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Efficacy and Safety of Elranatamab
in Patients With Relapsed/Refractory
Multiple Myeloma (RRMM) ana

Methods

Table 1: MagnetisMM studies included in the analysis

Sackground

P r| O r B_Ce ‘ ‘ M atu ratl O n Antl g e n - Elranatamab is a humanized bispecific antibody that targets both B-cell maturation antigen - Eligible patients with RRMM received at least 1 proteasome inhibitor, MagnetisMM-1 MagnetisMM-2 MagnetisMM-3 MagnetisMM-9
(BCMA)-expressing multiple myeloma (MM) cells and CD3-expressing T cells? 1 immunomodulatory drug, 1 anti-CD38 antibody, and 1 BCMA-directed therapy (NCT03269136) (NCT04798586) (NCT04649359) (NCT05014412)
. . . . Data from the ongoing phase 2 MagnetisMM-3 study demonstrated the efficacy and safety (ADC and/or CAR-T cells)
( B C M A)— D | re Cte d Th e ra p | e S . A P O O ‘ e d of elranatamab monotherapy in BCMA-naive patients with relapsed/refractory MM (RRMM)' + Pooled analysis of 4 MagnetisMM studies (Table 1) Study Phase 1 1 E 172
- At data cut-off, median follow-up was 14.7 (range, 0.2-25.1) mo - Efficacy endpoints were assessed by investigator per IMWG criteria3
An a ‘yS | S I:rO m I\/l a g n et | S M M St u d | e S - Obijective response rate per blinded independent central review was 61.0% (95% CI 51.8-69.6) - Safety assessments E|ra"~'=ltthamab 215-1\/(\)/00 ng/\lj\?a 5C, " 1Qt?]0 H%/kg SC,d W with 726 Tg 5C, . i W 7§tr\n§ StC,
- Median duration of response (DOR) has not been reached (95% CI, NE-NE) - Treatment-emergent adverse events (TEAES) were graded by Common Terminology IS aert . W(')f 6%3 SS/ES e R V\1"2 m;ai%gg moges ° dos(gs O\;VZ'L mg-sar?g-zu(?mg
- Median progression free-survival (PFS) has not been reached (95% CI, 9.9 mo-NE) Criteria for Adverse Events (MM-1, v4.03; MM2, MM-3, & MM-9, v5.0)
. Here, the efficacy and safety of elranatamab monotherapy in patients with RRMM and prior - Cytokine release syndrome (CRS) and immune cell-associated neurotoxg:lty.(IfANS) N 139 : 64 9
: . exposure to BCMA-directed therapy (chimeric antigen receptor T-cell [CAR-T] and/or antibody were graded by American Society for Transplant and Cellular Therapy criteria
O bJ e Ct |Ve drug conjugate [ADC]) was evaluated in a pooled analysis of 4 MagnetisMM studies - Data cutoff ~12 mo after initial dose of the last enrolled patient pElces patens i receled lapatorab Wi the effcactous dose range n e Moan et sy

- To evaluate the efficacy and safety of elranatamab monotherapy in
patients with RRMM and prior exposure to BCMA-directed therapy
in a pooled analysis

Table 3: Most common TEAEs (any grade =20%)

Table 2: Demographics and baseline characteristics Figure 1: Best overall response (A) and duration of response (B)

