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Post-transplant Lymphoproliferative Disorders (PTLD) after Pediatric Heart Transplantation

Fumiyo KATO"* and Shinichi NUNODA’
'Department of Blood Transfusion, Tokyo Women’s Medical University Medical Center East
*Department of Pediatrics, Tokyo Women'’s Medical University Medical Center East

*Cardiovascular Division, Tokyo Women's Medical University Medical Center East

Post-transplant lymphoproliferative disorders (PTLD) remain a significant cause of morbidity and mortality
after pediatric heart transplantation. More than 80 % of cases are of B-cell origin and are positive for Epstein-Barr
virus (EBV). The pathogenesis of EBV-positive PTLD appears to be correlated with the uncontrolled proliferation
of latently EBV-infected B cells arising from a lack of EBV-specific cytotoxic T-lymphocyte function. PTLD in-
cludes a spectrum of diseases ranging from reactive lymphoid proliferation to malignant lymphoma. The risk fac-
tors underlying the development of PTLD include the degree of immunosuppression, the EBV serostatus of the
recipient, the time since transplantation, and the recipient’s age and ethnicity. In the pediatric age group, most
PTLD cases occur in EBV-negative recipients of EBV-positive donor organs. As part of routine evaluations of pa-
tients with a high risk of PTLD, EBV monitoring is useful for the early detection of this complication. A high in-
dex of suspicion is key to an early and accurate diagnosis of PTLD. The subsequent therapeutic goals are the
eradication of PTLD and the preservation of graft function. The treatment outcomes for PTLD have steadily im-
proved over the past decade, partly because of the availability of rituximab and everolimus.

Key Words: Epstein-Barr virus, post-transplant lymphoproliferative disorders, heart transplantation, rituximab,

everolimus
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Table 1 Correlations between EBV-positive PTLD and specific EBV latency programs

Latency Type I Type I Type I
Type of PTLD Burkitt lymphoma Hodgkin lymphoma PTCL DLBCL
Expressed EBV gene products
EBER + + +
EBNAI1 + +
EBNAZ, 3 - +
LMP1 - +/- +
LMP2A, 2B - +/— +

EBV, Epstein-Barr virus; PTLD, post-transplant lymphoproliferative disorders; PTCL, peripheral T-
cell lymphoma; DLBCL, diffuse large B-cell lymphoma; EBER, Epstein-Barr virus-encoded RNA;
EBNA, Epstein-Barr virus nuclear antigen; LMP, latent membrane protein.

IZBWTIE PTLD 2 IS 2HICE WS BLE
LEN5.

DHAETIE, 1997 FF I Egr OBMIZE§ % %]
AT S AV L 5 R WREE o7z, L
L, Rk Eof@fic X 0 isehsds st 4t As 15 Ll ho
ANEF IR ACHIBR S 7720, ANRIZBT 50
ARSI 2 BN X A h o 72, 2010 4E IS [ IE g
oA | DSHAT S, 15 ARl O /NE D & O IRFEHK
et b R L s, R/ SRR AL D
WTHEHEE 7 o 72, 2015 SE K DB LT 18 B
INEALCIERERE 2 20 T B Y. WCKFEE & Hlk LA
BT 2 LEBHORERITE L, 2ENEHOR
BB TR SN T & 727, BUEE O AHBI 2 &
B AEIHENOISIE I SMEE 25 2 LA
FHRINS.

PR FIRBER SRR & v & — DL 755650
T, WAVERNC X0 DIRREAE % 52 72 RE Bl O R
BEHEZATV, B 20 4F 2800 LT 24E60 b ik
Ranz”, B C/NNLLBRER 26 B0 5
5%l PTLD % %4E L7z, PTLD i22W Tk, H
KBl % R LK@ PTLD & O BME 2179 .

PTLD &

PTLD (&, SREHPHISE 2 028 & 3 2 BRI R AN
(solid organ transplantation : SOT) R & ML
T BEIFRD B ) 7 SHERC TR B M o B gl &
FEINDY ARG HAIERED SR A & k) 3
F TRV BEANRY b A2 RS 5, &l
BAiftco PTLD & F+—HIKTH % 2°SOT Tid%
COGELVIEZY MR TH L% L, SOT L&l
WM RERL L @ PTLD I35 CEZBLENDH 5.
PTLD & — M NZHAET 2 Bk ) v /X & b L,
SIEGIRETH S, BBz AL Tnb I En%
W, Bholru—rrbERT AUREND S,

Z L CRHESA R % Z 8 L 72 GHR S UE T
H5, REOHETTRIIARTHS. — T THRIE
HTPHTE D, REASREOYE (RO
W Hk) 12X D IREESHR T 2 RS H B
HEDRELAELTWA.

