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«  The phase 3 CARTITUDE-4, MajesTEC-3, and MajesTEC-9 studies of ciltacabtagene 4 N\ | Q%Z:Jé%’@aSRMM  PFSDbyIRC
- autoleucel, teclistamab + daratumumab (Tec + Dara), and Tec monotherapy, respectively, / Figure 1: MonumenTAL-3 « 21 prior LOT including Len and a P! Key secondary endpoints
support T-cell redirecting (TCR) immunotherapy use as early as second line (2L), when phase 3 study design?3 - ECOGPSO0-2 1:1:1 . ORR®
as e a n O m I Ze u immune function is most preserved' o randomization > - xcre
y ) \ Y, Key exclusion criteria N=864 + MRD-negative CR
- Talquetamab (Tal) is the first and only GPRCS5D x CD3 bispecific antibody approved for y Refraétoryéo anti-CD38 mAb - OS
relapsed/refractory multiple myeloma (RRMM) after 23 prior lines of therapy (LOT), with phase ) rPeré?:ectFi)nZ tfgr’a E;Tvi’tﬁirnT:;Crfwlénths 41’:;‘?\)’;022022 t5° ek Tenel Sae e s s
o a q u e a m a u s 2 data demonstrating deep, durable responses and median overall survival (OS) >3 years*38 before randomization « Safety
- Tal targets myeloma cells while sparing healthy B-cell populations due to limited B-cell

expression of GPRC5D,%-10 |leading to an infection profile distinct from BCMA-directed
therapies, facilitating combination®

In the phase 1b TRIMM-2 study (RRMM; median 5-6 prior LOT), Tal + Dara + pomalidomide

Tal Q4W permitted
with 2VGPR at
cycle 5-6

Tal Q4W required
with 2PR at
cycle 7 and beyond

ClinicalTrials.gov identifier: NCT05455320. 2Response and disease
progression were assessed by a blinded IRC per IMWG criteria.
bDexamethasone, acetaminophen, and diphenhydramine

Daratumumab * |

premedication was required for the first 2 weeks; subsequent ® Tal: 0.8 mg/kg
(Pom; Tal-DP) and Tal + Dara (Tal-D) demonstrated robust, durable clinical activity, with high dexamethasone was nof required thereafter. cPom is given from C5-6 C7+ @® Dara: 1800 mg
0 0 ) ) ) 11.12 cycle 2. 9Pom dose couIFi be |'ncreased'to 4 mg at the start of cycle ® Pom:
response rates and sustained progression-free survival (PFS)'" 3 day 1 or after per the investigator's discretion. C, cycle; _y e SC with Tal.pPb Q2 ® QoW @ QW @ QoW @ Tal-DP: 2 mg daily
CR, complete response; D, day; ECOG PS, Eastern Cooperative al was given wi al- i - :
O m a I o m I e VS 4 N\ Oncology Group performance status; IMWG, International Myeloma step-up dosing at 0.01, QW @ Q2W @ Q2W @ Q4W @ (D1-21)d
. H H Working Group; IRC, independent review committee; « DPd: 4 ma dail
We present results from the preplanned interim analysis of the phase 3 Len, lenalidomide: mAb. monoclonal antibody: MRD. measurable 0.06, and 0.4 mg/kg, ® ® ® ® Do) g daily
MonumenTAL-3 study investigating Tal-DP and Tal-D vs Dara + Pom + residual disease; ORR, overall ponse rate; Pl, protgasome followed by 0.8 mg/kg Tal-DP QW @ Q2w @ QoW @ Q2W @
. . . . inhibitor; PR, partial response; Q2W, every 2 weeks; Q4W, every 4 al-
D a rat u m u m a b P I u s = dexamethasone (DPd) in patients with RRMM exposed to 21 prior LOT ) S:ﬁéf;rfsﬁvsrﬁ?k'y; SC. suboutaneously: VGPR, very good N e W @ oW @ oA @

| |
Pomalidomide and —— T, . r \
i of ot s i raal ot oo / Figure 3: Tal-DP and Tal-D demonstrated significantly higher ORR,? 2CR, and
D thasone In

Figure 2: Tal-DP and Tal-D significantly improved PFS vs DPd; improvement

reflective of patients seen in real-world practice.
v patl ' W practi was generally consistent across prespecified subgroups (data not shown)3 MRD-negative CRP (10-°) rates vs DPd"3

