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Introduction Results (continued)
both PD-L1 and VEGF-A"in the tumor and TME. | | Cohort 1 Cohort 2 0. Pumitamig 15 mglkg + nab-paclitaxel 00 Pumitamig 20 mglkg + nab-paclitaxel * Most common pumitamig-related TEAEs (occurring in 210% of overall population in either cohort)
— Binding to PD-L1 on tumor cells aims to restore effector T-cell function and to localize Pumitamig T Total | Pumitamig  Pumitamig _ Pumitamig ___ Total < < across both cohorts were fatigue (32.4%), nausea (17.6%), epistaxis (13.5%), hypertension (13.5%),
VEGF-A neutralization within the TME. 15 mgl/kg 20 mg/kg 1400mg+ 2000 mg + 2000 mg Y 801 ° 80 diarrhea (12.2%), anemia (9.5%), and alanine aminotransferase increase (8.1%). Most of the
— Neutralizing local VEGF can normalize tumor vasculature and reverse VEGF-induced +nab-paclitaxel ~ + nab-paclitaxel paclitaxel giamrfo';:';';’t‘i‘:’]* + eribulin g 60- g 60 commonly occuring TEAEs were low grade, with only hypertension (6.8%) and fatigue (2.7%) occurring
immune suppression. Characteristic N=19 N=21 N=40 N=11 N=12 N=11 N=34 2 401 = at grade =3.
. TR _nacli - AEPREE : Age, 19 21 40 11 12 11 34 g g . : : P
Pumitamig + nab pacllltax.el showed. encouraging activity in a Phasg 1b/2 trial of 1L locally Y%ng, median (min, max) 58.0 (37, 75) 55.0(34,74) 571 (34,75) | 44.3(36,74) 55.5(32,85) 56.5(32,79) 51.0(32, 85) A A 5/40 patients (Cohort 1) and 1/34 .(Cc.)hort 2) experienced TEAEs of special interest related to any
advanced or metastatic triple-negative breast cancer (LA/mTNBC) in China.? ECOG PS, n (%) ® ® treatment; serious TEAEs of special interest related to any treatment: 2/40 (Cohort 1), 1/34 (Cohort 2).
. i - itami i 0 14 (73.7) 13 (61.9) 27 (67.5) 8 (72.7) 6 (50.0) 4 (36.4) 18 (52.9) S 2 ' i ' ial i itami ich i i -
Herein we present the first pumitamig data from a global 1L/2L+ LA/mTNBC population 1 e Sead e N S T B E E Flve.patlents expe.rlenc.ed. TEAEs of speglgl interest relateq.to pumlt.amllg, W.hICh includes immune
(BNT327-02; NCT06449222). Prior systemic therapy, n (%) £ = mediated adrenal insufficiency, enterocolitis, and pancreatitis; pyrexia, infusion-related reaction, and
Figure 1. Proposed pumitamig mechanism of action Yes 11 (57.9) 12 (57.1) 23(57.5) | 7(63.6)" 6 (50.0) 11(100) 24 (70.6) S 5 rash maculo-papular.
. Treatment setting, n (%) s s . Lo : )
PD-L1 checkpoint : . Early stage 10 (52.6) 12 (57.1) 22(55.0) | 6(54.5) 5 (41.7) 9(81.8) 20 (58.8) S S No pumitamig-related deaths and 1 paclitaxel-related death occurred.
blockade LY / Vaseul o Metastatic _ 163 : 1(2.5) 1.0 1(8.3) 2(18.2) 4(11.8) 8 5 Table 3. Safety summary (safety analysis set in 1L/2L+ LA/mTNBC)
Reverses immunosuppression of T cells : t seetfarnormaTtzation Information on prior systemic therapy missing for 1 patient & & Cohort 1 Cohort 2
Hypoxia . _ _ ]
e Linfiltration and activat Efficacy 10 0 2 4 6 8 1012 14 16 18 20 22 24 26 28 30 32 34 36 38 40 42 O S 34 5 B 1012 14 16 15 20 22 34 20 26 30 32 34 36 36 40 &2 Pumitamig Pumitamig Total Pumitamig Pumitamig Pumitamig Total
N t mmunecelimiatonendectiation. « cORR was 61.5% and uORR was 71.8% (1L: 76.5%; 2L+: 68.2%) in Cohort 1. Mean best percentage Overall Treatment Duration (weeks) Overall Treatment Duration (weeks) LBIELO AT ELoTEle EEDEe AT
[ 77 e | Dendrticceldiierentition and matiration change in tumor size was —42.6%, with 66.7% of patients achieving early tumor shrinkage in Cohort 1, e esporee Ma TR 2 TR I A eribulin
R 1 - Magulktony Teal prolitos respectively (Table 2, Figures 3 and 4). o N=19 N=21 N=40 N=11 Rl al N=34
& + Among the 34 patients in Cohort 1 with centrally tested PD-L1 levels, 17 had a CPS 210 and 17 had a CtDD":\a Sarmics at C3D1 e for 17 pafients i the 15 ma/k {17 oationts i the 20 A0 grace T ek R o BT R g R o thY on
V vicrn | - | CPS <10. The uORR was 70.6% in both groups. e ct ynamics at was available for 17 patients in the 15 mg/kg group an patients in the ATy TEAE 19 13 o1 14 20 57 8 3 12 8 1 > 31 13
K pumitamia o VEGFAdmer * PFS rates at 3, 6, and 9 months were 92.1%, 72.1%, and 59.3% in Cohort 1 overall, mg/ k.g group in Cohor.t 1. _ . _ el (11090) (688'4) (12000) (6%7) (13090) (617%5) (728'7) (223) (1‘1)2) (668'7) (11000) (182'2) (93162) (3%2)
PDL1 at 15 mg/kg 94.7%, 61.8%, and 61.8%, and at 20 mg/kg 89.5%, 81.3%, and 51.6%, respectively. * Medlgn (?tDNA reduc’gon gmaxVAF) at 93D1 (?orr.l;.)ared with baseline was 100% in both study arms, (any treatment) (100) (42.1) (95.2) (42.9) (97.5) (42.5) | (727) (27.3) (100) (66.7) (90.9) (18.2) (88.2) (38.2)
f * Follow-up time in Cohort 2 (recruitment ongoing) is too short to evaluate on efficacy endpoints. highlighting that pumitamig + nab-paclitaxel significantly reduces ctDNA levels. Any TESAE (3;8) (3166) (41706) (429) (41275) (31755) (1822) (1822) 813 (813) (1822) 0 (1457) (838)
Qél TCR-Ag-MHC » Median PFS, median DOR, and median OS were not yet mature. * At C3D1, ctDNA clearance rate (100% decrease) was 52.9% (9/17) in the 15-mg/kg group and 70.6% Treatment-related 4 s R 0 2 0 4 2
Tumor cell ,  complex (12/17) in the 20-mg/kg group, suggesting that the higher dose is more effective in inducing a ctDNA (any treatment) (21.1) (15.8) (19.0) (14.3) (20.0) (15.0) | (18.2) (18.2) (18.2) (11.8)  (5.9)
Table 2. Efficacy outcomes of evaluable patients in 1L/2L+ LA/mTNBC molecular response (Figure 5). Any TEIrAE 4 2 4 0 8 2 2 1 0 0 0 0 2 1

