Translocation partners (n=756)

t11.17}a23:q21}
{N=12}

1410;11){p11.2,923}, -
{M=12)
H4;11}q21;q23},
{N=13) b

Othar, {N=143)

v1;11Ha21;q23),
{N=25)

t{11:19){q23;p13.3),
{N=25)
t11:19){q23:p13.1), _~
N=34) ‘
L1900 a2%p13), S

{N=31)
~—t{10;1}}{p12;q23}.

{6 11}{a27:q23)
{N=35) {N=98)

Total cohort of 11g23/MLL — Survival

1.0

08
0.6
a p0S
B 0.44, SE=0.02
0.4 pEFS
: SR | 33
0.35, SE=0.02
02|
‘/ Pat. at risk
0.0 . 637 406 341 263 206 163 117 88 57 40
. e A LA
0 5 10
years

Subgroups of 11923/MLL - Survival

1.0 -
0.8
.08
P I -
0.4
0.2
0.0 T T T
5 10
years
H1;11)1(q21;q23} 0.92, SE=0.08 (N= 24, 2 events)
1(9:11)(p22,q23} 0,50, SE=0.03 (N=321, 158 events)

H11;990q23;p13) 049, SE=0.09 {N= 31, 15 events)
€11;494q23;p13.1)  0.45, SE=0.09 {N= 33, 12 events}
H11;49)q23;p13.3)  0.43, SE=0.10 {N= 23, 13 events}
HH1;17)q23iq21)  0.42, SE=0.14 (N= 12,7 events)

11q23/MLL other  0.39, SE0.04 (N=143, 85 events)
I 1KPI2;q23) 032, SE=0.05 (N= 97, 64 events)
4;11)(q21;023)  0.29, SE=0.13 (N= 13, 9 events)

Y10;41)p11.2:q23)  0.17, SE=0.11 {N= 12, 10 events)
8:11Kq27:923) 0.11, SE=0.05 {N= 35, 31 events)

T T

11q23/MLL — Multivariate analysis

PEFS pos
HausrdWatio  $5%CI  prdee  HusrdRato  9%5%CI  paake

MLL Arsnslocation

WRAIXP2ZATY) 1o Reference 10 Reference

WO 1Xpl2q23) s LI 006 19 1326 <0007

H&1ING2T423) 23 1534 <aoo 25 1640 <000l

«11,19Xq23.p13) 10 0617 o9t 14 0824 a

KI519Xa23p13 1) 1 0718 a77 09 0547 L)

HEL19Xq23,p13.3) 11 0619 ¢85 1% 0827 017

K1 1IXQ2He2) 3 © 0008 0007 -

A4 EIXg21q23) 16 08-32 015 23 1246 0.02

PHAT TR ) 2 1346 0007 3 1543 0003

®1E1TXq23:q21) 10 4522 034 1 0426 e.94

Oxber 13 1047 005 13 0518 o1
Additionst cytogepetic
sbberrations

No 19 Referece 10 Refarense

Yes 12 1045 oos 13 [REES 0.02
WBC

<to0x 101 10 Refercace 10 Refevense

2100x 101 14 117 0003 14 [REX] a.007
Age

<10y 19 Reference 10 Refercnce

210y 13 1616 004 14 1118 00!
[ Allogeneic BMT

Do 10 Reference 10 Reference

Yes o9 0613 sy o9 0612 o041

t(9;11)(p22;923)

R $08 )
HasrdRatle 9% potsiue HuadRatis %O ke

[ Addidional crtogenetlc
[ bberrations

No 10 Reference 10 Reference

Yes 12 0917 02 15 1022 0047
WBC

>=Wx 10" 10 Refereace 10 Refescace

< x10°L 06 o4a8 0001 0.6 0409 0006
lsge

<10y 10 Refercace 10 Refersnce

=16y 0 0716 067 1 0718 06
FAB1ype

FAR other 10 Refervnce 10 Refercace

FATIMS 04 0306 <000 04 0306 <0001
[Atiogeneie nSCT

No 10 Reference 10 Refevence

Yes 10 0617 099 10 0549 094

Conclusion

identification of several novel, independent prognostic 11q23/MLL-
rearranged subgroups

t{1;11}{q21;923) >
t{10;11){p12;423)
t(10;11)(p11.2,q23)
(6;11)(q27;923)

favorable prognosis

unfavorable prognosis

t{9;11)(p22;q23) heterogeneous subgroup requiring the inclusion of FAB-
type for accurate risk-group stratification.