Clinical cut-off was November 3, 2025, with a median
follow-up of 24.6 months13
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2 Tal-DP vs DPd OR (95% CI); all P<0.0005
= 100 =
_ - : M pdomo PES ORR: 2.27 (1.42-3.61); 2CR: 4.93 (3.44-7.08) Bl sCR
e a s e e ra C O u I e SRSEEESHE F: 80 B e 813 (O0% CL 78.8°85.7) ' A \ M cR
% - i Tal-DP ORR: 2.34 (1.47-3.74); 2CR: 4.40 (3.08-6.28) ] vGPR
iy . A
Age O e N i Median, NR ‘ » W PR
a 60 - [ SO i o 88.2 88.5
- _ - _ 51.2 (95% Cl, 44.8-57.1) 100 -
eiomad onumen - Median age (range). | 64 (40-83) | 64 (32-88) | 63 (30-88) 3 = (253/287) (254/287) 77.6
] years £ 40 - ; DPd 80 (225/290)
- —_— I - -
] i HR for progression or death: ] Median, 24.4 months S
Sex, n (%) 2 204 0.28(95% Cl, 0.20-0.40) 5 < 60 - SCR 2CR
2 P<0.0001 i o >VGPR gg g >VGPR 34 >VGPR
Male 169 (58.9) | 166 (57.8) | 161 (55.5) c 0 , . . . . . . ; . . . . 2, e : 82 3 57.6
(’) .
Peter Voorhees'!, Roberto Mina?, Paula Rodriguez Otero®, Wenming Chen*, Maria-Victoria Mateos®, Jian Li¢, Philippe Moreau?, Yael Cohen8, Chang Ki Min®, Roman Hajek'%, Christine Ye'!, ECOG PS. n (0/ )a ] 0 3 6 9 12 15 M 1?!"\ 21 24 27 30 33 36
Hila Magen'?, Sam Rubinstein'3, Weijun Fu'4, Vania Hungria'®, Guldane Cengiz Seval'®, Joao Samuel Farias'’, Jakub Radocha'8, Senem Maral'®, Mehmet Turgut?°, Youngil Koh?', ’ 0 No. at risk ontns 20 -
Daniel O'Leary??, Jayr Schmidt Filho?3, Raymond Thertulien?*, Gang An?®, Shang Yi Huang?6, Sebastian Grosicki?’, Agata Tyczynska?®, Rahul Banerjee?®, Matthew Pianko3°, Tal-DP 287 266 255 240 229 218 212 169 116 74 32 8 0 3.1 5.6
Joaquin Martinez-Lopez®!, Pawel Steckiewicz®2, Dai Maruyama3®?, Kentaro Fukushima34, Albert Oriol®®, Jordi Lopez Pardo®, Hartmut Goldschmidt®’, Charlotte Pawlyn3®, Aurore Perrot3, DPd 290 249 223 198 175 158 146 113 81 44 22 2 0 ) )
Elena Zamagni*?, Meletios Athanasios Dimopoulos*', Leo Rasche*?, Jaszianne Tolbert*3, William Terry*3, Christelle Courtoux*3, Xiao Liu%4, Sandra Y Vasey*3, Kaitlyn Connors*5, 0-1 274 (95-5) 278 (96-9) 276 (95-2) 0 I I 1
Mariacristina Festa*¢, Christoph Heuck*?, Angélique Langlois*3, Lisa O’Rourke*3, Jiangxiu Zhou*3, Xiang Qin*3, Jiashen Lu**, Jue Gong*3, Diego Vieyra*3, Meral Beksac*’, Kaci Ernst*®* Tal-DP Tal-D
*Nonauthor presenter. 0/.\b = n=287 n=287
ISS stage, n (%) . Tal-D vs DPd
1Atrium Health/Levine Cancer Institute, Wake Forest University School of Medicine, Charlotte, NC, USA; 2Department of Hematology and Medical Oncology, Winship Cancer Institute, Emory University, Atlanta, GA, USA; 3Cancer Center Clinica Universidad de Navarra, Cima, Pamplona, Spain; 4Beijing Chaoyang - — -‘“-_ 24-m0 PFS OR (9 50/ CI)
