9 JSHCT

P monograph Vol.49
JSHCT

1S [ R S HE
NARIM1Y

914N ABREDFIHE AR
EB 1 IV AREY) 2/ N\ SETE

2018 2HA

HA G MiARZEES
The Japan Society for Hematopoietic Cell Transplantation (JSHCT)



JSHCT monograph Vol.49 EMAIABIES T RS 1> — EBOA NN BGEL 2/ VIEIEIE

BHA BT A Y DOPEFEIMItAtioNs  coeerreemreerrrmmeerreetiii s

I. D - =~ R P P PP R PP PP P LR PP PR PR PPPRRED
EBV & 7 DRZLIETY  vvvvrreeeeeeeemmmmmmmmtiitittt ettt e e e e
EBVJBIE & PTLID  +vveeeeeeeeeeeeeesmmmmmmmmtttttttttee et sttt ettt e e e s s sttt e e e e e e s s
7 LT T PP PP
-

:‘P -w -N J—‘

I, FREL « Z2WT « 20 BH o TEFE  -oovvvrrrrrmrerrm e
I s oY < T
I B T A 1 PP
S, Yk L FTEMEAL,  coveeeerrrveeemnneeeeannee et
4, FEJREEIZ X BAPIEL  ceevveeeerrsrrneeeenniitte e e e e s e e
5. BWTDOREEEIT & DAPEH  cevveeerrmrrrreeesmmtttee ettt e et e e
6. JFSHHAEAR 0D WIHLO Z3EEH «+eervvvvreessnmmnnnteeenitttt e e sttt ettt e sttt e ettt st e e

[I. TP « BRI « ToFB cooeerrrrmre e
1, HBIBHITREE  ceeeeeerm e
I S T
3. EBVIFERIY CTLEREHEE oveerrerrrrer

IV. JBPERIZIBUT BUFEEHERETH  coooeerrrrrrr et
HAR AL TR EBV T B-PTILID +vvveeeeesrssreeeesamnnmteeemniuittteeaiitttttesanittteesasitteeesannianeeeens
BT PTLD (Monomorphic PTLD)  «eeeeesesseereaesmamaiiiiiiiiis s
EBV EE T/NK-PTLD ccctecerteettettttttttmiiiiiiimiimmmimmmiemmmemmemmmmmiiiiiies
EBVEHEPTLID  eeeereeeeresvenussesstesttiuummiisiitttiiiuumiieistettiieeiiiossiesiiiommmiisiestiioes
FIRRZE BBV  ceeeeersresessetttuummmiinittttiiuumiiiissssttttiuasiiissstettttummiiiesssttttimummisssssetens

-01 .4; -w -N -H

FDIEDFESE T AR I TETH  vvvvrrrrrrrrrn
1. JERUYE DO MEEEER /s wvveerrveessneessseeniseeasteaitte et e et e et e et e et e et
2
3

. EBV @@ﬁ%ﬂ}ﬂ@@ EE;E .......................................................................................
. WHO é‘_}iﬁ .........................................................................................................




’ JSHCT monograph Vol.49 EMAIABIES T RS 1> — EBOA NN BGEL 2/ VIEIEIE

(X C®IC

TS ARA Y« N—=VY £ )V R (Epstein-Barr virus: EBV) 13 & &2, &M< E#s 0 B Atk o &
FIT Y ¥ E5ERE (lymphoproliferative disease; LPD) 5| S#£ 23, ZOLPD I, BHZROEE LA
PHED O L D TH 5, WA TIZEBV BE LPD (EBV-associated LPD; EBV " LPD) O A Y 2 7 B
2BV T H EBV-DNA €& U, B % 8 2 2UXHUREHNIC X 2 SEHIa% £ 17 ) s 3% ik
THR3INTWVD,

