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Forward Looking Statements
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The information and opinions contained in this
presentation and any other information discussed at
this presentation are provided as at the date of this
presentation and are therefore of a preliminary nature,
have not been independently verified and may be
subject to updating, revision, amendment or change
without notfice and in some cases has not been
audited or reviewed by the Company’s auditors. This
presentation is selective in nature and does not purport
to contain all information that may be required to
evaluate the Company and/or its securities. Neither
the Company nor any other person is under any
obligation to update or keep current the information
conftained in this presentation or to correct any
inaccuracies in any such information which may
become apparent or to provide you with any
additional information. No reliance may or should be
placed for any purpose whatsoever on the information
contained in this presentation, or any other information
discussed verbally, or on its completeness, accuracy or

fairness. None of the Company, its investment banking

3

representatives, or any of their respective directors,
officers, employees, direct or indirect shareholders,
agents, dffiliates, advisors or any other person accept
any responsibility whatsoever for the contents of this
presentation, and no representation or warranty,
express or implied, is made by any such person in

relation to the contents of this presentation.

Certain information in this presentation is based on
management estimates. Such estimates have been
made in good faith and represent the current beliefs of
applicable members of management. Those
management members believe that such estimates
are founded on reasonable grounds. However, by their
nature, estimates may not be correct or complete.
Accordingly, no representation or warranty (express or
implied) is given that such estimates are correct or
complete. Where this presentation quotes any
information or stafistics from any external source, it
should not be interpreted that the Company has

adopted or endorsed such information or stafistics as

being accurate. This presentation contains forward
looking statements. These statements reflect the
Company’s current knowledge and its expectations
and projections about future events and may be
identified by the context of such statements or words

such as “anticipate,” “believe”, "estimate”, “expect”,

“inftend”, “plan”, “project”, “target”, “may”, “will",
“would”, *“could”, “might” or “should” or similar
terminology. By their nature, forward looking

statements are subject to a number of risks and
uncertainties, many of which are beyond the
Company’s control that could cause the Company’s
actual results and performance to differ materially from
any expected future results or performance expressed
or implied by any forward looking statements. The
Company undertakes no obligation to publicly release
the results of any revisions to any forward looking
statements in this presentation that may occur due to
any change in its expectations or to reflect events or

circumstances after the date of this presentation.
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ABOUT NOXXON: Strong Value Proposition Through
Ditferentiated Pipeline Targeting the TME

Clinical stage Expert in Tumor Focus on 2 large orphan Robust

biotech Microenvironment cancer indications commercial
company protection

Upcoming
Catalysts

~S$6.5bn Addressable Market

Mission to improve In brain cancer (1st line GBM) Q1 2022
cancer treatment and pancreatic cancer Brain cancer
outcomes, when indications Thanks to Phase 1/2 read-out
Listed in 2016, Euronext fumor orphan drug status
Eirouily [Pels microenvironment Technology leverageable to and
significantly limits numerous other solid tumors: patent families
HQ in Berlin, Germany survival - Combination with covering H1 2024
RQd|QTheery NOX-A12 & NOX-E34 Pancreatic cancer
NOX-A12's highly - Combination with Phase 2 read-out
differentiated dual Immunotherapy

mechanism of action



Treating Seed and Soll:

Targeting CXCL12 in the Glioblastoma
Tumor Microenvironment

Frank A. Giordano, MD

Professor of Radiation Oncology
Director and Chair, Department of Radiation Oncology

University Hospital Bonn

Lead investigator of NOX-A12 GLORIA Phase 1/2 study
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Brain tumor incidences (primary brain tumors)

€he New YJork Eimes

Chris Doleman, Hall of Fame Scourge o[
Quarterbacks, Dies at 58 Ebe Netw Hork Eimes

In 15 N.EL. seasons, mostly with the Vikings, Dolema
290-pound juggernaut, recording 150%2 sacks. He diec

cancer.

bbbt Beau Biden, Vice President Joe Biden’s
By Richard Goldstein Son, Dies at 46

Jan. 29, 2020

BREAKING NEWS
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Home prices, sales on rise in Bosto

Duda vazoest

| By Elizabeth Chuck

John McCain, who shed a playboy image in his youth to become a
fighter pilot, revered prisoner of war and both an independent voi
in the Republican Party and its 2008 presidential nominee, died o
Saturday, little more than a year after he was told he had brain

cancer. He was 8.
ee———

Chris Doleman was honored during a Vikings home game in Minneapolis i
was one of the N.FL.'s most feared pass rushers. Andy King/Associated Pres