Investigation of the biological background of the various subgroups
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20th Annual Meeting of
the International BFM Study Group
Resistant Disease Committee

tichstiF EiERERT 54—
Z2RE% BERIDRERE 54—

MIETFEE ERNERER

Resistant Disease Committee
1-BFM-SG

Summary of the activities

o Clinical trials (phase Iii} » EuReALL 2010

» Stem-cell transplantation > ALL SCT BFM int.

« Biology, Diagnostics, Research » MRD, biological co-study

» CMC544, MT103,
Forodesine, Bortezumib

e New agents (phase I/I1}

ALL-REZ BFM 2002

ALL R3 (CCLG, UK)

Fbw Farere
Therapieubersicht ALL - REZ BFM 2002 4 .
" D W
f ' o P P s s ) t i I TR S R I R S T
vy
”~ ViolH WA aznd tewdtr 0 Tl Al voroo v
S1 o1z k i £l w iyl » | —
H L4 ® L
vrin R
‘g2 J" s Piolh DA - '9 @;m' !"i !R‘E'P"" . / . |-—~_ts| wnsa M
¥ SRR -3 t s e
W
4H Pioly A —— —'
8344 v no i ‘m,,"‘
B NI R2 B
\ M —, .
P , ) Lo - ot N
MRD . P ' ' Vi5n il / I SRR
A L
S2[3weekSMMRD > 10°THH,
- UK R3O B HEGIEIMRD > 104,
Demographics - BFM and R3 comparison Risk Factors - BFM and R3 comparison
Variable R3 BFM 2002 | P-value
Variable R3 BFM 2002{ P-value Timeto  VeryEarly | 31(1t%) | 107 (22%) [ 0.008
Total 272 486 relapse Early 86 (32%) | 135 (28%)
Gender Male 165 (61%) | 301 (62%){ 073 Late 155 (57%) | 244 (50%)
Female |107 (39%)]185 (38%) Site Isol BM | 159 (58%) | 304 (63%) | 0.32
ETVE-RUNXI 34 (16%) | 66 (15%) | 0.75 Combined | 49 (18%) | 90 (19%)
Age af Median 9 89 0.18 Isol EM 64 (24%) 92 (19%)
relapse (IQR) |(6.8,126)]|(59,12.8) TImmtype non-T 237 (87%) | 413 (85%) | 049
T-celt 35 (13%) 71 (15%)
(years) [Range] | [1.1,187]] [1.1,18.0] ) TYGA) 75 6% 5503
t1to<6 | 45 (17%) | 126 (26%) R3 risk IRr) 186 (68%) | 270 (56%)
6 t0 <10 | 112 (41%) | 152 (31%) group (HR) 72 (26%) | 187 (38%)
10+ 115 (42%) | 208 (43%) sl 14 (5%) 29 (6%) 0.002
Months 1o Median 40 30 s2 197 (72%) | 291 (60%)
relapse 1 BFM risk s3 30 (11%) 57 (12%)
(IQR) | (27,59) | (19, 44) group 54 31 (%) | 109 (22%)
[Range]} {5, 155} [2,162]) | <0.0001
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MRD results at week 5 - BFM and R3 comparison

