To be announced

Housekeeping Notes for Faculty

prior to start of
meeting

> To minimize the noise level, please turn cell phones to vibrate mode
> Mute your line if you are not speaking or presenting

> Keep your camera on at all times

> You have the abilitytous e the Araise your hando opti on
> |f you cannot comment at a certain moment, you can also use the chat function in Zoom

> Questions from the audience can be asked via the Q&A box

> The chair will manage the questions and address them during the Q&A sessions

> At the end of the meeting, please stay on the line for a quick debrief with the AH team

> Once the countdown has started, Aptitude Health will kick off and introduce the program and
turn over the proceedings to the chair
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Functionality and Settings
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To be announced

prior to start of
meeting

Ask to Start Video

Chat

Make Host

Hide Non-Video Participants

C

Microphone and Participant and Chat Side-by-Side Mode Gal1llery and Speak?r View Hide Non -Video Participants
- Window In the AView Op 3 {)nghﬁ Epr!_?er rﬂglé ga”‘t n e xihan ésamera box, c\lllck the 3,
Mute and unmute your ~ Reveal or hide the chat and to the green bar at top of : wh|t ots in {hé{ Be r@ﬁ‘f‘-’

; L : b$|¢ect(Nﬁ)é|ede|f button er
camera/microphone by participant window by screen), spg- h a n é: an
o . : - . Modeo View, 0 you are I\[evady & "n.g.
clicking the icons in the selecting the corresponding AGallery Viewd S)n i%de o a Y

lower left-hand corner icons in the bottom toolbar

*Please remember to mute/unmute yourself by clicking the microphone icon in the lower left
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Co-Chair Faculty

Rafael Fonseca, MD Hermann Einsele, MD, FRCP
Mayo Clinic Cancer Universitatsklinikum Warzburg,
Center, USA Germany

Co-Chair
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Philippe Moreau, MD Xavier Leleu, MD, PhD
University Hospital of Nantes, Hépital La Milétrie, France
France
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Maria-Victoria Mateos, MD, PhD
University of Salamanca, Spain

Katja Weisel, MD
University Medical Center
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Obijectives of the Program

Present the current MM treatment landscape and discuss patient
eligibility for CAR T-cell therapy, real-world evidence around earlier
use of CAR T-cell therapy, and treatment options for noni CAR T-
cell candidates

Share key data from recent conferences
that could lead to improved treatment and
management for patients with myeloma

Discuss the role of bispecific antibodies in RRMM
and immunotherapy sequencing across the
current and potential future treatment landscapes

Engage with the faculty in panel discussions
on therapeutic options for the later-line
treatment setting in multiple myeloma

Discuss treatment
strategies for RRMM

Follow interactive presentations and case-based

discussions with your peers on the latest updates
for assessments and treatments for patients with
multiple myeloma after initial therapy

Discuss regional case
studies in late-stage RRMM
with your colleagues

Interact with faculty during a panel
discussion on patient access and regional
challenges for optimal patient care

Explore regional challenges in the treatment of multiple myeloma across Europe
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Agenda Day 2 2 Europe

17.00 2 20.00 (Central European Summer Time)/ 8.00 Am 2 11.00 Am (Pacific Standard Time)

Tine (CEST

17'0(.) LS Welcome and Meeting Overview

10 min

;(Y)rln?nl St Overview of RRMM Treatment: Early Lines of Therapy

;;rgn?nl LI CAR T-Cell Therapy in RRMM: Impact of Earlier Use and Real

17,557 18.20 Treatment Options for Non 1 CAR T-Cell Candidates

25'min ' A Optimal use of treatment choices in RRMM
(15-min presentation; 10-min Q&A)

18.2071 18.30

10 min BT

18'3(.) J LS Patient Case Discussion: RRMM

55 min

19'25. ) Bes Future Directions in Therapy for RRMM

30 min

19.557 20.00 Session Close

5 min A ARS questions
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-World Data

Rafael Fonseca, MD,
Philippe Moreau, MD

Philippe Moreau, MD

Xavier Leleu, MD, PhD

Maria-Victoria Mateos, MD, PhD

Regional case presentation
All faculty

Maria-Victoria Mateos, MD, PhD

Rafael Fonseca, MD



a Question 1

In which country do you currently practice?
France

Germany

Italy

Spain

Portugal

UK

Scandinavia

Other European region/country
. Middle East

10. North America

11. Other

© o N Ok N PE
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Question 2

In the last 12 months, how many patients have you treated using CAR T-cell therapy?
1. O5

61 15

1671 25

2671 35

036

o k WD
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a Question 3

True or False: BCMA is the most common antigen targeted by currently approved CAR
T-cell therapies in multiple myeloma.

1. True
2. False

(m Global Multiple
Myeloma Academy



a Question 4

What is the primary mechanism of action for CELMoDs?

1.

2.
3.
4

WM

Direct inhibition of the proteasome

Modulating cereblon E3 UL, leading to degradation of signaling proteins
Blockade of BCMA signaling

Activation of immune checkpoint pathways
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Overview of RRMM
Treatment: Early Lines
of Therapy

Philippe Moreau, MD

5:€ APTITUDE Heam



c.’:u (O)hiseinicEstioty
NANTES

Overview of RRMM Treatment
Early Lines of Therapy

Philippe Moreau
Nantes, France

7

9=

-
& WOR §
1 )}a J



DISCLOSURES

Honoraria & advisory boards:
Janssen, Celgene, Takeda, Amgen, Abbvie, Sanofi,
GSK, Pfizer, BD



Treatment of relapsed and refractory multiple myeloma:
recommendations from the International Myeloma
Working Group

CrossMark

Philippe Moreau, Shaji K Kumar, Jesds San Miguel, Faith Davies, Elena Zamagni, Nizar Bahlis, Heinz Ludwig, Joseph Mikhael, Evangelos Terpos,
Fredrik Schjesvold, Thomas Martin, Kwee Yong, Brian G M Durie, Thierry Facon, Artur Jurczyszyn, Surbhi Sidana, Noopur Raje, Niels van de Donk,
Sagar Lonial, Michele Cavo, Sigurdur Y Kristinsson, Suzanne Lentzsch, Roman Hajek, Kenneth C Anderson, Cristina Jodo, Hermann Einsele,
Pieter Sonneveld, Monika Engelhardt, Rafael Fonseca, Annette Vangsted, Katja Weisel, Rachid Baz, Vania Hungria, Jesus G Berdeja,

Fernando Leal da Costa, Angelo Maiolino, Anders Waage, David H Vesole, Enrique M Ocio, Hang Quach, Christoph Driessen, Joan Bladé,

Xavier Leleu, Eloisa Riva, Peter Leif Bergsagel, Jian Hou, Wee Joo Chng, Ulf-Henrik Mellgvist, Dominik Dytfeld, Jean-Luc Harousseau,

Hartmut Goldschmidt, Jacob Laubach, Nikhil C Munshi, Francesca Gay, Meral Beksac, Luciano J Costa, Martin Kaiser, Parameswaran Hari,
Mario Boccadoro, Saad Z Usmani, Sonja Zweegman, Sarah Holstein, Orhan Sezer, Simon Harrison, Hareth Nahi, Gordon Cook,

Maria-Victoria Mateos, S Vincent Rajkumar, Meletios A Dimopoulos, Paul G Richardson

Lancet Oncol. 2021;22(3):e105-e118.



First relapse

First relapse™

Mot refractory to lenalidomide

v

Refractory to lenalidomide

v

.

Preferred optionst:

DRd or KRd

Alternativess:

DVd, Kd, DKd, Isa—Kd,
IRd, Elo-Rd, PVd,

or SVd (subject to
approval)

If daratumumab,
isatuximalh,

or carfilzomib are not
available: Rd, Vd, VTd,
VCd, orVMP

Preferred optionst:
PVd D-Kd, or lsa-kKd

Alternativest:
DVd or Kd

Other optionss:
KPd, DPd, or IPd

If daratumumab,
isatuximab,
carfilzomib,

or pomalidomide are
not available:

ViCd, Vd, or VMP

Moreau et al, IMWG guidelines, Lancet Oncol 2021




POLLUX: Rd vs Rd -Dara; updated PFS

Ongoing, randomized, open-label, multicenter, phase 3 study in patients with RRMM

(ClinicalTrials.gov I d e n tNiIC702076009); N=569

1 prior line

100

80

60+

40-

20+

% surviving without progression

HR, 0.42; 95% ClI, 0.30-0.58; P < 0.0001

OT——TT T T T T T T 1T T 7T

0 3 6 9121518 212427303336 39 42 4548 51

Months

No. at risk

Rd 146132110100 90 78 71 64 60 52 45 40 36 35 30 11
D-Rd 149137 129 123118 113 107 103 99 94 89 85 83 79 71 31

DRd, daratumumab/lenalidomide/dexamethasone; PFS, progression-free survival;
Rd, lenalidomide/dexamethasone; Std, standard

3 0
7 0

% surviving without progression

No. at risk
Rd
D-Rd

804

60+

40

20+

Prior lenalidomide exposure

D-Rd:
Median
38.8 mo

Rd:
Median

HR, 0.38; 95% Cl, 0.21-0.66; P = 0.0004 18.6 mo

T L] 1 T 1 T L] T L] 1 T L] T L] 1 T 1

0 3 6 9121518212427 3033363942454851
Months

50 43 37 31 28 26 23 18 17 14 12 10 9 8 5 1 0 0
50 44 40 39 39 36 36 36 31 29 27 27 22 20 19 5 1 O

Bahlis NJ, et al. Leukemia. 2020;34(7):1875-1884.



First relapse

First relapse™

.

Mot refractory to lenalidomide

v

v

Preferred optionst:
DRd or KRd

Alternativess:

DVd, Kd, DKd, Isa—Kd,
IRd, Elo-Rd, PVd,

or SVd (subject to
approval)

If daratumumab,
isatuximalh,

or carfilzomib are not
available: Rd, Vd, VTd,
VCd, orVMP

.

Refractory to lenalidomide

Preferred optionst:
PVd D-Kd, or lsa-kKd

.

Alternativest:
DVd or Kd

Other optionss:
KPd, DPd, or IPd

If daratumumab,
isatuximab,
carfilzomib,

or pomalidomide are
not available:

ViCd, Vd, or VMP

Moreau et al, IMWG guidelines, Lancet

Oncol 2021



Progression-free survival (%)

Patients at risk

PVd
vd

OPTIMISMM: PVD vs VD; 15t relapse,
Len-refractory patients

Median PFS, months
100 R o
7 (95% CI) HR (95% CI) P Value
—=— PVd 17.84 (12.02-NE)
0.55(0.33-0.94) .0276
9.49 (6.34-16.20)
80
60 -
40
55—
20
0 T T T T T T T T T T T T T
0 3 6 9 12 15 18 21 24 27 30 33 36 39
Months
64 55 Y| 31 24 19 11 8 5 4 3 1 0 0
65 42 30 20 13 10 6 3 1 1 1 1 1 0

Dimopoulos M, et al. Leukemia 2021;35:1722.



41% reduction in the risk of progression/death and a
13.4-month improvement in median PFS with KdD versus Kd

PFS (%)

Number at risk
(number censored)
Kd group

Kd group (n=154)  KdD group (n=312)

100+
Disease progression or death, n (%) 8
Median PFS, months (95% Cl)
80 Hazard ratio for KdD vs Kd 0-59 (95% C1 0-45-0-/0
Log-rank test p<0-0001
60
40+
medianfollow-up was278 months
20+
—— Kd group
—— KdD group
0 I I I I I I I I I I I 1
0 3 6 9 12 15 18 21 24 27 30 33 36
Time since randomisation (months)
154(0) 120(12) 99(18) 83(22) 69(26) 57(30) 47(32) 44(32) 39(33) 28(43) 4(66) 1(69) 0(69)
105(70) 30(143) 6(166) 0(172)

KdD group

312(0) 279(6) 235(16) 210(25) 189(31) 178(32) 159(39) 146(44) 136(48)
Usmaniet al. LanceOncol 2022 Jan;23(1):636



35 IKEMA

Updated PFS (primary endpoint) i

1.0
0.9
0.8
0.7 1
0.6

0.4
0.3

Kaplan-Meier estimate

0.2
0.1+

T R

HR 0.58 (95.4% CI: 0.4271 0.79)

Moreau P, et al. Lancet 2021; updated COMY 2022,

IRC assessment (ITT)

—— lsa-Kd
— Kd
+ Censor

Isa-Kd
MPES: 35.7 months
(95% CI: 25.81 44.0)

Kd
MPFS: 19.2 months
(95% CI: 15.8i 25.0)

0.0  —
0O 3 6

Number at Risk

9 12 15 18

21 24 27 30 33 36 39 42 45 48
Time (Months)

Isa-Kd 179 164 151 136 127 114 108 95 88 81 75 72 64 62 50 18 1

Kd 123 108 99

85

73

With 2 additional years of follow

63 53 43 39 32 29 283 21 16 10 3 2

-up, Isa-Kd showed the longest PFS on a Pl -based backbone

in the relapsed MM setting, with 42% reduction vs Kd in the risk of progression or death

Cl, confidence interval; d, dexamethasone; HR, hazard ratio; IRC, Independent Review Committee; Isa, isatuximab; ITT, intent to treat; K, carfilzomib; m, median; MM, multiple myeloma;

PFS, progression-free survival; Pl, proteasome inhibitor

22



Myeloma: Second or higher relapse

. 4

Preferred Options
\

A Any first relapse options that have not been
tried

Isa-Pd; Dara-Kd, Isa-Kd, Dara-Pd (based on or as backbone + antiCD38 antibody

phase 3)
A Elo-Pd, KPd (based on phase 2)

A When dara / K / elo not available: PCD, PD

BCMA, B-cell maturation antigen; CAR, chimeric antigen receptor;

DKd, daratumumab/carfilzomib/dexamethasone; DPd, daratumumab/pomalidomide/dexamethasone;

Elo-Pd, elotuzumab/pomalidomide/dexamethasone; Isa-Kd, isatuximab/carfilzomib/dexamethasone;

Isa-Pd, isatuximab/pomalidomide/dexamethasone; KPd, carfilzomib/pomalidomide/dexamethasone;

PCd, pomalidomide/cyclophosphamide/dexamethasone; Pd, pomalidomide/

Dexamethasone; VdT-PACE, bortezomib/dexamethasone/thalidomide/cisplatin/ )

doxorubicin/cyclophosphamide/etoposide. Moreau P, et al. IMWG Recommendations for RRMM. Lancet Oncol. 2021;22(3):e105-e118.