Beau Biden, son of Vice President Joseph R. Biden Jr., in 2012. Todd Heisler/The New u
Klinik fi ; 7
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A case to remember

> 45 y/o female patient with a history of MS
» underwent MRT g3mo (for MS), last scan was before Xmas 2014
» came to ER in April 2014: progressive vertigo, nausea and muscle weaknesses
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Standard of care for GBM: components

Surgery or Biopsy Radiotherapy Maintenance
+ Chemotherapy Chemotherapy

"T“‘" Elm.:.l.... = e
ooy o
Capsules e
% S s 4 Lapsule:
T § v G e T

=10 140 mg

. Temodar
[temozolomide

4 Capsules
HOUE ForGrlhes
CAINS B cxpsutes Rt
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Standard of care for GBM: outcome

kbl
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Probability of Overall Survival (%)

No. at Risk
Radiotherapy
Radiotherapy
plus temo-
zolomide

40— Radiotherapy plus temozolomide

Months

236 240 144 59 23 2 0
287 246 174 109 57 27 4

Stupp et al., 2005
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Role of MGMT expression in GBM

The NEW ENGLAND JOURNAL of MEDICINE

ORIGINAL ARTICLE

MGMT Gene Silencing and Benefit
from Temozolomide in Glioblastoma

) TMZ
)) (Methylhydrazin)

Monika E. Hegi, Ph.D., Annie-Claire Diserens, M.Sc., Thierry Gorlia, M.Sc.,
Marie-France Hamou, Nicolas de Tribolet, M.D., Michael Weller, M.D.,
Johan M. Kros, M.D., Johannes A. Hainfellner, M.D., Warren Mason, M.D.,
Luigi Mariani, M.D., Jacoline E.C. Bromberg, M.D., Peter Hau, M.D.,
René O. Mirimanoff, M.D., J. Gregory Cairncross, M.D., Robert C. Janzer, M.D.,
and Roger Stupp, M.D.

Apoptosis

ABSTRACT

BACKGROUND
Epigenetic silencing of the MGMT (O¢-methylguanine-DNA methyltransferase) DNA-  From the Laboratory of Tumor Biology and
repair gene by promoter methylation compromises DNA repair and has been associated (Gh:";“;stDéP;"TA’-"F' :f 3';_“)”;:"8;’)'

. . . . . . . . .EH, A-CD., M-F.HL, NUL), the De-
with longer survival in patients with glioblastoma who receive alkylating agents. partments of Radiotherapy’ (R.OM;)and
Neuropathology (R.C.J.), and the Multidis-
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Role of MGMT expression in GBM 6
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) (Methylhydrazin)

The NEW ENGLAND JOURNAL of MEDICINE

ORIGINAL ARTICLE

MGMT Gene Silencing and Benefit
from Temozolomide in Glioblastoma

Monika E. Hegi, Ph.D., Annie-Claire Diserens, M.Sc., Thierry Gorlia, M.Sc.,
Marie-France Hamou, Nicolas de Tribolet, M.D., Michael Weller, M.D.,
Johan M. Kros, M.D., Johannes A. Hainfellner, M.D., Warren Mason, M.D.,
Luigi Mariani, M.D., Jacoline E.C. Bromberg, M.D., Peter Hau, M.D.,
René O. Mirimanoff, M.D., J. Gregory Cairncross, M.D., Robert C. Janzer, M.D.,
and Roger Stupp, M.D.

Apoptosis

ABSTRACT

BACKGROUND
Epigenetic silencing of the MGMT (O¢-methylguanine-DNA methyltransferase) DNA-  From the Laboratory of Tumor Biology and
repair gene by promoter methylation compromises DNA repair and has been associated (Gh:";“;stDéP;“T;"F' :f ;“‘i_“)m:}:"gl;’)'

. . . . . . . . .EH, A-CD., M-F.HL, NUL), the De-
with longer survival in patients with glioblastoma who receive alkylating agents. partments of Radiotherapy’ (R.OM;)and
Neuropathology (R.C.J.), and the Multidis-
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Role of MGMT expression in GBM