Results

Any prior BCMA  Any prior ADC Any prior : 100 - Any prior BCMA therapy (N=87)
, PATIENTS AND TREATMENT therapy (n=87) (n=59) CART (n=36) et e e Patients, n (%) Any grade Grade 3/4
CO N Cl LUISIONS . Patient demographics and characteristics are shown in Table 2 Age 80 - Hematologic
| " . h < officaci : tients with RRMM and - Inthe prior ADC vs CAR-T subgroups, a higher proportion of patients were Median g"ange)' y 66.0 (40-84) 66.0 (41-84) 62.5 (40-79) Anemia | 51 (58.6) 40 (46.0)
r.ana ama mopgcﬁfgy |ste O:(ﬁ]uous |nA||3:)aC|ends/W| NN an aged 275y (20.3% vs 2.8%), had a disease stage of III (27.1% vs 13.9%), and =75y, n (%) 13(14.9) 12 (20.3) 1(2.8) = 60 4 Neutropenia 39 (44.8) 36 (41.4)
$ prior exposure o -directed therapy ( and/or -T) were refractory to prior BCMA-directed therapy (81.4% vs 36.1%). Patients Male, n (%) 41 (47.1) 23 (39.0) 20 (55.6) v Thrombocytopenia 35 (40.2) 25 (28.7)
- ORR 46.0%, with early, deep, and durable responses (median DOR, with prior BCMA-directed ADC therapy had a higher number of prior lines Race, n (%) 3 46.0% Jo a0k Lymphopenia 28 (32.2) 26 (29.9)
17.1 mo) of therapy (8.0 vs 7.0) White 56 (64.4) 34 (57.6) 26 (72.2) £ 40 - i - Leukopenia 19 (21.8) 11 (12.6)
Among patients with prior BCMA-directed CAR-T treatment, ORR was + Median duration of treatment was 3.5 (range, 0.03-30.9) mo Black or African American 7 (8.0) 5 (8.5) 4(11.1) iggyﬁgﬁ% Non-hematologic
52.8%; median DOR was not reached - 39.1% of patients had been treated for >6 mo Asian 5 (5.7) 4 (6.8) 2 (5.6) 20 - | ERS ) Z g;:i 2 (3'3)
. : . . . . . iarrhea .
Among patients with prior BCMA-directed ADC treatment, ORR was + At the data cut-off, 23.0% of patients were still receiving elranatamab Not reported? 19 (21.8) 16 (27.1) 4(11.1) COVID-19-related? 22 (25.3) 8(9.2)
42.4%; median DOR was 13.6 mo . : - - - 9 34 3.4 . . ' '
0 Most common primary reasons for permanent treatment discontinuation ECOG performance status, n (%) 0 oy orior Prior ADC (=53] rior CARCT (n=36) Decreased appetite 20 (23.0) 10.1)
With a median follow-up of 11.3 mo, median PFS was 5.5 mo were progressive disease (46.0%) and adverse events (11.5%) 0 26 (29.9) 15 (25.4) 14 (38.9) BCMA-therapy (N=87) Cough 19 (21.8) 1(1.1)
and median OS was 12.1 mo 1 57 (65.5) 40 (67.8) 22 (61.1) B. 0. Median DOR. Injection site reaction 18 (20.7) 0
- Among patients with prior BCMA-directed CAR-T treatment, median EFFICACY 2 =1) = (0.8 L 00| Ay prior BCMAdirected therapy  17.1 (0.6-NE Pyrexia | | | 18 (20.7) 1(1.1)
PFS was 10.0 mo; median OS was 12.1 mo + After a median follow-up of 11.3 (range, 0.3-32.3) mo, ORR was 46.0% (95% R-ISS disease stage, n (%) iy Prior CAR-T NE (9.8-ND) oD RA Mol Dicionaty or Reattory Actice, TEAE aremtmont smeroent aderse avent
Among patients with prior BCMA-directed ADC treatment, median CL 3?'2_57'0) (Figure 1A) I 18(20.7) 11(18.6) 2(25.0) o_@ 28
PFS was 3.9 mo; median OS was 12.1 mo - Prior CAR-T treatment: 52.8% II 44 (50.6) 30 (50.8) 19 (52.8) 2 40l Table 4: AEs of special interest: CRS and ICANS
L : : _ Pri : 0 S 30-
Elranatamab toxicities were manageable, with no new safety signals Prior ADC treatment: 42.4% I o 20(23.0) 16(27.1) > (13.9) £ o) Any prior BCMA therapy (N=87)°
observed vs the BCMA-naive population® - Among patients who achieved an objective response (n=40), median time to Unknown/missing 5(5.7) 2(3.9) 3(8.3) 10- L
response was 1.7 (ran 0.3-9 3 Cut tic risk. N (% 04 TEAE of special interest CRS ICANS
.. : i P i ge, 0. .3) mo ytogenetic risk, n (%) —
The 2-step-up priming regimen of 12/32 mg successfully mitigated _ 0 2 4 6 8 10 12 14 16 18 20 22 24 26 28 Patients with TEAE, n (%) 57 (65.5) 5(5.7)