AHML KZ14 > DRR limitations

EBV 253 5 2 #4##% LPD (post-transplant LPD; PTLD) %, f£MiZE T T~ % — Y 2 I1TIZRA
23% %, Rituximab DI I CD20 B BAIFELPD 25800 &S Atz 25, EHIIGE OO TF & 7 5 Ml
EBV-DNAE &I RIEISINTH 2, 2D & D LR TRIBETEEEH O FRIRF R EH QL 4, DR
EF—ZbBF LU b, 7VI) ALEFBVDOH 2, Lo TR K4 v IBETHY . T
KOFHAIZ L o TWETENDERETH 5,

I. 8l - =%

1. EBV & ZDREIER

EBV X, & b ~WVRZ Y A )V X 48 (Human herpesvirus 4; HHV-4) & XN 5, F 7z 2 EGLH
Jaix BT (B Y > /%EK) TH 2 A3, #EFCIMHEE LMz b EG LoD, B HoH 2V A v
AR T % BT 2 (R IE Gt ytic infection), L 2> UAIIRFICIR ARG ISR D LB FMEE B L, FIi
EBV f# B 1 fe 5 2% T (cytotoxic T cell; CTL). Z DIE 2 NKMAE 2 £12 & ) B % 2
. DRI —EB o BAIATIZ AR 12 72 o THERIE S, latent infection 35 Z & 124 %, ZWBEBVIEAT X
W U NKAHRE (T/NKAIIE) 12D BB L 5 203, JERA D = AL B5LBRPTH 2,

2. EBVZ# L PTLD

AR 7. PTLD X, EBV 2 & 2 BAIFELPD (B—cell LPD) TH 0. EYAERIIBERBELRTH 5, F
V2 [FIFEE L Ep A BE A2 AE (hematopoietic stem cell transplantation; HSCT) O % T, [ uE BRI TH 2
T & & THRIEMEIFI OS] OWHF I X 2 FEHEIRRE (BRI THIEGREARS) 2 X— R IZRIET 5,
[MfEHSCT# D PTLD FIER X, #9 1.0% TH 2V, UTF TR 2 EHREFIT & o TRFIELRH10
fEOLEE 75, FIEREIZHSCT#60~90H % v —2 L L, HSCT# 122 H » 5 62 A KD iz
3% H5, 6 0 AUE14EE TORMNIZ9% BFIE L TW2B Y, HSCTH 1 A K ORIEIZ R S k2o
7e—h. 1EMBETH THITHRIEL 5 2V, 20 1F»JEMAIZPTLD & LT, T/NKHfEPTLD, EBV
D5 LT WPTLD & E03H %,

3. EREF

EBV ' PTLD OfifiA T %K 112RLTze 26 DHETFIZ X D, EBV DNA-emia DFA R 1% 50% LA
EQEIZ I E)P, PTLD OFRIERIZ10% M EE D 5 512, BF L FIF —DOPEBV Puifff (52
BiR O f/NRIZVCA IgG) EH o2 LOMEL THEL RNETH 2, BEVEBVERGETDH 254,
[T A A > EBV RIEGLE 22 b OBAHIL. 3 BEE& S D EBV (endogenous EBV) 3HEfR&E 115 Z &




’ JSHCT monograph Vol.49 EMAIABIES T RS 1> — EBOA NN BGEL 2/ VIEIEIE ‘

5 5—HT, HEBREnTWEAR) BHRETIZD L5, HFHSCTHRIZD U 2 7 3K HFIE L
5 %, BAHRHT6 22 A BINIZHICD20 7 b — v fifk 8 rituximab % AW 728554, BMET2H LT
THEBVHIEMHLOBMRE X EAL L WE T 2HELDH 2 Y, THIKLO A% in vivo purging 3 % FilI
JREE 70 7 v EIFIE B ) PiCD52 2 u — v HifR S alemtuzumab 3, BAIE D BRET 272
DFEMEEZ LT WwWEWIEZ DD L0, LR VERRTEET2HEDLH 2V,

1. EBV' PTLD OfslREF

B HA H H i *
EZEE] HSCTHE® D %5 H © HSCT.
JEPE R JEERB 3 [ R FeME SRR A |
o2l T-cell % Purging /& ex vivo T in vivo TH A F &£ % 5.
HLA R—2 (PTCY 3 fEFREE % LT Zw)
EBV R ¥ B MAAEC, EBV RIEGFH 22 b OBAEIS IR T
EZiiRe 21 GVHD HRED GVHD. 587 7 S o .
12 GVHD %87 GVHD. 5877 72 S ilAI o ff .