%
O\
The NEW ENGLAND JOURNAL of MEDICINE l | | \
A
100+ 10 4 unmethylated
£ 90 83% surgery 0% surgery J——
T80 17% biopsy T 08 - 100% biopsy
€ 704 Hegi NEJM 2005 3 Thon J Neurol 2017
(%
60—
3 s
g S0 Unmethylated S
s 40 MGMT Methylated §
Z 30- promoter MGMT w
EE' promoter
_§ 20+
& 199 pooom
0 | | | ]
o 0 b 12 18 24 30 36 42
Months

No. at Risk

Unmethylated 114 100 59 16 7 a 1

Methylated 92 84 64 46 24 7 ]
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GBM recurrence patterns

local 97-99% combined ~1-3% distant <1%

Choucair et al, 1986
Wallner et al, 1989
Gaspar et al, 1992
Petrecca et al, 2013

Klinik fiir u
Strahlentherapie
und Radioonkologie 4
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Reasons for rapid local recurrence

A

- residual tumor cells remain even after “perfect” (or supramaximal) surgery

[microscopic disease |

' m “I‘»;\J—J'/ m ‘

[macroscopic disease |

[Local tumor recurrence |

Giordano Neurosurgery 2019

- GB stem cells show a high degree of radio- and chemoresistance

- highly effective revascularization after radiotherapy

Klinik fiir
Strahlentherapie
und Radioonkologie 4
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Reasons for rapid local recurrence

A

. ) S
] {
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[microscopic disease |

[macroscopic disease |

[Local tumor recurrence |

Giordano Neurosurgery 2019

- highly effective revascularization after radiotherapy
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Mechanism of revascularization after RT

Primary occurrence Recurrence following radiation therapy

Chemoattraction
towards gradient

3/ CXCR4+

e

| Endothelial
cell

SDF-1
(=CXCL12)

CXCR4* myeloid cells
\z MP/TAM (microglia is CXCR4 negative)
.. monocytes (would not persist in intact brain)
*CD11b+CD14+CD33+ myeloid-derived suppressor cells

4 Microglial cell

3l ) 4 ) 4
Greenfield J Clin Invest 2010 (B:%F%’Bgﬁ;_(“:/'g;zvrﬁgkﬁg‘efegeg:gmr — Vasculo genes IS Immunosu ppress lon

EGF, Epidermal Growth Factor

FGF, Fibroblast Growth Factor

HIF-1, Hypoxia-inducible factor 1

SDF-1, Stem cell Derived Factor 1 (= CXCL12)
VEGF, Vascular Endothelial Growth Factor

4
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Mechanism of revascularization after RT

l www.nature.com/bjc
British Journal of Cancer

ARTICLE
Translational Therapeutics
Targeting CX Molecular Pathways S
. Cancer
therapeutlc re Research

treated with r Mol T — ce o em cmooe— o

wommnssal] | CX0 nature reviews cancer
oo Mici DCHhCATI\/CC

response. We previously re Stefan
improved primary tumour

mechanisms responsible fi

METHODS: Orthotopic cet Cancer Cell
concurrent, adjuvant or cg

end of treatment. Late inte

RESULTS: RTCT increased Abstr

mitigated these effects. All
the adjuvant arm showing
'CONCLUSION: Adding Ple
tumour response and redu

S HIF1« Induces the Recruitment

Evide
way play

— Sg?hi’ii of Bone Marrow-Derived Vascular Modulatory Cells
the By OPINION H H H
?xcm‘ to Regulate Tumor Angiogenesis and Invasion

i‘:;;::: The CXCL12-CXCR4 Cl‘. Rggg n:;:: Zargv Lu.:.;:; c:|a.ud‘i)a ::;:!tsch,; :atg,- If'f; 3?1:“& fba:;sei En:mar:'lgil'lf Passegué,? Hangiu Song,’

Gl 'Department of Neu ical Sul
— pathway aS a target Of ad ’Deparlmen: o; g:verz?)?nel:lzl mmm Cell Biology
. 3Department of Pathology
breast cancer therapies “Deparmertof prsomy

SUGSF Helen Diller Family Comprehensive Cancer Center

Richard f Epsrein University of California, S_an Francisco, 5_13 Pamassus Avenue, San_ Francisco, CA %1%, USA .
7Department of Neurological Surgery, Brigham and Women's Hospital, Harvard Medical School, 75 Francis Street,

