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30l 5 B 5423 EBV-PTLD %#3&4E L, 1 #123 EBV MLiE % 3 5E L7, ATG
G2 E 9> NMA 2% 3 -EBFEOMEmE LT, &, Bk, ®BEE, 2 BAL
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Sustained response to intrathecal rituximab in EBV associated
Post-transplant lymphoproliferative disease confined to the central nervous
system following haematopoietic stem cell transplant. [ i 55 id B HE #% (2
AR AR R IZFRE L CHE L 72 EBV B PTLD ~0 U > ¥ o~ 7 BN & 5
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Hematopoietic stem-cell transplantation (HSCT) % central nervous
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BhHhaexz ., —HI®wELL OO, 6 HEBICHERELL, VYFT <7

(20mg). AR hMLFE—h, ERRILFV Y, VXTELOBIENES
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(2) Peer-reviewed journal DF#RFL, A X « 7 F U v R EDOHE IR
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<WMZ BT D B EE >

1) Wintrobe's Clinical Hematology ®**##5*x#1 1)

Chapter 66 Infectious Mononucleosis and Other Epstein-Barr
Virus-Related Disorders
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Posttransplant lymphoproliferative Disease p.1604

Anti-B-cell monoclonal antibodies have been used successfully, including
anti-CD21 and anti-CD23 and, more recently, antiCD20 #**#Z5xm7. 12)
Chemotherapy has also been used successfully for PTLD. Chemotherapy is
attractive because it kills proliferating B cells and is immunosuppressive
enough to treat or prevent GVHD or organ rejection. However, at
conventional doses used in the treatment of Non Hodgkin’s lymphoma
(NHL), posttransplant patients have more end-organ toxicity and
susceptibility to infection, with as many as 35% of patients dying of toxicity
caused by the therapy. A low-dose chemotherapy approach has been shown
to be at least as effective in treating PTLD in children following organ
transplant with little toxicity.

2) Principles and Practice of Pediatric Oncology ®**## 51 3)

Chapter 25 Lymphoproliferative Disorders and Malignancies Related to
Immunodeficiencies

MALIGNANCIES IN THE POSTTRANSPLANT PATIENT p.758-759
[PTLD D BERIEICET 2 #ILBER TH D 7= DENI]

Posttransplant Lymphoproliferative Disease p.759-761
[VERIEICET 25l RER TH 572 D E K]

Posttransplant Lymphoproliferative Disease following Blood or Marrow
Transplantation p.761

The incidence of PTLD has been reported to be low, between 1.0% and
1.6%. Any factor(s) that either stimulate B-cell proliferation and/or
decrease or delay T-cell immunity will increase the risk of PTLD. For
allogeneic bone marrow transplantation (BMT) recipients, the risk of PTLD
has consistently been found to be strongly associated with human leukocyte
antigen (HLA) disparity, T-cell depletion of the stem cell graft and use of
antithymocyte globulin (ATG). Data from the University of Minnesota that
included 43 cases of PTLD found that patients were diagnosed at a median
of 0.3 years post-stem cell transplantation (SCT) (range 0.1 to 7.3 years)
and that the incidence plateau by 5-years post BMT. All but one case was
diagnosed in patients receiving an allogeneic BMT. Only 9 of the 43 patients
diagnosed with PTLD survived, and in 15 patients the diagnosis of PTLD
was made post mortem. Median survival was 36 days and the 1-year
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survival rate was 25%.

It has been demonstrated that T-cell depletion (TCD) methods that
specifically remove T cells [e.g., sheep red blood cell (SRBC) rosetting and
use of anti-T-cell monoclonal antibodies] confer a higher risk of PTLD, than
methods that "panlymphocyte" deplete the stem cell graft (e.g.,
CAMPATH-1 monoclonal antibodies or elutriation). Because
"panlymphocyte" depletion methods decrease the number of EBV-infected B
cells as well as T cells, this may delay B-cell proliferation until EBV-CTL
function recovers. The use of CD34 positive selection has become a popular
method for TCD of allogeneic PBSC. Early results suggest that the
incidence of PTLD is similar to other pan-lymphocyte depletion methods.
However, PTLD has recently been reported following the use of highly
immunosuppressive therapy with CD34 selected autologous peripheral
blood stem cells rescue to treat autoimmune disease or malignancy.

It is important to note that the diagnosis of PTLD in the BMT setting is
not always obvious, demonstrated by the fact about a third of cases have
been diagnosed on post-mortem examination ®**#Z5X® 14 PTLD in the
BMT setting may frequently present with a disseminated or fulminant form
of the disease that lacks a well-defined tumor mass or adenopathy. For this
reason, methods of reliably identifying patients who are at high risk before
they develop disease, such as semiquantitative viral load determination
utilizing PCR methods on peripheral blood to detect EBV
infection/reactivation are frequently utilized. There are many reports that
correlate increased viral load with the development of PTLD. However,
there are no blinded, prospective studies, to determine the predictive value
of quantitative PCR for the development of PTLD. One must be cautious in
interpreting EBV viral load results, because there is great variability
between different methods and/or laboratories, necessitating the use of one
laboratory to monitor a particular patient. High viral loads with symptoms,
that is, fever and adenopathy, appear to predict development of PTLD. In
an asymptomatic patient, however, a single elevated EBV level appears to
correlate poorly with the development of PTLD. However, it appears that
recipients of T-cell depleted grafts, high viral loads are predictive of PTLD,
even in an asymptomatic patient. Persistent positive EBV PCR, especially
persistent increases in viral load may be a relatively good predictor for the
development of PTLD. Unfortunately, some patients have developed PTLD
without any detectable EBV in the peripheral blood or developed PTLD so
rapidly that weekly screening has failed to identify patients early.

Preemptive therapeutic approaches, such as the anti-CD20 monoclonal
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antibody rituximab, have been utilized by some investigators as a means to

reduce B-cell proliferation until EBV-CTL activity recovers in patients who
ﬁi%ﬁ%ﬁiﬁlS).For

have evidence of persistently increased EBV viral loads

some patients, a simple reduction in immunosuppressive therapy, if
possible, may result in improvement of EBV viral load levels, although this
has rarely been successful in treating established PTLD after BMT.
Currently, there are no standardized treatment approaches for BMT
recipients who have developed PTLD and frequently a combination of
methods have been utilized. Surgical resection and/or radiotherapy can be
effective for localized PTLD, but this is uncommonly observed following
BMT. Success has been reported in a very small number of patients treated
with IFN-alpha. Cytotoxic chemotherapy has been frequently utilized in
solid organ transplantation (SOT) patients with PTLD, but its usefulness
after BMT has been limited owing to concerns regarding toxicity when
administered early after BMT. Several reports demonstrate that a majority

of patients treated with rituximab will respond and complete remission
TERMBEE T, 15

(CR) has been achieved in many patients ' Donor leukocyte

infusion (DLI) has been demonstrated to be successful in the treatment of
BLPD post BMT. However, severe graft-versus host-disease (GVHD) has
occurred and DLI i1s not always successful at controlling PTLD. To
circumvent the GVHD problem, investigators have inserted a suicide gene,
that is, herpes thymidine kinase, into DLI, or produced ex vivo EBV specific
CTL. These strategies have proven very successful at treating PTLD, but
these approaches are not feasible for most centers, owing to the cost and
regulatory oversight.