Hospital, Capital !Vledicgl University., Chaoyaqg7District, Beijing, .Chinai 5Ho;spital Cl!'nico pniversitario de Salamanc:z;, Servipio de Salud de Qastilla y.Lec’m (SACYL), Sa}lamanca., Castile and Leon, Spain; 6Departme!wt of Hematolqu, I?eking Union N!edical C.oEI’Iege Hospital, Fjeking L!nion Medical Cpllegg, Chinese I_I I 258 (89 9) 256 (89 2) 259 (89 3) m “‘ - ‘_*'-——? i (1)
Acadeny of el Slnces,Balig, Chine; Harslology Chnc, UvecstyHospl ot Dis Norta, France: el vty Sourasy (clon) MectcalConler, el A Sk rey Pacly of Modcal & Fealh Scieice. 1o vl Univrsly. ol Au oral Seau St My s foepta, e Catiole Unversly ofores ' ' ' " e, { 77.6 (95% Cl, 71.7-82.5) 10-5: 5.84 (3.94-8.64), P<0.0001; 10-¢: 8.05 (5.15-12.57)
Center, Ramat-Gan, Israel; Sackler Faculty of Medical and Health Sciences, Tel Aviv University, Tel Aviv, Israel; 1®Division of Hematology and Oncology, Department of Medicine, University of North Carolina School of Medicine, Chapel Hill, NC, USA; '“Department of Hematology, Shanghai Fourth People’s Hospital, e 80 = ‘.-\ . ° ’ ) ] -5
School of Medicine, Tongji Univqrgity, Shanghai, China; '15CIir'1ica MéQica Sao Germano, Séo Paulo, Braz.il;' 16P.\nkara University Faculty of Mgdicipe, Department of Hematolggy and anology, Anl'(ara }Jniversi'ty,Ankgra, Turkey; '7Liga Paranaense de Combate ao Cg‘mcer(LPCC), Curitiba, Parana, Brazil; ) ) 1 TaI_D P A . 1 0
Hospita, Seoul National Universty. songhorau. Savul, Republie of Korea: cunubrally ofMinnesotn. Moanols: M. USA .G, Gamargo. Gance Gonter, Sao Pacle. Brasl “ovant Heath Canter nsitute. Winion Saiem NG, USA: Sinstiine of Homatology and Blaod Disaasee Hospial Ghiness Azadery of 11 29 (101 31 (10.8 31 (10.7 =% s i i [ N\
Med’i?caI’Scier]ces, Tianjin, China; ZéNationaITe;iwan Uﬁivlezl;sity Hospital, I\jational Taiwan University éollege of Mg;dicir{e, Z_héngﬂ')eﬁ_g District, Taipei, Taiwany; 27Dep@'3t:nént of éan_cer Prevention, Medical Upive;'sity of Silesia, K'atoy\}ice,_Pbland; 28I_Department of _Hematqlqgsyé and Transplantolog)'/, University Clinical Center ( " ) ( " ) ( " ) e il ""!I.-._‘ - : Med |a n y N R 6 O - . 1 0_6
Hematology and Bone Marow Transpiantation: Kslce, Poland: “Ganger nstiute Hosptal. Japaness Foundation ot Gancer Rescarah (JECR), Kolo-ku. Tokyo. Japan: “1ine University of Osais Graduate Sehoolof Meciome. Suta. sapan: L iospital Univers tari Germans Trias | el (HUGTIP). Institt Catai de a c o604q Tk Bt PO i o = 10-5: 4.70 (3.16-6.98), P<0.0001; 10-5: 6.64 (4.22-10.43)
Salut (ICS), Badalona, Barcelona, Spain; 36I'Hospital de la Santa Creu | Sant Pau, Barcelona, Cata!oniaISpain; 37Internal Medicine V,. Hgmatqlogy,. Opcology and Rheuma?ology, GMMQ Study Group, Heidelberg University Hospi.tal aqd National Center for Tumor Disea;es, Heidelberg,.Ge.rmany; 38'I'.he Institute of . wied ‘5-----5‘_‘ 1 51 2 (95 A) Cl 44 8—57 . 1 ) -
