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Pathway with therapeutic potential in
Lymphoma: STIMULATE THE IMMUNE SYSTEM

Es. Nivolumab, Pembrolizumab, Atezolizumab

Immune checkpoint interaction (PD-L1/PD-1)
inhibits T-cell activation

T-cell

T-cell
receptor  Tumor cell

Immune checkpoint inhibitors — Anti-PD-1 and
Anti-PD-L1 - allows T-cell activation

Activated T-cell

Immune attack

\ Tumor cell death

Anti-PD-1 Anti-
antibody 7= antibody




Pathway with therapeutic potential in Lymphoma: STIMULATE THE IMMUNE SYSTEM I

Es. Lenalidomide, Iberdomidédyvadomide Golcadomide Pomalidomde
Immunomodulatory effects of IMIDs & CelMoDs on TME of B-cell Lymphomas

Effects on T cells: Th1 cell Th2 cell Effects on TAMs: W
Activation and proliferation 1T B M2 to M1 switch T

Cytotoxic activities of effector T cells T 4+ Phagocytic activity T

Immune synapse (IS) formation 1 Antibody-dependent cellular phagocytosis
Pro-inflammatory cytokines 1 T cell (ADCP) T

Dendritic cell

Anti-inflammatory cytokines | ic T cell
Exhaustion/senescence marker | Cytotoxic T ce M1 macrophage = M2 macrophage
Cellularity and function of Tregs | @
Antigen presentation @ @ ) <+
- - ', y

Effects on NK cells:

Activation and proliferation T
Direct cytotoxicity 1T
Antibody-dependent cell-mediated
cytotoxicity (ADCC) 1T

Stromal cell C IS formation 1

NK cell

Expression of MHC class | and Il molecules T
Antigen presentation T

Priming of CD4* and CD8* T cells T
Oncogenic surface adhesion molecules |
Activity of CXCL12/CXCR4 axis 1
Angiogenesis and lymphangiogenesis |

Tumor cells

Guo H, et al. Front Immunol 2022.10.3389/fimmu.2022.1017990



IMMUNOTHERAPIES: PRIMING TO IDENTIFY BETTER CANCER
STIMULATE THE IMMUNE
SYSTEM

Precision Medicine in Lymphoma - New Bullets on the surface available

Targeting Surface Epitopes

CAR T-Cells bispecific

Conjugats & Antibodies
friends




STIMULATE THE IMMUNE
SYSTEM

CART v Bispecific Antibody
— Similarities SN
CARTCell  CD19 Malignant B cell A Both CAR Ts and bsAbs bring . o Malignant B cell
Binding together T cells and B cells

Domain

CD19 . . .
A Interaction causes activation of

the T cell and release of
cytokines, granzyme, and perforin

A Results in T cell mediated killing

Fas
-

2 FasL
of the tumor cell b ., a9
Perforin/Granzyme Release \_ Yy, 44 [TRRC Y Y "t o

Vieog
eZs
zs “w e VS

CY -
AV TR Y ) L4

-
s % Perforin/Granzyme Release

v
- a
Cytokine Release Cytokine Release

CAR T therapyodifies the extracellular Bispecific antibodiemduce effector T cell
antigen-binding domainon T cells 9 binding to the tumor cell

CAR T therapies rely ex vivo activated and Bispecific antibodiesuse K S LJ G A Sy (G Qa
expanded T cells endogenous T cells

Adapted from: Zhukovsky EA, et al. 2016;40:24
35.