ICARIA : PFS primary endpoint T IRC assessment

“ea7mos B

027 p=0.001

917 HR = 0.596 (95% CI, 0.436 to 0.814)

O0T—T— T T 717 T T T T T T T T T T T 1
0O 1 2 3 4 5 6 7 8 9 10 11 12 13 14 15 16

Isa-Pd

PFS (probability)
|

Pd

No. at risk Months
Isa-Pd 154 129 106 89 81 52 30 14 1
Pd 153 105 80 63 51 33 17 5 0

Statistically significant and clinically meaningful improvement in PFS

The European Commission (EC) has approved isatuximab in combination with pomalidomide and dexamethasone (pom-dex) for the treatment of adult patients
with relapsed and refractory multiple myeloma (MM) who have received at least two prior therapies including lenalidomide and a proteasome inhibitor and have . . _
demonstrated disease progression on the last therapy. Please consult your local label for the approved indication in your country. Attal M’ etal. Lancet. 2019'394(10214)'2096 2107.




APOLLO: PFS at a median follow -up of 16.9 months 2

12-month PFS rateP

100 —e. 1
1
1
g 1
% 80— '
o 1
[e)) 1
E 1
S 60 !
*g- 1
E 1
g X
- 1 .

2 40 1 D-Pd median: 12.4 months
= 1
5 .
a 20 = :
X 1

HR, 0.63; 95% CI, 0.47-0.85; : )
P =0.0018 . Pd median: 6.9 months
0 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1 1
0 2 4 6 8 10 12 14 16 18 20 22 24 26 28 30 32 34 36
No. at risk Months

Pd 153 121 93 79 61 52 46 36 27 17 12 5 5 1 0 0 0 0 0
D-Pd 151 135 111 100 87 80 74 66 48 30 20 12 8 5 3 2 2 2 1

A Median PFS among patients refractory to lenalidomide was 9.9 monthsRadrdhd 6.5 months for Pd
Addition of DARA SC to Pd improved PFS, with a 37% reduction

In the risk of progression or death

HR, hazard ratio; ClI, confidence interval. antent-to-treat population. P(K a p | a n 'ediimdtee r Dimopoulos MA et al ASH 2020 AbS 412 Oral presentation



A Dimopoulos et al. Lancet Haematol 2023;10:e823

100 4 —A— Daratumumab plus pomalidomide and dexamethasone group
—-@- Pomalidomide and dexamethasone group
HR 0-82 (95% C1 0-61-1-11); p=0-20
80+
£ 60
(]
=
c
a _________________________________________________________________________________________________________________
= Median 34-4 months (95% Cl 23-7-40-3)
@
& 407
0 Median 23.7 months (95% C1 19.6-29-4)
0 | I | | | | | | | | | | | | | | | |

| |
0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45 48 51 54 57 60

Time since randomisation (months
Number at risk ( )

(number censored)
Daratumumab plus pomalidomide 151 140 129 119 111 103 97 90 82 77 76 72 62 39 19 9 6 2 2 0
and dexamethasonegroup (0) (3) (6) (7) () (8 (8 (8) (8 (8 (8 (9) (1) (33) (50) (59) (62) (66) (66) (68)
Pomalidomide 153 137 128 117 104 94 85 77 65 61 56 53 45 29 18 12 4 1 1 0
and dexamethasonegroup  (0)  (3) (8) (11) (15) (15) (15) (15) (15) (15) (15) (15) (20) (35) (45) (51) (48) (61) (61) (62)



SECOND-LINE

Previous treatment with anti-CD38 antibodies

}

Not treated or sensitive and Refractory and
I | I 1 1 | 1
Mot treated or Not treated or Refractory to Refractory to Refractory to Refractory to Sensitive to
sensitive to sensitive to lenalidomide and lenalidomide and lenalidomide and lenalidomide and lenalidomide
lenalidemide and lenalidomide and sensitive to bortezomib sensitive to bortezomib
refractory to sensitive to hartezomib bortezomib I
bortezomib bortezomib . I
| | | ; : |
Preferred regimens Preferred regimens Preferred regimens Preferred regimens Preferred regimens Preferred regimens Preferred regimens
= DaraRg [l, A] . DaraRg [I, Al . Ciltazjel [1. Al - Ciltal;gel [, Al . CiltaF—)t(;el [I. A] . Ciltal-jcéel [l, Al = BelaPd [I, A]
e Darakd [I, A] « Darakd [I, A] « Darakd [, A] = BelaPd [I, A] « BelaPd [I, A] « BelaPd [I, A]
o Isakd [I, A] « Isakd [I, A] « Isakd [I, A] « Darakd [I, A] proved 2;;::3; roved
« BelaPd2 [I, A] « Belavd [I, A] « BelaPd [I, A] « IsaKd [I, A] « Belavd [V, C]
Other approved * BelaPd? [, A] Other approvec S e = Selva I, « KRA [V, C]
regimens Other approved regimens e Kd [V, C] = IxaRd [V, C]
« KRd [I, A] regimens » Belavd [I, A] s Belavd [V, C] « EloRd [V, C]
= |xaRd [I, Al « KRd I, Al = DaraPd [I, A] PVd can be used in « Selvd [V, C]
» EloRd [l, A] * |xaRd [l, A] s Selvd [l, A] the absence of o Kd [V. C]
= EloRd [I, Al PVd or DaraVd can BelaPd [V, C] PVd can be used in
= Selvd [, A] be used in the the absence of
PVd?® or DaraVd can absence of BelaPd BelaPd [V, C]
be used in the or Belavd,
absence of BelaPd® respectively [I, A]
or BelaVd,

respectively [I, A]

Dimopoulos Terposet al. EHA / EMN guidelinedlat RevClinOncol 2025 Sep;22(9):68000



CARTITUDE-4: Study Design *!

Screening SOC arm
Key inclusion criteria: 1:1

AAge O18 yedy randomization
with MM

PVd or DPd ap

A 1i 3 prior LOT Bridai Day 1: . |

: : ; ridging e -

(mcluqmg .PI + IMiD) Stratified by: Byd o .C|Ita. cel Cilta-cel arm
A Lenalidomide A Choice of DPda infusion

refractory PVd/DPd 01 ¢ (Tasget: 0.75 T 108 Day 11 112:
AECOG PS 01 A 1SS stage . CAR+ T cells/kg) Collect safety, efficacy, ©
Key exclusion criteria: A [l(l;:r_]ber of prior 4 4 PK/PD data every 28 days
A Prior CAR-T or Apheresis Lymphodepletion

BCMA-targeting (start of study

Ereatment)

therapy

T-cell transduction and expansion

Primary endpoint Secondary endpoints
A PFSd AEfficacy: OCR, ORR, MRD
A Incidence and severity of AEs

aPhysi ci an®dminstarediumtiedisease progression. cEfficacy data were collected after Day 112 every 28 days. 9Time from randomization to disease progression/death. AE, adverse
event; BCMA, B-cell maturation antigen; CAR, chimeric antigen receptor; CTCAE, Common Terminology Criteria for Adverse Events; DPd, daratumumab, pomalidomide, and dexamethasone;

ECOG PS, Eastern Cooperative Oncology Group performance status; IMiD, immunomodulatory drug; ISS, International Staging System; ORR, overall response rate; PD, pharmacodynamics; PlI,

proteasome inhibitor; PK, pharmacokinetics; PVd, pomalidomide, bortezomib, and dexamethasone. 1. San-Miguel J, et al. N Engl J Med 2023;389:335-47.

Presented by L Costa at the 67th American Society of Hematology (ASH) Annual Meeting; De¢@n#®56 Orlando, FL, USA

Follow -up

negati vi




CARTITUDE-4 : Baseline Demographlcs and
Disease Characteristics

ITT population ITT population
Baseline characteristic Baseline characteristic -
Cilta-cel Cilta-cel
(n=208) {n=208)

Age, median (range), years 615 (27-78) 61.0 (35-80) Cylogenetic high risk, n (%)° 123 (59.4) 132 (62.9)
Male, n (%) 116 (55.8) 124 (58.8) del(17p) 49(23.7) 43 (20.5)
White, n (%) 157 (75.5) 157 (74.4) 1(14:16) 3(14) 7(323)
ECOG PS <1, n (%)22. 207 (99.5) 210 (99.5) i) 30 (14.5) 30 (14.3)
= gainfamp(1a) 29.(43.0) 107 (51.0)
S8 siage n ) 2 or more high-isk cytogenetic features 43 (20.8) 49 (23.3)
: L 192629 del(17p), 1(14;16), or t(4;14) 73 (36.3) 69 (32.9)
! F0(288) 5o (09 Triple-class! exposed, n (%) 53 (25.5) 55 (26.1)
mn 12 (5.8) 14 (6.6) Penta.druge exposed, n (%) e T
Bone marrow plasma cells =60%,°n (%) 42 (20.4) 43 (20.7) Refractory status, n (%)

I Presence of soft tissue plasmacytomas,” n (%) Ak 35 (16.6) I Triple-class refractory’ 30 (14.4) 33 (15.6)
Years since diagnosis, median (range) 3(0.3-18.1) 3.4(04-221) Bortezomib 55 (26 4) 1 (227)
Prior LOT, median (range) 2(1-3) 2 (1-3) Pomalidomide 8 (38) 9(43)

1 prior LOT, n (%) 68 (32.7) 68 (32.2) | Daratumumab 48 (23.1) 45 (21.3)
2 or 3 prior LOT, n (%) 140 (67.3) 143 (67.8) Any Pl 103 (49.5) 96 (45.5)




Long -term CARTITUDE -4 Update (34 months): Cilta -cel

Maintained Significant Improvement in Progression -free Survival
100 Py Median follow -up 33.6 months
c >
§e) T 30-month PFS
n 80 A
[}
[}
>
o
S 60
3 i “ Cilta-cel
< i
'S 40 i
o i
= H
; 20 - i
; | . SOC
NS HR (95% Cl): 0.29 (0.2270.39); P<0.0001a¢ | %
0 T T T T T T T T T II T T T T 1
0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45
) months
No. at risk

Cilta-cel 208 177 172 165 157 150 145 136 132 129 111 65 29 13 5 0
SOC 211 176 133 116 96 80 74 65 61 52 47 25 12 1 1 0

~70% reduction in the risk of progression or death in patients who received cilta -cel

and mPFS has not been reached

aConstant piecewise weighted log-rank test. "HR and 95% CI from a Cox proportional hazards model with treatment as the sole explanatory
variable, including only PFS events that occurred >8 weeks post randomization. °Nominal P-value.
Cilta-cel, ciltacabtagene autoleucel; HR, hazard ratio; mPFS, median progression-free survival; SOC, standard of care.

Presented by M-V Mateos at the 21st International Myeloma Society (IMS) Annual Meeting; September 251 28, 2024; Rio de Janeiro, Brazil



CARTITUDE-4: PFS by Prior Line of Therapy

* Cilta-cel improved PFS vs SOC whether patients had 1 or 2-3 prior LOT

Progression-free survwal by treatment and number of prior lines in the ITT set

h-u—.l add Cilta-cel arm, 2-3 prior LOT
- soc arm, 1 prior LOT

=
U
=
G
o
=
-]
]
w
=
-
=
o
n
m
[
&0
o
ey
o
v
-
=
Q
=
]
o

é Eli 1|2 ‘1|5 1IB 2|‘1
Progression-free survival, months
Mo. at risk
Cilta-cel arm, 1 prior LOT 68 61 58 56 43 28 16
Cilta-cel arm, 2-3 prior LOT 140 116 114 110 98 66 29

SOC arm, 1 prior LOT &8 &0 52 35

50Ca rm, &= p ior LOT




CARTITUDE-4: Key Subgroup Analysis (ITT)

Hazard ratio and 95% CI

Hazard ratio®
(95% CI)

<Favor cilta-cel arm Favor SOC arm >

Number of lines of prior therapy

1 H—
20r3 1
ISS staging®
| H—
] -
------------ == e e el
Presence of soft tissue
plasmacytomas
Yeg ——
No -
Tumor burden
Low e
Intermediate e
High He—

0.35 (019, 0.66)
0.24 (0.16, 0.37)

0.30 (0.19, 0.48)
0.21(0.11, 0.42)
0.33{0.41,0.95)

0.39(0.21, 0.75)
0.22 (0.14, 0.34)

0.27 (0.17, 0.44)
0.26 (0.12, 0.56)
0.27(0.13, 0.56)

Hazard ratio and 95% CI
<Favor cilta-cel arm Favor S0C arm =

Hazard ratio®
(95% CI)

Cytogenetic risk at study entry
High riske.
Any of 4 markers abnormal o 0.25 (0.16, 0.38)
At least 2 of 4 markers abnormal H— 033(0.17,0.64)
Excl. gain/amp{1q) re— 0.26 (0.15, 0.45)
~Standard fisic - e 0:40°(0:21; 0.77)
Refractory to
Pl + IMID . 0.24 (0.14, 0.38)
| Anti-CD38 + IMiD e 0.26 (0.14,050) |
Pl + anti-CD38 + IMID b 0.15 (0.05, 0.39)
Last line of prior therapy e 0.27 (0.19, 0.39)
Prior exposure to
[ Daratumumab Fot 023(0.12.044) |
Bortezomib . 0.27 (0.19, 0.39)
Bortezomib and daratumumab - 0.24 (0.12, 0.46)



34-Month Update of CARTITUDE
Significantly Prolonged With Cilta

Overall Survival 2

-4: OS Was
-cel vs SOC

Cilta-cel

(N=208)
NR (NEi NE)

soc
(N=211)

NR (37.8i NE)

0.55 (0.39i 0.79); 0.0009°

100
i 30-month rate, 95% ClI
i - | 76.4% (70.0781.6)
80 ‘A““‘”"WA Cilta -cel
N i
2 607 ;
= , soc
g | 63.8% (56.9769.9)
240 i
o i
20 7] Median OS (95% CI), months
] HR (95%Cl); P-value®
0 T T T T T T T T T ' T T T T 1
0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45
) Overall survival, months
No. at risk
Cilta-cel 208 201 190 183 175 173 171 167 163 159 146 93 44 24 9 O

211 207 196 184 173 163 154 147 137 133 127 71 35 13 4 0
TAnes —— soc

Standard care
Cilta-cel

aMedian follow-up, 33.6 months. ®P-value, 0.0009, crossed the prespecified boundary of 0.0108 as implemented by the Kim-DeMets spending function with parameter=2.