Epstein-Barr virus (EBV) J& 4% %80 % 2L E @
PTLD JEBICRD SN A", EBV IZEHFEMITEY L
ERMEBREZ BET A LRI M5 TVS
A, % AN MEGEIRG L, AT 95 %
VLEABE G 87 — v %2R $Y. EBV I3ME % /- L
TIVEEIRBE IR O B A 3§ 5. R
MY (Iytic infection) L CRIPD Y ¥ /38k=e
RIS 5. S HICASAL B E LTl
TEJ&Ye (latent infection) L7 4 WV A IZAFEITHZD
PRz s e v, L2rL, EBV SRRk EWE T
HiY (cytotoxic T lymphocyte : CTL) 12 & 1) H§%# 1%
S hTwb, AL 72 BAlIgIE EBV Oz
TIRB Y =225 005 IVEIZGHEEND (Ta-
ble 1). EBV-CTL OFEYIZ 7% 5 DI TIT>TT>T DI
TdH 5. EBV Btk PTLD 13, T itk e iR
I2& % EBV-CTL DA% i & L7z EBV &
4= BB o T HASE 20 B4 Gt 20 © BESG 1I2 B 2 @ FE %
B L 9757, EBV Id T Mg NK MfIc b &g L
AT B EDHLEDMTHL. & EANVRAY
ANV A8 ERMRFEIEIEB L) >V & BES 5
CEDVHEINT VD08, Fofo EBV 258 5- L
72\ PTLD OFREEIZHH 5 5 Tld .

PTLDDURY 779 5 —

PTLD ®3HEY A2 777 % =& LC, TRk
RENHOMEL L Y ¥ v O EBV Y IRE 2
HETH B0, SOT OFEM, BN, BHiko
R, 4 b AFT a7 4V A (cytomegalovirus :
CMV) &g, AfE" R EOM5 MBS Tw5.
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Table 2 Incidences of PTLD according to trans-
planted organ

Transplanted organ Pediatric PTLD Adult PTLD
Heart 6% 1.0-6.3 %
Kidney 2-3% 1.0-2.3 %
Liver 5-10 % 1.0-23 %
Lung -15% 24-10.0 %
Small intestine 20 % 20 %

SOT OFEHIZ X ) PTLD O RIEFR TR % 5 25,
DERERIIL, BRI, I & X PTLD OSIERD
<, REWH O S AMHEICHEG$5 L BbNs.
F 72/ O I AE I 64~195%, B A O I
1.0~63%Td» bV, NNETIZERIIHAET 57 (Table
2).

AR EBV &t L 2 ¥ v 1+ Cld PTLD % %9
L9\ BRIZ, EBV Btk N —22 5B A EBV
BiEL ¥y FAOBHTIE, EBVBEEL Y Y
Y MR AL RIS PTLD 235E 5. BAE
E#IE EBV OEYREE L 3 L2 A7 7 7 2
y—k k. BHBFERA4~7 % T, EBVEEF
F—5 EBVIEMEL YV v AL BAL 1 4E
#%® PTLD %413 25 % &, FLIBHIR BAEN & g
LTHEBICERIIIET 2",

Bhith 1R R FE L3 < B PTLD &I
I, ZOBICIRET S PTLD & X, AR
DMK\, EBV &G L B DD 5, 1) /3L
DIEBALNFERET B, WA 2 BARIEIR 2 B2 e 2
R AR RD S,

ZOMOfEHRAEFE LT, Ay =a—Y VHE
# (calcineurin inhibitor : CNI) &Y 27 @ AR »
Ry 0 AZAOMFERGE EWRATDH S
OKT3 €/ 7 u—F ViR oulgefa - v >3
EIUEROMEH 2 L3P o5 5", REHHIED 3
I7 /)= NVEEET 2 FNVIETHFF 7)) I
L CPTLD OFRIEREZ HOLVEDHEDLH L.