Cancer Research, London, UK, and The Royal Marsden NHS Foundation Trust, London, UK; 3°Universite de Toulouse, Centre Hospitalier Universitaire de Toulouse, Service Hematologie, IUCT Oncopole, Toulouse, France; “°University of Bologna, Bologna, Italy; 4'National and Kapodistrian University of Athens, S ft t I t - ’ Q A
4Aat‘Terr:s, GrgeJcer; “2Univ,\el>rsitél-llospitall_(£ Vl\J/gArmurg, Wirzburg, Germany; “3Johnson & Johnson, Spring House, PA, USA; 44Johnson & Johnson, Shanghai, China; 4*Johnson & Johnson, Raritan, NJ, USA; 46Johnson & Johnson, Leiden, Netherlands; 47Istinye University, Ankara University, Ankara, Turkey; O ISsue p asma Cy Omas 37 (1 2 9) 51 (1 7 8) 42 (1 4 5) o _‘-‘J:"%_.’ - 50 _ [ \
ohnson & Johnson, New Orleans, LA, 21 n (%) . . . £ 40 _ : DPd E
) 1
= ] I . (1'd -
3 HR for progression or death: i Median, 24.4 months g 40
o
Key Takeaway True EMD, n (%)° 12(324) | 19(37.3) | 17 (40.5) @ 204 0.33(95% Cl, 0.24-0.46) i ° 3.
2 P<0.0001 i s
: : : Paraskeletal, n (%) 31 (83.8) 40 (78.4) 30 (71.4) : : : : : : : ! : : : , o 20 -
Tal + Dara £ Pom showed substantial efficacy, supporting new z T a . o 12 16 18 21 o4 27 30 a1 @
1
] u = ] . . 1 O =
2L+ standard of care with broad potential for use across diverse High-risk cytogenetics¢ 88(307) | 97(338) | 82(28.3) No. at risk Months g
" " Tal-D 287 262 256 238 225 216 207 159 98 62 30 8 0 = 0 -
praCt|Ce settl ngs Prior LOT. n. median DPd 290 249 223 198 175 158 146 113 81 44 22 2 0 Tal-DP Tal-D DPd
1 2 (1-8) 2 (1-7) 2(1-8) =287 =287 =290
(range) ——p—Tal-DP —a— DPd n= n= n=
aResponse and disease progression were assessed by IRC per IMW G criteria. PMMRD negativity was assessed in bone marrow aspirates with genetic sequencing
. Adapted with permission © The New England Journal of Medicine (2026). The O’Brien-Fleming stopping boundary for superiority was crossed for Tal-DP and Tal-D (clonoSEQ, Adaptive Biotechnologies). MRD-negative CR was defined as the absence of malignant cells at a sensitivity threshold of 10-5 or 106, achieved within 3
o
C O n CI u s i o ns Prior exposure, n ( /0) (P<0.0001 both arms; Tal-DP boundary, P=0.0069; Tal-D boundary, P=0.0145). HR, hazard ratio; NR, not reached. months prior to achieving CR/sCR or at any time after CR/sCR and before progression or subsequent therapy. OR, odds ratio; sCR, stringent complete response.
IMiD 287 (100.0) | 287 (100.0) | 290 (100.0)
Tal-Dara—based combinations significantly improved PFS - g A
HR: Tal-DP. 0.28: Tal-D. 0.33 ith cl b fit linicall Pl 287 (100.0) [ 287 (100.0) | 288 (99.3) -N- Table 2 and 3: The safety profiles of Tal-DP and Tal-D were consistent with known effects of each agent.’® There were low rates of TEAEs leading to treatment discontinuation
: Tal-DP, 0.28; Tal-D, 0.33) with clear benefit across clinically