Boston, MA 02115, USA

Abstract | Dose-dense adjuvant breast was justif 8Western Australian Institute for Medical Research, Perth WA 6000, Australia

cancer chemotherapy is a new treatment proven an 9Molecular Biology Section, Division of Biological Sciences, University of California, San Diego, La Jolla, CA 92093, USA
strategy that aims to improve tumour control chemothe 10These authors contributed equally to this work.

el il bt ~Comespondence: gabrieie.bergers@uest.edu

DOI 10.1016/j.ccr.2008.01.034

SUMMARY

Development of hypoxic regions is an indicator of poor prognosis in many tumors. Here, we demonstrate that

4
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Targeting CXCL12 in other cancers

MRNA expression of CXCL12 in various cancers
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Broad Institute Cancer Cell Line Encyclopedia
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Targeting CXCL12 in other cancers

kbl
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MRNA ex

-10

Clinical

Cancer

Molecular Pathways Research

CXCL12 (SDF1«)-CXCR4/CXCR7 Pathway Inhibition: An Emerging
Sensitizer for Anticancer Therapies?

Dan G. Duda'?, Sergey V. Kozin"?, Nathaniel D. Kirkpatrick, Lei Xu'*?,
Dai Fukumura'?, and Rakesh K. Jain™?

Abstract
Addition of multiple molecularly targeted agents to the existing armamentarium of chemotherapeu-

tics and radiotherapies represents a significant advance in the management of several advanced cancers.

In certain tumor types with no efficacious therapy options, these agents have become the first line of

therapy, for example, sorafenib in advanced hepatocellular carcinoma or bevacizumab in recurrent
glioblastoma. Unfortunately, in many cases, the survival benefits are modest, lasting only weeks to a few

months. Moreover, they may not show benefit in patients with localized disease (i.e., in the adjuvant
setting). Recent studies have provided increasing evidence that activation of the chemokine CXCL12
(SDFlat) pathway is a potential mechanism of tumor resistance to both conventional therapies and
biological agents via multiple complementary actions: (i) by directly promoting cancer cell survival,
invasion, and the cancer stem and/or tumor-initiating cell phenotype; (ii) by recruiting "distal stroma”
(i.e., myeloid bone marrow-derived cells) to indirectly facilitate tumor recurrence and metastasis; and
(iii) by promoting angiogenesis directly or in a paracrine manner. Here, we discuss recent preclinical and
clinical data that support the potential use of anti-CXCL12 agents (e.g., AMD3100, NOX-A12, or
CCX2066) as sensitizers to currently available therapies by targeting the CXCL12/CXCR4 and CXCL12/
CXCR7 pathways. Clin Cancer Res; 17(8); 2074-80. ©2011 AACR.

Broad Institute Cancer Cell Line Encyclopedia

UNIVERSITAT
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Strong pre-clinical evidence for radiotherapy + NOX-A12

Autochthonous brain tumor model in rats

« Spontaneous tumor development in immuno-competent

host

 Diversity of tumor cell types with therapeutic resistance

comparable to human situation

» Refractory to standard therapies

Q ¢ Pregnant rats:
t o ENU (carcinogen)
<t on gestational age
'[ day 17 - 18
vt B

Percent Surviving

100 QOO ©-0D
80
—- ENU exposed (n= 44)
50 - Control (n=5)
4an
2

100 120 140 160 180 200
Age (Days)

EFFECTS OF TREATMENTS

Radiotherapy

1004

Tumor Volume (mm?3)

0.014

0.001

atday O
% Temozolomide (3 weeks)
P

10009

NOX-A12 (10 weeks)

"

-= NOX-Al2

-A- Radiotherapy (20 Gy)

-9 Temozolomide + Radiotherapy
- NOX-A12 + Radiotherapy

Tumor
recurrence
detected
only in 1/3 of
animals

T
0

14

L] T L T Ll
28 45 63 77 105

Days after start of treatment

Radiotherapy + NOX-A12 resulted in 100% complete response (66% durable)

Klinik fiir
Strahlentherapie
und Radioonkologie 4

in arodent brain cancer model

Liu Neuro-Oncology 20
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- Of =0
Background and rationale S

Radiotherapy

l

Hypoxia

/\

Vasculogenesis Immunosup-
pressive TME

l

Tumor recurrence

Ceradini, Nat Med 2004
Greenfield, J Clin Invest. 2010
Kioi, J Clin Invest. 2010
Liu, Neuro Oncol. 2014