BRI EE & R —OMEBVIUMMIIZME L TEL RETH 2.

4. EREREIR

PTLD B7: W T WaHHEE L LTRIES 2, S hbbREH BRIE Y v/ ik (Waldeyer HEH
Iz a ). bR o L7 2w, LIZLITEHEITET L TRIZE S, HiMRE L LTI IR
B VAL, B, RE, PIRARRERICFR T 5 Y,

I. %% - 228 - 78 - €&

1. REE L 7205

MEEEZER2ITR LTz, ERMEOEBIEHENIED L OO H 2, KT EBV-DNA O E & 1T,
EBV "PTLD #JE O & fGHRERICB W T, PTLD Z B FHI L GHIBERE2EEB T OINA I — b — &
ENTWS,

x2. REERA L ZOHEH

HFITY— B B i &
% EBV PCR EBV-DNA load CEEPCRE). B, FRE L HEHV. MiE
ELTiReMmoiFy, BEMIE, MmiETd T mhe.
Z Db FOMY YRERY T v b, CD20¥BOFE, Z7aF)
5 4 — (FCM, Southerni%).
£ EBV ISH EBER Yttt D R 5\, 130212 LMP-1, EBNA-1 7t &,
SRR WHO OJFREDFEIZE V2T 5. 4 (20084F) 1I2x43 3
UETHL DB FH320164E 1R S LT,
Z Ot MIERE S 2 2 & C, MR E AEOMAE DI AHE.
[CTE — MRI®DE2y, CT, T a—#&EDHAFE. FLEIEPET OF AMES
FHEATWS,
Z DAt — BER Zc & Cd, MK & RO HSATHE,

ISH: in situ hybridization.
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2. BHARIE L MEBRIE

Bt 1R CHRIET 2 O 2 BHFIE early-onset PTLD, 14EDIBEIZFAE S 2 b D & Bl ¥
fit late—onset PTLD & § %, MR EIZ N T, EBVOBEES L T Wild Ron s i &, JEMAMN
PTLD OEI& HMT %,

3. ¥R LBEEMR

EBV & Z¢ (EBV infection) 121, #E&EG: & FIG ML D 5, EBV FHIGMHAL (EBV reactivation) 1%
EBV BEE G 12 /L & A, iR G latent infection L T\ % EBV O F#A (recurrent EBV infection) T»
5, FIEMHALTIEZ < 0%A. EBV DNAMAE (EBV DNA-emia) 2> 5. EBVEYE EBV infectious
disease (EBV [ #%% t EBV-associated diesase. EBV ' PTLD) ~ &3 5, 8. BRI HTAAMM
(FLLTVCAIgG) THIWT s 1%,

#&Y (primary EBV infection) 3, EBV RIEHFH IZEBV RIS N2 X 912X 5, EBV OAJESE
%, VMR G ytic infection TH %, FIERTH 2 Z & b, BRMEBBIRKELZET 22 LD 5, C
DHEGITE SOV TPTLD ZRIEL T 2 2 L b D D,

4, EREICXBHEE

EBV DNA-emia iZ EBV-DNA 23R ICiitH S 3 2 & TH 5, EBVIEGYEH 2\ I3 EBV B
B EBV-associated disease %, fHik<Clizs COMME ) fEMLE D o TERSNLLPDTH 5, HH
27 EBV DNA-emia % & 53", L 72235 T+ EBV DNA &23&W £ £ EBV "PTLD % #JE 3 214
KdbdHo?,