CAR T-cells

Adapted from van der Steegen et al. Nat Rev Drug Discov 2015

CD19 Ab
Hinge
Transmembrane
Signal 2
Signal 1
Gene transfer Retrovirus Lentivirus Lentivirus
KTE-C19 CTL-019 JCARQ017 (CD4:CD8 = 1:1)
Axicabtagene ciloleucel Tisagenlecleucel Lisocabtagene maraleucel
Axi -cel Tisa-cel Liso -cel
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CD20+ Cell Lysis T-cell

target cell

i ==

Anti-CD20 Anti-CD3
Anti-CD20

Anti-CD3/TCR

High affinity
binding to CO20

an B-cells S
/

Anti-CD20

Anti-CD3

CD3 T-cell
engagement

Human igG4 *Human lgi54 Single Silent FC

(binds Protein A) {does nat bind Protein A matched increases half
due to dipeptide point mutations life, reduces
substitution in FC) in CHZ domzin towicity
Odronextamab Mosunetuzumab Epcoritamab Glofitamab
(V) (Iv/sc) (SC) (Iv)

Humanized mouse lgG1-based mAb

Castaneda-Puglianni. Drugs Context. 2024;10:2021. Bannerji. ASH 2020. Abstr 42, Budde. A5H 201E. Abstr 359,
Hutchings. Lancat. 2021;388:1157. Engelberts. eBiohedicing. 2020;52:102625. Hutching. ASH 2020. Abstr 403,




Challenges of bispecific T cell engagers (BiTD
antibodies

Caspase
Activated caspase



STIMULATE THE IMMUNE SYSTEM

Tafasitamab (Fc -enhanced,
anti-CD19 mAb)

Kp: 0.4 nM
Direct cytotoxicity
(CD19 binding site)

Macrophage

Malignant
B-cell

Enhanced ADCC
(Fc portion)

' Enhanced ADCP
CD19 : (Fc portion)

Kp: 0.017 nM vs 1 nM IgG1

Mod. da Zalevsly J. et al. Blood 2009; 113: 3735i 3743; Salles G, et al. Expert Opinion Biol Ther 2021; 21: 4557 463.

ADCC: antibody-dependent cell-mediated cytotoxicity; ADCP: antibody-dependent cell-mediated phagocytosis; NK: natural killer


https://pubmed.ncbi.nlm.nih.gov/19109559/
https://pubmed.ncbi.nlm.nih.gov/19109559/
https://pubmed.ncbi.nlm.nih.gov/19109559/
https://pubmed.ncbi.nlm.nih.gov/33554668/
https://pubmed.ncbi.nlm.nih.gov/33554668/
https://pubmed.ncbi.nlm.nih.gov/33554668/

Synergistic effect with lenalidomide : Enhanced stimulation of the immune system

A ADCC via natural killer (NK) cells

A ADCP

=

Lenalidomide
A Direct cytotoxicity
A M1 from M2 switch

A T cell increase and activation
A Increase NK cell numbers (ADCC)
A Activate NK cells

> 4

4

;I e _

o Lenalidomide

NH

l Proliferation

Activation

Direct
cytotoxicity

Engineered Fc portion

Direct cytotoxicity

/)

A

'& Tafasit, b
afasitama

Z(\ |

Cytokines

Malignant
B-cell

Mod. da Cheson BD, et al. Blood Cancer J 2021; 11: 68.



https://www.ncbi.nlm.nih.gov/pmc/articles/PMC8021545/

Loncastuximab
tesirine

Anti-CD19
mAb
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Mechanism of Action of ADC

e
-
-
o’

O CD19
antigen

- =

Yoas

~ CD7%
. antigen

/ Endosome

F © Cytotoxin -—— © ® -
:_ e ﬂ0 oO . e \\ IQ /AN
i e —p © OO
| o OO LYSOSO"'E\ Endosome
o e ©

Microtubule oﬁ 0@9 Cytotoxin
disruption 5o

© 3
§
f
4
7
:
%
"‘
t'—
—"
....