[LLTiE]

<HARIZBT D HFEE>

1) B AREERIES FS W, B R g et Resesm 6
[ #hH]

14 EmBHEBHE 4. BHENZOETE p.262
c) JRYLIE

Epstein-Barr virus (EBV) X B % U > /N EHE % B (post-transplant
lymphoproliferative disorders, PTLD) DJi[K & 72 5. [RFEBAM% 1~6 » HH
ICRIET D2 ENE L, EIRE UTIERE, VU REER, HHEER DAL
WHM, IMNCIERBADHL T, FHELE L THLONLIGELH Y, KEBEELX
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SHICBS LERH D, AL TR, REM, FHOICEMY 2 RERO B,
Bl OIMNFRFEITH S, 1HEELE LT, #t CD20 Hifk TH 5 rituximab
DFEL, EMBMEBEE K> —250 YU 8Bk E (donor lymphocyte
infusion, DLD A%/ CTH 5.

\\\\§»

2) it /N EB A VAR U LOoSBEFEAE DO JEHE & B p.419-424 BFE
WL 7)
[ #5Hk]

EBV BE Y v \#5EE (EBV-LPD)

EBV I3 ¥ %12 B MERIC IR 3 2 23, B0 HIV 72 U5 L O H3
KTFT5LEBMELPD #%7-3Z 0355, EBVIEYE%L LPD &\ 9 #ilE

THETIIE, YR EEE LS BM#IE LPD & 722508, fEax OJFK TRz

REAME N9 5 & EMER B AR LPD 2% EJ %, £l HSCT Rl as A% 1T
%%r L=<, [FfE HSCT %1% K> —B fifi, H“”%‘uﬁﬁé L=k B
MRSk 2 2 EmEn, %’t\éi%i'iﬁ ITFEMCBMERIC LD S S if&;
D RRAICHE: L T/RNRIZEZ W, JREEALIZY o E i iz’P . & BE
EThs,

£72 EBV 12 T/NK fific b &Y L, TINK#Mi LPD 2% 7=9Z &0 d 5,

B #fig LPD, T/NK fijd LPD & 2% OIREIXEREMEORMEIzH 5, &
HLICTHEARTH H2, T/NK #ill LPD O F#IXEICE Y, b3Sz
HSCT OOFH TIHBEDENYIFHTE 20, BillEZ2 S5 O5 % OBRGMELE 5 2
%, 728 B i LPD (Zx L CidHi CD20 Hiik (rituximab) 23EZhE W5 #
ENH D,

3) M1 EB U A L ARYLIE p.212-215 BRAMES L E)

[HH]
3] BAE®KY > \#5E (PTLD)
O IO R « PTLD 13Msas A2 5t 3 2 S 2 il 0T X 2 il fa o 5 %
BTFOMEE, EB AL ZEE B HARMEET LD THDH, AEOHIT
latency I TEBNAHUENR 7 LVICEH IR TEY . fill fiﬁaféﬁilﬁlﬁﬁﬁ“h@i%fﬂ
JRIHETE S hREGIZHHI S D, Lo L, AIEDOHELTIZHE < | 2WiHFI2 X latency
LB D7l anZ &b, ;Dﬁﬂﬁ%%®%%ﬂ%im5
@ KF—VU v oREki@iE - EB AV AHUREEME K —I2id, M7 EB AL
2R A CTL AE Y —MESFET D, SREIH 2320 TOZRWIEH e iae
EHOU URERERBICEET D2 LT, WEDIRBBONDLZ EBZ V.,
HIX LR omE MGl EBE LR CTH D,
4] st BHfRHE, BIBRREATuAf FERE T 7 v o ftH
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BIR EB 7 AL A HEHEE G IZFFE LT, EB U A L R YLl e i 382 % {2
SELLELEBIT, MUANAEOGREZHBRIEL DO THDH, Bin A
Z P11 CD20 #iiK (Rituximab, V> FH% ) &, CD20 BGEtEFEAR T F U X
JEOIGEMKE L CHBE SN, AL E Y —F v rngRA77 I KA
Lo —=F%y MY o NEICHT HEFERIEITAER T, RS RERICH L
DOHLDT, Bt CD20 FLAEDPFHIIAE L EX b b, Bhtk U o N HEFEE
PTLD | CD20 & L TH YV, TN HE L AEMHEEHKOBES NF—U
NERERIE DN RN E DNV E D7 Ay,

Daibata 1%, EB VA /L AR B Y > NEEEERICT S A b
Rituximab Z 1z 5 &, BREYE L T\ 5 EB 7 A /L A BRI FHFE SR
TY UM OBIENBE SN, T 7 zBNT 5 LIk
ST NEEALEDY L OSEMAZ A 5 2 L ITEkTh L 2 BRAMESLRL D) X,
2, EBREWYTH EB U A LAY B AR IERE Y 722 G SE OB IT RS L
TW5, TOEBRATHEHINZREDZ, WINLREZECTEITINATWD
HHTHY ., RHOEKISHNIHIRGTE 5,

(4) FRNFMEMEOBEIA BT A ~OEHikiE

<WBNZBFLTARTA L E>
1) Lymphoma, non-Hodgkin's, childhood: Treatment - Health Professional
Information [NCI PDQ] ®*7*/#&5 %z 0)

Lymphoproliferative Disease Associated With Immunodeficiency in
Children

Regardless of the etiology of the immune defect, immunodeficient children
with lymphoma have a worse prognosis than does the general population
with non-Hodgkin lymphoma (NHL). If the disease is localized and
amenable to complete surgical resection and/or radiation therapy, the
outcome is quite favorable; however, most NHL in this population 1is
disseminated and requires systemic cytotoxic therapy. These patients
usually tolerate cytotoxic therapy poorly, with increased morbidity and
mortality due to increased infectious complications and often increased
end-organ toxicities. However, more indolent low-grade lymphomas (e.g.,
mucosa-associated lymphoid tissue MALT] lymphomas) have developed in
patients with common variable immunodeficiency or other immunodeficient
states. (Refer to the PDQ summary on Adult Non-Hodgkin Lymphoma
Treatment for more information about MALT lymphomas.)

In the era of highly active antiretroviral therapy, children with human
immunodeficiency virus and NHL should be treated with standard
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chemotherapy regimens for NHL, but careful attention to prophylaxis
against and early detection of infection is warranted. Patients with primary
immunodeficiency can achieve complete and durable remissions with
standard chemotherapy regimens for NHL, though again toxicity is
increased. Recurrences in these patients are common and may not
represent the same clonal disease. Immunologic correction through
allogeneic stem cell transplantation 1is often required to prevent
recurrences. In posttransplant lymphoproliferative disease (PTLD),
first-line therapy is the reduction of immunosuppression, as much as can be
tolerated. Rituximab, an anti-CD20 antibody, has been used with some

success, but data for its use in children are sparse. In one study, ten

children with PTLD were treated with standard chemotherapy regimens for
pediatric NHL, with a resulting 70% disease-free survival (DFS). Another
study treated 36 children with PTLD who had failed other therapies with a
low-dose chemotherapy regimen, resulting in 70% DF'S.
Standard Treatment Options

e Standard chemotherapy regimens for specific histology.

e Low-dose cyclophosphamide and prednisone.
Treatment Options Under Clinical Evaluation

e COG-ANHL0O221- Addition of rituximab to low-dose

cyclophosphamide and prednisone.

e Adoptive immunotherapy with either donor lymphocytes or ex
vivo—generated Epstein-Barr virus—specific cytotoxic T-cells have
been effective in treating PTLD following blood or bone marrow
transplant; however, this has not been shown to be as effective or
practical in patients with PTLD following solid organ transplant.