5. PWOHEEICL 298

EBV &Y JE (EBV disease) D 2 Wi 1Z W € £ 12 £ D proven & probable 1243 1 & 41 % (possible & W
D HRHE W), BIMIKIZ 31 2 E&GYE O KN 227 (European Conference on Infections in Leukemia;
ECIL) 7' 4 K 7 4 v IZ/;RE 12 EBV disease (EBV " PTLD) O EH & M FI2#B# 3 5Y, T Z TEBV
DNA-emia D& (FE %5 HEDE L) TIEFIRITERETDH D . EBV disease DHIFITIZE TN\,

e EZ W (i) proven EBV disease : fHAH - li#s O JEK A EBV O & 2 & EMTHER S iz
BT WD, NMEEDW (5E2) probable EBV disease - #lfClEsiOIER iR . EMafTbiTw
LW, EBV UL OBE SR E S L, EBV DNA-emia % #B® 5 2 &L TERS N,

6. JRIBHBEDOWHO SR

WHO 43 $H 58 4 i (2008 4F) D WETH T 232016 4E 1278 & iz (F83) O, JEE MM I Bk Plasmacytic
hyperplasia PTLD 35 & UMz G4 BAZBRE AL Infectious mononucleosis PTLD I U > )i @bk F4: L
) VOSHEIREE IR 72 0 5o WHO 2 2H 2008 4R CI1E M % [ REZ early lesions| & LT D LN
TWie?, RY 7 0—FVHETH D, FENHHI OWRELHIETHRBEL S 2, SLITHETLT
PTLD T3 Y ¥} il 138 S 15, %M Polymorphic PTLD Tl 7 u — > DB % 7R3 2
LDV, IR T 2 BIISIEEE 2 T MLBBE I B 2 S IR CRER & . B OEM ) v
JEIZIZHTIZE S LW, PTLD DRI E LCIZM EDO3WAEFET2HDTH S,

HiJEM: Monomorphic PTLD TIiZiEH O M Y ¥ S EOR 5L S v, BH#IILPD O A% 5
3. & SICTNKMBELPD 2565 5, B Monomorphic PTLD TIZ EBV [&14: 41 $ 77 3 %, B
HMIFELPD @ F 72 2B O F AMKMIBEBMIIE Y v s N—% v b)Y Y XETH 5, T/NKAH
FALPD DR L U CIERIEMET V oS & FFRBITAINE Y > <l 25% < . EBV 23B#E 3 2 01330~
40% TH 255, FHIMPA A D X > ) vl Classical Hodgkin lymphoma PTLD C % il % 0 w7 LI & &
X v ) U REOREIS SIS D, HEMEPTLD RN A P % > ) VSfEREPTLD Tl 234
BB TR B AMGIEEFOERILBEBHEED LW,
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3. PTLD 0345 %8 (WHO 5 4 hix 2016 S 2EThR)

HFIY— EBVOEE snrUs4 g %

TP EHMIBE T PTLD OKiz %331 20084FRD [ FIHA| D O Lo, JiAl

(Plasmacytic hyperplasia PTLD) 97 PTLD. JEEMIOEMZH S .

EYeME HAZIRSEARR PTLD Oz % (1313)  20084EM O [RIPHZE | o O & o, Al

(Infectious mononucleosis PTLD) B2 PTLD. FEROMEGEZFES .

AL B8 i B PTLD X% L % (1213) 2008 4EhR D [ FHPRZS ] o HEAY,

(Florid folicular hyperplasia PTLD)

% PTLD (Polymorphic PTLD) OR#E  HLCK#K) 888y L PTLD. Reed-Sternberg il fl
(RSAHAE) 12D KRB S LIiFLIE
Rons,

BIEMEPTLD B—cell PTLD OKIK BOEID) BEOESRYX V) vSEITHE VIR

(Monomorphic PTLD) FHER S 0B,

T/NK-cell PTLD ~ ARz BE(HIZ)  @EHROIER D% v ) v oSl fE R

MRS 0 B,

HHEY R Y % > ) VOSERIPTLD OK#& — CD30 & CD15 2% % 1 T #7419 Zc RS#ll

(Classical Hodgkin lymphoma PTLD) WERD 5 [HMP KD X > ) v oRfEE

PTLD] L W2 2 X4 7IZENTH 3.