Cilta-cel, ciltacabtagene autoleucel; HR, hazard ratio, mOS, median overall survival; NE, not estimable; NR, not reached; OS, overall survival; SOC, standard of care.

Presented by M-V Mateos at the 21st International Myeloma Society (IMS) Annual Meeting; September 251 28, 2024; Rio de Janeiro, Brazil




PFS and OS in Patients With High -Risk
and Standard -Risk Cytogenetics (ITT)

CARTITUDE-4 ITT population

1007 1001
° 33.6 months median follow -u
2 PFSt P Os!?
9 L A Standard -risk cyto, cilta -cel
"—2u 801 __:';_b: _ ) . 801 S -O—L:__."|“an Peo-o v
-c% -_1..-{‘ ——————— nenms M_St_aﬂdard -risk cyto, cilta -cel < - High -risk cyto, cilta -cel
o 601 ~ d 601 Ry Standard -risk soc
o 1 ) ) ) sg Standard -risk cyto,
= Npammesse.  High -risk cyto, cilta -cel '% n
5 anmoe oo @ ® High -risk cyto, SOC
@ 40 Y Standard -risk cyto, SOC g 40
= A -]
5’ 30-month rate o 30-month rate
o
» 207 standard -risk cyto  High -risk cyto oo High -risk cyto, SOC 201 standard -risk cyto High -risk cyto
5] Cilta-cel 71.0% Cilta-cel 52.3% Cilta-cel 79.7% Cilta-cel 75.5%
B SocC 43.2% SOC 17.5% SOC 69.6% SOC 62.1%
& o01HR _ 043 _ HR__ 038 ' 01 HR 0.62 HR 0.54
0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45 0 3 6 9 121518 21 24 27 30 33 36 39 42 45
PFS, months OS, months
Patients at risk Patients at risk

High risk, SOC 132130126116110103 96 91 84 81 75 38 14 6

High risk, cilta-cel 123121115111105103102 98 95 93 83 50 23 14
Standard risk, SOC 70 69 62 61 57 55 54 52 49 48 48 29 18 5
Standard risk, cilta-cel 69 65 61 59 57 57 56 56 56 55 52 35 13 5

High risk, SOC 132111 79 65 52 42 37 31 28 23 20 7 3

High risk, cilta-cel 123106102 96 92 87 84 76 73 70 55 31 14
Standard risk, SOC 70 58 50 47 41 36 35 32 32 29 27 18 9
Standard risk, cilta-cel 69 59 58 57 53 51 49 49 49 49 46 27 9

NP N O
R Rk N O
o O O o
N W ol o
o O oo

In CARTITUDE -4, cilta -cel improved PFS and OS in prespecified subgroups
with standard - and high -risk cytogenetics 1!

1. Sidana S, et al. J Clin Oncol 2025;43:7539.
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CARTITUDE-4: PFS and OS in Patients
With Standard -Risk Cytogenetics (As -Treated)

30-month PFS 30-month OS
1004 i 1001 I .
_‘—|_“\_\-‘— ! 1 87.3% CARTITUDE-4 std risk
1 .
0, CARTITUDE-4 std risk
o "480.5% |
£ ! o 757 :
g o 1 o\ 1
G > ! < 1
- > 1
8 g 1 = 1
= 1 4 1
5 5 50 | n 20 1
o 1 c 1
= O
S c ' Qo '
-og © 1 § 1
o 259 ' 25 '
bS] 1 1
o 1 1
1 1
1 1
0 1 0 1
0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45 0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45
No. at risk Months No. at risk Months
C4stdrisk 59 58 57 54 51 49 49 49 49 45 25 15 2 2 0 0O C4stdrisk 59 58 57 55 55 54 54 54 53 50 29 19 4 2 0 0

80% of CARTITUDE -4 patients with standard -risk disease who received cilta -cel as study
treatment remained progression free and off treatment at 30 months

Presented by L Costa at the 67th American Society of Hematology (ASH) Annual Meeting; De¢@n#®56 Orlando, FL, USA



CARTITUDE-4: CRS and CAR-T Cell-Related
Neurotoxicity

As-treated patients (n=176) In the cilta-cel as-treated population:

Median | \° tian » 30 patients had non-ICANS neurotoxicities®
Grade | timeto durati Resolved, . ;
3/4 onset, D - - 16 cranial nerve palsies (14 recovered)

days days

Any grade

- 5 peripheral neuropathies
- 1 MNT (grade 1)

- Patient was refractory to DPd bridging therapy and had
ICANS 8 (4.5) oe grade 2 CRS after cilta-cel infusion (risk factors for MNTS)

CRS 134(76.1) 2(1.1)
Neurotoxicity? 36 (20.5) 5(2.8)

Othere 30017.00  4(@23) » Lower incidence and severity of CRS, ICANS, MNTs, and some
Cranial cytopenias® observed with CARTITUDE-4 vs CARTITUDE-1

¢ 16091 2(1.0)
nerve palsy - Cilta-cel may be better tolerated when used earlier in

Peripheral 5(2.8) 1(0.6) treatment

neuropath
— - Effective bridging therapy enables better control of tumor
MNT 10.6) L burden prior to CAR-T infusion

- MNTs were lower likely related to patient management
strategies implemented to mitigate this risk




Long -term CARTITUDE -4 Update (34 months): Safety
Profile Consistent With Previous Analysis

Infections Cilta -cel SOC Cilta -cel SOC
(n=208) (n=208) (n=208) (n=208)
Treatment -emergent infections, % SPMs, n (%) 27 (13.0) 24 (11.5)
All grade 63.5 76.4 Hematologic 7(3.4) 1(0.5)
Grade 3/4 28.4 29.8 MDS, n 4 0
) . Progressed to AML, n 2
Deaths due to TE- and non-TE infections, n 16 17
AML, n 1
In first year, n 13 8 -
Peripheral T-cell lymphoma, n 2
In second year, n 2 8 EBV-associated lymphoma, n 0
Cause of Death Cilta -cel soC A New cases of SPM since previous report 2
(n=208) (n=208) 1 Cilta-cel, n=18
Deaths, n 50 82 I SOC, n=10
Due to progressive disease 21 51 A No new cases of cranial nerve palsy or MNT for the cilta  -cel
Due to TEAE 12 8 arm since the previous report 2

A Both arms had grade 3/4 TEAE around 97%; most frequently cytopenia

aIncludes 3 new cases of MDS and 1 new case of T-cell lymphoma for the cilta-cel arm and 1 new case of EBV-associated lymphoma for the SOC arm.
AE, adverse event; AML, acute myeloid lymphoma; cilta-cel, ciltacabtagene autoleucel; CNP, cranial nerve palsy; EBV, Epstein-Barr virus; MDS, myelodysplastic syndrome; MNT, movement and
neurocognitive treatment-emergent adverse event; TE, treatment-emergent; TEAE, treatment-emergent adverse event; SOC, standard of care; SPM, second primary malignancy.
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Phase 3 Randomized Study of Teclistamab Plus

Daratumumab Versus | nvestiga

Daratumumab and Dexamethasone With Either

Pomalidomide or Bortezomib (DPd/DVd) in Patients

With Relapsed Refractory Multiple Myeloma (RRMM):

Results of MajesTEC -3
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Deborah Briseno -Toomey, 4L i s a 00 R Maria Rukin, 38 Diego Vieyra, 37 Lijuan Kang, 3° Luciano J. Costa 42
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MajesTEG: Phase 3 Study Design

Key inclusion criteria

ARRMM Tec-Dara

A 1i 3 prior LOTs including a P1 and lenalidomide N=291 Key secondary endpoints
I Patients with only 1 prior LOT must SC dosing following Dara schedule A O C and ORRY

Primary endpoint
A PFS per IRC

have been lenalidomide refract 11 A
ave been lenalidomide refractory per andomization A MRD negativity (10'5)
IMWG criteria Serty A oS
AECOG PS score of 0i 2 - DPd/DVd A MySIm-Q Total Symptom score
Key exclusion criteria 22 Oct 2021 1o oth q dboi
_ _ 29 Sept 20230 N=296 (266/30) ther secondary endpoints
A Prior BCMA-directed therapy by | nvestigstor A Safety
A Refractory to anti-CD38 mAbs? A PK and immunogenicity
@ Tec1.5mglkyg
@ Tec3mgkg Cycle 1 QW Cycle 2 QW Cycle 3-6 Q2W Cycle 7+ Q4W
O Dpara 1800 mg D1 D2 D4 D8 D15 D22 D1 D8 D15 D22 D1 D8 D15 D22 D1 D8 D15 D22

SC dosing aligned with Dara schedule, with monthly dosing after 6 cycles;
steroid sparing after Cycle 1 Day 8

aPrior exposure to anti-CD38 mAbs was permitted. *During the COVID-19 pandemic. °DPd/DVd were administered per the approved schedules. 9Response and disease progression were assessed by
a blinded IRC per IMWG criteria. ®Dexamethasone, acetaminophen, and diphenhydramine premedication was required for the first 2 weeks; subsequent dexamethasone was not required thereafter.
fPatients received SUD of 0.06 mg/kg and 0.3 mg/kg on Days 2 and 4, respectively.

CR, complete response; DPd, daratumumab, pomalidomide, and dexamethasone; DVd, daratumumab, bortezomib, and dexamethasone; ECOG PS, Eastern Cooperative Oncology Group
performance status; IMWG, International Myeloma Working Group; IRC, independent review committee; MRD, minimal residual disease; MySIm-Q, Multiple Myeloma Symptom and Impact
Questionnaire; ORR, overall response rate; P, proteasome inhibitor; PK, pharmacokinetics; QW, weekly; Q2W, every 2 weeks; Q4W, every 4 weeks; SC, subcutaneous; SUD, step-up dosing.
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MajesTEE: Baseline Demographic and

Disease Characteristics

o] e =
Age Baseline ECOG PS score, n (%)
Median (range), years 64 (36;88) 63 (2%84) 0 167 (57.4) 160 (54.1)
XTp &SFENRX y |67 (81(10.7) 25 (8.4) L 108 (37.1) 127 (42.9)
- 2 16 (5.5) 9 (3.0)
Sex, n (%) ISS stage, n/N (%)
Male 156 (53.6) 169 (57.1) | 182 (62.5) 185 (62.5)
Female 135 (46.4) 127 (42.9) I 85 (29.2) 88 (29.7)
Race, n (%) [ W 24 (8.2) 23 (7.8) |
White 190 (65.3) 194 (65.5) _at/ a bm/blg) 3 28/286 (9.8) 241293 (8.2)
Asian 68 (23.4) 63 (21.3) lglffggzitg:nsgf?ﬁ) 41 (14.1) 41 (13.9)
Black or African American 13 (4.5) 20 (6.8) Extramedullary plasmacytomas 14 (4.8) 17 (5.7)
Other 20 (6.9) 19 (6.4) [Highrisk cytogeneticsn/N (%) 104/285 (36.5) | 104/294 (35.4) |

Baseline demographics well balanced and reflective of patients seen in real

-world practice

A Ot her o

includes

Nati ve

H aDara,inF140m%]Jo DPd/B\&d cni=0f, total, n+1 4012%]h Areerican(Indiancor Alaska Native (Tec-Dara, n=0; DPd/DVd, n=1 [0.3%]; total, n=1
[0.2%]), not reported (Tec-Dara, n=14 [4.8%)]; DPd/DVd, n=16 [5.4%]; total, n=30 [5.1%]), and unknown (Tec-Dara, n=5 [1.7%]; DPd/DVd, n=2 [0.7%)]; total, n=7 [1.2%]). PMaximum value from bone
marrow biopsy or bone marrow aspirate was selected if both results were available. “Pr e s enc e

BMPC, bone marrow plasma cell; ISS, International Staging System.

of

o1

of

del (17p),

t(4;14),

or t(14;16).
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MajesTE&G3: Prior Lines of Therapy

(n=291) (n=296) (n=291) (n=296)
Prior LOTs Prior therapy exposure, n (%)
Median (range), n 2 (1c3) 2 (1¢3) Pl 290 (99.7) 296 (100)
1 prior LOT 108 (37.1) 114 (38.5) IMiD 291 (100) 296 (100)
2 prior LOTs 134 (46.0) 134 (45.3) Anti-CD38, n (%) 15 (5.2) 16 (5.4)
3 prior LOTs 49 (16.8) 48 (16.2) Refractory status, n (%)
Prior transplantation, n (%) 210 (72.2) 226 (76.4) To last prior LOT 250 (85.9) 251 (84.8)
Any PI 117 (40.2) 104 (35.1)
A 5% of patients were Dara exposed Any IMIiD 247 (84.9) 253 (85.5)
A In real-world data sets, 70% of patients in 2L are Lenalidomide 240 (82.5) 251 (84.8)
Double (Pl and IMiD) 99 (34.0) 88 (29.7)

Dara naive or exposed

Median of 2 prior LOTs and >85% of patients were refractory to an IMiD

2L, second-line; IMiD, immunomodulatory drug.
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MajesTEG: PFS (Primary Endpoint)

36-m9 PFS

100 -

80 -
60 -

40 -

20 1 HR, 0.17 (95% ClI, 0.12i 0.23); P<0.00012

Median follow -up: 34.5 months
0 T T T T T T T T

Surviving without progression, %

| 83.4%
Tec-Dara

Median, NR

DPd/DVd
Median, 18.1 months

0 3 6 9 12 15 18 21 24

No. at risk Months
Tec-Dara 291 262 249 240 240 233 230 227 222
DPd/DVd 296 254 218 188 167 149 135 124 112

27

218
99

30

214
87

33

142
52

36 39 42 45 48

89 34 9 0 0
26 14 3 1 0

Tec-Dara significantly improved PFS, with a plateauing curve after ~6 months and
>90% of patients progression -free at 6 months sustaining such a benefit at 3 years

aThe P value crossed the prespecified stopping boundary for superiority for the first interim analysis (P=0.0139).
Cl, confidence interval; HR, hazard ratio; NR, not reached.
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MajesTEG: PFS Subgroup Analysis

Favors Tec -Dara Favors DPd/DVd Favors Tec -Dara Favors DPd/DVd

Subgroup < » HR (95% CI) Subgroup < > HR (95% CI)
Age ; Prior LOTs i
1 1
<65 years o 0.13 (0.0870. 1 i S 0.14 (0.08
651 <75 years o ! 0.17 (0.1070.  20r3 red 0.18 (0.12
| O 75 years —e—1! 0.35 (0. 1 470 ‘Baselme ISS disease stage :
Prior anti-CD38 : I e | 0.12 (0.07
—o ]
| Yes ——i 0.19 (0.05710 ”, . 0.23 (0.13
o m— o 17 (0 L21 | —e—i! 0.31 (0.[p2
: : . . : Baseline soft-tissue plasmacytomas® [
Refractory to lenalidomide ! N o ! 0.13 (0.009
; _ o} i . .
No i RN 71 ‘Cytogenetic risk groups .