Remission Rates and Toxicity - IR+SR

[Induction <107 2107 TInduction Missing | Total number
Patient group N (%) N (%) deaths (by of patients
Al IR/S2 Tdarubicin 17 {29%) 26 {44%) 3 (5%) 13 (22%) 59
TRM Hhitoxantrone |23 (26%) 33 (38%) 2 (2%) 29 (33%) 87
BFM 57 (25%) 135 (59%) 4 (2%} 32 (14%) 228
Induction CR Induction| Post-induction Randomised IR {Idarubicin 16 (30%) 24 (447) 3 (6%) 11 (20%) 54
Nitoxantrone {17 (27%) 25 (40%) 2 (3%) 19 (30%) 63
Idarubicin 85 (91%) 4 (43 %) 1 (13%) N idarubicin mitoxantrone BFM
Q. RERRR e T e e —
Mitoxantrone |107 (96%) | 2 (1.8%) 6 (6%) R = — —
BFM 306 (96%) | 3 (0.9%) 9 (3%) % A k‘« 0 f” T
ol | _ i [ o o
Idarubicin |78 (92%) |4 (47%)| 10 (13%) MENE N 1
Mitoxantrone]75 (95%) | 2 (2.5%) 4 (5%) 2 &1 = U l
feld | —
CR BFM = Mito > Ida SRR N I
Toxicity BFM < Mito < Ida T4¢F  §3°¢ T g
§: i $1
MRDE D EIZRI-IDABRSABREE M o1t BAPTRMHEL CREILIDAZA e = 2 s =

oL, T BRBARDTRMES ( BRFRLTR, WeekSOMRDE b5 L4 ECHLTOKIDA LAL. ERBADECERLEL,

PFS for SR+ IR - BFM and R3 comparison » EuReALL 2010

1.00

ALL Resistant Disease Committee
EUREAL 2010 General outline

+Epratuzumab

0.75

Mitoxantrone N2/3

()| [amwomcm] | [is]

Week 5 MRD+
HR IEM celaps|

Dex+ClorMitsVP16+Lasp+TIT

TIdarubicin
O njt=———=
; Al
Therefore in ALL R3 and BFM comparison, week 5 MRD is not :

s e Dex+AraC+Mit+VP16+Lasp+TIT
predictive of outcome *

Proportion still progression-free
0.25 0.50
! h

Endpoint: EFS

0.00
i

Ly T T T T
o 12 72 84 Endpoint: EFS

24 48 60
Progression-free survival (months)

- EWSHH T, RYRBOEPIIEFSEL T, MRDIZY O —FI—A—ELTRE,
*3¥: IDAOMRDBDBIZBRIFTHIH. BREAZROTRMAEC, HIZSCTTO " 3 ) : il
TRMAEL, —DTth. 2EDPFSEIDARNEBIZR ATz, SRTIEpratuzumab(CD22Ab)H Y AL, HRT(EClofarabine vs Ara-CORCTZE{T3.

* EuReALL 2010 Survival after HSCT is not superior than | 75"
ALL Resistant Disease Committee o that after CT alone
EUREAL 2010 o \\
Participating countries, expected patient numbers/year 08 \\
s Q.7 .*\s
pustra: 8 BMLTBENELLM. RCT U os RS
Canada/Toronto: 6 & =Nt R ™ ~ O e e — - 53:5(3.3)
s Smebmet b1 BRIzt 5 I Dt SR
COPRALL({France/Belgium/Portugal): 45 FHADT. BNTAFEEER A 04 46.0(4.3)
Germany: 60 ThET, N = Lo,
:Sf?e“ -:5 BMIEELM ShOMEE 02
taly: ZAHEIZLENEN RN E
: s, o1 | TS, (oS pauenns
Poland: 35 0.0 g T T T T - T : |
UK: 45 o 1 2 3 4 5 & 7T 8 9 10
NOPHO: ? YEARS FROM MEDIAN TIME TO SCT
SCT CR1 127 206 163 137 110 75 62 40 25 12 6
Total: 265 Chemoonly 285 126 100 79 68 57 40 25 16 8 6
Other: Australia, Spain? (LR EAOAH TOARMBE. CRITOSCTH T, OSTIHHEERLL,
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Protocol ALL-REZ BFM 95/96 vs P02/2002
EFS by MRD post Induction