the rate and severity of CRS. Prior exposure to BCMA-directed - Median DOR was 17.1 (95% CI, 9.8-NE) mo, although not yet mature after Standard 57 (65.5) 39 (66.1) 23 (63.9) —— Months Maxi de 1 49 (48.3 0
therapy does not impact the CRS prof”e' which is similar to that in Censoring data for 23 (575%) patients (Figure 1 B) nghb 21 (24.1) 13 (22.0) 11 (30.6) AnypriorBCMA-directegot.'hithgf 421;) ;g ?; ?2 122 i 175 ; zzl ? 1 8 M:i:mﬂm g::d: 5 13 §149; 3(3.4)
the BCMA-naive population’ . Median PFS and median overall survival were 5.5 (95% CI, 2.2-10.0) mo and Missing 9(10.3) 7(11.9) S0 PrOrCART: 19 16 16 16 15 12 10 5 3 2 B Maximum grade 3 2(2 5;) 2 (2.3)
These I’eSU|tS Support E|I’anatamab mOnOthera py as a treatment Opthﬂ 121 (75—N E) mO, I’eSpeCtlve|y (Figure 2) EXtramEdU”ary disease, n (%)C ADC=antibo€|F>{/dEu'g congugate;lC?R—T=chimer{/cGaPanigen recepéorT;cchl; CR=complete response; DOR=duration of response; ORR=0bjective response rate; PR=partial Maximum grade 4 O O
response; s =stringent complete response,; =very good partial response =
for patients with RRMM post BCMA-directed therapy CAFETY Yes 47 (54.0) 33 (55.9) 17 (47.2) Patients with >1 TEAE, n (%) 8 (9.2) 1(1.1)
: : : : No 37 (423) 2> 424) 1o a4 Figure 2: Progression-free and overall survival in patients with RRMM Median time to onset of TEAE, d (range) 2.0 (1.0-4.0) 2.0 (1.0-3.0)
. TEAEs were reported in all 87 patients treated with elranatamab, with grade Missing 3(3.4) 1(1.7) 3(8.3) gure <. F'rog P Mediantirmat WUtion of TEAE. d Slaio2io SlaoZiel
3/4 events reported in 65.5% of patients 0 receiving elranatamab coall HINE 10 TESOTHON o @ (range) 0 (1.0-10.0) 00107180
' . Bone marrow plasma cells, n (%) A P on.f val Patients who received tocilizumab® or steroids
- Most commonly reported TEAEs are shown in Table 3 <50% 61 (70.1) 42 (71.2) 24 (66.7) - rrogression- refozurv'va N for TEAE, n (%)
. CRS and ICANS, respectively, were reported in 65.5% (grade 3/4, 2.3%) and >50% 16 (18.4) 10 (16.9) 7 (19.4) 00 } Any prior BCMA-directed therapy a0 Tocilizumab 19 (21.8) 2(2.3)
5.7% (grade 3/4, 2.3%) of patients (Table 4) Missing 10 (11.5) 7(11.9) 5 (13.9) g 50 \ 1 Prior CART 160 (1.5-NE) Steroids 10 (11.5) 3(3.4)
. . .. . > 1 ; ; . c c
- Among patients who received the 2-step-up priming regimen of 12/32 mg Prior lines of therapy, median (range) 7.0 (3-19) 8.0 (3-19) 7.0 (3-14) % ESI a?ﬁlzdrzaagiggnglllfdﬁ?@tngj;'sggeggﬁégeﬁﬁ{mg (r?)mensmb,e1).bmdules(l;iumaband e 2(2.3)
(n:64), CRS Was repOFtEd |n 609% (grade 3/4, 1 6%) patlentS Prior stem Ce” transplant, n (%) 71 (81 6) 51 (864) 28 (778) _rng 40 1 <1 patient%iscontinued due to co%currentGradeZCRSand Grad§3I§A?\lS ’ , I
b ] AE=adverse event; CRS=cytokine release syndrome; ICANS=immune effector cell-associated neurotoxicity syndrome;
- Permanent treatment discontinuation due to CRS and ICANS was Prior BCMA-targeted therapy, n (%) o 38 TEAE-treatrent ermerqent acverse event "~
reported in 1 (1.1%) and 2 (2.3%) patients, respectively ADC 59 (67.8) 59 (100) 8(22.2) 18-
. The 2-step-up priming regimen of 12/32 mg with premedication successfully CART 36 (41.4) 8 (13.6) 36 (100) 5 2 % 6 B8 10 12 14 16 18 20 22 24 26 28 30 32 Table 5: AEs of special interest: Infection
mitigated the rate and severity of CRS (Figure S1)’ o. atris Months i =
9 _ rity ofCRS (Figure 51) o ADC and CART 8.(9.2) 8 (13.6) 8 (22.2) ey i s el Pt 37 S0 0 3 W w2 4 3 D Ay [ (A ety (17
- ;F#eef(i:rZEZpI;jOJISISSV\(/g; g(l;/f)d;%tg ?ilfs}[/gtzégeesT9aéo6r(;?)/ of events occurring with Exposure status, n (%) e AR e o e e e s L. n (%) Any grade Grade 3/4 Grade 5
. : Triple-class® 87 (100) 59 (100) 36 (100) Infection TEAEs in =5% of patients
. ' ' 0 0/ 0 :