Information about ongoing clinical trials is available from the NCI Web
site.

<HRKIZBFDIHA RTA4 %>
BINFEEZ L,

(5) HEEHNRITFR DA TORKRMABR KX CRRREHFERE (B2 (1) 2

) 122N T
< [E N bl PR R >

[E N IR B IR BRI 520 S 41TV,
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g
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B e OBl 3 A AR 2, s Ok S EE LT To®E Y #fif
INTWab,
T, TIREZRE CHRELZ ST TIERHREN 1145 0 KRIEOKKZIZTEHT 5,

[E 5] 3 5 — Fim SR i
1) Successful prolonged rituximab treatment for post-transplant lymphoproliferative
disorder following living donor liver transplantation in a child.
Hayashida M, Ogita K, Matsuura T, et al.
Pediatr Transplant. 2007 ;11(6):671-5. ERAREZXMR25)

MEJE PASHAE \Z & 0 Tl & 2 1 72 1 & 2 IF R A% 6 B B IC PTLD % JJE L i BE
KONGREINE Y »  Hfio K% CT BGIZ THERR ., S msilAl o &5 2 d ik L TH B R L E
Z{T-7-, PTDL X CD20 #f5tEd B it TH v . LM PTLD L2z, V>
X~ 7 HA 375 mg/m2 D 1 RIFEGIZEAREEITo720, I EBV o — K ii%'?"

DT L qu 34 MR GRICTERTMRICENE Lz, WLEKBAENZED b en,
LA DEMERITR D b ino Tz,

2 ) Prolonged hypogammaglobulinemia following rituximab treatment for
posttransplant Epstein-Barr virus-associated lymphoproliferative disease.

Imashuku S, Teramura T, Morimoto A, et al. Bone Marrow Transplant 2004; 33:
129-130. WERMBEW2 6) (mRELHS 2)

HAER BRI O 72 RS BEBAE%IC 1 U 227 © EBV-PTLD % 3£ L 72 20 5%
PEREZEICKR L TCY Y ¥ ~7 37omg/m2X8[Hd 2 a— A& &K E L CEMf&#57-, L,
25O VIRT oy~ w7 ) SIERKE, Hor~vrn7 ) CRAIORERGLEL
o, ThbbL, BHBHEAIORE 7 a7 ) JMEIXEFEEGEEN T 2Nk L
BED 1gG. IgA KM IgM 134 %~ 318mg/dL, 7Tmg/dL & O 3mg/dL Th - 7=, BHFITIT
PA R AT A NVAERERDOBEERS > 7272 @O A A Ta v AL A%
E7a 7Y CRAI B LN A AT a AV AMEREERIIZEREEHERFL TF
V. MLOKGUEITRE D b hr o T,

3) CD20-negative Epstein-Barr virus-associated post-transplant lymphoproliferative
disease refractory to rituximab in a patient with severe aplastic anemia.
Muramatsu H, Takahashi Y, Shimoyama Y, Doisaki S, Nishio N, Ito Y, Hama A,
Shimada A, Yagasaki H, Ito M, Kojima S.
Int J Hematol. 2011; 93(6):779-81, “*M&5Li2 )

CD20 [zt EBV-PTLD 21XV VX v~ REHThHhoTm oA HERSE N
Bl REEEN D O%E, JRIC abstract O BHHEER /T LT O Y

Here, we report a 10-year-old girl with aplastic anemia who developed CD20
negative EBV-PTLD after unrelated bone marrow transplantation that was refractory

to rituximab treatment. Similar to other types of lymphoma, the absence of CD20
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antigen is likely to be characteristic of rituximab-refractory EBV-PTLD.

4 ) Rituximab treatment for posttransplant lymphoproliferative disorder (PTLD)
induces complete remission of recurrent nephrotic syndrome.

Nozu K, Iijjima K, Fujisawa M, et al.

Pediatr Nephrol. 2005 20(11):1660-3. ®*2M#Z5 L2 8)

A 12-year-old Japanese boy who underwent kidney transplantation with a kidney
from his mother developed severe proteinuria immediately after the operation.
Because his original disease was nephrotic syndrome (focal segmental
glomerulosclerosis, or FSGS) and electron microscopic examination of. the renal
biopsy showed foot process fusion, we diagnosed this as a recurrence of nephrotic
syndrome to the transplanted kidney. Four months after the transplantation,
posttransplant lymphoproliferative disorder (PTLD) developed, which was
pathologically diagnosed as diffuse large B cell lymphoma. Treatment consisting of a
reduction in immunosuppression resulted in improvement in PTLD a month after the
start of treatment. However, relapse occurred 2 months after the first onset of PTLD,
which we treated with rituximab (CD-20 monoclonal antibody 375 mg/m2) once
weekly for a total of four doses. The PTLD resolved immediately after the rituximab
treatment was started, and, interestingly, urinary protein levels also improved at the
same time. Three years later, the boy shows no signs of PTLD, and no proteinuria has
been detected. These findings suggest that rituximab may be an effective treatment
for recurrence of nephrotic syndrome after transplantation and that activated B cells

may play a pivotal role in the recurrence of nephrosis after renal transplantation.

5) HEREBH%L O EBV BRI L 218212 Rituximab 23 F %) L7- 1§
KHERF, EAKES, THHF M ERRERER NER, )
A AN R 45 4 M3k 26 % Page265-268 (2006), FHAME S 2 9)

14 i, ARBBAH%IC Epstein-Barr Virus (EBVICEYWIERI) L, T 0%,
EBV IC X 2 @M Frfe ek g KOV EBV BB EF R 2 2 L7, BhER U o SHEFE MR
# (post-transplant lymphoproliferative disorder ; PTLD) (ZIZE & 72 r > 72725, EBV 12
PEFR Rt ik B ds KL O EBV B2 PEIT RARAE 23 272 U KW ICFffe L 72, Rituximab
400mg (375mg/m?) %4 1 [A] 4 @fEf7, Rituximab |X., 20mg/hr — 40mg/hr —
60mg/hr EIRZIZAE — R& LI, Wo< D & ERES mlfE Lz, 1BFEEITE®ZIL,
EBER-1 AL 2 & D 72 RKAE ML B U N R SERITRE M6 HE LI 6% 4 » A
BEVRMMTO B Y/ EkE EBER-1 MMM 2 15D 7223, EBER-1 B i a3
PBMC H 0.02~0.04%., B U > /REKH 0.5~1.0%2 & EF > TW5, 10 » H#ZIZHEAT L 7-
JTAER CIEFENRUHEZRO TS, BMEME LTIE, 118 H O E T — R 72258
LM ERDIZOHRTH T,
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6 ) Epstein-Barr Virus-Associated Posttransplant Lymphoproliferative Disorder After
a Cord Blood Stem Cell Transplantation Presenting with Pulmonary Nodules.,
Shimazaki N, Mori T, Shimada H, et al. J Periatr Hematol Oncol 2004; 26: 124-127. &
KRS ELE 3 0) (e s 3)