PTLD DERRAEIR

PTLD OJEIRIZ Y ¥ 7Bk D Z R WG 12 X 2 fid
BOREIZZ, YA M H A 2 OBF WA G
5. ZRRBRIERE RS 5720, £3 PTLD % &
)T EDVBHOE—HRL VR 5.

BRI 70 ) oS ETREIR & 905 IR I RR D B E B I
20 % LA A7 K, BEFBEEIRDS 39 %, SGEREIRAS
25 % L HIAMRZE CTRIET 5 2 EL WY, JEEIEIR
& LUCHERE, TR, IE, SRCRIR, PR R o

filn, & XIIIGEHERCEILEZRD S, RERER
ELTImIRIER, SGEPIZE, Uk, Wk, Stih
ENMHT . T8 A M A VIUE IR WIS Bk,
RERA, T (B RET) PR S  OE
BICcED BN L. SOT TIEBMHIZ PTLD % 384
T % LIRSS R &Y & OB A LS, DR
FECLEOBKIC PTLD 2 069 5 2 LIZIFERICH T
5.

FEEM (fulminant) PTLD Ti&, 3&#, KT,
Sl s (e, i B, B9 B 2 e
Dib) 2320, BUMSE & D585 TH2 7% R G
RLEET B,

PTLD DKL

PTLD J&HED ) A 7 GFii,  BEARGEIR, MRS
GRS, FREAIRED? SRAEMICBET 5.

EBV O REAS PTLD ® Y A 7 12 b 5§
b7, BERIICLY YTV ME FF—0 EBV i
HFMMA & L C VCA-IgG, EBNA HLfko 2 ~
) ==V AT bNDSA, 1R TR S 5T
RDRAT LB L 2 5 2 2 DSH A DO THEE L ET
5.

PTLD ® N A V) A 7 E ) T, KK 7 i v
EBV-DNA ®DE= 1) ¥ 7 HSHIZ MR b a5
HEICHEHTH LY. LaL, Mifke L4, ik,
WHIROWThEZHWE2, H v b+ 7EORE,
ElichsbZ L, EBVEEO PTLD 3B ETE %
Wi EfERTREBEN D H L. B TIE, B
i EBV ARI& G B & R4 A% 1 7 A il 0 i 1)
WZx LT, BAifE L AERIT el (1~3 20T 8)
RSO 4 1 EBV-DNA E# (real time PCR )
A7) S E DRI TN DY,

B CHRAHO MBI, K7 V73 v
JE, NI VAT IF—¥ LR, EARZENFHBL
72B#IZ1E PTLD %2589 LS 5. G~ —H—T
» A IiE LDH, B4V 7 A E, wRBEIE, W
BYEA vy —u A X0 2 ZFROWNEN W OSE
L 5.

EERAO HIE, WA OMER, LR o
MR OMREICDH 5. —BAIIIFEE, W
iR, MEER, EE o CT M F 721& MRI e % 17
W, RYF ) VSETIE Ann Arber 038, /NEIE
FTYF ) UNETIE Murphy 2038 TR = B2
5. MoBEMERES; & FEkIC PTLD T3, fluorofe-
oxyglucose (FDG) positron emission tomography
(PET) OAHHESHME SN TW2™. S 5ITTFH,
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M8 7 & D JEEBREIR %2 726 B FEBI Tlx, HALE N
FMRAZ ATV, IRHIBAL O E & IR I BEES T %
119 . FHRAREREIR D & 5 FEB] TIL TR MRI R JEHE
220, BRI DB D N B RER T UEE BEEE T O @)
e h.

PTLD O & fiff € & & 5 1L P B W A3
PETH Y, B - V) 2SRl 50 2008 42 WHO
53 % v %% (Table 3). Early lesions, Polymor-
phic PTLD, Monomorphic PTLD #*& 7% % 2%, Hij 2
HIEBMREETH Y, T/NKMREEDIZEA LI
Monomorphic PTLD T& %. Early lesions (322l
N BT & ARG R EIERR I S N, wihd
R IR X R 72, 1gG % EBV-terminal
repeat ICX 527 0 74 — N TIEARY T2
F 19 I a—7)vx~9. Polymorphic PTLD TiZ,

Table 3 Categories of post-transplant lymphoprolif-
erative disorders in the WHO-2008