DNA A@V
" crosslinks \

e Cell apoptosis

Polatuzumab
vedotin

Anti-CD79b

\ / Cleavable
/ Linker

MMAE
payload

1. Alderuccio et al. Blood Rev 2022
2. Joubert et al. Pharmaceuticals (Basel) 2020.
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Distinct Signaling Pathways and Outcomes
According to Cell

g
s
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o
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s 40 2-Year FFP (%)

'

8 " |~UNC 69 ’“‘]m

g 0 - ABC 67

bl 0 1 2 3 4 5 6 7
No.at riek. Time (years)

GCB 346 285 273 263 255 246 23 218
UNC 70 56 49 48 46 43 41 37
ABC 213 157 140 127 123 114 107 100

BC Cancer

R-CHOP treated Patients

Roschewski, et al. Nat Rev Clin Oncol 2014;
Alduaij et al. J Clin Oncol 2022



Evolving High Risk DLBCL Entities

HGBCL wittMYCand BCL2 Dark Zone Lymphoma
rearrangement

HGBCL-DH-BCL? HGBCL-DH-BCL2 DLBCL
DHITsig" DHITsigrom

myc BCL2

A DLBCL or high grade morphology A Initially within GCB subtype

A Identified with FISH testing A Identified with GEP testing, with similar

A Separate entity within WHO/ICC profile to germinal center dark zone B cells
A Poorer outcome with EHOP A Poorer outcome with EHOP

A Often treated intensively

Campo et al. Blood 2022; Alaggio et al. Leukemia 2022; Ennishi et al. J Clin Oncol 2019



Genomic Classifiers Further Subdivide DLBCL

HMRN DLBclass LymphGen

NOTCH1

MYD88

SOCS1/SGK1
TET2/SGK1

NOTCH2

BCL2 EZB

BCL2-MYC EZB-DZ+

Consensus regarding a unifying classifier not yet reached

Shipp et al, Blood Cancer Discovery 2026






LBCL Treatment Algorithm 6

1L R-CHOP
> 2L
> 3L
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Heterogeneity of outcomes in advanced stage DLBCL
treated with R -CHOP

R-CHORP is insufficient in 40% of DLBCL:

>

Early Progression and relapses

40%

—r

Clinical factors
IPI (RIPI)
Age(Frail, >80y)

Late Cure

GEP

ABC vs GCBolec. signatures
TR53 expression
Chromosomal alterations

MYC, BCL2 and BCL6
0 2 4 6 8 10 Deep sequencing mutation/combined
expression analysis

60%

Time-to-progression
o= N W 5 h & =] 00 O O

o,

Time (years)

Patients with DLBCL treated with-@HOR21 at BCCA (n = 1,476)

Sehn LH and Salles G N.Engl.J.Med 2021



LBCL Treatment Algorithm 6

1L R-CHOP

> 2L TRANSPLANT TRANSPLANT
ELIGIBLE INELIGIBLE

1
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Early relapse after R -CHOP A dismal outcomes

1° refractory/early relapse
after prior rituximab

A2L salvage intent-to-
transplant outcomes:
AORR 46%

A3y EFS 20%
A3y OS 39%

Gisselbrechet al.JC0O2010
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Survival Distribution Function

1.00

CORAL

'-| Prior rituximab: No (n = 41)
L + + + Censored prior rituximab: No
Prior rituximab: Yes (n = 187)
. Censored prior rituximab: Yes
0.75 +
0.50
Hi-HH—
0.25
P= 0010
1 T T 1
0 1 2 3 4

Event-Free Survival (years)



THE THERAPEUTIC LANDSCAPE WE HAD IN R/R!

Poor Outcomes for Patients with Chemo-Refractory DLBCL

SCHOLAR-1

Pooled analysis of 636 patients from 2 large
retrospective observational cohorts, and 2
prospective randomized clinical trials

Patients must have received an anti-CD20
monoclonal antibody and anthracycline as
one of their prior regimens

Eligible patients had chemo-refractory DLBCL

Progressive disease as best response to
chemotherapy

Stable disease as best response to

chemotherapy (received at least 4 cycles of
first-line or 2 cycles of later-line therapy)