M. F#B5 - 6% - Fi&

AW PTLD #% & 42, §4bbLEBV B-LPD®D. BEIRZ L4 PTLD 35 x5,

1. HIEFER

FIEF BT 6 fiEH D 2 - OFEINHIF O J8E (immunosuppressant reduction; ISR), @FiiA#E ik (F
IZrituximab). @ F 7 — ) ¥ sBRi#TE, @EBV R EZAREGEETMI (CTL).. @RABAFNIZ L 2
(ZHIPFD) LB, @FUNTRIETH 5 (R4), EBVIZARI LI Y A v AT,

ISR 1. HSCT# TIXGVHD Iz (JE#RBAEt: T M) HE T 20 ExH D, Wik 2 7 L1E
HIZIG T %, Rituximab @ IGH G- CEIEZ R L TL 2545035 5, 20T L L CREPUR
CD20 @ down regulation 2351 5 LT\ % 19,

2. HIENELEE

IS 1 X 3 M 1250 1 B 4B ¢ T Bliprophylaxis. 5GHilli5 % preemptive therapy. (PTLD F&¥E% D)
iE¥ treatment TH % (F4), FPiE L TiE, SEMRE (EBV' PTLDOfEMKET2F 3 %) HicHL
rituximab DSETALE O BEETH WL NS 2 L 23D 2 45, BAEER O rituximab TR 5 Tld. JERGEE
& U CPTLD BELR LR FERIEREN T WE T 2HEDH 2 1V,

EfEMRERORMEHSCT Tk, EHIEEIEIEHR THRALNTWVWD, £ Z TR+ ® EBV-DNA
ENE=X—315, £ LTEBV DNA-emiaBfEZ B 2 72 & 2 A CTHRANGE M THb 5, BEIX
BED L Z 5, ik &EMERITHERF L TV, EBV 10,000 copy/mL (&1 H) 230 £ DD HETH
22, BUE D SHIFEE T rituximab (72 72 UJeHTAEE & L CIARBREIGAL 5 B SCE 0 xR « 2RI 4
FEPNHIRAE T o CD20 B3k 0 BARFINE V)~ 9 BEFEME IR R ]) 25% < DA TH 1LERNE LTHW L I,
375 mg/m¥/ [l D 1 ~ 4B 5. EREIR G- % 6 VAR Z & 5 &) s S s, KEN—F7 —BERKYE
THEBV-DNADE=X Y 7 &, WRETHIIFZISRZEE LoOd., LHIIEE/HERE LT
rituximab % #5- L T\ % (% BRI IEDLI MUFETE, & 2 WIECTLFESE RS s, 8
FIIRZE DA 3RO b £ R S o) 12,

HSCT#IZEBV "PTLD & (BEE & 72 13 AHEE) B S fulz 4. ISREMTRIATH%L Z L8350

4
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F4. EBV' PTLD O FBh & &3

HFTY— — R EIE FB5 prophylaxis SEHlia%E preemptive therapy  FIE R DA treatment
PSES IR 12 3 o EERMERICN LT (7 1P EBV-DNARMBfEZ B  EBV PTLD 28 (FEE % 72

D, 3BBEDphase  TEL—ICIEAAR 2N LT (& SICEBY EREEE) TS Wi

»BH 5. ¥, MMHEBV-DNA®R  2MEEDHIH D). &, EBICEERT 3.

BE=Z—SINBITE
£¥32).
oA o HSCT#1iz, it — BIMCRAT2O 2 EHE L7 BURCIR 9w 2 M3
it (ISR) E AR5, W, fOFE L. GVHD  LZw, fthoFB L HiH.
DOfERRMEZES . GVHD D f&ffitk: 215 .