Klinik fiir
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=]

Olaptesed pegol (OLA, NOX-Al12)

RNA Spiegelmer (L-stereoisomer)

binds & neutralizes

CXCR4, C-X-C Motif Chemokine Receptor 4 (receptor for CXCL12)
BMDC, bone marrow derived cells
TME, tumor microenvironment

4
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: (=l o]
GLORIA Phase I/1l Trial fo
(=]
Key inclusion criteria: RT
* Newly-diagnosed supratentorial 60 Gy (2 Gy x 30) :
glioblastoma WHO IV | 40.05 Gy (2.67 Gy x 15) 4%
* unmethylated MGMT promoter , .
* Incomplete resection/biopsy only OLA (NOX‘A]-Z)
« ECOG<?2 continuous i.v. infusion at three doses (200, 400, 600 mg/week)
IncILision 6 26
Safety monitoring
Advanced MRI (perfusion/diffusion)
CODEX® (multiplexed immunofluorescence imaging)
Primary Endpoint: Safety as per # of patients with treatment-related adverse events

Secondary Endpoints: OLA/NOX-A12 plasma levels, tumor vascularization/perfusion (advanced MRI),
PFS-6, mPFS, OS, QoL, NANO

Klinik fiir
Strahlentherapie
< und Radionnkzlogie - 23 -
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CONSORT of GLORIA and controls %1

[

GLORIA Matched Imaging Control Cohort**

11 screened

25 screened
! > 2 excluded
9 enrolled
» 12 no advanced MRI
A 4 v
RT + 200 mg/week
3 cohort 1 OLAg | 9 advanced MRI | 13 advanced MRI
RT + 400 mg/week
3 cohort 2 OLA ‘ 1 CODEX* ‘ 7 CODEX*
RT + 600 mg/week 4
3 cohort 3 OLA

21 no paired samples

\4

28 screened

* Only performed for paired samples from 1st and 2" surgery.

** Matched per MGMT promoter methylation status and extent of resection. CODEX Control Cohort

Patients in the control cohort needed to have at least 3 consecutive scans.

Klinik fiir
Strahlentherapie
< und Radioonkologie 4 - 24 -
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Primary EP: Safety (AE relationships)

RT
All: n=170 n =29
20
OLA .
n=17/
. 38
No relation 9° 4

n=17>5 Tumor-related

n= 49

*OLA-only related AE
GGT increased G3

2 X ALT increased G2
Dyspnea G1

3 x Leukocytosis G1
Paresthesia G1
Pyrexia G1

48

UNIVERSITAT
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! . O =0
Best response under OLA (volume of T1 enhancing lesions) foiE
[] e
V;; GLORIA Independent Central Review V;, Matched Imaging Control Cohort
300~ (n=9) 200m (n=13)

N
o
o
1
N
o
o
]

100+ 100

Max. change from baseline [%]
o
1

Max. change from baseline [%]

> 300 %

-100- -100~-

p=0.0026
Non-parametric Mann Whitney U test

Klinik fiir
Strahlentherapie
< undkadinonkglngie - 26 -
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Best response in cellularity and tumor perfusion under OLA %’;

ADC mean
(Independent Central Review, n=9)
300=
<)
2. 200
()
£
©
(n -
s
o]
o low cellularity
© 100- A
©
(@]
c
©
e
(&)
x
@
=
v
high cellularity
-100=

Max. change from baseline [%]

300m

N

o

o
1

100+

o
1

-100=

rCBV mean
(Independent Central Review, n=9)

high perfusion
A

v
low perfusion

ADC, apparent diffusion coefficient (derived parameter from DWI sequences)
rCBV, standardized relative cerebral blood volume (derived parameter from DSC sequences)

FTBhigh | fractional tumor burden with rCBV > 1.75

Klinik fiir
Strahlentherapie
und Radioonkologie 4
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Max. change from baseline [%]

300+

200+

100=

-100-

[=]

of=
FTBhigh

(Independent Central Review, n=9)

increase in highly perfused fraction
A

v
decrease in highly perfused fraction
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Exemplary response to RT/OLA

OLA / NOX-A12 T™MZ

RT

Baseline

C1-003

OLA / NOX-A12

RT

Baseline

C1-001

re-surgery for suspected PD
path report: Ki67<5%

4
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CODEX: RT/OLA reduces CXCL12 levels in the tumor endothelium