& PEE BETE B Py (2 &0 AT s M A (CBSCT) Z52F72 6 mek JEAs, Y I
el A 23 H 1% (I BPEOBAE A 3k g 3% (GVHD) 2 RJE, 7L F=ymror & ¥ 7 n
ULAAREG I TR, B 53 H%IZ GVHD 28 grade IV IZHEE, YL F=Ym v
SNV REEEE Y FHRR 7 v 7Y 2 (ATG) FEEDS AT S BIEN S 2 7 A %12 GVHD
DEMLITD, 7 =y 7aAXAR) roRORGICH0 B bz, IFhEm
A 12 » A% O CT B ETEMICHE 2O, BIZZD 2 » A%, Al 250
i B 2 fERE L 7o M OREENIREBIZ R E < 20 | IifE & OFAEMER 4 » H 21247 o T ik
HiAMIZ L D, CD20, CD79a, EBV ##i)Jil 2 (EBNA2) } U latent membrane protein
1 (LMP-1) B5tE > RIS 2 e o i 2 R 12 728 e 78 < v EBV B PTLD (EBV-PTLD)
L, LonL, U UANHEIRSZE DM OREITRD bR o o, ARBEIURE
O B TR W X, R ME RS B AR Y N E % EBV B4 monomorphic
PTLD Th o7z, UT VA L PCR THIE L/ RMMT EBV v — it 42 = — 10
uL ThH-o7,

ZIT, TV R=yuerahailBE&L, VY Xv~7 (375 mg/m2 X 18] 438) %
HL72&ZA, VT NME AL PCRICEDKIEMT EBVDNA OEREIZY YF v ~7 1
EEE#ZICEr &0 4 7 A%ICIT CT B EoMifEE 2~ E L <M, BREM LT,
VY X~ 78 51% 8 » HDOR T, EBV-PTLD IX5ff #ftki L T v, BEF D GVHD
TZEL TS, REFIREICEY MEEHICE L CXENZHRLETHL & KD
TS 4 e R R B A % 0 EBV-PTLD XL CU Y XU~ T NAENTHL I ENRREBEI N
7

7)) ERMEGEARIZEN LT AF A e N )L A L ABE Y X BEFEVERE R Y
VXTI NREH L 1A

IWACRE A SRR, e x R, B LA — (BBRRFERED miwbe /N )

A AR L 256 2008 22 ppl6l-166, FHRAMESELES D)

2% 3 h HO&IE, HREREARLIEICAI L7z EBV-LPD (Zxf L., #IHIVE#R%ZICY
VXU 7 HMPEEIENER L, 2006 F 3 A TH XD WASEE Y NEiIEREZ RO T
D4 A ERICEE A %2, EBV SUAMMORE RS | EBV &Y% 23 E L 72 EBV-LPD
Dbz, SHHBY V A\HERICEOI2K[EOEYZR O =72, HHIZ prednisolone
(PSL) #Bth, EHIZIX 39CHOREAZRD, AMEE 9 . LDH 3,000 & FEH L=, &
PEHEAE L 32 2 | ZZ A I IC K D M ER D & 14 12 HLH94 (2 ¥ U 7= I HIRR 2 Blbs L=, 169F
FOSMEIZBAFCTH Y . kL. EBV OF /7 o —F L RBHE & L > - OV E AtED ) 2%
FERN A B3, CD79a, EBER GMETH YV | IgH O PR #5807, LLE X 0 KM% %E
ARJEIZEDF L7 B Mijailo EBV-LPD L2 L7, EMEENH V| BHRHRA CTHX
MR EHE LBEZ T L2, = hARY R (VP-16) =& A7 4 BB OB EZIC
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S Y L SEIEIRIZ S LAY, EBV # ARIFIEE R, ElbEELEE LR, 2%
B FAE0E0E O W BEPED R SNV 28, SRIE R AE T C OS2I I 4 O A DHE 2 14 L
EBV 0 B i ~ OBk % e L, ) > % o~ 7 Bk (U % v~ 7 875mg/m?/ week
X4) BRI, VY F o~ T HA%, EOICE S ORI b, EkbEE
btk L7z, £72. EBV 7 AEUTEPICHA Lz, AfF2 2 —20 U Y~ 7 HM
BIEZ AT L, BB LORMERD, EBV &7 23801366 =2 v —/u g DNA £ T L7,
VY F v TR DHRT N EAERRITRBO 20T,

DESIHE —F K]

1) FE i B SR A 12 R MEAE 78 AN T U O F IR A IS C i LA 7o Re R M 75 2R
REMEIm O —#] ; A case of aplastic anemia rescued by UCBT following the
secondary graft failure after UBMT.
BT 7. WHAHE, DA E, ft (BB Z &SP, mikEEF)
B SR I 2009 50 No. 9 pp1106, FHFAMESLMS 2)

M E I E R (UBMT) % S8 RMEAS A% K- U, FEfkE s
BAE (UCBT) #1T7-7= 13 mi&ltt, EB 7 A L ABE Y > /S HE MR B 2 R IE L,
Rituximab # &5 L 721 . day60 EHA» b 2 R LML ER A 2 k72 L7z, G-CSF =° K J—
U 2 REREEICROGNEZ LS, AeEER & 70 v A 4 2 L, dayl125 2> HIXHAEANIC
FOG U 72 W3 BV A R ERIBUAE 2 A 0F Lo 7o, HERRERYIC UCBT IZ L 2 B AT 7
o7z, UCBT DA% 1L day33 (TR HiL, 8 » ARl L TW DN EIRAEFT TH D,

[E] VYdRo~T7HREEOTHME L, MR 3 BWE L F BB LU O BIE
ME SO L,

2) Rituximab/CHOP EiEIC T+ e a%E s X = L= E% PTLD @ —4]
B, R)IFESE, REER, M (BISKRT SR - NR - B2 WD) |
H A/ R I 37 2 22 e 55 2004 18 No. 4 pp3g7. HHRAMESLES 3)

B IEPASHE I X 2 IR 1% O+ —F8 I 5 12 % 4= L 72 PTLD(bulky mass)iZ
%f L. Rituximab % 4 [A1(375mg/m2/dose) ;i 5-. EBV-DNA [k, 7272 LIEE A0
K zmr Licizo, {b5RiE (CHOP) ZfT, 2 7 — /W T, EEITERICHE /L
b0, + 4B OREHELXL, TR FIRICIVEBZOME 21TV (+ 651
W OIERG FIREMEAT) . 2 » A OBIEITHRBEL,

3) NRARE S IFBAE % O PTLD O3 AR IZ DWW T BHPR AL, FHNEE O 72 O Ok
W (B 22 I HA/RNERN AT S 6 48 [BI A AN MR 2 5 4 [0 B AN A F#EF
2 [ C O R)

BT, IUHE FEFE, WA EM (BSRT NEAE - NEED

ANV A N IR BRI RS SR s Rk 43(3), 477, 2006-11-24.

