERIRIT AL, 4R E AT AT
MEMMRHET A, HRZHEENSER, T
BB R . L R I T-40 i £ 4 (allogeneic hema-
topoietic stem cell transplantation, allo-HSCT)2M—#H
RAAR I T 8 H AR — TR U5 1 54F BRI 7 R B,
HSCT & 1S AT FN60.6%, ALFEHE (A7 R
H25.7%,

HACAEBVHI T4 H 19974 R 48 F < =597
EIETTCAEBV. 20004F At Al 1#3E 1 1 Hilallo-HSCTIA
7 EIIICAEBVIR ). 201748 HA S b =257
PR b RS RR IR B ke . IR
AFIRFE A AT GG, B PN R
CHOP(PAMME % . MESRLL A . KEF B AIES R ik Je
FAYBRESCAPUIKRFE I« Flbl f . 7o i [ ] A& Bk i
fig. HRJE RAIBS R JE A HEIT AT, SR =0 R B
KSR E AL EEHSCT /7 Rk AT s 2.

CAEBVE M AT 75 ZEHEATAIT, 10971 H 12 B
R, HIESREE, B EB VB YLk 4
M. HEbr g2 A g Jeat) LB B R 2R
FHL-DEP 5 &1 Aallo-HSCTiR77 JLECAEBV. L-DEP
7 EFEAEDEP(Z LR IR AR . ARFEIA T AT R JE
JeNIETT J7 R AL F A B 1A BB e T A Tk R%
filf. — WA N34ICAEBV IR RBT 7T 2B, PIANITHE
(IL-DEPYRYT Ja, SVAIEIRA B2 N80%, FiEE#E3
A A7 (overall survival, OS)N75.4%, T AFEHE E
#O0SN33.3%, FWIL-DEPH Z&JLECAEBVIGIT H
MrEeHSCTHIA RT3

7.2 HRRIIRYY

CAEBV 5 45 /NNK/THH Aotk B 588 £ ROl L
ML Z A, e A1 B ENF-«B L JAK/STATE 5 3@
HOU e, EWTRIRR T Tk ERE AT R A 24
YIAECAEBVIAYT FHIME . — T8 Ay Bl B BT A0 %

2326

L, JAKL/2401 50 7 0] 4 Je vl 4G 2% B 22 4 % ) 5 30
WICAEBVI R MR (901 35 TR AT T f#), AT
FERAR IR R MR R B, TR HSCTR
75 R E T RAE Y, A A A PD- 15 74
VI Z EBVAH S H I H LS R U730 AW 2R
PD- #1157 (5 1 1 5. 470) V377 CAEBY, R ELZIUGIT
X 35 5 CAEB VI 5] 45 253, — T3 8 g [ i 12 43 4 )
K, CAEBVEE XIPD-14HI I I6 YT R B IET5%
(12/16), ATt AL NI H (4.9~54.81
JDP IR e R B, PD- 130 7 (15 3 ) B)
A 92 R T 25 CR IR FE i) 1697 CAEBV J7 B35 Ak
J& M EBV-DNA# D1 5 2% T B%, CD8™ Ttk B2 41 g Lt 451
BN, RGEMRN54.2%(13/24, 45.8%5E 4Bk, 8.3%
o )

8 Wim

HSCTIR)T Al B E I ECAEBVE A TG, HA
W B or, 801832 HSCTIR YT ICAEBV 4,
1508°860.6%, M A 352 # 1 1% 1 O SN
25.7% HAG, RAECAEBV - MRS M, JEERS ML i
R A TAEIE3h ). CAEBVTIG A BRI & - 24
(1) FRKT15%; (i) RFATHSCTIRYT; (iil)
MR RIRRE I B K T304 H; (iv) &FHFHLH; (V)
EBVI&EYLCDS" THIML; (Vi) BAE R B b T 3R As

£¢[10,33,48]
=7 .

9 IR S

RAECAEBVH] LLEATHSCT & £ it ayayy, H
RAITEHRIT R IRAR AR IR Z M. &5, 097 KT T
IR LA R B Ef. TEIGIR A, S0 LTS P ha, KA
R ThREIE 2 AR, RETERILRIZ, HI7FE
LRI, B, 7B S IR A IE T bR AT PR A A
R, VA I FFUGIR YT, M i B VR T AR AR
A IE. Hk, BT SIURATT, KT
FIEFMFETI RS —, WRRANFREE A ZE
SRR SRS S, LA e ANMERREIT TR, [FIRE, ngg
XIARFEMIT 7 Rt 7, DAR B A S HiE &
BEIEIT TR, &G, FRBREa T R B
ANl AT fE SR T, R R R 2 I R,
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WEBIaT FRONZAY), URMEZEFIHERE SR8k ZRE, RCAEBVIRYT HEAE [ 1) /5
JEREhR. [FIRE, LA REAREIN, BEARET B RGUET FURRS, DAL T SR, 52
VR AL, X RBHEFE R IET TR, 3 SEE AR E.
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Pathogenesis, diagnosis and treatment of chronic active
Epstein-Barr virus infection
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Critical Infection in Children, Chinese Academy of Medical Sciences, 2019RU016, Laboratory of Infection and Virology, Beijing Pediatric Research
Institute, Beijing Children’s Hospital, Capital Medical University, National Center for Children’s Health, Beijing 100045, China

Chronic active Epstein-Barr virus infection (CAEBV) is a lymphoproliferative disease caused by EBV infection in T cells and NK
cells. Patients mainly present with symptoms resembling infectious mononucleosis, occurring repeatedly or persisting for months to
years, accompanied by hepatosplenomegaly, elevated peripheral blood EBV DNA levels, and severe complications such as
hemophagocytic lymphohistiocytosis, leukemia, and lymphoma. The prognosis is poor, with a high mortality rate. Due to the
incomplete understanding of its pathogenesis, there is currently no unified treatment protocol internationally. Presently, chemotherapy
combined with hematopoietic stem cell transplantation is considered the only effective curative method. This article reviews the
research progress in the pathogenesis, diagnosis, and treatment of CAEBYV, highlighting the existing challenges in its management.
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