Baseline Post RT /under OLA

CXCL12* cells
Patient C1-001

GLORIA i,
20— 7
C1-001 = S
L <
S 40-
» 154 g
= o
0 © 30+
© 10— +o‘7'>
CXCL12 5 8 20~
S -
- o
5 S = 10-
O o
O 1 1 O_
Q;\\QQ} ?i\(]/ '\\(\e ?\'\(}
& SF o N
TS A
References & &
\\\’“{\ \“’Q
& &
6’& o}’
Q° Q9

Images show areas of pathologist-confirmed tumor tissue
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CODEX: RT/OLA reduces tumor cell proliferation

Baseline Post RT /under OLA

GLORIA
C1-001

References

Post RT/TMZ/NIVO

Images show areas of pathologist-confirmed tumor tissue

Klinik fiir
Strahlentherapie
und Radiconkologie - 30 -

kb

Out of total cells (%)

Proliferating cells
Patient C1-001

151
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CODEX: Cytotoxic T cell infiltration and activation

Post RT /under OLA

Baseline

GLORIA

2.0
C1-001 S
«» 15-
©
(&)
T 1.0
8
Baseline Post RT/TMZ ° o054
>
O
0.0-
< \
& L
¥ PN
Q P &F
eO
N
L
\)0
References g 1007
Baseline Post RT/TMZ/NIVO k%)
© 104
o
+
©
S
©
5 0.1-
O
0.01-
< \
%é\o \Q,}
2
Images show areas of pathologist-confirmed tumor tissue X Q° O~\~'\?~
Klinik fiir é
kb 3&:*&5::::;zzizgie> 31 &

CD8*
Patient C1-001

GNZB+ CD8+
Patient C1-001

0.8
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Other cells




CODEX: Cytotoxic T cell infiltration and activation

Baseline Post RT /under OLA

CD8*
Patient C1-001

GLORIA

2.0
C1-001 g
» 15-
©
o
T 1.0-
L
2 054
>
- - - O
Whole slide spatial Analysis 0.0
.(\Q’ &\
Baseline Post RT / under OLA L& L
Q)'Zr Qo‘b _\_,V‘
RS
N
6@
® ([ ] . \)Q
. g 100-
T 10
o
+
i N~
at < 1
e & 5
- L +—
.-.'.; 1 - 8 1
o !
ﬁ'&" o 0.01-

Images show areas of pathologist-confirmed tumor tissue
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Patient C1-001

0.8
0.6
0.4+
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Conclusions — GLORIA Study

« Combined RT + OLA (NOX-A12) treatment is feasible and safe

« [Initial promising efficacy signals
o 8 out of 9 patients showed a response as per volume of T1-contrast (2 x PR)

o reduced cellularity in 8 out of 9 patients
o reduced perfusion 7 out of 9 patients

« Tissue analysis (re-surgery under OLA) confirms mode(s) of action:

o CD31/CXCL12 co-localization is abrogated

o Strong reduction in tumor cell proliferation

o CD8+ T cell count increases by 15-fold

o De-novo clusters of proliferating and cytotoxic CD8+ T cells

 Follow-up ongoing, expansion cohorts planned

4
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Expansion Cohorts of Phase 1/2 Trial in Brain Cancer NnoXXxon

[PHARMA

cancer (glioblastoma) A NOX-A12 + RT
MGMT promoter
unmethylated population: .
ineffective, so not used NOX-A12 +RT + anfi-VEGF
NOX-A12 dose:
600mg/week

. c NOX-A12 + RT + anti-PD-1

Expansion cohorts aim to provide additional clinical data to support the pivotal
study trial design and discussions with the regulators
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Next Step: Pivotal Trial in 15 ine MGMT Promoter Unmethylated

Patients — 2025 Read-out
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Pivotal Study in
newly diagnosed
brain cancer
(glioblastoma)

MGMT promoter
unmethylated
population:
chemotherapy
known to be
ineffective!

Centers in EU & US

2022 2025
Radiotherapy + NOX-A12
VS.

Standard of Care
RT £ Temozolomide

NOXXOoN

|[PHARMA

Treatment until
progression to
assess:

PFS, OS, other
efficacy
endpoints

1. Hegiet al. (2005) NEJM 352:997



Q&A Session
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Thank you!
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