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Abstract

Epstein-Barr (EB) virus is a kind of DNA virus that belongs to human B lymphocytophilic DNA vi-
rus. Children are generally susceptible. Once infected, it could establish latent infection in human
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B lymphocytes, carrying the virus for life. In patients with impaired immunity, EBV infection could
lead to complex and potentially refractory diseases, such as infectious mononucleosis, hemopha-
gocytic lymphohistiocytosis and lymphoma. It is of great clinical significance to study the diseases
related to primary Epstein-Barr virus infection in children, which can help realize early diagnosis
and treatment of children and avoid delaying their illness.
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1. B

EB W75 1~ 1964 4 Epstein 1 Barr 55 N & X AEIEM Burkitt 3k 208 B A N R I, O 172 kb 2k
XUBE DNA R RE[1]. T2 90% L B A IMTE EBV SRR . BYsH ZATAhEN, KEFEFR1IL
HRZAES B O 2 MG HPE[2]. EBV 32 B8 WP TE 7 W) e MERAL 3% 1 AU J5 2 2Rt i g
KA R MGG, EBV TE B 4UM0F1 bR R RRSEAE7E, UL S DhRe T FERT, TImTBe 5] ke 2 Fh
o, ALFEAL PV R AN 2 . X IEBUMR A M . RS, b 2 Hm TR R, At
FFAFEZ)4 200,000 % 5E A K T~ EBV [3].

2. EB BRI XER
2.1, 1R P KRR % AE

A& e P B A a3 22 iE (infectious mononucleosis, IM) & —F i EBV &4 51 2 1) A R Bz - B R4 i R
GravEIg T, £ R AR, N EBV R RE WP . ANBERR R LN 51,000 [4]. AL R LI
R WEERE . REEERP . FRIR. BB, HET = E PO =IE” [5]. XHLE IM IEKR
R TRAT IR 2 WA 5 R, I AR RARAE 23 A7 9 K #4(97.51%) « WIS ¢ (79.10%) Ik 28 &5 i K
(68.66%). HRHSVF(67.16%). FT K (53.73%). MK (46.77%) [6]. IM L WibRUES Rl AR S Wi br i K S2
I =S WhRAERT R, 1) IRARARAE: FAIMREANM > 100 A S G HRIG A . A HA MRS 6 Kbkt gt . TS
JELIM R A B =300 2) SR8 2 A2 bR A T I R AR A B A b, 55 [F S B DUR I3 S e P A — I
@O WM& CA-19G HUARRN 4 %A 1 @ $T CA-IgM BRI, Bt CA-1gG HifkFIE; @ it CA-IgM
PUikBAYE . $T CA-19G BLAABHYE. HT NA-1gG BAYE[6]. IM M T S bEIIG T FB, DIGHEATE N T, #i
REIEIT AT IGE IM UGB A & SUNE . HRREZA 6 B, KETWE RIF, WILREE, AR
UG 53 B TS s EBV R MR R SBR[ 7]

2.2. 184 5ERIE EBV B3 (Chronic Active EBV Infection, CAEBV)

EBV il YL B 40 2 b4, EF MY, EBV G T 4. NK 40, S8 2 ea
i FR 7R A A (RIFE AR AR RS FR I A M TE PR 3458 » 78 -4l — S8 i R AS W IESE 5 CAEBV [ &AL 9%,
41 DDX3X. KMT2D. BCOR. KDMG6A #l1 TP53 [8] [9] [10]. /& UG HLAATT I IM BEER: K. T

][l
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gt WL ORSE, HWFEEE, i 3 ANH, ANE M SRRSO PR, 52 RALAHE
U EBV-DNA BRI FRIEF=Y), Kb FifE ik 12 MG 2h M EBV BYL(CAEBV). HRHE 212 LA MR AL AT 43
T 4R, B 4HMAY . HAARGAIRINK) B SR AR, T 4ifnl. NK 42 2 W 0 (H A& K AR W0
M), 1B 4 W E R (GEE 2 ), AFEBRZ AIER R A B ZE R [11]. CAEBV —H#
W LER ARG . SR, AR R IR A B NEAEZEE i, SWitr & 7 =ik
&1, 1988 4F Jones 55 N\ 5 {4k & £ CAEBV B AN &I 1 EBV FHIERT T 40 2 NK 4ifa[12], [F4F,
Straus F X$EH T CAEBV S WiFR#E[13], 2005 4FH A Okano &7 CAEBV 2 Wit il fEri[14], 2016 4F
AR PAHZ(WHOKH N EBV FHIE TINK 4 bk T4 58 14: <3 (EBV-associated T/NK-cell lympho-
proliferative disease, EBV-T/NK-LPD) [15]. %F CAEBV fE Zuth f b E JL#E 4, thRESES LBy
RGeS A 1E )L EBV L IMEA SR T IR ELE CAEBV W2 WihniE(2016) [16], W& 1.