Inft?Ct'?”?erelregeported In 73.6% (grade 3/4, 26.4%; grade 5, 9.2%) of Penta-drug® 74 (85.1) 49 (83.1) 33(91.7) B. Overall survival COVID-19-related? 22 (25.3) 8 (9.2) 5 (5.7)
eferences: 1. Lesokhin et al. Nat Me . Published online ugus . s://doi.or . S -023- -9 2. Sha et al. Leukemia ;34:985- .3. Kumars§, et al. . Median Os, .
it e e e e e e e e patients (Table 3) Refractory status, n (%) 0] % o skt e Peumonia 15(17.2) 5(5.7) 0
Disclosdures: AKN: honoraria: Amgen, Adaﬁtive, B%yondSprir:jg BMS, GfSK,Janssen, Karﬁ/ogharma, Orr:cfopzptides, Sanofi, SecureBio, 1}akeda; Eogsulting and advisory: Adaptive, Amgen, - Most frequently reportEd were COVID-1 9_re|ated TEAEs (25'3%) Triple-CIaSSd 84 (96 6) 57 (96 6) 35 (97 2) © 80 - | —t Eﬁ:g;éﬁg-r 1%1 Egg’:“g Upper respiratory tract infection 12 (1 38) 0 0
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Acknowledgments: We thank the MagnestisMM trial patients and their families, as well as the study investigators, nurses, and site staff. This study was sponsored by Pfizer. ’ InfeCtlonS |€d to permanent d|SCOnt|nuat|On Of elranatamab In 69% Of patlents Penta-druge 48 (552) 32 (542) 23 (639) E 60 - — Sln.USItIS - . 9 (1 03) 1 (1 1) 0
::/I::::Itz/vpr\;;:is:zz:;t:v:sopl)(r:;:;if;/e(zimma Shay-Lowell, PhD, CMPP, of Engage Scientific Solutions and was funded by Pfizer. 3 Infectlon TEAES |ead|ng tO d|SCOnt|nuat|0n were COVID-1 9 (4.6%) and Refractory to prior BCMA therapy, n (%) 54 (62’]) 48 (81 4) 13 (361) § 28: b ‘ Url.nar}./ traC-t Infe-ctlon 8 (92) 1 (1 1) O
e .ght©20é3 , . sepsis (2.3%) ADC 47 (54.0) 47 (79.7) 6 (16.7) 2 304 Rhinovirus infection 7 (8.0) 1(1.1) 0
opyri ) ) . o . 20_ L.
- TEAEs led to death in 23 patients: CAR-T 10 (11.5) 4 (6.8) 10 (27.8) 10 1 Bronchitis 6(6.9) 2(2.3) 0
- 11 due to progressive disease Refractory to last line of th % 74 (85.1 54 (91.5 28 (77.8 B D S s PRI ey It TIEAES i <% o Raimss:
: P g. . . Iel gac ??/ = ta: |n(?o ] etzapﬁ/,th(fo) R (1 l'd )t(414) (1216, el 7 )(h ) . . Et( c.jll) 0 2 4 6 8101214 1,\6/|01ih30 22 24 26 28 30 32 34 CMV infection reactivation 3(3.4) 1(1.1) 0
_ . - - - - 2 Includes patients recruited In countries wnere tne collection Of race IS pronipite ,'b nciuaes , B , , ae p) chromosomal abnormall les; ¢ Extramedu ary .
8 due to InfeCtlonS COVID 19 (n 3)’ COVID 19 pneum0n|a (n 2)’ Septlc disease was defined as presence of any plasmacytoma recorded as ‘extramedullary’ or ‘other’ including ‘mass’ or ‘plasmacytoma’ specified on the case report form Any prior BCMA-directedN?H::ar;lz)syk: 87 69 63 58 51 47 39 32 16 5 5 2 1 0 PneumOC_yStiSjirOveCii pneumonia 2 (23) 1 (1 1) 0
Shock (n=2) and SepS|S (n:’l) in l\/ll\/|—1,and‘an‘y plasmacytoma (extramedullary and/or paramedullary) with a soft-tissue component in MM-2, l\/ll\/|—3,and‘l\/IM—_9;dTr|pIe—c|ass refers to at least 1 Prior ADC:- 59 46 42 39 33 30 27 22 10 4 4 5 1 0 ) )
' . r. . . . Fa);oteosr?Te mhlglr:oir,; immunomodulatory drug, and 1 anti-CD38 antibody; ¢ Penta-drug refers to at least 2 proteosome inhibitors, 2 immunomodulatory drugs, orior CAR-T; 36 31 27 o4 22 21 15 12 8 3 3 T 0 o CMV infection 1 ('] 1) 1 (1 ’|) 0
Presented at the Society of Hematologic Oncology (SOHO) - 2 were considered treatment-related by investigator: cardiac arrest (n=1) Doy confgat; CART~cimerc antigen ecptorTcel ECOG-EasternCoaperathe Ocology Groups RIS-Revsed Mol Myekmaterratona AN o o e Oeho o . AR B e, preuman oenoA, Sraomon AN, ot oo e oSS o pneumont
September 6_9, 2023, Houston, Tean and Se ptic ShOCk (n=1 ) staging System ADCZamibOdydrug conjugate; CAR-T=chimeric antigen receptorT{e”; NE=not evaluable AE=adverse e\}ent;CMW=cyt§meg$Iovirus; TEAE=treatmént-Zmergent adverse e\;epnt P P P