Relapse €12 months after ASCT

Median Median
1.0 4 Events/N (Months) 1.0 4 Events/N (Months)
094 — All 505603 63 0.9 4 — Primary refractory 143179 7.1
& 08 4 2 08 — Refractory 10 second-ine o later-ine 261/306 61
= = Relapsed <12 mo 5t-ASCT 101/118 62
3 o7 g 074 e e
g 06 4 g 06 4
S 0S5 4 o054
§ 04 § 04 4
E 034 ;é: 03 4
$ 024 S 024
@ = <
0.1 4 01 A LL TR SR N———
00 4 00 4
e ——— T T T T T T T T T
0O 12 24 36 48 60 72 B4 96 108 120 132 144 156 168 180 o 20 40 L 80 100 120 140 160 180
Months from commencement of salvage therapy Months from commencement of salvage therapy
Median Median
Events/N  (Months) ASCT  Events/N  (Months)
w18 49 — Y05 123180 144
— 2/42 3
> 47/63 69 > No 382/423 s
= 258291 46 =
F-] -1
2 g
a a
kS g
E %
£ £
v @
N A
T + T T T T T T T T T
0O 12 24 36 48 60 72 84 96 108 120 132 144 156 168 180 ) 20 40 € 80 100 120 140 160 180

Months from commencement of salvage therapy

Months from commencement of salvage therapy

mOS: 6.3 months; 1-year OS: 28%

Crump et al. Blood, 2017.




Pathway to Cure in DLBCL

Cellular & immunotherapies,
includes CAR T-cell therapy

Tafa Lena

Targeted Agents & Combinations,
Includes Tafa-Lena (Tafasitamab/Lenalidomide)

ADCs

First line therapy

Targeted Agents & Combinations
——— Includes Antibody-Drug Conjugates (ADCs)
——

The initial standard of care for
newly diagnosed DLBCL patients

, ,\\ Bites combo

Cellular & Immunotherapies,
Bispecific T-cell Engagers (Bitex) combinations

Bites

Relapse/
Refractoriness

The critical stage where initial therapy fails, '\
requiring a change in treatment strategy

Cellular & Immunotherapies,
Bispecitic T-cell Engagers (Bites)

Intensive Consolidation,
Utilizing Autologous transplant for
eligible patients following relapse



LBCL Treatment Algorithm 6

1L R-CHOP

> 2L TRANSPLANT TRANSPLANT
ELIGIBLE INELIGIBLE

1

2025 ASCO
ANNUAL MEETING #Ascozs



CAR T: THIRD LINE

ZUMA-1: Axi-cel

CR 58%
5y-OS 43%

ZUMA-1 Median OS
SCHOLAR-1 (95% Cl), mo
31.0 (11.5-NE)

5.4 (4.6-6.3)

Survival probability, %

SCHOLAR-1

0 2 4 6 8 101214161820222426283032

Neelapu SS, Blood 2023; Neelapu SS, Blood Advances 2021

Probability of OS, %

TRANSCEND: Liso-cel

CR 53%
5y-OS 38%

27.5 mo (16.2—47.3)

1 Median (95% CI) follow-up for OS: 60.1 mo (59.1-62.2)
6 122 18 24 3 36

Time after liso-cel infusion, months

JULIET: Tisa-cel

CR 39%
3y-OS 36%

Schuster SJ et al, Lancet Oncology 2021; Abramson JS et al, Blood 2024



LBCL Treatment Algorithm 6

1L R-CHOP

> 2L TRANSPLANT TRANSPLANT
ELIGIBLE INELIGIBLE

1
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Bispecific CD20xCD3 antibodies are approved in r/r LBCL