H AR IG5 2238 2006 20 pp342. FHRAMEELES 4
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ARIFBRE/NVER] 52 Bl 5 b ik FHIZ PTLD & iEEZWr &7 3>\ T
OWE, [ER 1] EEASIE (BA) O 10 » HRFIZERITFBA 2 iifT L7251, i
2.5 7 HEE, FF7 7 7 FWNIZ 15mm K ® hyperechoicmass # i ® . A2 T PTLD O
D EMI, EMRE (e s 7 7)) ORILOBTHBITER LA, 20k, Atk
BOSDIZ0IZ7 a7 T 7 2/ LIcAs, itk 10 45, PTLD ORI A L TW 2R, [iE
B 2] BA itz IR, 1% 8 » ARFICAEKRE I TT, ik 4 » A LY. EBV-PCR
M fE (10,000copy LA E) & 7220 ZAUAERRE L7203 A FEER 2 C LB 6 272 PTLD
OFF AT/ LT, RIS TEMB R EGZ K 21T W RN bfRB8E L LT\, Btk
K34 L CRP O LA 238, F&HAICTARL, CTIZ THEEETICER 8em X
O NEIGMEIR 28 3 PR S 7z, BEVHARAE PN AR SR T4 48 W K S350 o0 R I I 3 055 L 4
NTWiz, ZOEHOAEMZEIT L, malignant lymphoma, diffuse large B-cell type &
Wiz, EF 3] BARKZEIR, A% 14 » HRRICAERE D IFBMEEIT. 5% 3 » A
X 0. EBV-PCR 2 & fE (10,000copy LA E) &7eo7-, WEZWK TIX, B 57 PTLD @
FriIIE e Rnolen, EEEAENEEREICT, B, + 45T lymphoid
hyperplasia £ @ polymorphic lesion Z#iB® ., A2 T PTLD t#Z2Wr&iviz, LD 3
BlD S5 B, #%E 2 HIZIEHL CD20 €/ 7 v —F ik (rituximab) % & 0 - (LFEEE
FMEAT L. B2 FIXEMAHMRF L TR0, BEILBAERRFERE)TH 5,

4) BERHE% EBV BE PTLD 2 %E L 72 A 5228 Denys-Drash JEBHRED 1
Bl M= EER, R R, fit USEURT i)
A AR RS HERE 2007 111 No. 2 pp250. FHRAMBELES )

6 B, WTl & fa+RBEIE (R5E4 Denys-Drash JEMERE). AW X U AR LIE
PO IEMEE A2IZE Y CAPD 238 A ABO @ & A KRB BT, R #EH A X CyA, IMF,
mPSL, ZO®%EHREREH Y A \HEIRZ RO, REA AT T EBV @ PTLD
(NHL. diffuse large B cell. stage III) & #2 W, (B 6 (2 S0 Ml A 2 J8 & U 7= 23 Il 55 1
KL. BHEBIEFZEL LT Rituximab (375mg/m2 X 8) &5 & Jifr, 1HHEHEA OHE
LR TERETH Y 10 » A% b EARHEFR,

5) DB IC PTLD & % E L7z 2 /Nl (55 22 [0 A A/NR S A4 55 48 [81 H AR/
Wik P2 8 4 BB ANES AE#EI RS [FIREHIBM I T O R)

AR, KEFHH, BIHE i (RIRKRT AREFE, 130

ANV Ao N REPEIE AT JE SRRk 43(3), 476, 2006-11-24.

HA/ N MG 2255 2006 20 pp341, FHRAMES LM 6)

U ¥~ 7 H LR LT o PLTD e/ 2 6, [FER] 1] 5 5 » H L&, 4
SR FRAE D 72 O DB ETT, £ Dk, @A JLILEKEAD 2D 72D AR & 2 D | 3
WU ORI C PTLD (Polymorphic PTLD, CD20 [t B cell type) & 22,
vincristin, rituximab 2LV EfE L 720 . L% cyclophosphamide(CY), Rt 7 L&
Y (THP) &2 Lo b iE%E 5 7 — A HifT. Tk 2 - A OBAE & M5 A A7 vp, [FEH 2]
3k B, PEIRBLOIVIE O 7o O DB 1T % . cyclosporine, azathioprine Zfifi [l L T




WS BB H 2 38D 7272 % azathioprine Z MMF ([Z A &F, 8% % EifIC ARt & 720 |
fEEs CT (Z CHEREN E I 2 38 © PTLD(diffuse large B-cell lymphoma) & #2 W,
rituximab, CY ICTHEME 2V | (LFIRIEL 6 7 — NV HadT# B A7,

[7E£] Rituximab O 5-&, LEMEIZHOVWTORERZ L,

6) Rituximab WHEZTH > =IFBAEEL U > EEHETER B O 1 4]
BAMAE, KA, SRET. M (LK NEERS - HALRERESME
A A/NE R A HEEE 2009 113 No. 8 pp574. FHRAMBEXES D)

1k 2 AR, eREMEESEIED =D, Hills 50 H TFWN 2 ffT S 7 nck #Hn
2L, Al 11 2 AFICEB%E R —& L CAEKIFBM AT S, IS REmE# o
BH 22T T, BE TR, A EFRICYBE A %52, TR BB T E A, R
WX DIEE CT #EfT L EIGEREOIEE 2RO, KimlEZE T O EB 71 /L2 DNA
2N 4.3X108 PBMC & EHH(2H#M, FDG-PET CTIHBEBE~O VT AMERENR AL D LN
7272, EB UA VAR K DB V) oS EsEME B (PTLD) & 2 W, Rituximab % #
5.5, BERERIZGE LER CT < FDG-PET 0BT bkE L, 72, KM+
EBV-DNA O & il S iz,

[E] BHEHIZ DWW TR ITAR W,

7) MIZERE LR 2 %2~ L7z EB 7 A /L A B5E PTLD @ 1 #4): rituximab (2 X %A
ROkt WSHE L SR, i (BERBRRT NER mERNED
H ANV 23 4655 2003 17 No. 4 pp22g, BHRAMESLRS 8)

6 % L i, ‘I%‘Ti”ﬂ”é‘iﬁﬁléliﬁlf GEERM) 1oxt4 2 FEiMfH CBSCT #% 12 7 H KA CT
T/ S5 EBIC IR 23807, S5 2nA%., 4S9, S10 EIRIC & B /- R Ek e
AT, BE ME., U SHIERITH O TR, FHEMRE CTHUMTHREZR O 7
Mmol, Ml MRICEDEE EEZTNEFIFNEARE CAERFTALIAOLNT, HUM
cPEEAR OB G BRI R A I KL=, CBSCT % 16 »HEIZ CT
A R CHBEOSEREIT > 72, WEEMEE X diffuse large B-cell lymphoma (Z4H4
7% monomorphic PTLD IZ2&% 3 25 b 0T, EAMIEIX CD20, CD79a, EBNA2 (EBV
nuclear antigen 2), LMP1 (latent membrane protein 1) [5G4 T&H - 7=, IfLiE EBV Hiik
flitxpatt:, KM EBV & & PCR (X 90copy/10u L ToH - 7=, EBV B PTLD & 2l L
1B PERAE R g £ (GVHD) 126 L TG LT 7o e #4228 & L. rituximab
375mg/m2/once weekly % Bi4h L 7=, #I[F] rituximab #% 5% (2 K4 EBV & & PCR (X2
Pk, 4 [E OG5 T# 0O CT THEEOE LW/ 2o 7, Rituximab 1T X 215K T
% 10 2> A O R 5T PTLD OB AR D TR0,

[7E] BIERIC OV TORBILA N,

8) KAV > /YEK lineage BIZ EB VA /W AY ) Lo B — T &#4T > - Bk Y v /3B
SR B oD 3 SEH Analysis of lineage-specific EBV-DNA load in peripheral blood from
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three patients with PTLD
THKER, REATD, REEIE, o GOERFREENEE - Ml B )
B PRI 2010 51 No. 9 pp1004, FHAMEZLES 9)