10 95/96 1o _‘\ P02/2002
8 L—‘_\-H_\_\_\‘-——— 8 e
& s
u o
i <001 2
4 4
2 2 p=.719
00 00 years
2 4 6 8 10 4] 2 4 6 8 10
MRD

<102 n = 46; cens. = 35; pEFS=.76 = .06
210% n=34;cens.= 6; pEFS=.18 : .07

N =92;cens. = 70; pEFS=.67 X .06
N =92;cens. = 67; pEFS=.63 £ .05

S2BEF LU RAOH T AR L=0606 TIRTR2OMRDO RIS R 5P
KEmESHT, D1, MROBIEBHZSCTEB AT ST LICKY2002Tldos “HARTE
EFSIRIEMEFECHEL .

EFS and OS of Patients with relapsed of ALL

by Post-remission Therapy; ALL-REZ BFM 90, 95/95, P02/2002
{Chemo adapted for time to SCT)
10

Chemo 05 =.56+.02

SCT 0S =.50:+.03

rissgmin ey — SCT EFS=.48£.03

PEFS

Chemo EFS=.44+.02

Delta OS/EFS Chemo = 11%, SCT = 2%

0 5 10 15
Years

LA, 90, 95/96, 20020 R, IEBHEBOOSETRAT HL. EBHEOH A
OSTIRIFTH ol ~SCTIREFSERET I, HTLLOSOREITFELLL,
BRATH-TH, SCTELTREBIRITUDISCTLEL TEE,

« 2ndSCT
- BFMIZ$1LVT2000-20064E(21T 4> t=2nd SCTAD
Retrospective’Z 24T
-Fh—Y—RICKBEFSDEFEDLE I T
- RIST+Tcell depletion AN Bt BRAR A & o7 (pEFS 0.35 vs 0.17)
- nonCRTO B HEILHH THRET R (pEFS 0.07)
- RIST&EMyeloablative D peFSIEIFEIE B (0.17 vs 0.20)
-istE2nd DA R—s 8L - - 200 B Bl TpEFSICHEE
—rspeculation Tl &HDH250B LLEHIFEOMNELUM ?
- GVHD DM IEL TLVRLY

* Haploidentical Transplants fo HR-ALL
- NK-allo(KIR mismatch+)lELFSIZH B B2 & (SyLFS 0.65 vs 0.32)
- MotherASLFSER L B EF
- GVHDH:,Mother® 5 HEELN

i

. Forodesine

. Nelarabine

. Obatoclax{GX15-070)
. Dasatinib

. Bortezomib

MT103

S s W N

1) Forodesine

PNP(purine nucleoside phosphorylase)® B E I
non toxic selective inhibitor

#10160-300mg/m2 (FHED4{E), ##iE40mg/m2
Phasel/iltrial H\BAEA

WA T-ALLn=34 CR 21%,PR12%

2) Nelarabine (COG-NECTAR)

T-ALL

BEi#29%

TACL T2008 003

Nel,VP16,CY dose escalate study ,iTIZ4@8&HIT5
phasel B FT-ALL(CNS3IEEEHH)

phasell 20128 F5E NECTAR vs Forodesine

3) Obatoclax (GX15-070)
BCL-2inhibitor

BCL-2family of cell death regulators.
AT A4 FEREDQALLE S A % R
stepl 3+3design 6-12PTS PK,PDstudy
step2 safety combination study

{ DEX,VCR,Obactolax)

step3 combination study

4) Dasatinib

BCR/ABL potent multi-target kinase inhibitor
ARFITBREHILT
BEHEPh+ALLECMLD /MR Zphasel /BRI
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5) MT103
BITE ; antiCD3/19anitibody; Blinatumomub
Bispecific T cell engaging monoclonal antibody
(CD19/CD3)
fX Aphase I:NHLEFEHIZHLT,
BlI4E A : CNSevent(Tremoro), B fiE
phase Il : B ¥ JABIEHMBCP-ALLIZR L TITHoTLY
Bo
IR7E 4 A—3 AIEMRDIEHEIZES,
—1 AIZBCR/ABLIGHE AR E B E T,
A—OABEKAREL KT E