= 100+ Ph2 study of epcoritamabin LBCL : ORR 59% Ph2 study of mosunetuzumab in LBCL
2 | CRR 41%
5 80- : - CR rate, % 24 (15-34)
>0 5
= ¢ 604 ) dem ORR, % 42 (32-53
o -~ LBCL (median, 36.1 mo) 55%
£ € 407 — DLBCL + HGBCL (median, 36.1 mo) 54%| Median DOCR, months NR (9.0-NE)
O ©@ ,,| -~ DLBCL (median, 32.0 mo) 53%, .
£ 20 ' —
o DLBCL transformed from FL (median NR) Median DOR, months 7.0 (4.2-NE)
0 T T T T T T T T T f H
0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 Median PFS, months 3.2 (2.2-5.3)
Time (months) Median OS, months 11.5 (9.0-16.4)
Ph2 study of glofitamab in LBCL Ph2 study of odronextamab in LBCL
1.0+
DoCR by IRC 0.9
100 1 All Patients 0.8
+ Censored 0.7 4
80 4 g 0.6
0
S 0.5 .
= 60 1 o
s a 044 ORR 49%
% w0 5 0.3+ CRR31%
[ : 0.24
B e E 0.1 Median DOCR: 17.9 ths (95% Cl 10.2-NE
20 4 | . -5 : 17! Yo .2—
CRR 40% :  Median DoCR 30 mo 004 e menthe ( :
R S S ST e p ey p ey t') :':, é é 1'2 1'5 1I8 2'1 2'4
0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45 48 51
Al Time (months) Month
Patients 62 51 46 40 39 38 36 33 28 25 21 16 14 10 6 3 2 NE Number of patients at risk, n
(N=62) 40 29 24 19 14 12 7 3 2

1. Vose JM, et al. ASH 2024. 2. Bartlett NL, et al. Blood Adv 2023;7(17):4926-4935. 3. Dickinson M, et al. ASH 2024. 4. Poon M, et al. ICML 2023, abstract #93.



CART THIRD LINE

Pivotal Phase 2 Studies in LBCL: Patients

Median age | 66 (21-90) 64 (20-83) | 66 (24-88) | 58 (23-76) | 56 (22-76) 63 (54-70)
MedanPrior | 327) | 3(211) | 2(28) | 3(1-10) | 3(16) | 3(24)
Primary
Lokl 58% 61% 57% 26% s :
Refractovto | g% 83% 86% 77%* 55% 67%
ast line
Prior CAR -T 33% 39% 32% - - - l

* nd |y
Refractory to 2% line or subsequent therapy Dickinson, M. et al. NEJM 2022: Thieblemont C, et al. J Clin Oncol. 2022

Kim WS, et al. ASH 2022; Neelapu S, et al. NEJM 2017
Schuster S et al, NEJM 2019; Abramson J et al, Lancet 2020



CART THIRD LINE

No. st Risk

Progression-Free Survival: Bispecifics vs CAR-T

CR: 40%. 1Y PES: 37% CR: 41%, 2Y PFS: 28 %
100 . .

100 4
904

£ 804 80 4 .

g o Glofitamab 3 o Epcoritamab
i @ 40
.§ 40 &
i 209 ___prs
v 20"‘ T T T T

‘Z‘ 0 3 6 9 12
0 3 6 9 12 15 18 21 24 .
Time (months)
No. at nsk:
No.atRisk 155 92 47 35 29 18 13 1 0 ) ) _
157 86 51 28
100
0+
£ . CR 58%, 2Y PFS: 39% L i - CR: 39%, 2Y PFS: 33%
T Axi-cel =N Tisa-cel
‘! 0 4 T "
a 0+ :i = - —
: o }
E 204 Mnﬂgﬁ%(l‘j
104 $3 (3 3-Ni s s ool
S — R ——
(-] 1 L} S [’ ] 10 12 1) 1 015 1 L] 20 P 4 15 A LN » .
Maonths . .
108 101 90 71 61 53 52 SO 49 & 47 4 M 21 20 12 & (3 '] ] ] ] ] ] 1 0 DICkInson ASH 2024' Vose ASH 2024

Neelapu et al. NEJM 2017; Schuster et al, Lancet Oncol 2021
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First -in-Human invivo CAR T Cell
Generation Using a CD8 -Targeted Lipid
Nanoparticle Platform in
Relapsed/Refractory B -Cell Lymphoma

Xi Zhang!3#, Li Gaol34# Xixi Xiang!®#, Ruihao Huang!34, Sha Zhou'-34, Qu Jiang®3+4, Yunjing
Zeng'34, Xianlan Zhao!34, Weitong Xu?, Yuting Chen?, Jun Liao?, Hai Huang®, Xue Li®, Chutong
Ouyang®, Han Zheng®, Yuguan Wei?*, Xiangrong Song?*

1 Medical Center of Hematology. Institute of Science Innovation for Blood Ecology and Intelligent Cells. Xingiao Hospital of Army Medical University. Chongging, 400037, China.
2 Cancer Center and State Key Laboratory of Biotherapy, West China Hospital, Sichuan University, Chengdu, Sichuan 610041, China.