or death. Rates of grade 3 or 4 infections were numerically lower with Tal-D and comparable for Tal-DP vs DPd

relevant subgroups, including substantial efficacy with Tal-D alone Anti-CD38 mAb

Dara 33 (11.5) 33 (11.4)

DPd
(n=283)

Any Grade Grade 3/4 | Any Grade | Grade 3/4 | Any Grade Grade 3/4

Overall TEAEs, n (%)

Most common
TEAES,° n (%)

|satuximab 0 3(1.0)

Safety was consistent with the individual agents, with a favorable

Any TEAE 276 (100.0) 274 (100.0) 283 (100.0)

infection profile for Tal-D; AEs of interest for Tal infrequently led to
treatment discontinuation

Rates of severe neutropenia and severe infections were higher in
Pom-containing arms
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Refractory status, n (%)

Any Pl

132 (46.0)

121 (42.2)

118 (40.7)

Any IMiD

253 (88.2)

250 (87.1)

250 (86.2)

Len

244 (85.0)

248 (86.4)

243 (83.8)

To last prior LOT

267 (93.0)

269 (93.7)

271 (93.4)

Adapted with permission © The New England Journal of Medicine (2026). @Scores regarding ECOG PS range
from 0-5, with higher scores indicating greater disability. °The ISS consists of 3 stages (with a higher stage
indicating more advanced disease) and is based on levels of serum [,-microglobulin and albumin.
¢Plasmacytomas that are not contiguous with bone. Patients could have both true EMD and paraskeletal
plasmacytomas. 9High risk is defined as having t(4;14), t(14;16), or del17p by FISH testing (or karyotype testing
if central FISH not available). 2 participants were not previously exposed to a Pl. One of these patients was
reported as a major protocol deviation and the second patient was randomized but not treated due to not
meeting laboratory criteria 72 hours prior to the planned dosing. EMD, extramedullary plasmacytoma;

FISH, fluorescence in situ hybridization; IMiD, immunomodulatory drug; ISS, International Staging System.

References

Grade 3 or 4 TEAEs 262 (94.9) 205 (74.8)

259 (91.5)

Serious TEAEs 174 (63.0) 144 (52.6)

152 (53.7)

TEAESs leading to

treatment discontinuation? 29 (10.5)

22 (8.0)

19 (6.7)

TEAES leading to death 5 (1.8) 11 (4.0)

13 (4.6)

Fatal infections 2 (0.7) 4 (1.5)

5 (1.8)

Hypogammaglobulinemia® 224 (81.2) 187 (68.2)

176 (62.2)

Hematologic

Non-
hematologic

Neutropenia

232 (84.1)

211 (76.4)

112 (40.9)

80 (29.2)

255 (90.1)

244 (86.2)

Anemia

136 (49.3)

66 (23.9)

107 (39.1)

41 (15.0)

117 (41.3)

45 (15.9)

Thrombocytopenia

136 (49.3)

66 (23.9)

93 (33.9)

36 (13.1)

108 (38.2)

39 (13.8)

Lymphopenia

99 (35.9)

86 (31.2)

82 (29.9)

68 (24.8)

72 (25.4)

50 (17.7)

Infections

241 (87.3)

104 (37.7)

231 (84.3)

80 (29.2)

235 (83.0)

120 (42.2)

Taste changes®

201 (72.8)

205 (74.8)

11 (3.9)

Non-rash skin AE®

191 (69.2)

6 (;.2)

177 (64.6)

7 (;.6)

24 (8.5)

0

CRS

187 (67.8)

2 (0.7)

160 (58.4)

2 (0.7)

Nail-related AEf

155 (56.2)

1(0.4)

157 (57.3)

1(0.4)

1 (6.4)

0

Pyrexia

127 (46.0)

8 (2.9)

112 (40.9)

3(1.1)

35 (12.4)

2 (0.7)

Decreased weight

126 (45.7)

21 (7.6)

105 (38.3)

13 (4.7)

21 (7.4)

1(0.4)

Rash AES

105 (38.0)

5 (1.8)

107 (39.1)

7 (2.6)

43 (15.2)

1(0.4)

Fatigue

83 (30.1)

14 (5.1)

60 (21.9)

8 (2.9)

69 (24.4)

9 (3.2)

Adapted with permission © The New England Journal of Medicine (2026). 2Discontinuation of all components of study treatment. PDefined as AEs of hypogammaglobulinemia or immunoglobulin G <400 mL/dL. ¢>30% of patients in any treatment arm. 9Taste changes included dysgeusia, ageusia, hypogeusia, and taste disorder. Per the
Common Terminology Criteria for Adverse Events, the maximum severity for taste changes is grade 2. eNon-rash skin adverse events included skin exfoliation, dry skin, palmar-plantar erythrodysesthesia and pruritus. fNail-related adverse events included nail discoloration, nail disorder, onycholysis, onychomadesis, onychoclasis, and
nail ridging. 9Rash adverse events included rash, maculopapular rash, erythematous rash, and erythema. AE, adverse event; CRS, cytokine release syndrome; TEAE, treatment-emergent adverse event.
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