Baseline ECOG PS score ! [ High-risk e ' 0.15 (0.bo
0 Fe 0.16 (0.1070 " sandard-risk = 0.16 (0.09
o1 Ln o B 0.18 (0. 117 0 Bonemarrow % plasma cells ]

Il nvestigatorés che : 530 P : 0.17 (0.11
DPd - 0.18 (0.13710  >30i<60 —— | 0.17 (0.07
DVd ——— 0.05 (0.0170| 20860 mlm—o—|l 0.17 (0.b7

IR e a L et ] B T T T T T[T T T
0.01 0.1 1 10 100 0.01 0.1 1 10 100

Superior PFS with Tec -Dara was consistent across all subgroups

aBaseline soft-tissue plasmacytomas contain both extramedullary and paraskeletal plasmacytomas. PNot all clinically meaningful and prespecified subgroups that were assessed are shown;
however, PFS was improved versus DPd/DVd across all subgroups.
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MajesTEG: MRD Negativity

MRD negative MRD negative OCR MRD negative OCR

I I
: | ) | )
10i5 I 10i5 OR, 5.01 I 10i 6 OR, 9.61
(secondary endpoint) | P<0.0001 | P<0.0001
100 - | ' ' | ' !
OR, 6.78 ! OR, 6.54 > I 875
] . I ’ .
_ 80 A P<0.0001 | P<0.0001 : gz'g(ﬁ
\ I—I I I .
?n. 58.4 I 576 63.0 | 1
£ 60 A _ I ‘ I 53.8
QL I |
©
£ 40 ' '
I I
I I
20 A 17.1 | 17.1 |
- '
0 ! : 1
n=262 n=269 n=262 n=269 n=168 n=73 n=262 n=269 n=160 n=67
Primary analysis set Primary analysis set ° Evaluable set ¢ Primary analysis set Evaluable set ¢

B tec-para [ DPd/DVd

~90% MRD negativity with Tec -Dara in MRD evaluable patients

Median follow-up: 34.5 months.

aMRD was assessed in the bone marrow by NGS in accordance with International Myeloma Working Group guidelines. "The MRD NGS primary analysis set was defined as all randomized patients
in the study except those recruited in China (due to China instead utilizing NGF for MRD assessment). ‘The MRD NGS eval uable set was defined as
baseline cali br at-haselne MRDrsapla witd a positivepionsgative result (per NGS) at the indicated threshold.

NGF, next-generation flow; NGS, next-generation sequencing.
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MajesTEG: OS

100 - 36-m|0 oS
1 83.3%
Tec-Dara
80 - )
Median, NR
2 60 \
2 1 65.0% DPd/DVd
g : Median, NR
5 40 - -
(7] 1
1
1
- . 1
201 HR, 0.46 (95% Cl, 0.32i 0.65); P<0.0001 :
o Median follow -up: 34.5 months !
0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45 48
No. at risk Months
Tec-Dara 291 272 259 252 249 247 246 243 239 232 227 160 100 40 9 0 0
DPd/DVd 296 285 274 265 250 235 229 221 218 208 190 127 66 33 5 1 0

Tec-Dara significantly improved OS versus DPd/DVd, with 83% of patients alive at 3 years

Analysis of RMST demonstrated an OS benefit for Tec-Dara versus DPd/DVd (RMST difference, 2.15 months; P=0.0088).
RMST, restricted mean survival time.
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MajesTEG: OS Subgroup Analysis

Favors Tec -Dara Favors DPd/DVd Favors Tec -Dara Favors DPd/DVd
Subgroup < »  HR (95% CI) Subgroup < » HR (95% ClI)
Age H Baseline ISS disease stage H
! 1
<65 years ei! 0.48 (0.281 0.82) | o | 0.38 (0.23i 0.65)
I 0'6 5 yea l' S | E 0.42 (0.2671 0.67) I I o |E 0.48 (0.277 0.86)
Base‘lme renal function ' I m 0 0.67 (0.297 1.56) I
060 mL/ min '_"": 0.58 (0.301 1.12) Baseline soft-tissue plasmacytomas?® '
. " ]
>60 mL/min o : 0.42 (0.281 0.64) No o ! 0.42 (0.28i 0.63)
Baseline ECOG PS score ! ' =
0 ! O [ ves o 0.56 (0.28i 1.11) |
L ! .25 0.
o1 |_._|: 0.51 (0.321 0.82) Cytogenetic risk group '
(] . . 5
Investigatoros che ' [ High-risk S 0.36 (0.21i 0.61) |
DPd roi ! 0.49 (0.341 0.71) Standard-risk et 0.54 (0.30i 0.95)
1 . . . 1
0,
DVd ' 0.10 (0.01i 0.81) Bone marrow % plasma cells E
! > -
Prior lines of therapy v 030 e+ ' 0.50 (0.337 0.75)
1 —e—i] 0.44 (0.23i 0.85) >30i <60 0.41 (0.17i 0.98)
20r3 o i 0.45 (0.30i 0.69) | d60 —e—i 0.28 (0.09i 0.88) |
T [—Tr-rrrm—r-rrrm rr—T-rrrm
0.01 0.1 1 10 100 0.01 0.1 1 10 100

Superior OS with Tec -Dara across prespecified subgroups

aBaseline soft-tissue plasmacytomas contain both extramedullary and paraskeletal plasmacytomas. PNot all prespecified subgroups that were assessed are shown; however, OS favored Tec-Dara
versus DPd/DVd across all subgroups.

Presented by MV Mateos at the 67th American Society of Hematology (ASH) Annual Meeting and Exposition; Dee@n@d@56 Orlado, FL, USA.



Patients at first relapse, len exp/ref

BCMA BispAbs
Ma 3 Tec dara
ajestec - ® 17 3 prior line; PFS primary end -point
(Len ref + Pl exp) DPd or DVd

S~ =
a

> 1 prior line; PFS primary end -point

Magnetismm -5
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MajesTEC-91

A study comparing teclistamab with investigator’s choice of PVd or Kd in patients with RRMM who previously received 1-3 prior LOTs including an
anti-CD38 mAb and lenalidomide’2
Phase 3, randomized, open-label, multicenter study

O
H Patients:

+ Aged =18 years
+ RRMM per IMVWG criteria with evidence of
PD or failure to achieve a response fo last

= Teclistamab
LOT " 5
« ECOG PS of 0-2 Screening | £ > EOT visit
; i i i (28 days) =
= 1-3 pnor LOT, including =2 consecutive Y E
c:ycle_s of gn anti-CD38 mAb and = PVd or Kda
lenalidomide o
= Key exclusion criteria” prior BCMA targeted
therapy
Primary Outcome: Secondary Outcomes:
PFS - OR (z PR) - TTNT - Proportion of patients with
CRS by severity - =VGPR - Incidence and Severity of AEs; SAEs meaningful HRCQoL improvement
- =CR - Change from baseline - Teclistamab serum concentrations
- os in HRQolL outcomes - Presence of ADAs to teclistamab
- PFS and depth of response in patients - Time to worsening in
with high-risk molecular features symptoms, functioning, and

overall HRQoL

results from the investigational Phase 3 MajesTEC-9 study of TECVAYLI®

(teclistamab-cqyv) monotherapy, showing a 71% reduction in the risk of disease

progression or death and a 40% reduction in the risk of death in a patient

population that was predominantly refractory to anti-CD38 therapy and
lenalidomide. Data confirm superior progression-free survival (PFS) and overall
survival (OS) with TECVAYLI® compared to standard of care as early as second

line.!



MagnetisMM-30 Study Design

A MagnetisMM-30 (NCT06215118) is a phase 1b, open-label, multicenter, prospective study

A Part 1 (dose escalation) primary objective was to assess the tolerability and safety of elranatamab in combination with iberdomide to
determine the recommended doses of the combination for evaluation in Part 2 (randomized dose optimization)

T A BOIN approach was used to guide dose escalation/de-escalation in Part 1

Dose

Patients with RRMM

Key inclusion criteria

ARelapsed or refractory to last LOT

Key exclusion criterion

AStem cell transplant @12
enrollment or active GVHD

AOngoing grade 02
neuropathy; history of
motor polyneuropathy

weeks

peripgher al
grade

aAl |l patients must have

ElaMab F6'nlg o

+ iberdomide 1.0 mg QD

AAge 018 years with MM]|pe
AECOG PS 0-1
A2-4 prior LOTs, incl wdilngfl 01 | Mi D

Level 1P Dose Level 2

Elranatamab 76 mg
Q2w

and + iberdomide 1.3 mg QD

modt or

y _ofr
p e r Elinpamal y6 mg Q2w
+ Iberdomide 1.0 mg QD

Dose Level i2

Elranatamab 76 mg Q2W
+ iberdomide 0.75 mg QD

day 4, 76 mg on day 8) without iberdomide. Iberdomide was dosed at 21 out of 28 days for subsequent cycles; ¢ Per IMWG criteria
AE=adverse event; BOIN=Bayesian Optimal Interval Design; CR=complete response; DLT=dose-limiting toxicity; ECOG PS=Eastern Cooperative Oncology Group performance status; GVHD=graft vs host disease;
IMiD=immunomodulatory drug; IMWG=International Myeloma Working Group; LOT=line of therapy; MM=multiple myeloma; MRD=minimal residual disease; ORR=0bjective response rate; PI=proteasome inhibitor;

PK=pharmacokinetics; QD=once daily; QW=once weekly; Q2W=once every 2 weeks

Primary endpoint

ADLTs during DLT observation period

Secondary endpoints

AAEs and laboratory abnormalities
AORRe

ACR rate®

ATime-to-event endpoints®

APK

AMRD negativity ratec
Almmunogenicity

receivednbOaioomgeceygi mencnalde ©2 o fanminirgkadindn; All patigntsireeeivedar inital 1482day oydle ofRelfanatamab (12 mg on day 1, 32 mg on



ORR

A Overall, the confirmed ORR by
investigator was 95.5%
(95% Cl, 77.2-99.9)

A Responses occurred early

I Median time to response was
1.4 months (range, 0.5-2.7)

Patients, %

a Simple median of observation times.

Median

DL1
76 mg ELRA QW
+ 1.0 mg IBER
9.4 months

follow -up? (range, 0.7-11.3)

100% -
90% -
80% -
70% -
60% +
50% -
40% -+
30% A
20% -
10%

0%

DLi 1

76 mg ELRA Q2W

+ 1.0 mg IBER
5.2 months
(range, 4.5-6.4)

ORR, 100.0%

ORR, 92.3% (95% Cl, 66.4-100.0)

(95% Cl, 64.0-99.8)

OCR
46.2
%

44.4%

OVGPR:
69.2%

23.1%

OCR/{

11.1%

OVG
88.9%

Overall

7.8 months

(range, 0.7-11.3)

ORR, 95.5%

(95% Cl, 77.2-99.9)

OCR
45.5%

PR:

18.2%

OVGPI
77.3%

DL1 (n=13)

DLi 1 (n=9)

PR mVGPR mCR msCR

Overall (N=22)

CR=complete response; DL=dose level; ELRA=elranatamab; IBER=iberdomide; ORR=0bjective response rate; PR=partial response; QW=once weekly; Q2W=every 2 weeks; sCR=stringent complete response; VGPR=very good partial

response
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DREAMM-8

Bell )
Study Design
Recruitment period : Treatment period
October 2020 to December 2022 Until PD, death, upacceptable toxicity, end of study, or
withdrawal of consent
o N=302 § Belantamab mafodotin _ _
Eligibility criteria =l 2.5 mglkg IV (cycle 1) then 1.9 mg/kg IV Q4W from cycle 2 Primary endpoint:
Adults with MM o onward PFS (IRC assessed per IMWG)
+
o i = ‘ . .
Ol prior o v Pomalidomide 4 mg orally on days 1-21 (28-day cycles) -
therapy including = ol + 2 q dpoints:
LEN N m Dexamethasone 40 mg? on days 1, 8, 15, and 22 = gesy i/le;c[))n aryt?n_t p?)"gspé
, negativity,
Documented PD g £ g y
durir;g or aftutaI: their '8 . Bortezomib g
most recent therapy ] 2 . ] ..
. © c% 1.3 mg/m S%on days 1, 4, 8, and 11 cI)f cycles 1-8 then ° Additional Secondary
No prior treatment — o ays 1 and 8 (21-day cycles) 5 e :
) i - < + w endpoints include:
with anti-BCMA or i . . 2 »
- . o Pomalidomide 4 mg orally on days 1-14 (21-day cycles) ORR, CRR, OVGPR
pomalidomide; not S .
refractory/intolerant A Dexamethasone 20 . TTR TTP, PFS2, AEs, ocular
to bortezomib examethasone 20 mg on the day of and day after findings, HRQOL, and PROs
bortezomib
Stratification ®:
APrior lines of treat
A Prior bortezomib (yes vs no)
A Prior anti-CD38 therapy (yes vs no)
AE, adverse event; BCMA, B-cell maturation antigen; BPd, belamaf, pomalidomide, and dexamethasone; CD, cluster of differentiation; CRR, complete response rate; DOR, duration of response; HRQOL, health-related quality of life; IMWG, International Myeloma Working Group; IRC, independent
review committee; ISS, International Staging System; IV, intravenous; LEN, lenalidomide; MM, multiple myeloma; MRD, minimal residual disease; ORR, objective response rate; OS, overall survival; PD, progressive disease; PFS, progression-free survival; PFS2, progression-free survival on
subsequent line of therapy; PRO, patient-reported outcome; PVd, pomalidomide, bortezomib, and dexamethasone; Q3W, every 3 weeks; Q4W, every 4 weeks; SC, subcutaneous; TTBR, time to best response; TTP, time to progression; TTR, time to response; VGPR, very good partial response.
a Patients aged >75 years, with comorbidities, or intolerant to 40 mg received 20 mg per investigator discretion. ® Some patients were stratified by ISS status (I vs Il/Ill); the protocol was amended on 20 April 2021 to replace this randomization factor with prior anti-CD38 treatment (yes vs no). 52
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DREAMM-8