Table 1. Diagnostic criteria of CAEBV
3 1. CAEBV HIiSHitR

IR 5 1. 2 fl 3453, AT LA CAEBV
1. IM BRSER AL R 5 R AE 3 AN H AL
IM FERER: A IR B 45 b KR R P oK 5
IM EHGE AR RG I RAE: MR ST AU IR D) A0 (i i 5 35¢057) i (TR s PR ¢ )« HR (Rt 08 I e
R)~ BB AR B 7K R s R I ) RO I AT S R (B35 5 g AR R 55 ) 25
2. EBV &G I 5| A SR BIER F HUEYE, W2 AR —
1) i EBV PUAE RS, AP VCA-1gG > 1:640 Bif EA-1gG > 1:160, VCA-IgA Fli(gk) EA-IgA FH:;
2) PBMC ' EBV-DNA 7KV T | x 10%° copies/pg, BUIMLIE. 12 EBV-DNA FHPE;
3) Z R EBV-EBERs JR 7 4232 8k EBV-LMPI %38 4 44k 2% G 4 BH 145
4) Southern A4 3 7E 4 BN A i 4t fg H A Y EBV-DNA.
3. HEBR H AT O B S B M R TR DL G B M BT B IR I KR I

E: VCA: KEPUE, EA: FHAHE, PBMC: AMEIMAEANZAME, EBMRs: EB fHiEgmid/h RNA, LMP1: 1R
HEA L.

CAEBV {17677 H Al ME— WA AT 20010 /2 57 25 DR 3k 1200 M 7% 4 (allo-HSCT) o 12273 T J 52 284 Jh1l e bt 3o 25
R, ZRER, SR E, G673l k KRG EMGR . S siliasT (W0 Fsmg s, 4
2 CALERIESE) . REZYIT . R REYUAR . AARYEM M T AR (CTL) Bl ek A 14
125 1ML -4 L B8 A8 (auto-HSCT) &5 5 s T SR AG K IR /%, E TS RAE[L7]. PUREEIRTT IR IR R W
RT3 T SE DR VBT . TR FL Bl R I A 2 #L AL 11 (mammalian target of rapamycin, mTOR)#iil 71 %5
BIT T R E R — PR