SIEF| D VU /3Ek lineage Hl] EBV = I:°~§5C & Rituximab V% O £ IZ> E fMFET,
JEGFI 1 & JER] 2 1% Fanconi &1L, JEF] 3 IXRIEAHE A a7 o —0FERT, 3#lE b
%%EKME%@%LKO%@%\%ﬂ%hﬁ%liFK%E\EWZ\MiMMD®
AT RELEEZITo, 3 ERE BITKRMMIZIFF—% 147 100% T, 2
EBV-PCR O E AL 39-40CHED@EEERD -, JERF 1/2/3 © EBV =z v —#ix, 2
1.2/0.4/1.2 X 105copy/ u g. CD19: 14.4/11.2/2.4 X 105copy/ u g. CD3: 0.4/0.05/1.6 X
105copy/ u g. CD56: 0.2/0.1/0.4 X 105copy/ ng T, JEFI 3 TiE T MfEic b 2 & —4 D%
fﬁ&%mwmhwtoﬁ@]umsaﬂﬁmm)/vﬁk&7t/zbfi CD19: 17.9/8.8/28.2%.
CD20: 5.7/9.3/24.8%., & . JEHI1 TiX CD19 & CD20 O E|IAIZfREEN A b, CD20 &
P EB-LPD 288t 7z, 3IERI & & S IfilHl o H ik & [FFFIZ, Rituximab 375mg/m?2
1RO E21To7, EFA 1 TIEX1RIEHEREGEHEDS EBV a8 —8I 6 EH LR, 3
EOFGIZEY, EFRARGENS LN, EF 21T 1 BOEGOHLTRRL, fEF 3 T
% B+T M2 EB U7 A L AREGL L TV 5 ATREMED & 5 72| Rituximab 5 & [FIRFIZ R
AZAHENDOEGZIT, B, THIRR ST O EBV 2 & =8O ER 2B ™E L,

[E] BIERICOW TR IR,

9) BEM% PTDL ® B3 KFIZ rituximab & 523 % %) L 72 1 i
YrE CHE, BRIEBIEA. A HEBER, M (R RT WRERE - NEED)
B4 2004 39 No. 3 pp330. FHAMEZLMA0)

12 B, Fk 13 4F 6 AICREEZ N — L T 24K B & i T L. S mix
FK, Mz, 27 8vA Ko 30, ifiaist EBV S MM, 10 H XV EHRT T/ A
RIERK EZREBEACEEE 2380, WEMMKFSHWIC PTLD (post transplant
lymphoproliferative disorder) & #ZWr, fiZMfilAlDOJ&E & . ganciclovir, vy -globulin
OEHIZXY —HEME, 0%, KR (FSGS) FIEEE W\ THREMEIFZ FEME L L
ZAH.TT A FRERZHBORD, AP LT PTLD H3% L2, WEMNORE~ —
71— CD20 F%‘fi“@?ﬁ)of:f:&) rituximab & 5% Bds, ¥R GZBEA B XD IREH O
WHIRMEM 23 H 0 . 2 BIZIZHR L 7=, rituximab | 4 B & G%Z P L L7, BfEET
Kﬁ%%%bfmﬁw

[iE] RIEHIC OV ToORB TRV,

1 0) Timing for rituximab to prevent EB virus-lymphoproliferative disease after
allo-SCT
Tanak C, Yamasaki K, Okada K, et al.
BRI 2010 51 No. 9 ppl158, ©HAEHLH 1)
lymphoproliferative disease (LPD). To prevent LPD. preemptive rituximab

administration based on monitoring of EBV DNA load
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is recommended. However. the optimal timing of preemptive rituximab
administration has not been determined. In this study. out of 58 children who received
allo-SCT between 2005-2009. full analysis of plasma EBV DNA load was performed in
29 children with myeloabrative intensity conditioning (MIC) (n=14). or reduced
intensity conditioning (RIC) (n=15). A viral load of more than 1000 EBV genome
equivalents (gEq)/ ml was found in 10 patients; 4/ 14 with MIC. 6/ 15 with RIC
(p=0.52). 5/ 10 with ATG. 5/ 19 without ATG (p=0.20). 4/11 with haplo-identical donor.
6/18 with matched donor (p=0.86). None of them received preemptive rituximab
therapy. Six patients were with viral reactivation more than 10000 EBV gEq/ ml, one
with MIC and 5 with RIC (p=0.08). Two of them developed LPD and received
rituximab therapy; one showed complete response. and the other worsened to
CNS-LPD. The other 4 achieved complete clearance of EBV DNA from plasma in three
weeks and did not develop LPD without rituximab. 23 patients with an EBV load less
than 10000 EBV gEq/ ml did not develop LPD. For the patients with viral reactivation
more than 10000 EBV gEq/ ml. preemptive rituximab administration should be

considered based on close monitoring.

[E] BIERIC W ToRR TRV, KIS REERY X — b o3k,

11) JeRME T MiafiE ~2iEICfE 5> B #ilai EBV-LPD (Zxf L, rituximab 2AZEZ) L
7=V (5 22 BIAA/NERNAFS 5 48 M B A/NR MRS % 4 B BANEBAE
MRS RIREHIBH {1 TR A & — 3 K)

AR R, AL K, exe R B, Bl B

INVEAR At /N R I IR A R 23 52 4% 2006 43 No. 3 pp670. THRAMESLEA 2)

Je KM T A EE R 2EICE D B M EBV-LPD (2% L . rituximab 232%h L 7= 13
FOR RS IRBEDIER], 2 ke, FE Y v HiEIR 2 EiRIC=Z 2, F Y > HiER,
B, TMIEZFE O 220, Abt, ABERRART AIZ, AMmEEZ, & LDH MjE, #JE
PETL-2R &fl. JRT B-2- MG BEEABOTN, 72V F T ERETH - 72, RMILH
ekt EBV 7 A8 3.8X106 2 v°—/u gDNA L E8, B CITmERE G, VU
VOSHTRR I TS ML O OV E A A 58D, EBER-ISH XMt Th o7z, HE /1
7V EBEG T ERSR 2RO -, Ko EBV AL CD19 B0 B Ml TH
o7, EBV 7 v+ U7 ¢ — 3k, MKE bITE/ 70 —F VR l{iiail -, g7
PR Cix, T/, NKAROEHIK T 28070, BLEX Y KM T Miaee R~ a2
IZfE 9. BAfaf o EBV-LPD &2l Lz, APBitk. %07 A ek, &R EE MAE % 32
DT, SR A fTTH . R AR, VU U NEIERIXE IS/ L, 2EIRiE b ik
T L2, S EMOPENEEK T% O EBV 7/ A&l 2.3X106 22—/ g DNA &
DWW T o7, BHfaEL D EBV-LPD T % %, Jo KIERE R R O IFIEN R & iz
7o, %L L LT, rituximab BIMBEEZBME Lo, Bt 4 B ORHEK T, EBV 7
J LE131.4X102 22—/ g DNA LW L 7=,

[E] RIERIC OV T ORI/,
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1 2) Rituximab (Zxf L 72 250 G2~ LTcBbEtg U o S EEGEMER B o 3 ]
TR, & S, BRRF (BISRT NEF - NEAED
B AR M5 2 e 56 2004 18 No. 4 pp387. FHRAMBE LA )