Belantamab
Mafodotin

Baseline Demographics and Clinical Characteristics Were Balanced

Baseline characteristics

Age, median (range), years
<65, n (%)
65 to <75, n (%)
075, n (%)

Male/female, n (%)
White/Black/Asian/Mixed race, n (%) 2
ECOG PS 01, n ( %)

ISS stage at screening, n (%)
I
Il
1}
Unknown

Years since diagnosis, median (range)

Cytogenetic abnormalities, n (%)
Standard risk®
High risk d
Missing or nonevaluable®

Time to relapse after initiation of 1L treatment

012 months
>12 months

Extramedullary disease, n (%)

ITT population
BPd (N=155)

67 (40-82)
64 (41)
72 (46)
19 (12)

99 (64)/56 (36)
133 (86)/0/20 (13)/1 (<1)
146 (97)

93 (60)
39 (25)
22 (14)
1(<1)

4.04 (0.4-16.7)
72 (46)

52 (34)
31 (20)

22 (14)
133 (86)

20 (13)

68 (34-86)
53 (36)
59 (40)
35 (24)

82 (56)/65 (44)
127 (87)/0/17 (12)/0
140 (97)

85 (58)
40 (27)
22 (15)
0

3.43 (0.4-17.7)

75 (51)
47 (32)
25 (17)

20 (14)
127 (86)

11 (7)

aMixed race included a patient who was Native Hawaiian or Other Pacific Islander and White. ® Evaluated in the safety population (BPd, N=150; PVd, N=145). ¢ Standard-risk cytogenetics were defined as having negative results for all high-risk abnormalities: t(4;14), t(14;16), or

del(17p13).9High-r i sk cytogenetics wer e

pr es e n ¢ Batients with donsimldred missing o romeValiable may not e high;orisndardrisk( 1 4 ; 16) , or del (17p13) .
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DREAMM-8

Belantamab

Prior Treatments Were Generally Balanced

+ Pd

ITT population
BPd (N=155)

Prior treatments, n (%)

Prior LOT

1

20r3

04
Prior ASCT
Prior treatment

Prior proteasome inhibitor
Bortezomib
Carfilzomib
Ixazomib

Prior immunomodulatory drug

Lenalidomide
Thalidomide

a

Prior anti -CD38 monoclonal antibody °

Daratumumab
Isatuximab

In the BPd group:

ASCT, autologous stem cell transplant; BPd, belamaf, pomalidomide, and dexamethasone; CD, cluster of differentiation; ITT, intent to treat; LOT, line of therapy; PI, proteosome inhibitor; PVd, pomalidomide, bortezomib, and dexamethasone.

90% received prior Pl

82 (53)
54 (35)
19 (12)

99 (64)
Exposed

140 (90)
134 (86)
34 (22)
11 (7)

155 (100)
155 (100)
49 (32)

38 (25)
36 (23)
2(1)

53% had received 1 prior LOT

Refractory

40 (26)
16 (10)
18 (12)
8 (5)

127 (82)
125 (81)
9 (6)

35 (23)
33 (21)
2(1)

77 (52)
48 (33)
22 (15)

82 (56)
Exposed

136 (93)
130 (88)
37 (25)
15 (10)

147 (100)
147 (100)
48 (33)

42 (29)
39 (27)
3(2)

Refractory

35 (24)
8 (5)
23 (16)
11 (7)

111 (76)
111 (76)
6 (4)

36 (24)
34 (23)
2(1)

81% were lenalidomide refractory
23% were anti-CD38 refractory

a One patient in the PVd arm and no patients in the BPd arm received prior pomalidomide.  One patient in the PVd arm and no patients in the BPd arm received prior anti-CD38 inhibitors.
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DREAMM-8

Belantamab

BPd Led to a Significant PFS Benefit vs PVd

PFS BPd (N=155) PVd (N=147)
Events, n (%) 62 (40) 80 (54)
1.0 A - =
o IR [PEE (R () NR (20.6-NR)| 12.7 (9.1-18.5)
= 12 months months
S g - o HR (95% CI); P value 0.52 (0.37-0.73); <.001
] : 1 0
2 71%
(%]
o 1
g 051 :
o
g 1
- 1
0 e | 51%
.(_E ; T I I 1 -1
1 L I I =T =T
§ 024 — BPd i
B 1
S PVvd 1
o 1
i 0.0 L T T T T T T T T T T T T ll T T T T T T T T T T T T T T T T T T T T T T T T T T T
012 3456 7 8 910111213141516171819202122232425262728293031323334353637383
No. at risk Time since randomization, months
(no. of events)

155 143 135 130 125 122 117 113 111 109 107 102 97 93 82 80 77 75 72 67 64 59 50 45 38 36 28 23 21 16 13 8 4 2 1 0O O O O O

BPd (0) (5) (10) (15) (19) (21) (26) (28) (30) (32) (34) (37) (41) (42) (47) (47) (49) (50) (52) (53) (54) (56) (58) (59) (61) (61) (62) (62) (62) (62) (62) (62) (62) (62) (62) (62) (62) (62) (62) (62)

147 138 123 111 102 96 92 83 75 68 59 56 54 51 47 43 40 39 37 30 25 22 22 19 18 18 17 13 11 7 5 4 3 2 2 1 1 1 1 O

A (0) (4) (14) (23) (27) (33) (37) (45) (49) (52) (59) (62) (62) (64) (66) (68) (68) (68) (70) (73) (76) (77) (77) (77) (77) (77) (78) (78) (79) (80) (80) (80) (80) (80) (80) (80) (80) (80) (80) (80)

BPd led to a statistically significant and clinically meaningful reduction in risk of
disease progression or death vs PVd (HR, 0.52; 95% ClI, 0.37-0.73; P<.001)

Median follow-up, 21.8 months (range, 0.03-39.23 months)

The treatment effect (HR and corresponding 95% Cls) was estimated using the stratified Cox proportional hazards model, and the P value was produced based on the 1-sided stratified log-rank test. Stratified analyses were adjusted for number of prior lines of therapy and prior
bortezomib use.

BPd, belamaf, pomalidomide, and dexamethasone; HR, hazard ratio; NR, not reported; PFS, progression-free survival; PVd, pomalidomide, bortezomib, and dexamethasone.

bb|
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DREAMM-8

Belantamab

. - =g .+ Pd
PFS Benefit Was Seen Consistently Across All Prespecified Subgroups
Favors BPd Favors Pvd
—> )
BPd PVd Hazard ratio Hazard ratio
Categories n/N N (95% CI) (95% Cl)
Prior stem cell transplant :
Yes 42/99 41/82 —e— 0.61 (0.39-0.94)
No 20/56 39/65 o 1 0.45 (0.26-0.78)
1
Number of prior lines of therapy :
1 25/82 34/77 —o— 0.52 (0.31-0.88)
>1 37/73 46/70 —e— 1 0.52 (0.33-0.80)
1
Triple class exposed 1
(PI, Immunomodulator, anti -CD38) 1
Yes 21/34 24/39 —e-+— 0.76 (0.42-1.37)
No 41/121 56/108 —e— : 0.47 (0.31-0.70)
1
Prior bortezomib treatment 1
Yes 54/134 70/130 o, 0.55 (0.38-0.78)
No 8/21 10/17 1 N[
1
Refractory to lenalidomide :
Refractory 54/125 70/111 o i 0.45 (0.31-0.65)
Nonrefractory 8/30 10/36 1 NE
1
Refractory to anti -CD38 treatment 1
Refractory 20/35 25/36 —— 0.65 (0.36-1.18)
Nonrefractory 42/120 55/111 —eo— : 0.49 (0.33-0.74)

00 0 1 2 5

2 5
[ PFS HR <1 was observed in difficult-to-treat subgroups ]

HRs for subgroups were only plotted if the number of ev e @dxpropartosal hazarfs models, withoubabjustnents éosstratification variablese All patiesta wese steatified bywleemember sf priomh@Tt (2w 2 ar 8 vsn g
O04) and prior bortezomib (yes or no) according to an i ntAepatentwascensidenechigitrisk ifitheyshadamy ofehe foljowingeytogesetios: 4(4;14)mt(14y16)t oh delfl 7pd3) andiaorisidet ed stamdard tisk iétiaey e n t .
negative results for all high-risk cytogenetics listed above.

BPd, belamaf, pomalidomide, and dexamethasone; CD, cluster of differentiation; HR, hazard ratio; LOT, line of therapy; NE, not evaluable; PI, proteasome inhibitor; PFS, progression-free survival; PVd, pomalidomide, bortezomib, and dexamethasone. 56
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DREAMM-8

" . Natodotn * P
Positive OS Trend Favoring BPd vs PVd
Interim OS BPd (N=155) PVd (N=147)
Events, n (%) 49 (32) 56 (38)
10 4 Median OS (95% Cl), : )
12 months months NR (33.0-NR) NR (25.2-NR)
0.8 - L HR (95% CI)P 0.77 (0.53-1.14)
1
: I
T 0.6 - :
S !
B 1
S 04 - !
o 1
(o, |
. BPd !
PVd :
0.0 |

T T T T T T T T T T T T T T T T T T T T T T T T T T T T T T T T T T T T T T T T
0123456 78 910111213141516171819202122232425262728293031323334353637383940
No. at risk Time since randomization, months
(no. of events)

o 155 149 147 143 142 142 141 140 139 134 132 129 125 121 115 114 112 107 104 100 93 89 83 73 63 61 57 43 35 32 24 19 13 9 7 2 1 0 0 0 O
0 2 @ (8 (9) (9 (10) (11)(12) (16) (18) (21) (25) (28) (30) (30) (31) (33) (35) (37) (38) (40) (42) (44) (47) (47) (47) (47) (48) (48) (48) (48) (48) (49) (49) (49) (49) (49) (49) (49) (49)
v 147 143 140 138 134 131 128 121 119 115 113 112 110 107 101 98 93 89 89 82 75 71 65 56 50 49 46 40 31 27 21 19 13 12 11 8 7 4 3 1 0
©) @ (7) (9) (12) (15) (18) (24)(26) (30) (32) (33) (35) (38) (40) (41) (44) (45) (45) (48) (49) (49) (50) (52) (54) (54) (56) (56) (56) (56) (56) (56) (56) (56) (56) (56) (56) (56) (56) (56) (56)

Positive OS trend favoring BPd was seen despite the use of effective anti-MM therapies after progression with PVd;
additional OS follow-up for future pre-specified analyses is ongoing

Median follow-up, 21.8 months (range, 0.03-39.23 months). Minimum ongoing follow-up, 12.8 months.
BPd, belamaf, pomalidomide, and dexamethasone; HR, hazard ratio; MM, multiple myeloma; NR, not reached; OS, overall survival; PVd, pomalidomide, bortezomib, and dexamethasone.
aIncludes patients who died after study withdrawal when permitted per local laws. The treatment effect (HR and corresponding 95% Cls) was estimated using the stratified Cox proportional hazards model. Stratified analyses were adjusted for number of prior lines of therapy and

rior bortezomib use.
e 57
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CONCLUSIONS

Immunotherapies are game changers
- CARTITUDE-4: cilta -cel
- BCMA bispecific -based therapy: TEC3, TEC9, Magnetism -5

- GPRCS5D bispe: Monumental -3
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Targets for Immunotherapies in MM
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FDA-Approved CAR T for Relapsed/Refractory (RR)MM

Cilta-cel (CARVYKTI®)
Ide-cel (ABECMA®)
>

i 2-BCMA epitope-binding
CAR type BCMA/4-1BB/CD3z domains/4-1BB/CD3z
Costlr_nulatory 4-1BB
domain
Vector Lentivirus
LD (3 days) Cyclophosphamide 1V 300 mg/m? daily + fludarabine 30mg/m? IV daily
Pivotal trial KarMMA -1 (RRMM) CARTITUDE-1 (RRMM)
Median time from
apheresis to delivery 33 days 29 days

[ Initial approvals: patients with RRMM after 04 p r i _dncludingeh IMiD, PI, and an anti  -CD38 mAb. ]

Berdeja JG, et al. Lancet. 2021;398:314-324.



lde-Cel: The KarMMa Trial

Second -generation CAR T cell, anti -BCMA murine scFv, 4 -1BB

costimulatory domain

Bridging possible
Flu-Cy lymphodepletion

Median prior lines: 84% of patients were triple-class
6 (3116) refractory
100
M CR/sCR and MRD-negative
M CR/sCR and MRD not evaluable ORR=82%
801 MVGPR
= M PR ORR=69%
g
c =
§ ORR=50%
£ 4
20
04
150 x 10¢ 300 x 10% 450 x 10°
CAR+ T cells: (n=4) (n=70) (n=54)

—3

Hematologic
Neutropenia 117 (91)
Anemia 89 (70)
Thrombocytopenia 81 (63)
CRS 107 (84)
Neurotoxicity 23 (18)

Munshi NC, et al. N Engl J Med. 2021;384:705-716.