2.3. EBV #3140 0 40 At ik B3 20 4R 4R B A fiE (EBV-HLH)

W L 240 P90 E A A P 8 A PO R I AR R 5, H Janka S5[18]F 1975 4 B RkIE, & —
ZH PR ES A AT A D S SR RS AL BT U R RAE SR R A AL, AL AN, AT R
VERGE R NEPIZE, Ja 2 B R TG, KR S s SO R R s, Fe PGS B HLH i 3¢
IR, 1 EBV G M [ 5K bR GUAE O E HLH (0 B0 K, FRJy EBV AR Sk fiL 240 A 14 bk L 2H 21
I AE(EBV-HLH), %05 52 R ER, IRIARIETT IRAE, WAL = [19].
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IR LRI IR AR 2 KB BRSEN E EIRIR R, AR MR RGEZ T
a2 B, %00 B E PRSP 2245 E 1) HLH-94 J2 HLH-04 J7 R MEWibnite, I PR % i =
HLH-04 tx#E[18]. HAAfE R E4E: 1) K 7 K, HRIERTEEET 38.5°C; 2) BAEM K(Z& T 3cem
PAE);s 3) AME ML = RECE = R (B A/ T 90 g/L, (fi/MiZNT 100 x 107N9/L, H P R4
YHE/NT 1.0 x 10M9/L); 4) ey — I H-vih IfURE AN (BROMR T 2 2 A S LA (=B H -l > 3.0 mmol/L, 4748
FHJR <1.5g/L); 5) M A= (=500 ng/ml); 6) M3 A CD25 FtE(>2400 U/ml); 7) NK iR
BEElih =, 8) HaE. WUIF. B AR EI E S5 i R A BLAE 23 A ot A R AR AR B 5, HL TSR B ik
o 56 Lk 8 i 5 2 MW o . fEULIERE e s EBV UL, FHHEM: TP K 3t & HoAthm
BRYL, BICN EBV-HLH 2Wisor. H—4069784E: HLH-94 7755 HLH-2004 75%, HLH-94 77 % H
WRFEIWTE . HBZEORAA AR A, HLH-2004 75 %, RGBT 2 iE SEMAMEH, Xixs R
4 HLH B35 A M ZE K K H A 3 PN vE G TT - H RTIR IR BT Wikl RIIE S IUR £ . kiR
T W () LA A AR PRI R G052 R MRR IO B2 5, Weks HLH-94 77 R4 N5 iE[20], X —2kik
JTI7 R R P R ROA YT T FEAFEST . BTl IE4N R & F (anti-human thymocyte globulin,
ATG)RIT HEFVRYT Ko 40 M i 55 [21].

2.4. EBV HHX R I &%

EBV RRIEZMILH =), Bk E ZFBMERR K EA . Nilsson 7EXTEA B 4B IR 0T
KL, EBV HEIEZ U B2 B AMRIAERK, JFBA K Ar B k4 R [22]. 4K KB T
R EBV EAFEAFAESE . TRIE K B 4TIk R . 2 g A B 2 bk R S NIKUT Aotk EL 088 o (4G HE =R
AR i T AR MR [23]. HAETC AR EBV RIAERF YA : 6 MiZiii(EBNAL. EBNA2, EBNA3A,
EBNA3B. EBNA3C. EBNALP, 3 FE{RIEE (LMP1. LMP2A. LMP2B). 2 i EBV Zwf )/ Kij
HPX RNA (EBER1. EBER2)FH BamHI-A fy Btk = HI(BART) . EBV 5 AR G I 5k PR 2 A 7= ) 0 itk 98
(1 R AR R R R B A T, AN [ £ e SR AR [R] g AR AE X, 1 2B AR G 1 B 22 Burkitt bk B8,
F1X EBER Al EBNAL; 1 BB AR GL A 2 7 Sk U8 HL SR Je NKIUT 4Habk 98, 31k LMPL,
LMP2A. LMP2B. EBNAL. EBER; Il ZUE ARG F2 0 9@ MR B 41wtk I8 (DCBCL) A A e 41
] 2B bk A U A M5, i BERIA T 1) EBNAsS. LMPs. EBERs Il BARTs; 1V BB AR IEGUR
AR AR R FE AT A ) B AH M A, R #E RIS LMP2A. EBERs 1 BARTS [24] [25].

2.4.1. BHF£HEME(Hodgkin Lymphoma)

AT LR R — S R, YR T AR R R0 B AR, A R A I PGS B 2R R HE[26] . 24 ML,
B A I LR 1 B AR TR RN A LR 1 TG A8 18, E Il A 12 s AN 5 IR R R % VAR oG, R
A IERBFIESE EBV IR YL A Gbk R (1 R AR AFAE 2 B A DGR [27] [28]. AW AE A . 50 A4
W AR R ES, URRERRER, GBIk, Wil . 75RRSE Rk E 58 2 Sk B8 1 &
FEUE B CRUE” FEAE, 2 ITE 15~39 % K 50 % LAfE ;s MAEHE, KRR ZA1E 30~40 &, R EIESAN,
HAet R8T 55 1%[29]. 1987 4 Weiss Z¢[30] & {XIRIELE HL 2121+ EBV-DNA it #4 20%~50%.
Jaia FH % 2040 Je EBER J5A s 2 A ar il 1) 7E HLAE- W A 4% Q4R B(HRS 4 i) N A7AE EBV, it —2PiiE
SET EBV 5 HL [ IBCR[31]. 90%1) HL LABREREE i AN AR, B ZE bk L S 3 5 4 4 B bk
g, MeET 2ATRR. EBEZE, 20%~30%HE Al AN R R I EEE. RE R Z 0. RES
FEAR: AT A SR S EE T MR A E R R, SR SRR 4 R Z5REAL
B, ETAEARR, REME. IR . RIE R TT, HR g Mk R i A
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B — 2T 7 REHE: ABVD HR(ZHILAE + HERER + KELM + & RER), CHOP 7 &(F
el + ZRWE + KEI + KJER). CVP T RO N + KEF + RJeh)%E £ FlZ&5
PURIT . &M AE TSR 16T 2 KA BULIT 456, Sefitfa nl 25 [E LA B AR T4 A RS AEAE
PUERIT , &85 B R By 1 BB 3 ] 25 Rk £ CD30 Syt sl fe At T8 1 B Hi/E N REEI7[32)
[33].