Rituximab |2 X D {REIC B D IS5 % 7~ L7z PTLD @ 3 fiil, fEf] 18 6 mitc i, 1244
B BEPE A I 2k 2 AT A AR A 16 2 A ISR R (B84 2cm), EB v A /L A IfE
(90 copies/ u L #38 %, PTLD (CD20+. diffuse large B-cell lymphoma) & 2K, Sei&4)
Hil A O, rituximab O GIC X0 TWAR, GEF]2: 7R, Wiskott-Aldrich JEBEEIC
95 WA a3 20 H BRI EME A O Bl S EER (FRAH) 2@, PTLD
(CD20+, polymorphic/monomorphic PTLD) & #ZWr. rituximab O# 512 kY &EfE, iE
Bl 3: 35 I IEAE PRSI (2 k3 2 AR R 4y IF RS A 3 AR 4% 12+ 48 M & (5559 10cm)
EB 7 A /v A 1ffE (540,000 copies/106 WBC) % i@, PTLD (CD20+. diffuse large B-cell
lymphoma) & #ZWr. SEEIMHIAIO FIE, rituximab O 5LV KM+ EB 7 A /LA
EEEME L L 72 23+ AR G oM/ NI R S 3, fbRiE (CHOP 2 = — ) | g fid th
M ZATWEM L 72, Rituximab #5215 RARAEFEFLRIT RN -T2,

[73] Rituximab Q5 A7 ¥ o — /L2 DWW CIEFldEE L,

1 3) FEMA MRS BB % ICIIE Lz EBV B U o/ SBA5HE I %3 5 Rituximab
RESIES

Bustos Itzel, &~ &, BN, NES T (A HERFE AR

F A 38 I 40 i B A 2 2> 2006, BRMEEE LR 4)

FE I k& [ R B BE B A #% 12 38 E L 7= EBV-LPD (Z%F9" % Rituximab O & 201 3 #,
SEG] 1) 3mk i, FERMEFAERNRMER N (BAE), JEM 2) 17EB%E. FAE, GEH
3) 11 mi ., Fanconi & If, AiLiE & L CTHEEH 1, 2: ATG 10mg/kg, CY 200mg/kg, TBI
5Gy., JE®I 3: ATG 10mg/kg. CY 40mg/kg. Flu 180mg/m2, TLI 4Gy, GVHD F¥Bi& L
T FK 506+sMTX, &R IFIEF 1, 2 1% day30 EH X v | JEH] 3 1% days3 LV Kfif. EBV
) L3 —HIE 1X104, 6.7X105, 1.8X106/ml & FAF M LFE, FHE Y o /34
JERZRBOI, U o EiEROMBEIREEL ) S EBV-LPD &2 L FK506 % A L7
DN SN2 hr - 72728 Rituximab (375mg/m?2) % &5 L7-, JEF| 3 TEEGF DHE
L ORAEZRDEN, MICEERAEIELIAON o7z, Bl 2128V TIET T ~—ik
T EBV FrEAM AR EME T Ml (CTL) OHBLIZMR TE holo, #51% 2 BN

RN EBV 7 Ao B — 803K T LAY o REiER B ME/ Lz, KM Y >Rk
BiT5 BMLRITES 7T HRICIZ 1%ITE T L, 2 » AFffE. £0% O EBV-LPD O F
BT H TRV, Rituximab OB G A7 Y o — VO EEHEIL 2 W,

[VE B — G AR e A TR iE S VT EBT] (FENE R
VY~ 7 OmIRICE L THEZFE TIEAR 2688 L 2ES2F oW 2K T
WE, ZOEZFHETISRE SOUREF 1HHY LLFo#Ey
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REBIE 5 1255, 12D B, Bk U MR E, SHEE LT A Z v -
N— (EB) UANVAEG, VY xv~7&E 408, FHAIMEL, 2R CR, EIEHEL,

(6) Bt (1) 726 (5) ZHE A BEADZLMEIZHONT

<HERE « HIRIZHONT>
EBV-PTLD 1%, I A THRIER D D70 < T & AMEialiRic L 0 i
AE S IV ERIR AR ITAFAE L2V s . BLURIS K0 o Sy 4] 31 oo I8l = st 15 208 #E 2
D EB U ANVAEE PTLD ZEEIR T2 IR THLIEEILND,
1) PTLD %< IXZEB U A NV ADEYICRRIR LTl Y | HEIET 230
90%7° B fifatECTH 5,
2) WA I8 T D Al 7 A Y B R SRR R A S0 1% 7 R A C A MR AN R RE S
TV 5
BINCCN DI A RZ A THEINLTWND
AL, ERERBEHEZ O PTLD I AMENEO N TEY , EEO AT
A4 K< A > (British Committee for Standards in Haematology (BCSH)
and British Transplantation Society (BTS) O WA K7 A ») (I E BN
WRHIH O PTLD 12 LTYU YR~ 7 O FNAHELE S LTy 5 BREs
Kikz) (RREBEXM20) - F 72 NCCN OH A KT A »idiEimiiaBghs PTLD
& ERE#s B % PTLD O GIZHT 504 R4 Th D (M O K5
TR S TRV, 18- T, e 2 & M e o PTLD O IZ[R
E#é%%@ﬁmk%i%ﬂéo

<HEEMYE - HEIZ>W»WT>

NS T A SN HE c HEEZ20VA, ZRETICHREINLTWD X
BRClX, 1[0 376mg/m2 % 1 BREIMNE T4 BIRGT25HFENREAINL TS L
DNREL, BINOBEIIHEGEENTWE), BENFIIZUTHD EE X
bbb, AL, 17— VOEEREEIT4ENZHK EZ X5,

< BN E S I Iz oW T >
BhEtz U oG ME R (PTLD) 1%, £ & L ClRas BHAE% O S i) 2 &
WLTHEETDZY KDL WITTEEMROEHEREORHETH Y . WHO
DI B i 0 FE I £ 5 & L DEarly lesions (EL, #1552 ) . @Polymorphic
PTLD. ®Monomorphic PTLD, @Classical Hodgkin lymphoma type PTLD
(¢cHL-PTLD) @ 4 FIHIZ KA &N TS
VY X~ T OKRMERIZ, LTo@mvEMfTondsEEXLNS, 7
B.PTLD OREIEICEA L THA FI7 A4 VETIH/PREBRAZXBIL T 57,
IR RN & BIZEBEDEERIMESITIZR D EE X b D,
O Early lesions %o 1| A @{Wﬁf?/ﬁfﬁfﬁ PERFR O H AL WS
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EB U A NV ARGHEO RN E DS E . L EB U A L AFI O & 5055 M
IO ERIENE —EBINTHY, ZHNIZEVE 70%D PTLD (FH#kE4%,
LU, S il o &g i THZIMEDR RO DIV WER, & 2 W\ IT%E
IHIA O EIZ LY GVHD BIIEH D WVITEEEFT HEFIZx LTk, ftv
ANABNOEEE L L HIC) Y X~ THANC L DIREN RSN D,

@ Polymorphic PTLD TR AN RO A
TR E & U FEIERNERTHL N, VY F U~ T HANC L D1HE D
BREIND,

@ Polymorphic PTLD THHEN 2 HIZ K SGE
S IEIA O ERE (RS E). §L EB VA L AFORE & & 612
VX TR FERIES R D,

@ Monomorphic PTLD
WEAMERAMRE BMar: Y X fE (DLBCL) & %\ X Burkitt U >/ il
DEICIHERT XV U AREOLEICIE, VY% v~ 70 A LR IE S5
ENIERTF Y UNETRWVEAIZIZY) YR U THARIELEE IR
Do