3 Chonggqing Key Laboratory of Hematology and Microenvironment, Chongging, 400037, China.

4 State Key Laboratory of Trauma and Chemical Poisoning. Army Medical University, Chongging, 400037, China.

5 WestGene Biopharma Co., Ltd., Chengdu, Sichuan 610041, China.

*Corresponding author: songxr@scu.edu.cn (X. Song), Yuquanwei@scu.edu.cn (Y. Wei)

#These authors contributed equally to this work.
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In vivo CAR-T Aims to Overcome the Bottlenecks of ex vivo

Approaches

Antigen i ge/transmembrane domain
Patient T cells recognition R Costimulatory domain CART cells
domain (scFv\)r | _CD3¢ domain < -0
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v Infusi

| =& 2 nfusion
- A
h RS /

| Cell collection to infusion = Vein to vein time
I

Bridging therapy (as needed)
Lymphodepletion

Ex vivo manufacture of patient-specific CAR T cell product begins at patient referral.

- Complex, expensive, and time-consuming manufacturing process for autologous cell product that
is now standard of care for some B cell malignancies.

- Requires lymphodepletion for successful engraftment and function of CAR T cells.

2026 ASCO
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In vivo CAR-T offers a faster,
more accessible, and
scalable path compared to
ex vivo approaches:

Simplified manufacturing
Off-the-shelf availability

No need for lymphodepletion
Broader accessibility beyond
specialized centers

Lower overall cost

Cassandra Willyard, et al. Nature (2025).
Laura Evgin, et al. Trends Pharmacol Sci (2024).
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WGDb-0301: An mRNA Therapy Based on CD8 -tLNP Generating
Anti -CD19 CAR-T Cells in vivo

5. PR

SR o W
o e
ST S

CD19 CAR mRNA

s N - 3 X \
e E12-1 gl s ?
DSPC ¥ £
Cholesterol el /

Microfluidic mixing Nanobody
~n@— DMG-PEGx technology conjugation

(" spleen . Cp19cAR )

N B
{ U | Reprogam 2

Anti-CD8
nanobody

b ]

mRNA Platform
Linear mRNA
circRNA
saRNA

Proprietary lonizable Lipids

E1-1 (CN117177954B, US11839657B2,
EP4225729B1, JP7752186B2)

E12-1 (CN115947672B,

%\”\‘l‘/% - \

2 —~ A
CD19 CART cell T 2= CD8' T cell

1 PCT/CN2023/084757¢
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Tr— A Proprietary Target Fragments

infusion

0{)% “ € CD8,CD5,CDh7,CD3 &

® :
(o) Qj Tumor lesion
|

V'  Antibody/Nanobody
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Lymphoma patient

| Tumor lesion TNF-a, INF-y, etc. V Peptlde
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Early Data Suggest Favorable Therapeutic Potential

A Dosing Regimen

YVhoIe body
- 2 A Intravenous infusion

A Without lymphodepletion

@

A 28 days per cycle
A Cycle 1: g3d; Cycle 2-3: qw

,“°”“a“’“* V' Preliminary Efficacy

V CR was observed in one
patient with MCL and PR in
one patient with DLBCL

\VV Patient 01 achieved CR

Baseline 1stE PR 2ME

CR
after 10 doses treatment
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Rapid CAR Expression and Potent B Cell Depletion

Patient 1 —»— Patient 2 «- Patient 3 + Patient4 Patient 1 «— Patient 2 « Patient 3 + Patient 4

