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Report from 18th Congress of the European Hematology Association — 12-17"

June 2013, Stockholm, Sweden —Magdalena Winiarska (active participation —

co-author of two posters presented during poster session)

Annual Congress of EHA attracts every year hematologists from all over the world and creates a
nonesuch opportunity to present own findings, share scientific ideas and create scientific networks.
A. Poster session Non-Hodgkin Lymphoma — Biology (poster walk moderator Philippe Gaulard) —

presenting author

M.Winiarska?, K.Bojarczuk?, M. Wanczyk!, M. Dwojak?, P. Zapala?, N.Miazek?, M. Siernicka?, J. Golab!2
1. Department of Immunology, Center of Biostructure Research, Medical University of Warsaw 2.Institute of Physical Chemistry, Polish Academy of Sciences, Warsaw,

Poland
Anti-CD20 monoclonal antibodies (mAbs) are widely used in the of non-Hodgkin’s lympl (NHL) and chronic lymphocytic leukemia (CLL).
‘Combining new agents with already used anti-CD20 mAbs seems to be a reasonable approach to further improve current therapeutic options. It seems that
signaling via the aberrantly activated B-cell receptor (BCR) plays a key role in the pathogenesis of B-cell tumors. Blocking BCR | I k holds a
great therapeutic potential in both NHL and CLL. Several trials are currently being conducted to investigate the effects of combination of BCR< targeting agents
with anti-CD20 mAbs-based therapies. To improve these therapeutic approaches in a planned manner it will be utterly imp to decipher actual h
of interactions BCR: d therapies and anti-CD20 mAbs in established in vitro models.
The aim of this study is to elucidate role of BCR I h in [ of €CD20 levels in tumor cells and antitumor activity of anti-CD20 mAbs.
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Blocking BCR complex network on nearly every step of signal i ion and pr ion consi di I} CD20 Ievels what might have extremely
important consequences for the anti-cancer therapy that is based on the use of anti-CD20 mAbs. In Ilght of our iC of BCR

inhibitors and anti-CD20 mAbs-based modalities should be rationally and consciously introduced into clinic in optimized therapeutic schemes.
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B. Novel therapeutics, targeted therapies and gene therapy (poster walk moderator Hubert

Serve) — senior author

Malgorzata Wanczyk?, Mieszko Kozikowski!, Michal Dwojak?, Kamil Bojarczuk?, Jakub Golab'2, Magdalena
Winiarska?!

1. Department of Immunology, Center of Biostructure Research, Medical University of Warsaw 2.Institute of Physical Chemistry, Polish Academy
of Sciences, Warsaw, Poland

Introduction

N N
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Fig. 1 Raji cells, pretreated for 48 hours with HDAC pan-inhibitors — (A) Trichostatin A Fig. 2 Raji (A), Daudi (B), Pfeiffer (C) and LY-1 (D) cells pretreated for 48 hours with specific
(TsA), (B) - suberoylanilide hydroxamic acid (SAHA) and (C) Secriptaid (SCR), were HDAC6 inhibitor - tubacin were incubated with FITC-anti-CD20 mAb. Binding of mAb was
incubated with FITC-anti-CD20 mAb. Binding of mAb was determined with flow d with flow y.The efficacy od diated CDC was d with PI
cytometry. The efficacy od CDC was with Pl staining using staining using flow cytometry after 1h incubation with serial dilutions of rituximab in the
flow y after 1h L: with serial dill of b in the of p of 10% human AB serum as a source of complement.
10% human AB serum as a source of complement.
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Up-regulation of CD20 by HDACi correlates with tubulin acetylation Use of pan-HDACI affects CD20 transcription, while HDAC6 inhibition does not
.
Fig. 3 Raji cells pretreated for
48 hours with tubacin (A),
SAHA (B) and SCR (C) were
analysed for CD20 expression
acetylated by Western blotting. The
tubulin level of acetylated tubulin —a
B-actin hallmark of HDACE inhibition o B N .
was analysed using specific P T— : rr
antibody. - - tubacin [uM] tubacin [yM]
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SCR[uM] Fig.4 Raji cells pretreated for 24 hours with HDAC pan-inhibitors (A) and tubacin (B) were

analysed for CD20 expression gRT-PCR with SYBR Green and hydrolysis probes.
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Discussion during poster walk moderated by Philippe Gaulard
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Travel Grant Winner - conference fee and travel costs covered by EHA

TRAVEL GRANT WINNERS

Far this Congress 96 trawel gramts hawve been awardisd to Junior members of EHA, based on the mean score of thelr abstracts.
Of thase fravel grants 15 have been reserved fior absiract authors from countries with kower- and lowar'middle Income

aconomies.

EHA congratulates the folowing persons with thalr traved grant=:

Aalbers &, the Netharsnds
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Bray 5, Ausiraii
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Burin 5, Branf
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Chilton L, Lintted Kingaam
Cimina M, faly

Coeiho V, Unifad Kingdom
Davids M, USA

De Angeils B, sy
Degryse 5. Seigium

Denk D, Ausina

Dickdnson M, Ausirala
Cinmohamied &, the Netharands
Dafate C. Switransnd
Dowey O, Linifed Kingoom
EdaH, UsAa

B Chaar T, France
Bmaomly S, Egypt
Fadar M. Siovakis
Glammarco S, sy
Goossens 3, Bakgivn
Gorantia S, Gammany
Gugliota & faiy
Gultart &, Linfted Kingdom
igoal 7, Ssudl Arabla

Jig S, Germany

Jones A, Linited Kingdom
Jutzl | Ganmany
Kapp-SCiwoerer 5, Genmany
Kato T, Jspan
Kendaran S, LUSA
Khan &, indla

Klingeberg C, Germany
Koszarska M, Hungary
Kumiasvan &, Indanasia
Kumetsowa |, Gemmany
Lauw M, the Natherands
Lakowic O, Serbia

Lastevan E, Franca
Lake C, Unffed Kingdom
Malques A, Spain

Malza P, LA

Malain A&, Maly

Malcikova J\, C2ech Repubiic
Mansur M, Brazi

Marbalo M, tay
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MIraz M, CZech Fepubilc

Muimerjee L Liniteg Kingdom

Nagata ¥, Jspan
NisOarwlaser G, USA
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Papaammanull E, Lintsd Kingdom

Pamy M, LUintted Kinggom
Pede V, Bsigum
Pereira M, Portugal

Pimenaova M, Russian Fadaration
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Sportoletl P, faly
Stephens 0. USA

Siratl P, USA

Ti==ing E, faly

Tormn O, Ty
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