6) Bortezomib
Glucocorticoids, 72584912/ AraC,
VCR., UVH SR ELOHARETHEMEMRE

TACL 1.7mg/m2/d(DLT}—1.3mg/m2/d
ASH2008 THi&s n=10 8 A A BMremission

Study ITCLO21/I-BFM

SE164E5%, RCT

second or later relapseALL&alloSCTH D FE—FBH
FUbSH A9 iR EIZE R (DEX+VCR+Bortezomib)
1:8 B A 5Bortezomib% AtlSearly phase £2:8 H s
At Blate phase TRCTF E
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I-BFM-SGiR 4%

JPLSG CMLEE S
EBTETF

(CMLICRSS Y 584 |

1. CML committeeDERLH KU
International registrylZ DU T
- BRMLTEIZDVWTIRERSP
“FIRHELT ATFTRASHICHAT IHR IAE
F—AOWREDREHY

2. #4F =7 phase I study® 58 & phase I
BAtRIZDINT
—oF =7 phase 1 studyBtEO7F o X

AYF IR DRERE
75 AERAY(The Paed T study)h s

4. 1-BFM CML SCT studyRta D7+ R

International registry of
chronic myeloid leukemia
in children — adolescents

Frédéric MILLOT
Joelle GUILHOT
POITIERS FRANCE

Rationale

CML in children and adolescents: rare disease

International network: to better describe this rare
disease, to optimize individual treatment strategy

Objectives

Criteria for registration

Eligible patients:

+ <18 years of age with newly diagnosed CML
» whatever the phase of the disease

+ whatever the type of treatment planned

Study Type

Database:
+ First step : retrospective collection

clinical trials, local database or national registries
* Prospective collection of observational data

Analyses

. Number of collected cases: 80/year
. Duration of collection : 5 years

. Analyses :
- recruitment every 6 months
- annual report/late effects
- specific analyses/objectives

. Feedback : feedback and standard analyses
for all contributors
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Dasatinib phase II study

M Zwaan

Phase 2 study: CA180226

* Fully company sponsored

* Global study, therefore no ‘tight’ collaboration with
study groups

*CML 60 mg/m?2 QD,option to escalate to 80mg/m?
* Ph+ALL 80 mg/m? QD,option to escalate to 100mg/m?

* N=25 CML resistant or intolerant to imatinib
* N=34 Ph+ALL, AP or BC CML

resistant or intolerant to imatinib,

relapsed after prior imatinib

Imatinib in the context of
transplantation in Germany

M Suttorp

standard dose
Imatinib up-fromt

primary
failure of IM
|

Perfectly HLA-matched donor
(either sibling or unrelated;
10/10 allefes, high res.typing)

secondary
faiture of IM

CMLinCP
CML in AP/BC

Medium / high dose
IM up-fromt

maximal duration of
treatment 2 years

recommend SCT

primary failure
of IM :

continue IM as
long as effective

ALL or AML based
Induction therapy

urgent SCT accepting also
partially HLA-matched
donors

iL-2 or
204 generation TKi

Treatment algorithms of study CML paed I

CML paed I study & 1

B ERIER
2004~20064F FAERRASART B SR DIMETEH) 1061
2007E BB 4145)
Et515H(CP47H, AP16l, BC3{A)
ERPRENE

FEEHOSHIPNIEL LIMER D 28I RETRRT
New TKI#%SCT
-ELNIZESWTHRHE (3,6,12,184 8)
— No HR 2§ (dasatinib)
No CyR 2 (SCT145l,dasatinib14)
No MolR 24 (SCT148l, dasatinib14l)

CML paed I study $RE#E 2

3,155 B TENENIAT DO, HESROTHNew TKIZEE
- 24 LINICMmolRE AL F & TSCTEMTLI-ERIA16IHY
-SCT 745 (AP/BC 3, CP445l)

-New TKI 8%l

HERR
FrgERE 14
i 7
FE 361
Empty BM 145j—iMea ik
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IBFM-CML-SCT