® HEARTF U o ER PTLD O34
HEORYF Y CANEORBEIEICET VY X o~ 7O FRIREDS HESE
s,

PTLD 7% CD20 Btk B fifatE DO Tdh > T, T DETEICKT DU Y F o~
THEHOMNET R EO@EY THLH 51X, /NEERNSRE LIS OEIKK
NMEMITFIZELTH, lAD PTLD RRICEENFIIZRUTHDL EEZBN
éo

4. BT _RERBOMELE F 0 HER

1) fbFZEERIE ORI Y o~ T 25T 28546, P+ 2L ED
HhE & Z et bRHmIc BT 5 7= O MmIEAL BRI L 6 20 & FEI X
WEETH D08, RIEBIZIR - TE, EFIEOMHER DK EE 72D 0 RIS
ThimEICEEZLKRER IZITDOI Ty OO PTLD O &78 53 A
@ PTLD THATHIR TWRW),

WoT, VYU~ T HARIEICL D Ak ZRMEELFMESD 2 2720
EEZOLND, BRMIZIEZ, NCCNZEDHA KT A4 T Y F o~ 7 HANRE
DHELESI N TV D EL T OMERS (2K Y X7 OEF]) 255 e LIz mfiEso
R L AEFROBRELRNHE LR T 2B EESIND,

O FE I FREEIE D222 L 72 Early lesions JiE 5
@ Polymorphic PTLD
@ Monomorphic PTLD (BEAAGE D Jp3 BEARL MR X BR <)
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L7 L, ENIEET5/0ED PTLD RAESIE., &R HEE ICRIET S
PTLD D4, 4 10 Flaik L HEE SIS GERBIEROHEEIX, 5. 5
<ZEof>) &), £, NEOEERGBHEEII D WO, BEBSE
itk O PTLD & 7= LTH, ZOREBITIENIIEZH0HTH D, BT,
IR OMWE E, BHMFERANCBIEZ PET L2 EIIARAETHY . EOERHE
B TCWORETHZNZTHIT L2 ENRETH D, MA T, ARIEDRIEILEME
THO . FEEEERBO TEWEDIC, IBFICLEEORAENERIN D,
ik, BB A FH L TV AIFIERTOERKEEZ IS5 E LRk L
BRHZENTRIN, TOLIRBREFEETHZ LIXFEERAETH D,

2) WHO ZEIZC LD & EB VA VARG E AR B ifar: ) o X JE
(DLBCL) 1. EB WA /LAY o STV B DY 7 % A 7L S % BEN
sz DLBCL IZBEAGROMEISIE Th 5720, EBV ORI K L= (4
bbb EBV BN HER I S) DLBCL x4 & L CTHRBIME H R R A 2 £
i, VX~ ROPENZE0REREORBEZFMG T2 HiELBEZI N5,
HL, RECETIHEITHYESNIC LS EEZ BN, 2T, BLDCL (%
L CIIMEFEE E OFARIEN ERTH L2720, VYFU~T7Z20L0DHH
PEZFEM L7722 S B2,

Ubmodse, BEETHINTWLHEY, MXPFERTHERINTND
BRI D KRHGEICHDL S22/ R0 EX BN D,

B, BREEOMOPBRELNLRBIE, ZRETPTLD IZXLTY Y X
~ 7 NER ST RRES] (A RVEERI D 78 b T HEES] & F O o SER]) 1T
WTHIEHREZITV, COMBEEZ T2 HENE LN D, EREBEOFRE
EWNINVELEEZOND,

5. 5

< Z D h >
[ Fl S AR Rl £ D V) o /R HEFE MR IR R R E B DO HEE

/NJR oD [R)RE I I M R R AR D U L S HETEME PR AR D FESERIC BT 2 KA DA
fERIT R G620, L, WAAOKRZRIAER R Z D & £ ORIERIT
EAZA%)/E:L\&)VC 1%%%5&%Eéhé{k¥iﬁiazi*@tz 2) <E5’i%%¢%‘i*ﬁiﬁ1)o

AFNZFB W ThHIT 5 F-f] (2005 4£~2009 ) (25 S 4172 [F)FE 18 i A e 7%
OB, [ H ARG MR 2 Tk 22 4R 8 A [E R A 5 & ) SRk s)
(BEEBELMO O 1z T HLIR_N—TDF 1 OHEY THY ., FEM 2~4%D R THN
LTWb, 205 FEROFEHN S 2012 4F 0 [FIFE1E MM B AEEL 2 SMEHEE T2
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L#8,8300 L 2 A, RFAEICEINIZTZ DI B 15 AT OIEFITRR— T DFHK
20D 20%LL T TH D Z L6, /N o [E S AR XA R 660 41 2L
7:& Eﬁ,ﬂé% [\Oméﬁi‘é%%i}%w&z 3)O

Z I, ARSI O U o SRR R BUd, R 10 BILLTE
EHEE SN D,

& 1 & A AR A S 5%

. T ML ICRRE SN S EHEE
BN
2005 4E | 2006 4 | 2007 4E | 2008 &£ | 2009 4E | 2012 4
4 3¢ 1. 0 e A 3,934 4,190 4,209 4,306 4,438
H FZ B A 1,364 1,576 1,554 1,481 1,506
[ 4 7 Al 2,570 2,614 2,655 2,825 2,932 3,300

* RIS, ARMETH DL [REmMRBE] s TAEFBM] Mz
U724k,

% 2 FEREMAREREAE (1991 ££~2009 &)

15 Jk A Vit 15 L b AEAE WL
(& A9
4 3 1 A e A% il 8,112 36,837 44,949
HZ B 2,805 14,200 17,005
[Fi) e 4 At * 5,307 22,637 27,944
(A7 5 B ] [19%] [81%] [100%]
RS, ARMETH L [dmMEEE] G50 TEEBM] xR

C 75,
xR T DK

70%. PTLD |Zi&MARRBHE O A7 6300, . M. B B, Z0EERK
B BICLBIET D, LoL, WNEOBERBSRBHEIIEN VR, kbEWn
R IZ BT HAER 100 UL F Td 5 BRIAEERZD NI B4 PTLD O %
JERENPEAL Y HEWEANIZIZSH DD, BREETHY ., £ < THERM 10 # %
Mzl LlixhnwtHiEesns,

1) Ocheni S, Kroeger N, Zabelina T, et al. EBV reactivation and
post-transplant lymphoproliferative disorders following allogeneic SCT.
Bone Marrow Transplant 2008; 42: 181-186 (L ERE k6 7) .
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2 ) Parker A, Bowles K, Bradley JA, et al. Management of post-transplant
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BCSH and BTS Guidelines. Br J Haematol 2010; 149: 693-705 (E¥EALZE
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post-transplant lymphoproliferative disease. Br J Haematol. 2002; 118:
728-740 (BEEEOLZELHL6 1) .

4) Choquet S, Leblond V, Herbrecht R, et al. Efficacy and safety of
rituximab in B-cell post-transplantation lymphoproliferative disorders:
results of a prospective multicenter phase 2 study. Blood 2006; 107:
3053-3057 (EEEZE L S) .
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