2
8
% ]
ES 2
o 8
s o
o

1/ ™
: G : ‘ i : ,
i o d ym ; e
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B
RN St P Py & PRy o 0*

Time (day) Time (day)

A After administration, CAR was rapidly expressed on CD8+ T cells within 4~6 hours. ) Cl1 | Cl2 | Cci3 | cla
Patient
(mglkg) | (mg/kg) | (mg/kg) | (mg/kg)
P 01 0.01 0.02 0.02 0.02
The highest positivity rate of CAR expression on CD8+ T cells was about 100%. P02 002 = 004 | 004 004
P 03 0.04 0.04 0.08 0.08
P 04 0.04 0.04 0.04 0.08

A The duration of CAR expression is 2~3 days after each dose.

A
V' After administration, B cell depletion was rapidly occurred within 6 ~12 hours.
\Y

B cell deep depletion were observed.

2026 ASCO ASCO
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Conclusions

A Early clinical data of WGb-0301 shows promising efficacy in relapsed/refractory B-cell

malignancies, including a confirmed CR in a heavily pre-treated MCL patient.

A The therapy demonstrates a favorable safety profile with no DLTs, only low-grade TRAES,

and no severe organ toxicities.

A Rapid, sustained CAR expression and deep B-cell depletion confirm robust on-target

pharmacodynamic activity.

2026 ASCO
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LBCL Treatment Algorithm

R-CHOP

Second line CAR-T (axi-cel, liso-cel) Second line auto-SCT

Primary refr.acFory = Relapsed > 1y, eligible for auto-SCT
Relapsed within 1 yr

Relapsed > 1y, ineligible for auto-SCT (liso-cel)

> 3L

* Third line CAR-T (if not given in 2L)
(axi-cel, liso-cel, tisa-cel)

+ Glofitamab| ro oo |
_Epcoritamab



TRANSFORM

AUTOLOGOUS TRANSPLANT IS DEAD IN 2 °
LINE IN EARLY RELAPSED/REFRACTORY
IN FAVOUR TO CAR T

43S




2L transplant-eligible

In the Phase Ill ZUMA -7 trial, axi-cel demonstrated improved survival
outcomes versus SoC and no new safety signals at 4 years 1

4 )

EFS* os*
100 = . 100 = . .-
m— Axi-cel (n=1! . .
] xi-cel (n=180) Med'an NR (95% CI 286| NE)
90 - == SoC (n=179) 90 -
4-year rate: 55%
80 = H . . i 0 - y " = Axi-cel (=180
Median: 10.8 months §95% CI: 5.07 25.5) ael (n=180)
70 . 70 4 = SoC (n=179)
N=3591 4-year rate: 39%
2 _.60 60
A 0 50 =
V. RIR LBCL after |Qf2 2
40 = 40 Median: 31.1 months (95% CI: 17.1i NE)
adequate 1L chemotherapy 4-year rate: 46%
V ECOGPSOor1 30 Median: 2.3 months (95% CI: 1.77 3.1) 30
i i 20 - i4—year rate: 17i% . 20 -
U  Prior SCT, prior + + -
o 10 = 10
CD19 targeted therapy Stratified HR: 0.42 (95% CI: 0.33i 0.55) Stratified HR: 0.73 (95% CI: 0.54i 0.98); p=0.03
0 T rrrrrrrrrrrrrrrorrororrorroruonr 0IIIIIIIIIIIIIIIIIIIIIIIIIIIIIII
0 2 4 6 8 1012 14 16 18 20 22 24 26 28 30 32 34 36 38 40 42 44 46 48 50 52 54 56 0 2 4 6 8 10121416 18202224 26 28 30 32 34 36 38 40 42 44 46 48 50 52 54 56 58 60 62
Time (months) Time (months)
No. at risk No. at risk
Prlmary endpolnt E'ZS2 Axi-cel 180 165 111 98 97 92 89 87 81 79 77 75 75 71 71 69 66 65 62 53 51 44 31 28 21 7 7 3 O Axi-cel 180 177 170 161 157 147 136 125 117 116 114 111 108 105 105 100 100 100 100 100 96 80 67 54 41 29 20 14 4 2 1 0
SoC 179 92 61 47 43 35 33 32 31 31 31 31 31 30 30 30 30 29 29 25 23 18 10 10 8 4 4 0 O SoC 179 176 163 149 134 121 111 106 101 98 91 89 88 87 87 85 83 81 79 78 73 63 51 41 31 19 14 7 4 1 0 y

Safety of axi-cel (n=170)?