EUDRA-CT-number  2008-000569-50

Study committee:
A. Balducci, P Bader, J Cornish, U. Creutzig, C. Peters, P. Sedlacek,
M.Suttorp, J. Stein, P. Veys, | Yaniv

Coordinator: S. Matthes-Martin

Scientific advisors:
J. Appertey, E. Olavarria, Hammersmith, London

Study sponsor: H.Gadner, Vienna

Patient recruitment: 2009-2014

Aims of a new CML-SCT protocol:

+ Reduce TRM (better HLA-typing, Reduced intensity
conditioning)

* Prevent haematological relapse by improved post-
transplant surveillance and post-transplant-therapy

+ Avoid late effects (infertility, c-GvHD etc)

Including adolescents and children with CML in CP for
whom SCT is indicated
« irrespective of previous therapy

« irrespective of the reason for the indication/decision

EXLUSION CRITERIA
No MSD or MD

* Patients in AP or BC
« Previous SCT

CONDITIONING REGIMEN

OO
LB —

{1 Fridarabine 40 mgm?
Il Thiotepa 10 mg/kg
] Metphatan 140 mgim®

Donors
»Matched sibling donors
»Matched (10/10) related or unrelated donors

Graft
Bone marrow
No T-cell depletion

CML-SCT post-Transplant Diagnostics
PB

ACHNCNGE g8 G
R

128 60 100 130 160 190 210 240 270 300 330 360 >

T T

BM
Intervals: 3:2:23;;" of r::idual disease:
st >>
1+t and 2nd year monthly Ber/ab! abt ratio > 0.02% significant
£0.02% fow

3 year and beyond

Significant increase: 1 log if > 0.02%
>> gvery 6 months

Mol relapse: 2 0.5%

POST-TRANSPLANT THERAPY MONTH 1-12

= =

1
L)
1T

Day 365
0,02 <002 €0.02 £002 <662 \| gTOP
control control control control controf T

tZB 60 90 /100 130 160 ...

POST-TRANSPLANT THERAPY AFTER MONTH j2

2 PCR results > 0.02% ber/abt /abl
or 1 PCR results > 0.05% bcr/abl / abl

PCRinterval  2nd year: monthly, 2 3rd year: 6 months

OLI escalating dose: 1 x 105/kg > 5 x 10%/kg > 1 x 107/kg > § x 107/kg

330 day>
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ELTEC

Early and Late Toxicity Educational
Chag gmm:;xg?—q‘eﬂy

Austria Frey, Lackner, Moser,

Belgium Maurus, Otten, Philippet

Chile Becker

Czech Republic | Kepak, Kodytkova

Germany Langer, Lembacker, Moricke, Paulides, Calaminus, Beck,
Hungary Bardi, Jakab, Magyarosy,

Haly Castagnola, Fioredda, Haupt, Jankovic, Manganini (Secretary), Micalizzi
lretand Byrne

Japan Ishida

Poland Kazanowska, Krawczuk - Rybak

Switzerland Feldges

The Nederland's | Bokkerink, van Den Bos,

United Kingdom | Hawkins, Taylor

ELTEC — ongoing studies

Topic Status Study

Complete |+ WHO Grade 3-4 events {Jankovic)
d + Mood and behavior during protocol | {Jankovic)

CNS toxicity
+ Retrospective analysis of CNS toxicities in the Italian and

Planned German BFM protacols (Jankavic, Moerike}

HCV infection | Submitted | + Long term clinical course of HCV infection (Fioredda, Moser)

Osteoporosis/ r(e)c?rzri‘tr:?e « Bone mass in ALL or NHL survivors in CCR >18 years of age
Osteopenia nt (Frey)
Analysis of : isk of y . .
SAE Published |+ Risk of febrile neutropenia during cancer treatment (Haupt)

. + 1 new case report (osteonecrosis) with multiple choice
Booklet Ongoing |\ stions; 1 flow chart (CNS PRESS) (Lackner, Jankovic)

" - - - Y

Cure Ongoing When is a survivor considered cured from cancer? (Haupt,

Maule, Poetschger)