& FDA approved in 2021
@ EMA approved in 2021

ide-cel CAR design

e HEEEE
\ . J Y J

Promoter Linker |

Tumor-binding Signaling domains
domain

PFS by Target Dose

1.0

0.8 | .

e
o

PFS Probability
2

2
[¥]

0 T

Median (95% CI), mo
~ = - 150 x 108 2. .0-

<=~ 300x10% 5.8 (4.2-8.9)
——— 450 x 10% 12.1 (8.8-12.3)

0 2

At risk, N

150 = 106 4 2
300 =% 10¢ 70 56
450 x 10¢ 54 44

mOS =19.4 mo

g8 10 12 14 16 18 20 22
Time, months

1 1 1 1 1 1 1 0
29 24 17 14 11 7 2 0
34 31 17 4 1 0 0



Cilta-Cel: The CARTITUDE -1 Trial @ Conammain o0

. EMA approved in 2022

Second -generation CAR T cell, 2 anti -BCMA camelid VHH single Binding domains
domains, 4 -1BB costimulatory domain

Median prior lines: 88% of patients were triple-class Bridging possible
6 (3118) refractory Flu-Cy lymphodepletion

100% - ORR?: 97.9% (95/97)
80% + >
* 5
W 60% 4 SCR: a
4 - () -
g 82.5% | IEEAAIN | >VGPR: 1 .4l
— g ! 5
3 94.8% a PFS rate®: 78.8% (95% Cl, 51.5-91.8) ! Hematolog|c
& 40% - e s . |
PFS rate®: 73.0% (95% Cl, 52.1-85.9) : .
0.24 PFS rate®: 64.2% (95% Cl, 51.9-74.1) i NeUtropema 93 (96) 92 (95)
PFS rate®: 54.9% (95% Cl, 44.0-64.6) .
20% Median PFS not reached (95% Ci 24.5-NE) | Anemia 79 (81) 66 (68)
0 P ——————————
3.1% 0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 Thrombocytopenia 77 (80) 58 (60)
0% - = a Prog free survival ( h
Patients at risk CRS 92 (95) 6 (5)
Best responseb = SCR VGPR PR MRD negative >12months 24 24 24 24 24 24 24 24 24 11 8 2 1 1 0 —
P - u . MRD negative 26 months 34 34 34 34 34 33 32 32 31 13 10 3 1 1 0 Neurotoxicity 20 (21) 10 (10)
sCRpatients 80 80 78 73 71 64 62 61 55 27 17 3 1 1 0
All patients 97 95 85 77 74 67 64 63 57 27 17 3 1 1 0
—e— MRD negative 212 months —#— MRD negative 26 months 27-month OS rate = 70%

~—#— sCR patients =+ All patients

Berdeja JG, et al. Lancet. 2021;398:314-324.



Real-World Data (US consortium)

Ide-cel, n = 159 Cilta-cel, n = 143
" g ORR: 86% ORR: 89%
ORR:82% ORR B4% 1.00 ORR:81% ORR:83% “"  ORR:84% 1.00
E. > £
§ SCRICR SCRICR '?;ER E 0.75 g Egl: S:R‘ Eg; Egn‘ g 0.75
r 2% | aa% ] o - 2% 45% 56% 53% 5
@a P
2. | g 0.50 8 'g 0.50
§ VGPR VGRR w 8- E.
k. 21% 21% s o \ ﬁ
iy 0.25 Median F/U 5.3 months | E Median F/U 5.8 months
- Median PFS: 8.9 months i o 0.25 6-month PFS estimate: 79%
PR PR Lot 95% CI: 8.5 - NR i 95% CI: 72-86%
2 o = 0.00 '
0 0.00

Day 30 Day 90 Best ORR ITT Best ORR 0 3 6 9

: : 3 6 9
Day 30, N=138  Day 90, N=114 Best ORR, N=141 Time (in months)
Time (in months)

S 3 = RS
77% of patients (N=150) would have been ineligible for 57% of patients (N=81) would have been insligible for

participation in the CARTITUDE-1 trial _E

am————

participation in the KarMMa trial
KarMMa-1 exclusion criteria at leukapheresis No. (%) CARTITUDE-1 exclusion criteria at leukapheresis No. (%)
Organ failure (renal, cardiac, hepatic) 60 (31) . -
Prior anti-BCMA therapy 43 (22) Cytopenias 24 (17)
Pl Oligosecretory/Non-secretory 23(16)
atelets < 50,000/pL 42 (21) Organ dysfunction 17 (12)
Hemoglobin < 8g/dL 33(17) Prior anti-BCMA 17 (12)
ECOGPS 22 3(17) ECOGPS 22 14 (10)
ANC < 1000/uL 29 (15) Plasma Cell Leukemia 10 (7)
PCL, POEMS, amyloidosis, non-secretory 26 (13) History of CNS Pathology 9 (6)
myeloma Amyloid 4(3)
1.00
> 1.00 Prior BCMA No BCMA
:;;u 075 N 2075
o =
g ? Prior BCMA
a 050 1 S 0.50
ol =
o (7]
0.25 P o003 & o025
P=0.75
T T T T
0.00
0 3 & 9 12 0 3 6 9 12
Time (in months) Time (in months)

Hansen DK, et al. ASCO 2022. Abstract 8042.; Hansen DK, et al. J Clin Oncol. 2023;41:2087-2097. Hansen DK, et al. ASCO 2023. Abstract 8012.



Cilta-Cel: The CARTITUDE -1 Trial 7 Survival Times With
Long -Term Follow -Up (1/2)

Follow-up at61.3-mont h ( O5 vy e-eel medianffollosviup ci | t a

Infused qu27 cilta-cel
ind At data cutoff, of 97 patients receiving cilta-cel
> (S SR A 45 (46.4%) are alive and in long-term follow-up
A 32 (33%) patients alive and progression free without further
- R SR antimyeloma treatment
g e A 31 of 32 (96.9%) had stringent complete response (SCR) as
their best response per independent review committee (IRC)
assessments
A 1 patient with no measurable disease at baseline was not
evaluable per IRC assessment but demonstrated sCR per
Post-PD follow-up

(n=13) investigator

A 46 (47%) had PD within 5 years; of the remaining 19, 17 died
without PD and 2 were lost to follow-up

Jagannath S, et al. J Clin Oncol. 2025;2766-2771.



Cilta-Cel: The CARTITUDE -1 Trial 7 Survival Times With
Long -Term Follow -Up (2/2)

100 ; 100 Is this the definition of
o CURE?
80 2
- e 75
xR =
= S
2 601 a =
H— L @
< 5.2 50
[%] o <_(
T 40 =
2 <2
=
& E® 2
20 4 2
©
a.
0 0
0 6 12 18 24 30 36 42 48 54 60 66 72 78 0 0 20 30 40 50 60 70
Time (months) Time Since Cilta-cel Infusion (months)
Number at risk Number at risk
0s 97 91 8 79 74 66 58 53 51 48 36 5 1 0 PFS 97 77 63 52 39 36 16 1

A mOS was 60.7 months (95% ClI, 41.9 to not estimable)

A At asingle center, 12 patients in SCR underwent serial minimal residual disease (MRD) and positron emission tomography-
computed tomography assessments, and all (100%) were both MRD negative (at least 10" Sthreshold) and imaging
negative at year 5 or later after cilta-cel (data supplement)

Jagannath S, et al. J Clin Oncol. 2025;2766-2771.



Cilta-Cel: The CARTITUDE -1, CARTITUDE-4, and KarMMa -3
Trials T Comparative Efficacy of PFS for Cilta -Cel vs Ide -Cel!

85 patients from CARTITUDE-4 and CARTITUDE-1 were included.

After adjustment, patients in the cilta-c e | group (effective sample size = 39) JA295%CHE S8 % r
0.2610.68;P = .0004) and a 42% reduci0bogmBR I n 0AS5-2e)i svks (iHIRe 0. 58 [ 0. 34
Forest plot for PFS 2
P FS O S Subgroup Favors cilta-cel Favors ide-cel
S ,‘ —
Mje 032(013-078) —W——
100 Female 0.24(0.08-0.71) «———R——
A
<sg.: 0.10 (0.03-0.39) B—————
80 65 or more 0.87 (0.43-1.73) —
ECOG
0-1 029(0.14-062) —F——
-~ £ 2-3 0.22 (0.04-1.35)
3 2 R-ISS
§ 1 1 0.17 (0.01-2.49)
S w e Y 1 025(0.10-063) «——W———
1 0.46 (0.17-1.21) L 3
EMD
» 20 | No 0.17 (0.05-0.65) «—@———————
L pvie | Yes 0.34 (0.15-0.73) —n—
« . High-risk cytogenetics H
0 -~— T T T T T T 0 T T T T T T T T T T No 0.10(0.01-0.65) N
0 4 [] 12 16 20 24 28 2 "} 40 “ 48 0 4 8 12 16 20 b2 28 2 % 40 44 48 Yes N 0.42(0.21-0.85) ——
a2 Months — Months Rgfraclonness
kg . 207 e ™ ™ ™ " » " » » p » - ,‘: o - e e o 2 ey = o > : ’ Triple-class 0.33 (0.16-0.68) —.—
Penta 0.15(0.02-0.95) «— =+
tocel 204 w w " " “ n ’ r o 0 0 [ B m " "8 1 W " " “ n ' 0 Anti-BCMA exposure
No 0.32 (0.16-0.64) ——
Yes 0.14(0.01-1.98)
Total 0.32 (0.25-0. 42)| - : : :
0.1 0.5 1 2 5
Risk ratio and 85% confidence interval
An unanchored MAIC was performed utilizing individual patient-level data (IPD) from CARTITUDE-4 (1i 3 prior lines of therapy [LOT];n = 20 8) and-1@Mpiol LDGDE= 37) . P :

fulfilling KarMMa-3 inclusion criteria (2i 4 prior LOT, triple-class exposed) were selected, and outcomes were compared against published aggregate KarMMa-3 data. Cilta-cel IPD were weighted
to match reported baseline characteristics of KarMMa-3 on key prognostic factors identified a priori.

HR <1 indicates favorabckle treatment effect for cilta

Comparative efficacy was estimated for progression-free survival (PFS) and OS.

Cilta-cel, ciltacabtagene autoleucel; HR, hazard ratio; ide-cel, idecabtagene vicleucel; NE, not estimable; PFS, progression-free survival; BCMA, BZell maturation antigen; EMD, extramedullary
disease; R4SS, Revised International Staging System.

1. Lopez-Munoz N, et al. Adv Ther. 2026;43:1327-1340; 2. Merz M, et al. HemaSphere. 2025;9:e70070.



Ide-Cel or Cilta -Cel for RRMM: Real -Life Data T an
International Multicenter Study

We compared the outcome of ide£ e | (n = Zx6é&P2) (wns=cHi)a
The median followZip for survivors was 9.7 months in the ciltaZel group vs 12.1 months in the ideZel group (P = . 02)
100% - 100 % —
75% 4 75% -
PFS  £s0% - OS  8so% -
25% 25%
0% - 0% -
T T T I T I T T I T I T
0 2 - 6 8 10 12 0 2 “ 6 8 10 12
No. ot risk Time since infusion in months No. ot riek Time since infusion in months
ide-cel 16 12 101 ) 81 49 - Ide-cel 162
Cilta-cel 42 4 £ 1 2 1 Cilta-cel 4:
Median age at the time of CAR T infusion was 61 years (range, 28i 82 years) for ideZel and 61 years (range, 24i 84 years) for citazel(P = . 32) .

Median time between diagnosis and CAR T infusion was 7.4 years for ideZel vs 6.9 years for ciltaZel(P = . 53) .

Median number of prior lines of therapy was 6 for both groups.

Refractory status was tripleZlass for 64% in the ideZel group and 67% in the ciltaZel group; 36% in the ideZel group and 24% in the ciltazel group were pentaZefractory at the time of CAR T infusion.
11% in the ideZ:el group and 10% in the ciltaZ:el group had a history of prior exposure to BCMAZlirected therapy.

Median turnaround time between apheresis and infusion was 47 days for ideZ el vs 68 days for ciltaZel (P <.001). The 10Znonth PFS was 82% vs 47% (P <.001).
The 10Znonth OS was 90% for ciltaZel vs 77% ideZel(P = . 06) .

Incidence of CRS and ICANS appeared similar (81% and 19% for ciltaZel vs 85% and 19% for ideZel).

10% and 7% in the ciltaZ:el group vs 4% and 2% in the ideZel group showed severe CRS and ICANS grade 3i 4.

CRS occurred significantly earlier for ideZel (median, 2 days vs 4 days; P <.001).

Nonrelapse mortality was 5% for ciltaZel vs 3% forideZel(P = . 51) .

Ciltazel showed later peak of CAR T expansion at day 14 vs day 7 for ideZel, while ciltaZel expansion was associated with ICANS.

Merz M, et al. Hemasphere. 2025;9:e70070.



Pivotal Clinical Trials for CAR T (1/2)

KarMMa-31

Inclusion criteria
A 2i 4 prior regimens (dara, IMiD, R
and PI for O2 cons 21

A Refractory to the last treatment
regimen

NCT03651128

CARTITUDE-42

Inclusion criteria

R
A 1i 3 prior regimens (Pl and IMiD) 11
ARefractory to len .
NCT04181827

Ide-cel and cilta -cel have not been compared in a head -to-head clinical trial, and direct comparisons should not be made between

Optional bridging
therapy O1' cycl e Ide-cel

1
1
)
of DPd, DVd, IRd, Kd, ' Infusion of 150i 450 T 10° CAR+
' ! B T cells after LD chemotherapy
or EPd !

ve cycl es)

DPd, Kd, EPd, IRd, or DVd

Crossover allowed
after confirmed PD

Bridging therapy
01 cycle
(PVvd or DPd)

Cilta-cel
Infusion of 0.75 T 10¢/kg CAR+ T
cells after LD chemotherapy

prior | ine

PVd or DPd

1. Rodriguez-Otero P, et al. N Engl J Med. 2023;388:1002-1014; 2. CARTITUDE-4 ClinicalTrials.gov number, NCT04181827.

Primary
A PFSbyIRC

Key secondary
A ORR,0S

Other secondary
A CRR, DOR, MRD negativity,

PFS2, HRQOL
A Safety
Primary

A PFSbyIRC

Key secondary
A OCR,RRMRD negativity,
OS, worsening of PROs

Other secondary
A Pharmacokinetics
A Safety

studies due to differences in study design, treatments, and patient characteristics.



