7539 Introduction Methods Figure 1: Randomization and treatment

419 randomized

+ In CARTITUDE-4 (NCT04181827), a single cilta-cel infusion Treatment and data analysis
significantly prolonged progression-free survival (PFS) and overall - CARTITUDE-4 study design has been ITT population 208 randomized to cilta-cel 211 randomized to SOC

survival (OS) in patients with lenalidomide-refractory MM after : . 3
C I a Ca a g e n e 13 prior lines of therapy (pLOT)! described previously

— At median follow up of 33.6 months, PFS (hazard ratio [HR] * Patients (n=208) randomized to the 208, received apheresis/bridging 208 received SOC therapy

cilta-cel am underwent apheresis,

c weighted, 0.29 [95% Cl, 0.22-0.39]) and OS (HR, 0.55 [0.39-0.79]; L ;
l I o e | l e a -‘ :e \’ s _ O . bridging treatment, lymphodepletion,
( I ) P=0.0009) were significantly improved vs SOC' and then a single cilta-cel infusion As-treated population | 176 received cilta-cel as study tx* |
— Overall minimal residual disease (MRD)-negative complete (n=176; Figure 1)

0, 0, 232 pafients did nat receive citta-cel as study treatment (=30 due to disease progression; n=2due to death duing bridging therapy/lymphodepletion), of which 20 received
Sta n d a rd of C a re ( S O C ) ;izrt)(a):]see;j (((;1R2) ?r:'obnetﬁgg I\ritReES)_%Sezg;tl/:)/;SZ%SRz(s/c‘)])?;)Vil/z"ga?(%) rates . Brldglng treatment consisted of either: dilta-cel as subsequentLOT. ITT, intentto treat; LOT, line of therapy; tx, treatment.
in evaluable patients were higher in the cilta-cel arm vs SOC? — Pomalidomide, bortezomib, and + Patients (n=211) randomized to the SOC arm received physician’s choice of PVd or DPd until disease
Here, we report PFS and OS from subgroups of patients with dexamethasone (PVd) or progression (n=208)

] u ]
I n P at I e n t s Pt s Wlt h standard-/high-risk cytogenetics, with/without extramedullary disease — Daratumumab, pomalidomide, and + PFS was assessed using a validated computerized algorithm; HR was analyzed using unweighted Cox
(EMD), and with 1, 2, or 3 pLOT dexamethasone (DPd) proportional hazards model for the ITT analysis set

Re I a ps ed / Refra Cto ry Results Figure 3: PFS and OS in patients with high-risk and standard-risk S cpaten i ED

Study population cytogenetics + Cilta-cel improved median PFS and OS compared with SOC in patients
Subgroup HR (95% Cljs Cilta-cel soc with EMD (Figure 5)

u
< As of May 1, 2024, the median follow- as 33.6 months (range, . . . . . .
M u Itl Ie M e IO m a M M " 0_1_45_03/ I WELIP W (rang N  Median Median » Of 21 patients with EMD randomized to cilta-cel, 13 received cilta-cel as
u (95% CI) (95% ClI) study treatment

Cilta-cel vs SOC by cytogenetic risk

m . ) . . . High risk 123 (26377;1’\‘5 132 o oo 8) — In the as-treated population with EMD (N=13), median PFS (95% Cl)
( :AR I I I U D E -4 S u rVIVa I « Cilta-cel consistently improved PFS and OS compared with SOC in : o-1e was 18.4 (12.6-NE) and median OS (95% Cl) was NR (NE-NE)
patients with standard risk and high risk (Figures 2 and 3) Standard risk 69  NR 70 206

— High-risk cytogenetics was defined as del(17p), t(4;14), t(14;16), (NE-NE) (11:2-336) Figure 5: PFS and OS in patients with EMD and non-EMD

or gain/amp(1q) by fluorescence in situ hybridization High risk 123 NR 132 380 Subgroup HR (95% Cl)j* Cilta-cel soc
u g ro u p n a yS es (NE-NE) (018 N  Median Median

Figure 2: Kaplan-Meier analysis of patients with standard-risk Standard risk 69 NR 70 NR (95% ClI) (95% ClI)
and high-risk cytogenetics (NE-NE) (34.7-NE) EMD® 21 126 18 40
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Non-EMD 187 NR 193 122
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. . . . ) . EMD® 21 NR 18 157
 Cilta-cel improved PFS and OS compared with SOC in patients with (38-NE) (8.8-NE)

del(17p), t(4;14), gain/amp(1q), and 22 cytogenetic abnomalities from

the ITT population (Figure 4) Non-EMD 187 (NEH?\JE) 193 (37%5\“5)
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Figure 4: (A) PFS and (B) OS in cytogenetic high-risk MM 0 05 1 2
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— A - Standard risk, cilta-cel Cwamoaoq Subgroup HR (95% CI)* Cilta-cel soc ITT popuafion, median PFS and OS are shown in months. PFS was estimated by the Kaplan-Meier method. 2Hazard ratio

I igh risk, SO N Median Median and 95% CI fam a Cox proportional hazards model with treaiment as the sole explanatory variable. ®Extramedullary
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Conclusions Stndard risk, citta-cel 69 59 58 57 46 27 22 cytogenetic 298 6.7 Figure 6: PFS and OS in patients with pLOT
abnormalities (10.8-NE) (4.7-10.3)

ITT analysis showed that cilta-cel improved PFS and OS vs SOC 1001 T s 3 Subgroup HR (95% Clje Cilta-cel soc

across subgroups, including patients with EMD and 1 pLOT and Favors cilta-ce| ¢=——— —— Favors SOC Median Median

be yo nd 1 5 (95% ClI) (95% CI)

Subgroup HR (95% Cl)= Cilta-cel SOoC NR 174
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(95% CI) (95% CI) 122
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del(17p) ' 49 NR NR (25.9-NE) (7.5-14.0)
(NE-NE) (17.3-NE)
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NR
A Ang nn g o t@4;14 30 NR 26.8 - 29.1-NE 3.8-10.7
These data continue to support a positive benefit-risk ratio for | - @- - High risk, cita-cel @14 (NE-NE) (20 3-NE) ( \R ) ( \R )
cilta-cel in patients with lenalidomide-refractory MM as early as “"ﬁZ;":s";“;gc‘“"a"’e' Gainfamp(19) 89 NR 380 (NE-NE) (37.8-NE)
after first relapse | —A— stndard risk, sO0C (NE-NE) (34.0-NE) NR NR
0 3 6 9 12 15 18 21 24 27 30 22 cytogenetic 43 NR 230 (NE-NE) (NE-NE)
Overall survival, months abnormalities (29.8-NE) (17.3-NE) NR 340
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Compared with SOC, cilta-cel improved PFS and OS in patients
with high-risk cytogenetics, suggesting it may overcome the poor
prognosis associated with these high-risk features
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