I Early lesions

Plasmacytic hyperplasia

Infectious mononucleosis-like lesion
I Polymorphic PTLD
I Monomorphic PTLD

(classified according to the type of lymphoma that they
resemble)

B-cell neoplasms
Diffuse large B-cell lymphoma (DLBCL)
Burkitt lymphoma
Plasma cell myeloma
Plasmacytoma-like lesion
Other

T-cell neoplasms
Peripheral T-cell lymphoma, NOS (PTCL-NOS)
Hepatosplenic T-cell lymphoma

Other

IV Classical Hodgkin lymphoma-type PTLD

43

2% NG 2 & 72 5 & 2 A1 Early lesions &
R A RO DS, REEIEA RO S, BHIE A ) T
ya—FNdHHWEE) 7 0—F L ThHDHI NS
V. Monomorphic PTLD i, €/ 7 u—F V4 THh
D IHBLEAIIZIE— A D) Y NEGHIIED W TH
3% (Tabled).

B, RS (T, BMilaoFE, CD20
D), EBV O#% (EBER in situ hybridization,
LMP, EBNA) %479 . $HEMTIZ 5 2D
"BoNBnizw, TELHR)YRAEMRERIRT 2.
72 BRI T RTHRUY VEETHDOTIE RS,
SEILCHIR R E L, 7a—HF 4 s A MY —I
LB EF MR OME, Jutfind (kG
NV R - IR T B (bor-6 25, N-ras 225, p53
R, c-myc FHERR) %179 (Tableb).

B &

PTLD O/ A V) A 7 SEBI TIE TR A A S
N5, REHHSEOBME ML, EBV Bk K —7
5 EBV L Y ¥ r b AOBHFI T, Bhik
T raU MR Y a Lo FHiS s frbh
. L L, O TIE EBV A ) X 7 JERINIC
BIF2P7 A VAFEOFHix GIZDOWT X ¥ il &
1072825, PTLD BHEICHLY A IV AT PRk
DA RS SN o 727 &M h e
BT, It EBV-DNA 22380014 2 FEFN R 5
)Y E Y 7 OEEHEROA TR ST
2705, SOT BT 2 A M S 2 Th.

PTLD DG #1205 — B IRUL 50 92 P 56 o Ik =
TH 5. FIEIHEROR L 2~4 HE TR SN
%, REIC X0 SR OIS R RO BN IR R ZE O
DAZHEE B 720", CNI ML H i EE o 48 [ E &
DB E R L 2MELRE=5) Y T %47,

Table 4 Summary of pathologic and clinical features of PTLD

. Architectural EBV Gene Response
WHO-2008 Clonality effacement Status alteration to RIS
Early lesion Polyclonal/ Absent + None High
Oligoclonal
Polymorphic Oligoclonal/ Present + BCL6 Varies
Monoclonal
Monomorphic +
DLBCL Monoclonal Usually + Usually Poor
BL present + present
PTCL-NOS -
HL Varies Present + Not known Poor

DLBCL, diffuse large B-cell lymphoma; BL, Burkitt lymphoma; PTCL-NOS, Peripheral T-cell
lymphoma, NOS; HL, Classical Hodgkin lymphoma-type PTLD; RIS, reduction in immunosup-

pression.
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Table 5 Diagnostic workup for suspected PTLD

Routine Selected
CBC, differential Gastrointestinal endoscopy
Serum Na, K, Cl, Ca, BUN, Creat, UA Bone scan
Alb, AST, ALT Bone marrow biopsy
LDH, ferritin, sIL2R Lumber puncture
Immunoglobulins IgG, IgA, IgM PET
EBV serologies EEXA VCA-IgG, EADR-IgG, Brain CT/MRI

EBV viral load from peripheral whole blood

Stools Occult bleeding
Chest radiograph
CT scan of neck/chest/abdomen/pelvis

Biopsy Routine morphology

EBER ISH

Chromosome/Genetic studies
EBV clonality (Terminal repeat)

Immunophenotype (CD20)

mTOR [HESHTH LX) A & (EVL) 25, in vi-
tro T EBV &4l g o B 5 2 Jill 3 % & o Hiedi A8
HD®, CNI Z i L EVL #BrH 3 A E5 D #INS
na5.