Pivotal Clinical Trials for CAR T (2/2)

KarMMa-31 Median F/U 30.9 months CARTITUDE-42 Median F/U 15.9 months
100 —+— Ide-cel —+— Standard regimens 100 ﬁ-‘a;\ PFS, ITT Population
Median PFS® Hazard ratio® 18-month PFS rate 2 AN
¢ Q
80 e 13.8 months HR 0 49 0, 0, 2 80 — S e
. 41 A) 1 9[) = & A g,
a4months | o5y ¢1 0.38.0.63) E S M mPFS: not reached (95% C, 22.8-NE)
H] 60 - . A
g £ ~ AkM b hhh
-~ =]
@
E g 40 —
o &
40 o
&
8
5 207
0 8 7-13.8)
01 T T T T T T T T T T T
0 , . ; . ' . - . ; . 0 3 6 9 12 15 18 21 24 27 30
0 3 [ 9 15 1’ M W 7N B % 0B No. at risk Progression-free survival, months
Patients at risk Months since randomization Cita-celarm 208 177 172 166 146 94 45 2 9 1 0
Ide-cel 254 206 177 153 ¥ "1 94 77 54 25 14 7 7 2 soCarm 211 176 133 116 a8 46 20 4 1 o o
Standard regimens 132 76 43 34 3 n 18 12 9 6 5 k] 2 1 & Cilta-cel arm SOC arm

Median PFS (95% ClI)

13.8

Standard Regimen
(n=132)

Cilta-Cel Standard Regimen

(n=211)

(n = 208)

4.4

HR (95% Cl)

Median PFS (95% ClI)

NE

11.79

0.49 (0.38 0.63); P <.0001

Key trials

HR (95% Cl)

0.26 (95% CI, 0.18i 0.38); P <.0001

A Idecabtagene vicleucel i ORR ~73%
A Ciltacabtagene autoleucel i ORR ~98%

Advantages: deep, dur
Limitations: manufacturing time,

Ide-cel and cilta -cel have not been compared in a head

abl e
bridging therapy, CRS/ICANS, access, cost

-to-head clinical trial, and direct comparisons should not be made between

remiséoobnst hpotenti al

fione

studies due to differences in study design, treatments, and patient characteristics.

1. Rodriguez-Otero P, et al. N Engl J Med. 2023;388:1002-1014; 2. San-Miguel J, et al. N Engl J Med. 2023;389:335-347.




Cilta-Cel: The CARTITUDE -4 Trial 7 Survival Times by
Prior Lines

Kaplan -Meier Plot for PFS and OS by 1 and 2 13 pLOT Between Patients Treated With Cilta -Cel or SOC

1004 100-
—_— e B
2 80 Ry Py 1pLOT, cilta-cel
s 9
° — p
s A S .
g 604 ‘Hﬂ‘_n_—- ame¢ | PLOT. cilta-cel g’ 604
- = g
g " : 1pLOT, SOC
w404 T 40+
w
g g
°
2 204 : 204 MNumber
& SaLoT HR (85%CI) * ofpLoT HR (95% CI)
E 1 0.41(0.25, 0.67) 1 pLOT, SOC 1 0.56 (0.28,1.11)
Iﬁ 2-3 0.26(0.18, 0.3T) 2-3  0.57 (0.38, 0.86)
o D- : : — : O- T T T T T T T T L T T T T L] T L] L]
L] L] T L) L] T L] T T L) T L] ) T L] ) 1
0 3 6 9 121518 21 24 27 30 33 36 39 42 45 48 0 3 6 9 121518 21 24 27 30 33 36 39 42 45 48
PFS (mo) ) 0S (mo)
Patients at risk Patients at risk
1pLOT.SOC 68 60 52 48 38 35 32 28 27 2320 10 4 0 0 0 O 1PLOT.SOC BB 67 65 62 60 56 57 54 49 48 47 2515 5 1 0 0
1 pLOT, cita-cel B8 61 58 55 52 49 48 44 44 43 37 20 9 4 0 0 O 1pLOT, citacel 68 66 60 58 57 57 57 56 56 55 50 31 16 8 0 0 0

The 1 pLOT cohort in CARTITUDE-4 was enriched for patients with functional high-risk disease; 59% of patients had disease progression within 18 months after
receiving autologous stem cell transplantation or initial therapy.

Note: PFS and OS measured starting from randomization. Hazard ratio and 95% CI from a Cox proportional hazards model with treatment as the sole explanatory variable, including only PFS
events that occurred more than 8 weeks post-randomization. A hazard ratio <1 indicates an advantage for patients treated with cilta-cel. Intent-to-treat analysis set consists of patients who
were randomized in the study.

Einsele H, et al. Lancet Oncol. 2026;27:254-268



Cilta-Cel: CARTITUDE-1 and CARTITUDE -4 1 OS Based

on Number of pLOT Across

%m

RTITUDE-4,1 pLOT
CARTITUDE-4,2 pLOT

o sk i+ CARTITUDE and CARTITUDE-1, 3 pLOT

CARTITUDE-1, 24 pLOT

100 4
2 751
o
=
o 50
c
2z
=
@
o 251
O 4
0 6 12 18 24
No. at risk (no. censored) 0S, months
— 1pLOT  B80(0) 56 (0) 56 (0) 55 (0) 54 (1)
— 2pLOT  66(0) 85 (0) 62 (0) 81(0)  57(1)
— 3pLOT 67 (0) 63 (0) 59 (0) 57 (0) 54 (0)
— z4pLOT  80(0) 74(0) 70(0) 64 (0) 80 (0)

30

28 (26)
34 (22)
32(18)
48(7)

36

6(48)
8 (50)
15 (35)
12 (39)

42

0(54)
0(56)
2(48)
2(49)

48

0(54)
0(56)
0(50)
0(51)

Patients with 1 and 2 pLOT were from the as-treated population in the CARTITUDE-4 trial (clinical cutoff of May 2024), patients with 3

pLOT were combined from the as-treated population in the CARTITUDE-4 (clinical cutoff of May 2024) and CARTITUDE-1 trials (clinical
cutoff of October 2022), and patients with 4 or more LOT were from the CARTITUDE-1 trial (clinical cutoff of October 2022). OS starting

from cilta-cel infusion.

Einsele H, et al. Lancet Oncol. 2026;27:254-268



“Treatment regimen, » (%) N=1445

Cilta-Cel: The CARTITUDE -4 Trial = oo

DPd 231 (16.0)
Comparative Effectiveness of Ciltacabtagene Autoleucel Versus Others 120(83)
RealWor |l d Physiciands Choice of Ther apy Dimomumbnonohepy me) ) Registry
in Lenalidomide-Refractory Multiple Myeloma Drd 108(7.5)
Dvd 98 (6.8)
CARTITUDE-4 Cohort Flatiron RW Cohort KPd 64 (44)
Patients from CARTITUDE-4 who met the Patients in the Real-world MM cohort registry
tollowing criteria. (n=17,187) rd 57 (3.9)
+ 1-3 prior lines of therapy including a Pl and IMID I Kd B30
+ Lenalidomide refractory Patients who received a Pl and IMID and were 3 (.0)
- srcosr-lsq lenalidomide refractory inical trial®
~ Progression within 6 months of most recent line of (n=4045) Clinical erial 39(2.7)
therapy
* N for treats t with CAR-T or BCMA-targeted
mgr[;lpyf reatment wi or rge l CyKd 39 (27)
~ No prior receipt of allogenic stem cell transpiant Patients who received 1-3 prior lines of therapy
within 6 months before apheresis or autologous stem (n=3671) Rd 34 (2.4)
cell transplant <12 weeks before apheresis
l EloPd 31(21)
Patients with ECOG PS of <2, estimated
glun\erulgr filtration rate of ;u mﬁ\;‘fn m, vd 27 (1.9)
hemaglobin =8 g/dL (n=1912)
I DRd 26(1.8)
Pvd 22(1.5)
Main analysis (2020-2024)
Patients in the cilt; | cohort (1445 eligible lines of the 2 ding t
'atient n(Nt:’;]ﬂ?-ce col ‘ eligible HE9532 pa“":.r?!’;]CD"ESDﬂn Ing o C)'Vd 2] (15)
IsaKd 21(15)

PFS TTNT (ON)

= Citacel == Realword unweighted —- Real-world weighted o = s ~~ Citacel =~ Realwordunweighted -~ Real-world weighted

g 075
0.50

Survival probability
°
8

025
P=0.0013

0.00 0.00

0 10 20 30 %0 50
Time (months)
Number at risk Number
Citacel 208 163 39 4 10 ) . ) Ciacel 208 9 6 146 9 0
ighted Ciacel 204 143 " .
Real-world unwe 1445 483 205 99 40 2 ’
e AR : = o = ;s Rohworid unweighied 1445 52 240 e o 3 Real-world unweighted 1445 %2 821 48 154 17
Realworld weighted 1445 99 0 4 1024 667 408 192 21
Feal-word weighted 1445 562 205 1 5( 1

Touzeau C, et al. Adv Ther. 2025;42:5023-5041.



Cilta-Cel: CARTITUDE-4 Bridging Therapy T Improved

Response Correlates With Longer PFS

- + PFS in this analysis was
418 randomized measured post hoc from
cilta-cel infusion

208 randomized to cilta-cel 211 randomized to SOC

— Per protocol, pre—cilta-cel
disease evaluations were
to occur at apheresis,
on day 1 £ 7 of each

. ] e ' bridging cycle, starting

il 176 received cilta-cel as siudy treatment® | ! cycle 2, and <7 days prior

| ! to start of lymphodepletion

'| 20 received cilta-cel as subsequent therapy !

208 received SOC
therapy

208 received apheresis/
bridging

#32 had PD (n=30) or died (n=2) during bridgis before

iita-cel as therapy. PD,

PFS and OS from cilta -cel infusion by response to bridging therapy

100
100
® i PR, PR
g n’l—w—o—o—w—n—rm—q—o—o—szGPR
5 PR 75 MRISD
€ 2VGPR
H B
4 A
& 2
& 2
50 s
% " 50
o MR/SD €
® o
2 k]
H s
g 25 25
2 2VGPR PR MR/SD PD
I (N=42) (N=70) (N=61) (N=20)
. 30-month PFS rate, % 75.9 72.9 56.5 30.0 i
0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 4 0 3 6 9 12 15 18 21 24 27 30 33 36 39 42 45
PFS, months 0S, months
Number Number
atrisk at risk
2VGPR 42 42 42 41 39 39 37 35 35 29 17 12 5§ 4 0 0 2VGPR 42 42 42 42 42 42 42 41 38 32 20 15 6 5 0 0
PR 70 69 66 63 61 58 57 55 55 45 26 16 2 1 1 0 PR 70 69 67 65 65 64 64 63 63 57 36 24 6 3 1 0
MR/SD 61 58 64 61 47 44 41 40 33 33 16 8 4 2 0 O MR/SD 61 58 55 53 52 51 49 47 47 46 25 13 7 3 1 0
01297 7T 6@ ¢ 2 40900 20 14 14 10 10 9 8 8 6 3 1 .00 0 0

Dhakal B, et al. ASH 2025. Abstract 2215.

AE, n (%) Txipz? (NP=§0) :LR-—?:)) (N':go)
CRSs2 28 (66.7) 53 (75.7) 51 (83.6) 17 (85.0)
ICANS 2(4.8) 3(4.3) 3(4.9) 7 (35.0)
CNP= 5(11.9) 5(7.1) 5(8.2) 1(5.0)
IEC-parkinsonism 0 0 1(1.6)* 1(5.0)
Grade 3/4 infections® 17 (40.5) 25 (35.7) 25 (41.0) 6 (30.0)
Nonrelapse mortality®. 3(7.1) 6 (8.6) 11 (18.0) 6 (30.0)
Fatal infections 1(2.4) 3(4.3) 8(13.1) 3(15.0)
Prolonged grade 3/4¢
cytopenias
Thrombocytopenia 4 (9.5) 8(11.4) 7 (11.5) 10 (50.0)
Neutropenia 1(2.4) 11(15.7) 6(9.8) 2(10.0)
Anemia 0 1(1.4) 1(1.6) 3(15.0)
vore 3 GRS cao 2 rac 34 elocko a1 NP cate Doubs o G b P wers comallro nebeelopse MOy sy e

nonrelapse
1o clinical data cut-off. Did not 1o grade 2 60 post cita-cel. CRS, release ICANS,
prior recover o grade 2 by day cytokine syndrome: immune

AE of special interest



Sequential Targeting in Multiple Myeloma: Talquetamab as
a Bridge to BCMA CAR T Therapy

Rationale and Background Patients and Methods
. Retrospective cohort from "
o | ff anti-GPRCSD 1. BCMA CAR-T delay (6-8 week) 20 conters (16 United ‘e’
ez BsAb —= Need for disease control States and 2 Germany) = $Py CART infused = 119
(Talquetamab) 134 " T
s Bri \ s
GPRCS5D \ g’ \ /4 thorap‘y"g megduan l F N s “(ccmdc%z T
/'\/' oy — . 23 days of acpm Ide-cel: 21)'
SRR\ Brid mgzt3h§rapy o'l'salquetamab \ /
, 1a Cell) m a ( m QZW) 715 did not proceed |
\"‘ 7 / Talquetamab BCMA CAR-T cell of Taioustarnds 9:",9 (pr'ggrless?og 7
" idai Before After ailure:
Bispecific antibody ~ Used as & Scigag Sga & et leukapheresis leukapheresis Choice: 2)
targeting GPRCSD disease pre-CAR-T (' 19) (n 2 115)
Response Rates Results sBCMA Sustained CAR-T Expansion Across
Tondely Decline Subgroups
Talquetamab related A
-CRS: 73% (mostly Grade 1-2) g | Poskonny £18
JICANS: 7% (Grade 3in 2%) = S y
-Skin (38%), Oral (70%), 3 8
Nail (17%), Weight loss (15%) = = =
S s
CAR-T related 2 =
-CRS: 68% (Gr:c(i’e >3: 2%) Staan 3 CAR-T
-ICANS: 6% (Grade 3 in 2%) R-T infusion
ORR VGPR CR ORR VGPR -:nf:ztions (5% Grade 2‘3)' : > 5
Talquetamab Post CART(n = 119) Delayed neurotoxicity: 2 facia : " o
4 I Time (days Time (days postinfusion
Response deepened in 42% after CAR-T | et {reschvach (days) (daysp )

Dhakal B, et al. Blood. 2025;146:2063-2072.




Functional Algorithm for

Selection of Bridging Therapy

aThe algorithm is the same regardless of the number of prior LOT;
however, additional options will be available for patients in earlier lines
who have had less exposure to bridging agents. Furthermore, bridging

may be needed less commonly in earlier lines; bNovel agents include
venetoclax for patients with t(11:14) and BsAbs (BCMA - and GPRC5D-

targeting) that may require longer washout. Avoid agents that might
compromi se patients6 participati

BCMA, B-cell maturation antigen; EMD, extramedullary disease; GPRC5D, G protein-

coupled receptor class C group 5 member D; IMiD, immunomodulatory drug; LOT,
lines of therapy; mAb, monoclonal antibody; PI, proteasome inhibitor.
Ailawadhi S, et al. Clin Lymphoma Myeloma Leuk. 2026;26:85-93.