2.4.2. 3RBA B YAPRH EJE (Diffuse Large B-Cell Lymphoma, DLBCL)

DLBCL a8 A itk BB v f i WL 2R, 24 (5 o 2 A Sk BB 1) 30%~40%, AT R SR IR
f22etEm . WS AR, HEA MR IK K ARV R E[34] . BEAERT 78 R, DLBCL H EBV FHM:
HRLIE 5%~15%2 [7][35]. HA W5 A EBV FHER DLBCL (EBV + DLBCL) W & K& AMER B, H
U5 %[36] [37]. 45 B ¥ NCCN FE2E A< itk LR 18 B9 12 12/ (2016 4F), L4244 EBV + DLBCL %12y DLBCL
W — RSz E A . EBV + DLBCL - 2003 4E /1 Oyama #21H1[38], iR T EBV FHEMK MBI, &
¥ a ke B KRB B V% &% DLBCL. 5 EBV [AEXTRALAIEL, EBV + R 54 8 £ 145 4MZ
B, BEHARZEN, EHMWANER, BAREGREZ, ULMERES R CAVIGERDL, 2R &8 W
. ORFE. Fli R, RO, BELiANRE, 4 U3 BEEERARD. HET, BRESERELST IS
2 E PRI A FIFEIT AN, AT REREUIRTT IR B FEPT EBV JTik, &% EBV [ A )% 1677,
m# NF-KB Fil STAT3 i@ B [ HE [ 3597 [39] .

2.4.3. {AE4EKEE (Burkitt’s Lymphoma, BL)

BL 2 & A IESE 5 EBV ARG R, B m R 28 1, B ki, W LT LE.
e R R B A SRR« RELSE Ebe . ZRUEHE AR RER S, #Eid 25% 8% A HHEfZ L. WHO HR¥E
I RAEAL 22 52 0, K BL 20 3 28 M7tk HURMERN G ShAE AR G [40]. Hb 5P BL EZRAET
AR A R A B LN 4~7 8 )L, Bl 3i1~2:1, RIWNBZEMLEIMZIL, 50%/ M6 H
PUAE N, (AT Re A T IR . B, RME. GRS, B AFLGS, IFCUEl S EBV IEIYA K.
BOR M BL A T-43k, FEWTREFEM, SN NHL [ 1%~2%F1)LE NHL /) 30%~40%, K%
g R AR AE R IE R BRI TE AR EL A 2, HAR AR RIS . B a T BL 24T HIV &S, 5
G PE PR AH ISR LRI 30%. LRI T RUMEIT N, {H CHOP J7 7 UK AE, BA 2 il i
KRR, SERRME v % e R 2R NG I T4 R A [41]

3. RE

EB s NG RWm, ATRIES RS, SR ZFALR . AR RREIRAMALE, SR
Wtk . HEORHLEIR 2%, SrE —E WX, FalEA Z eI T R00: SURSEAY. STk, &
AN #LFNETT . TR, G T IESE), ERAMEAZES, B BILIUEAE S, A5 E
AN T EB W a5 AL ATE ST BB IT, MR ik s R, EBV MO RNl EBV EAANRTT
EBV MHCH A it — SRR . L5 LR, JLE EB 5 i R MEIEGLAR S8 75 5 I PR 2 IR K T B
Vi, MR EEY.
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