PoRgEE (i BLER LidLiE —RITiIk v, EBV 88 153 Rituximab 375 mg/ 58 1. Rituximab 375
rituximab) BWAIIE2 CD20 0 DNAIMJEIZR S 2T m¥/[El% 1 ~4m#%5 (1HEK  mgm’/[Bl% 1 ~4EES (1

FBELW, ol RIHZ. LorLE T ). S Z L),

{7 5. MFRITIIFES LW,
FF—v vosBk  H2EIN, FEiE LTI B2 ek E LT B2EBIR(R -8
fifE (DLI) JAWZow, — Tl %W, GVHD @f&  available THiX).

e 2 S GVHD O fa g ideE > .

EBVEEMMIE GVHD okt —BERICEIBEvYWsn  —ERICEAvShTwE —RERICEHAVw SR T
M T M &<, HFEFMFEFT o, FREFPFE . REMGFTE 2. Wiw, R TE
(EBV-CTL) =%, —ficidfEiz T3, %. 3 FHEBV-CTL DN

7w, VX VI HRETTLN

TW3,
POz AHI (ZH 55 238K, — — 5 2 BRI (F 72 13 RERH
PR %EET) %), FEHIFME O a2
f£5. R-CHOP %t &,

TR ST, — — JRFHRE L LT, S

Ronz.

EBV ICHRIR EAZI LY A VAFIT T, RO NTRANRZITIE, SMRHVIIRSEZR S D 2.

(2R FAith CIX ISR 235 1IN & 2 2), VA & L CIRAE Tl rituximab 23 W 5 41, ISR 233+
ENBZEDDH D, Fox bld, F 1B IR DSrituximab TERIRIL 70%.  OEHFNITFE 2:FIE LT
DLI 2SAfFC & | LSRR3R R 03 2 5 CRARRE L3 L Cw 2 Y, BUIBREIE T3, rituximab O
FOGE 5355 - T 2 A i rituximab OF (L F#3% (R-CHOP 72 &) £ T b1 %, Dierickx 5 D
50 H 5 1HER Dirituximab, 55 2:EFUZR-CHOP (4 2 — ) 2 DLI, % 721X /MR B Bk / B0 R 0E 5
(JRFRZDEE) T, HBIBRINTEOMOLEELE STV B Y,

3. EBVRENCTLEE

Ko — 7 & b REHEIE U 7 EBV RV CTL 1T X 2t o5 Br i icfF b T2 2, [fE
RUIBT & 3. 2 UCBA & HECCBOAERM) »nBi 8, 2 LU CRoll X AEEREIC X 2859 b bn
bolze HEDO» 2L ZWHEIZEIZRA Y TTONTWS, EBVEEN LR 7F FRUIRIS L
7z Interferon—y (IFNy) FEAE THIIE 2. HTIFNyREER AP L B — X THE 2 5 [FNy capture £ TH
W, FRTIE, KIVF4T7 R F—»odbobrUOEBVRENCTL #EMIEL TNV 2 LTE
&, MERITIEZOHFRTHLAD RO v F L2 D% 5T 5, =% CTLHE (third-party CTL
B OERGIPHERS hooH 5 1519,
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V. BRICEITDHFESER

1. HIE#HFEREBV ' B-PTLD

HERRTE L 70 < . B O EBV ' B-cell PTLD & [A#ED 7 70 — F (Frik B Ifa#E 2 &), Bl
JaIEr v x v ) v RO T 7u —F (R-CHOP, K&EX Y b V¥t — b i@l RKEVEZ IV
HEEER L), BEREET ErEVWLo DY, BikL 7 7o —F L LT, rituximab O fliyE 25815
ShTw 2 (RBGEIG 17,

2. Bifz1¥PTLD (Monomorphic PTLD)

BIEMEPTLD Td ., O F AMKHIEEI BN Y v B0 A 13 FR o BB PTLD & [AAE 2R S
Nz, MoOMBEECIZPTLD & LT TIER L, EMEY v NfEE UCTRELIRE 5 7238% Lm0
BEIRS Y,