Preferably select a triplet regimen
(IMiD, PI, mAb, selinexor; 1-2 cycles)

Regimen should include:
« Agents to which the patient has not
been, or was not recently, exposed

* Agents to which the patient is not
refractory

* May consider a novel® agent

O Does the patient
have a high
(o tumor burden?

1-3 prior LOTs®
4+ prior LOTs®

How aggressive s the aiseasez D

Preferably select a quadruplet
regimen (IMiD, PI, mAb, selinexor, H
novel’; 1-2 cycles) or low-dose regimen (1 cycle)
alkylator-based regimen

High-dose alkylator-based

Regimen should include:

* Agents to which the patient has not
been, or was not recently, exposed

* Agents to which the patient is not
refractory

Consider adjunctive radiation therapy

for patients with:

* EMD

Note: Supportive treatment also
may include stem cell boost to
reduce risk of cytopenias

What are some features that can indicate highly aggressive disease?

« EMD * Kinetics of response

« High burden >50% in marrow e« Rapid disease progression an myeloma labs

(e.g., M-spike, light chains)

What are patient considerations that can impact selection of bridging therapy?

Cardiac comorbidities Avoid carfilzomib

Consider venetoclax

Consider a BCMA-targeting bispecific (as opposed to
talquetamab or selinexor, which may be associated with
increased risk of toxicities)

Anorexia/failure to thrive with few other option:

KA

ic patient cir (e.g., very low
disease burden, slow progression)

Consider no bridging therapy

t(11:14)

Renal impairment, cytopenia, frailty, or

Consider dose reduction
neuropathy

KR

AP A AP AND

BCMA, B-cell maturation antigen; EMD, extramedullary disease; GPRCSD, G protein-coupled receptor class C group 5 member D; IMID, immunomodulatory drug; LOT, line
of therapy; mAb, monoclonal antibody; PI, proteosome inhibitor. The algorithm is the same regardiess of the number of prior LOTs; however, additional options will be
available for patients in earlier lines who have had less exposure to bridging agents. Furthermore, bridging may be needed less commonly in earlier lines. *Nevel agents

include venetoclax for patients with t(11:14) and bispecifics (BCMA- and GPRC5D-targeting) that may require longer washout. Avoid agents that might compromise

patients’ participation in a future clinical trial.



Incidence of CRS, ICANS, and Infections in CAR T Cells
and BsAbs

Cilta-Cel Teclistamab Elranatamab
CARTITUDE-124 MajesTec -156 MagnetisMM -37
(n=97) (n = 165) (n=55)
Median FU 13 months 12 months 23 months 14 months
CRS (%) 84 95 72 58
CRS grade 03 ( %) 6 4 0.6 0
Median onset CRS (day) 1(1i12) 7 (11 12) 2 (1i6) NR
ICANS (%) 18 16.5* 3 3
| CANS grade O3 ( %) 4 21 0 0
Median onset ICANS (day) 2 (17 10) 8 25(i7) NR
Infections (%) 69 58 80 70
Infection grade 03 (%) 22 20 55 40
COVID (%) NR NR 29 29
CMV (%) NR NR NR 6
PJP (%) NR NR 4 5
Hypogammaglobulinemia (%) 21 NR 20 NR

*Total neurotoxicity 20.6%, non-ICANS neurotoxicity 12%. ICANS and non-ICANS neurotoxicities were not mutually exclusive, as 8 patients (8.2%) experienced both.34
1. Anderson LD, et al. ASCO 2021. Abstract 8061; 2. Usmani S, et al. ASCO 2021. Abstract 8005; 3. Martin T, et al. J Clin Oncol. 2022;41:1265-1274; 4. Cohen AD, et al. Blood Cancer J.
2022;12:32; 5. Moreau P, et al. N Engl J Med. 2022;387:1722-1723; Moreau P, et al. ASH 2021. Abstract 2744; 7. Sebag M, et al. ASH 2021. Abstract 653.



Late -OnSEt NeurOtOXiCity Alteration of caudate nucleus

BRIEF COMMUNICATION

nature,, .
medicine

https://doi.org /10.1038/541591-021-01564-7

M) Chock for updates

Neurocognitive and hypokinetic movement
disorder with features of parkinsonism after
BCMA-targeting CAR-T cell therapy

Patient management strategies for neurologic AEs in

CARTITUDE TNFRSF17 (BCMA), all donors combined

Movement and neurocognitive TEAES risk factors (2
or more)

High tumor burden?®

Grade 22 CRS

ICANS

High CAR T-cell expansion and persistence

expression z-score

Implementation of patient management strategies

More effective bridging therapy to reduce tumor & 4
burden Brain structure name

Early and aggressive treatment of CRS and ICANS

Handwriting assessments and extended

monitoring Cranial nerve palsies

Parkinson disease and parkinsonism
Acute and chronic polyneuropathies

Guillain-Barré syndrome
Intracranial hemorrhage
Cerebrovascular accidents
Meningoencephalitis

DNT: delayed neurotoxicity
I] NINT: non-ICANS neurotoxicity

Madduri D, et al. ASH 2020. Abstract 177; Van Oekelen O, et al. Nat Med. 2021;27:2099-2103.



Cilta-Cel: Clinical Course, Risk Factors, and Mitigating Strategies
for Immune Effector Cell -Associated Late -Onset Neurotoxicities (1/2)

A. Forrest plot of potential factors associated with IEC -PKS
Whole cohort
l (0=174) l — — - OR (95% C1)
+ isk factor analysis (0= X .
+"No Delayed Neurotoxiclty but Zii 129 peoss T T - @ NoToxkcity Age >754 e 8.2(1.8-34.9)
Enterocolits (n=4) . ; & o
Finel anal aia conert « Died within 30 days of Cilta-cel (n=1) 4 IECPKS 13 Prior Lines vs 2 4 | i 3.4(0.9-145)
(1=169) BMPC 220% { e 43(1.0219)
" Involved FLC 220mgidL I 4.0(1.0-19.7)
Controls Pre-infusion Ferritin 2 400micropiL. H—a 4.1(1017.5)
G ’\; 1cANS o— 6.1(12-26.9)
n 1ECHS - —— 5.7(0.829.4)
IEC Parkinsonism IEC-Nerve Palsy = High Cumulative Steroid use | ey 10.7 (2.6-53.6)
(=) (e @ NoToxcity Tociitzumab use 22 —_— ——— —— 438(2.5768.4)
) T i & IECNP sont

. Infusion peak ALC 23.0x10491 — e — 16.9 (3.0317.2)

§ v A IECPKS
Subsequent Concurrent Subsequent S Day 28 Ferritin 2 400microp. o 6.2(14-44.9)
IEC-enterocolitis IEC-Nerve Palsy IEC-enterocolitis o
i) (=) izt 0002040608 | § 10 15 20 25 30 35 40 45 50 55 60 300 600 900
ALC: absolute lymphocyte count; BM: bone marrow; ICANS: i effector cell IEC-
HS: immune effector cell like IEC-PKS: immune effector cell
pa LC: light chains

"i ! P Contingency table of ALC peak for IEC  -neurotoxicity
Serum ferritin, CRP, and ALC (median, s A. Delwyed Neowrotonicity
interquartile range) expansion from g ALC paak Mo Toxicity  Delayad Neurstoxkity  Total
cilta -cel infusion to 28 days of the ® e - .
controls; IEC -NP and IEC-PKS groups = — = —
are plotted in (A) and calculated as o
area under the curve for 28 days e e = —
(AUC,g) and shown in (B). ax10°L 100 1 101
B . - —— 23 x10°L 54 14 68
" SenumFentin (microgt) oRP (o) "aic oy Total 154 15 169
= AUCs day AUC, 5 day = AUCs » day c Parkii i
= " = ALC peak No IEC-PKS IEC-PKS Total
E 1 = - i <3 x10°L 100 1 101
S T i o 2T |° 23 x10°L 60 8 68
E % : o : i G Total 160 s 169
- 4 =1 1 o Negative predictive value of ALCpeak <3 x 10°/L = 98%.
LR “ = B | Positive predictive value of ALCpeak 23 x 10%/L = 31%.
= | = : Lo & Negative predictive value of ALCpeak <3 x 10%/L = 99%.
- i = [ f Positive predictive value of ALCpeak 23 x 10%/L = 21%.
I e Negative predictive value of ALCpeak <3 x 10%L = 99%.

Lim KJC, et al. Blood Cancer J. 2025;16:18. Poskive precicive vk of ALCpaak 23 x 107 = 12%.



Cilta-Cel: Clinical Course, Risk Factors, and Mitigating Strategies
for Immune Effector Cell -Associated Late -Onset Neurotoxicities (2/2)

& Management of Late Onset Neurotoxicity

IEC - Parkinsonism

Mitigation Strategies Treatment Strategies
* Disease debulking with bridging therapy » Trial of IVIG (1-2 G/kg) and Medrol 1 G/day for 3
prior to CAR-T to 5 days can be considered with mild symptoms.
If no improvement within 5-7 days, escalate

* Early aggressive intervention to reduce
the severity of CRS

treatment.

* Intrathecal hydrocortisone +/- chemotherapy may
be considered in patients with low blood WBC but
high lymphocytes in CSF. Systemic treatment is
likely to be more effective in patients with high
blood lymphocyte count.

* Dexamethasone or cyclophosphamide
during peak lymphocyte expansion has
been reported or studied as mitigating
strategies

* Cyclophosphamide (1.5-2 G/mA2) IV +/- mesna
have been helpful in some cases
*  Supportive care to monitor for blood count

recovery and antimicrobial prophylaxis is needed
post dosing

* Ruxolitinib have also been helpful in some cases.
Treatment may need to be given with slow taper
for months. Insurance coverage may be
challenging.

Lim KJC, et al. Blood Cancer J. 2025;16:18.



Alternative Construct: CART -ddBCMA

Bi-Valent
Camelid VHh*

(25KkDa)

TCR? scFv?
(50kD3) (25KkDa)

D-Domain
(8x03)

b

}j% S N

0//

v,

?’ i E
‘o

Bk

Apheresis LD Chemo
H Cy (300 mg/m2), Flu (30 mg/m2)
i Day-5, -4, -3
I
1 1
1 1
1 1
1 1
1 1
Consent, 3 [[Cellprceessin & i [ cart-ddBcvia
i ¥ release v, .
screening, cell infusion, Day
enrollment Bridging Therapy 0

~N

=

Response and
Safety Assessments

Long term
Safety
Follow-up

iIMMagine-1: Overall Response Rate and Depth of Response

Efficacy Evaluable Patients, N=117

ORR=96%
8%

2VGPR

88% SCRICR

74%

N=117

Best Response: MsCR/ICR BVGPR ®PR

Patel K, et al. ASH 2025. Abstract 256;
Frigault MJ, et al. ASCO 2022. Abstract 8003.

ORR

ial response;sCR, stringent complete response

» Responses continue to deepen over time

= At a median follow-up of 15.9 months, IRC-assessed ORR
was 96% and sCR/CR rate was 74%

Median Interquartile

(months) Range iy A3
Time to first response 1.0 1.0,1.9 0.9,13.8
Time to best response 4.8 21,90 0.9, 23.8
Time to sCR/CR 3.2 2.0,92 0.9,23.8

VGPR, very good partial response




| ate-Onset Neurotoxicity iIMMagine-1: Immune Effector Cell-Associated

] Neurotoxicity Syndrome (ICANS)
Cilta-Cel

108
(92%)
A Cranial nerve palsies
A Parkinson disease and parkinsonism
A Acute and chronic polyneuropathies (%) %) (1% 0 0
- (0%) (0%)
A GUi”ain'Barré Syndrome No ICANS Grade 1 Grade 2 Grade 3 Grade 4 Grade 5
A |ntraCranial hemorrhage A 8% (9/117) of patients had ICANS of any grade; all cases resolved
: A No delayed or non-ICANS neurotoxicities were observed, including no incidence of
A CerebrovaSCUIar aCCIdentS parkinsonism, no cranial nerve palsies, and no Guillain-Barré syndrome (n = 117,
median follow-up of 12.6 months, range: 5i 29 months)
A Meningoencephalitis

A Similarly, no delayed or non-ICANS neurotoxicities have been observed in the phase |
study? (n = 38; median follow-up of 38.1 months, range: 251 56 months)

Anito -cel demonstrated deep, durable responses in 4L+ RRMM with
a manageable safety profile, including no delayed or non -ICANS
neurotoxicities and no immune effector cell ~ -associated enterocolitis

Madduri D, et al. ASH 2020. Abstract 177; Van Oekelen O, et al. Nat Med. 2021;27:2099-2103. Bishop MR, et al. Blood. 2024;144:4825, as presented in poster 4825 at ASH 2024.



IMMagine-3 Design, Global Phase 3 Study — Now Enrolling

iMMagine-3 (NCT06413498) is a global, Phase 3 trial comparing anito-cel to standard of care therapy in
patients with RRMM after 1-3 prior LoT, including an anti-CD38 monoclonal antibody and an iMiD

Anito-cel is being co-developed by Arcellx and Kite, and is being manufactured by Kite for iMMagine-3

s o
= @ =2 .
® 3 o > = c Anito-cel Arm
= — E — CE” % — § 2
2 E 2 2 £ g Target dose: 115 (£ 10) x 106 g
= c 2 m - o @ :
o — N 3 Es CAR+ T cells S
o - = ©
w < .
£
E . Standard of Care Arm* i
= KDd, PVd, DPd, Kd
Study Design Study Endpoints
= 1:1 Randomization * Primary Endpoints:

= PFS
» MRD-negative CR rate at 9 months

» Key Secondary Endpoints: CR rate, MRD, OS, safety

= n = Approximately 450, ~130 sites globally

Patel et al, American Sodety of Hematology 2025, Abstract 256



GCO012F/AZD0120

Dual CAR T and FasTCAR

BCMA
Plasma cells

DURGA program

BCMA-CD19
Dual CAR-T

CD19 BCMA

! 1
(low l
expression) ‘ U Anti -CD19 scFv

Anti -BCMA scFv

Plasma _
cells Progenitors

MM

Du J, et al. ASH 2025. Abstract 258.



Future Directions
CARTITUDE-5 (transplant nonintended)

NCT04923893

CARTITUDE-6 (transplant eligible)

NCT05257083