CRS: 92% (Grade CB: 6%) ORR:83%vs 50%, CR:65% VS 32%

Patients received either axi-cel or protocol-defined, investigator-selected, platinum-based chemoimmunotherapy for 2i 3 cycles.
Patients with complete or partial response after chemoimmunotherapy proceeded to HDCT-ASCT.

*Median follow-up: 47.2 months.t
LBCL, large B-cell ymphoma; NR, not reached; SCT, stem cell transplant. 1. Westin J, et al. New Engl J Med 2023;389:148i 57; 2. Locke F, et al. N Engl J Med 2022;386:640i 45.

Neurotoxicity: 60% (Grade CB: 21%)




2L transplant-eligible

In the Phase Ill TRANSFORM trial,
versus SoC, with no new safety concerns after 3 years of follow

liso -cel improved survival outcomes

_upl

N=184%
2

V R/ R LBCL

after

adequate 1L chemotherapy

V'  ECOGPSOor1

U  Prior SCT, prior
CD19-targeted therapy

Primary endpoint:

EFSt2

Safety of liso -cel (n=92)?

EFS*

Os*l \

100 1 Median: NR (95% Cl: 42.81 NR)
90 Median: 29.5 monthsf95% CI. 9.51 NR) 9 - 3-year rate: 62.8% (95% ClI: 52.71 72.9)
80 3-year rate: 45.8% (9% Cl: 35.21 56.5) ¢ -
70 70 1
gGO 7 ° 60 7
205071 o 50
%2 2
40 1 40 1 .
. Median: NR (95% CI: 18.2i NR)
_ Median: 2.4 months (95% Cl: 2.2i 4.9) A . . 0, 9 .
30 3-year rate: 19.1% (95% CI- 11.0i 27.3) 30 3-year rate: 51.8% (95% Cl: 41.21 62.4)
20 1 20
10 HR: 0.38 (95% CI: 0.261 0.54) — Liso-cel (1=92) = SoC (n=92) 107 HR:0.76 (95% CI: 0.487 1.19) = Liso-cel (n=92) == SoC (n=92)
O T T T T T T T T T T T T T T T T T T O T T T T T T T T T T T T T T T T T 1
0 2 4 6 8 10 12 14 16 18 20 22 24 26 28 30 32 34 36 0 2 4 6 8 10 12 14 16 18 20 22 24 26 28 30 32 34 36
Time (months) Time (months)
No. at risk No. at risk
Liso-cel92 87 76 62 59 54 51 49 47 46 45 45 43 43 42 41 40 7 2 Lisocel92 92 8 84 81 78 74 68 63 43 34 30 16 13 10 7 5 1
SoC 92 66 39 32 27 22 20 20 20 20 20 20 19 19 19 18 17 3 1 SoC 92 8 8 79 74 66 62 60 58 41 30 21 15 12 10 5 3 1

y,

CRS: 49% (Grade (B: 1%), ORR: 87% vs 49%, CR:74 vs 43%

Patients received either liso-c el or

investigatords choelCERDHAPoOrR-@ADR) for@cyblesmot her apy (R

Patients with complete or partial response after inmunocemotherapy proceeded to HDCT-ASCT.

*Median follow-up: 33.9 months.t
Liso-cel, lisocabtagene maraleucel.

|

Neurotoxicity: 11% (Grade CB: 4%)

1. Abramson J, et al. EHA June 2024; oral presentation (abstract #5272); 2. Abramson J, et al. Blood 2023;141;1675i 84.
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