3. EBVE:ET/NK-PTLD

4 PTLD O CT/NK-PTLD 138 10% T, 13 & A S THIEMETH 2Y, % D 85% 1T ML 1 4 DA
BEIZFERE L T 2 Y, MR 70 <, GBH O T/NK-FIGEME ) v 5@ L ik 7 7o —F (£ o
LR Vb N B Y, AFERITHN20% ERRTH LY,

4, EBVIEMPTLD

IEERF MR O Tix. FITKMIPTLD & L CHRIE L, BREZSEMMETH LIELIEALNZ W,
— IR THRARTHLPTLD & LTTIR L, @HEOEMEY) v osfEL LT, WHIZE o 7oL
E7ora— v TiEESNEY, ZBAMHSCTH ERZ ), HHBA% TIE, ISREMTHEBV'
B-PTLD O34 L [MREI2ZE5)$ 2 L olE2xH 217,

5. #RFEBV

FIREG I, L@ D primary EBV infection T® % Z & $, T3 % secondary primary infection T#
22LbH%, L THRERND, HERTH - 720, BHMEEZIRESLCHIRYEBV EIE ) >~ 3k
ik ERIE (primary EBV-associated lymphohistiocytosis; primary EBV-HLH) # 2 L 7: 0. 3 5125 &4t
WTCEBV' B-LPDABATT 22452, ZRZROBEICEDLE THRENMAL, HEIZLoT
IXR-CHOP % & bi#IRFE & % 520,

V. ZDIEHERINEZEIR

1. BREEHIEEEERED

ECILZ A KT 4 IZBWT, ABEHIZ“EBV disease/EBV " PTLD” £ FEitshTw3Y, §4bb
EBV 25 S L Z T ABAES S OHE 1. BYIECTH 2 LFERHIZ, U v BRI S 2 @B MEERTH D
29, SLITEWHEOM T, ZHBAE» LEBFENFRE L VB LIRBERIZ, WbWd“ 2ol
FERRAOHE” &£ LT d b d, EHZDLEMNZ % EBV O unique R TH D 2V, HIHIZLEMEE
HEET, TRUMP 7 — 2 T 5T b EBV BIEE BT RYYE, JEEMERERE (SRPA). Zofho
EOHED ZNZFNTHEIILTONTWS, TRUMP 7 — & 2@ 3 23581 bIER 2 ET %,
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2. EBVXRRZMHROBE

[ HSCT#% O %54 @ PTLD MIFIZ K& K+ —HKR TH 2 (HHBIHEOH &I RKEVy vy v v b
M%), EBV I3 7 Hi2K (endogenous EBV) 24 J 12K (exogenous EBV, donor origin) 2>, &% 5
DEEDDH S I H, FHHITRE S Nz 2 LT, BEFHIEBVEEEY. K — 2 EBVREROLEA,
BB L CEBV 28 EEE RN 2 L HERR S 2 WlREE 03 2 2%, BAiHith & b EBV REG D A,
H2WVIEBIHTEBY BSHIR S 7 BEFE QLS. £ DRITHE3IH 22 5 EBV O & B (exogenous EBV,
third-party origin) %52} 2 WEEMEDL D 2, B CTEBV 3R S N7 BEHE OLAE. T [HE 207
J&Y (secondary primary infection) | & MEIE 220, EBV B & SO 2 0o 0BlfH 26 Z R ZEHD
origin #4325 Z L 8 (LIZLIEHEETH 2 29) BfHTH D, EBV ' PTLD OJFA, JHE~D X D%
WHBRIZE N2 DD LEFEZTWVWD,

3. WHO %%

RHTA KT A Y OFEED» &R E TORITH L < RELIRE © TWHO 2 82008 4EHik | @ BET AR
(20174F) sFFIS Nlze BFEIZL TV 72 & 72w, Swerdlow SH, Carapo E, Harris NL, et al. WHO
classification of tumours of haematopoietic and lymphoid tissues. Revised 4th edition. 2017. IRAC WHO
Classification of Tumours.
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