POY—F—li>Thi, - K- LATER,

Saturday, May 9t (9:00-10:45)
Chair: R Haupt

«  Assessment of side effects in children with leukemia: emphasis on
nephrotoxicity, osteoporosis and cardiovascular side effects and the
“connection” between these side effects (E. Bardy, italy)

— S-Cystatin C as a new indicator of nephrotoxicity
— aortic stiffness index & TG level as cardiovascular risk

+ Hypertriglyceridemia during LASP treatment: case report and proposal for

collaborative studies (B. Bielorai, Israel}
— No guideline for hyper TG

« Statistical models for estimating ‘Cure’ from cancer {U. Potschger)

— Cure of the original cancer:Mortality from the original cancer goes to zero

+  Erice statement /Web based access/PanCare {R. Haupt)

— The Europian Network on childhood cancer survivors
— Report of the Modena meeting

~ Discussion on EU grant proposat. Update of the Brussels April 29, SIOPE
meeting

Long term survivors of childhaod cancer: Cure and Care
The Erice Statement

poe s o

The Erice statement:
Japanese translation

2008 International Open
Symposium on Childhood
Cancer Survivorship

Chiba, Japan

ANR satellite symposium

PanCare

* PanCare meeting,
— 1%t; Lund, March 27-28, 2008
— 27, Graz, November 13-14, 2008
— 3rd: Modena, March 16-18, 2009
* Aiming to,
— work with the European Community to increase

awareness of, advocacy for, and research about childhood
cancer survivors.

— include survivor and parent groups when necessary.
* The long-term strategic aim,

— to ensure that every European survivor of childhood and
adolescent cancer receives optimal long-term care.

* Grant proposal
— EU

x <2 N Cercs ety £ L vl l,
3t fprem parcars. oot L 17 »
< v s 7o B Y st M ced fotert b g
PranCAane o

Pan£uropean Heiwork for Lare of Subnivors
efter Chitdhood and Adotescent Lancee

h@f panCare | News
CR '
- S i 13-03-2009
Ny ' 16.3 2009 - Pleasure to mest your
/’l‘ | fiends aganll
o o i a7-03-2009
Reports  of grards  feceved:
watng for our first HITI

i 87-03-2009
i 2 teleconference of Webste

& veoret
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We hope we can work together towards FP7! s Ty Skt PR Y
Thank you for your attention!
Next meeting:
Newcastle, BOOKLET
26'28- 10/ 2009! HEMATO-SI?gOLOGISTS

s Eann 0k

%ﬁg;ﬁﬁa(glomeruiar flltratlor(y rate) f(J?:{f;_R() 0)7—*{1 é:zr
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o)ﬁﬁwiﬁu\iif;fg%u CEf L gm‘/#ﬁ'ﬁ%"*@ ¢
%é s&fﬁ% “ccm%m@saemwmn\émgu
%L\ J:UIEE&(»GFR%-WE?' 43')/7')77/X§H§’&

wm@aﬁrgaaur 5 m%g <au~>:¢§§ﬁo)§?§ B
#E 2on7071)2(BMG) IF A
%050, EELGE ﬁﬁéiﬂéﬁﬁ&@ﬁi")ﬁfdb\ i&ﬁ’-
o-GERREe—h— é:L'C/X@'?"/C(Cys«C)fJ‘E‘EEé*L'CL\%)

A ChREREMBELEY, E‘%ﬁ@?@a;giﬁh‘é‘.&t&
SRI-EBEZRRTILE DA TS

— 141 —



I-BFM meeting: SCT committee ¥R &

2009.5.8-5.10 Bergamo, ltaly

JPLSG-SCTZEE %

T-cell therapy directed against CD19
positive leukemias (P Amrolia)

Hicp19. HiCD3MNAT) IR HALEBVEIER)
[CHEBELLCTIZAVHaRE, BER
MRD>5 x 10, @ GVHD grade 0-1T, +35H\5
HEMHFIREL+50THIE, +60—~+7012F
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