B oSO HRBESE L LT S5 5t CD20
PUARKITH L) v F v~ T71%, CD20 Ktk PTLD
THOHHTH L. SEIEHHIEEREAISBNII T35 )
VEI THMEH T, 1AESEERIZ6T%EE
PRI RIZE VD OOFBLE LR T W z9H™, Monomor-
phic PTLD 25t L Tl b5 & o ff ik % 5%
W45, —fAOEMY > 5JETIZ CHOP i &
)Y ¥ <7 &P L7 RCHOP # i 2 BAF 2 16
B TH D Z 5, PTLD T RBRIC BIF2K
WAOEfFs 5, Lo L, R-CHOP #:CIIBERE
& & D ITHHBESENS {, /MR PTLD Tl (Lo
WEETLZT VN IH4 2 v ERWET RS
WEL Y Y F TR 2 L TEH
2L, B Z I LSS5 AN R EINT
AV-S

BB DIESIRR EEE

Wb TEBLE 1T o T B/ DR A 26 B
?D9H H 5FZ PTLD 23%#E L7z (9 B 1 #1id PTLD
FEREBR A U BEISHIA S 7z). Table 6 1% DEKK
it x T Lo,

BHFHZ5BE D EBV IIRESFETH 72, D
ETIT b L /NRAERIFRAEG] T, BaETiIZ EBV
DOWEGIE PTLD ® ) A7 L b vt sh,
Wk & HASETO EBV ORGSR DN 7 EH T
RIZHHEELRINTVEY. L, BHLFER
AT1990~2002 4 & BRIAIMIC KA ZHETH 5. I
I, HOYDETIEROK & RISl 2s 1255 C

B, SHBIEIBHIC EBV RIEGDREGIHHE 2 5
TERFHEN, DHPETH EBV £EGL ¥
Y MEPTLD ODNA Y A7 BFE LR LTLEND
5.

JEB 4 T EBV & CMV O W3 it d & g s
y—rx5 L EBV MY PTLD #3889 L7z, F 72,
EBV itk PTLD (2813 % 3$IERE O EBV-DNA & 13
LFLLWIMLTWS EiZv 2%\ (Table 7). L
L, 5% 360Tix EBV MiEPLAMAE T VCA-IgG
2 EA-IgG IIHfETH ) EBV BYREDOIRIE L L
THMMAETH S (Table7). EBV IZREG R
EBV-DNA &YX TH > TdH, PTLD &P fE
PEZZRE L 7-BMEBI RO N5,

KE 2 1% EBV Bt T M fa 7% PTLD @ 4% ) T &
5. Wk 5o ik T Mt PTLD Tid EBV
BBEETH B Z LA\, EBV &4t T/NK Ml
A7 1 — YRR 5 2P E)YE EBV R UYE
DIFIEREASDDSE R 7 ¥ 7 TIEHOK & R
W ERMSLNT WS, LT, bHPETIZT
MM PTLD T3> Td EBV ORI HBETE X
W, F 72, UV F YT OEBEREISICIE S S .
EBV Btk T MBI EALY 238k LCo stk
AR ZREH A M A A VIEIC X B IERIRA R %
IS EZ BT A7 0EEEZET 5.

JE ERRE IR & WSS HEIR & L 7= SEBI A5 b 4 61 C
o7z, Tai I, /ARG - il # A% PTLD14
BloH L 3BINIEEIREEZ AL, 3P CTHEELE
L ABICTHRIYLEZ L7z S S ICHEERE
AETH BT AN Lz WML TwA,
MIREEH T LREBNITFERARRKT L% 5. fEH] 2
TR PTLD 258972 (Fig. 1) %, {b%
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Table 6 Characteristics of Five Pediatric PTLD Cases

45

Case 1 Case 2 Case 3 Case 4 Case 5
Gender male male male male male
Underlying Disease DCM DCM DCM DCM RCM
Age at HTx 5 years 3 years 1 years 7 months 9 years
Age at PTLD Dx 11 years 10 years 4 years 4 years 14 years
Immunosuppression TAC, MMF,
Prior to PTLD TAC, PSL TAC PSL TAC, MMF TAC, MMF
EBV status
IgG at Transplantation Negative Negative Negative Negative Negative
IgG of Donor N/A Positive N/A Positive N/A
Clinical Presentation Intermittent Diarrhea Diarrhea Abdominal Abdominal
pyrexia Blood stools Blood stools pain pain
LDH (U/L) 378 299 252 1471 202
sIL-2 Receptor (U/mL) 4,810 8,480 1,190 2,970 359
PTLD Subtype Polymorphic Monomorphic Early lesion Monomorphic Monomorphic
(Hodgkin-like) (PTCL-NOS) (Burkitt) (Burkitt)
Treatment Rituximab Capizzi Rituximab FAB/LMB9% FAB/LMBY9%
Outcome Remission Remission Remission Remission Remission
Follow-up Period (years) 11 10 6 3 1

DCM, dilated cardiomyopathy; RCM, restrictive cardiomyopathy; Dx, diagnosis; TAC, tacrolimus; MMF, mycophenolate
mofetil; PSL, Prednisolone; EBV, Epstein-Barr virus; N/A, not available; PB, peripheral blood; ND, not detected; PTCL-
NOS, peripheral T-cell lymphoma-not otherwise specified.

Table 7 EBYV serological findings of Five Pediatric PTLD Cases

Case 1 Case 2 Case 3 Case 4 Case 5
VCA-IgG (FA) 320 % 1,280 x 2,560 x <10x 160 x
EA-IgG (FA) 80 x 320 % 80 x <10 x <10 X%
EBNA <10 % (FA) <10 % (FA) <10x(FA) <10 % (FA) 1.1 (EIA)
EBV-DNA in PB (RT-PCR) 16x10° 85 %102 2.2x10° ND 15x103
(copies/106cells)

EBYV, Epstein-Barr virus; VCA, viral capsid antigen; EA, early antigen; EBNA, Epstein-Barr nuclear antigens;
PB, peripheral blood; RT-PCR, real time PCR; ND, not detected.

PELHTC S T I E SRR 2179 & & TS
LzmEs 22D TEL. VY F I THRBERD
HALEZRILOWME"SH Y, HWLERELELAET S
PTLD TUEMNF R HEYI B O @I 2 Z R 5 L%
NdhbEBEbhL, T/, SEG 413 E K ERIER
(Fig.2), JEf5 3 EMZ 50 L PTCL O #ric
o 7z BHIZE M % 1T 9 iii% Tld, oncologic emer-
gency [ZHIBTE 2K D b 5 22 U Db 3 5 %
PE &L 72,

Burkitt ') ¥ /8 & S S 7z 2 ERI T, BB
MIREEIER Y F ) X JEOREHERHECTH 5 FAB/
LMB96 % #IR L 7. — /MR L 72 B B
JatIER T F ) UREICHLT, VYFI TR
PR L 7R AL o B SR B BIAEf T b C
BY ZOHEBEEOMERWEI NS,

PTLD % &6F L7z 5 BT, e oo fFp s
ELTH7u) AARMH L TW7z28, MEFRREEIC

Fig. 1 Macroscopic findings for resected lesion (case 2)
The resected ileum shows the development of an
ulcer (maximum diameter, 6.0 cm) and lymph node
enlargement (diameters, 1.5-2.0 cm).
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Fig. 2 Abdominal CT findings (case 4)
A bulky mass (maximum diameter, 20.0 cm) arising
from the terminal ileum is visible.

B 5 CNI OFffi¥i & PTLD J84ES0E & OB IX 7%
W DOIREDRTH LY. BRBITIEY 70 A
AD D EVLNOEEZAT 5 72755, B TlEwg
NOFERITH PTLD OFFIEED T, EVL
WX DMEFRIAE A THE EEZ LD, GHSH
bR A ET 5.

BhIC

PTLD (&3 B2  BRRIIC D IR W A X7
NI LARETHEBTH S, IEERIER R M2 R
e SRR ERGEE RET 5720, TTIXPTLD %5
)T ENBHOE L VR D,

/N PTLD OE#IE, JEBRZH TN Z, /NEAVEL
MHERE, W SR, B 2 & H%EHE L 72452190
BWHBWIHTH ), & HITHR S NZAER] T ORI
DI I IZEE R 2 BB TOBRBE e 2 LB L §
5.

E
HBBIOBZHIZE L, PTLD OZEICOVWTOITHE
& EBV OMFEZTo T2 & F LBt ER R
FRFIRIEAE IR R, BN E R
WTTE L 7 — W pT S e R e S ok —
ek, ZLC—HICHRICED > T RS o WL T
RRFRZ/ANEAVEE i) B L R odeA T, 4t

IR DS R #h 72 LE T
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