o o L L . 21.1)  (10.5) (19.0 20.0) (5.0) | (18.2) (9.1 5.9 2.9
Cohort 1  Longitudinal ctDNA monitoring highlighted that distinct ctDNA kinetics between treatment arms further Any TEAE leading ( 6 - 5 - 10) 5 ( 16) (10) ( 5 ) (3) 5 3 3 0 (13) (6)
sustains the higher efficacy of the higher dose of 20 mg/kg: to dose interruption  (31.6)  (26.3) (47.6) (23.8) (40.0) (25.0) | (45.5) (27.3) (41.7) (25.0) (27.3) (38.2)  (17.6)
Pumitamig Pumitamig Total

of any treatment

15 mglkg + 20 mglkg + — Deeper and durable ctDNA reduction observed in patients receiving 20 mg/kg regardless of the BOR. Ay TEAE leading 4 3 7 1 1 4 1 1 3 3 > 0 6 4
Figure 2. Global Phase 2, randomized, open-label, multicohort trial (NCT06449222) nab-paclitaxel nab-paclitaxel — Although an initial ctDNA reduction was observed at the lower dose, ctDNA levels rebounded for most tOf goTse reduction (21.1) (15.8) (33.3) (4.8) (27.5) (10.0) | (9.1) (9.1) (25.0)0 (25.0) (18.2) (17.6)  (11.8)
[ ™ 1  Endpoints N=19 N=20 N=39 of the patients with SD as BOR. Zny TEAE leading 0 0 3 3 3 3 0 0 1 1 0 0 1 1
Patients 1‘}{0’3 :ngqu““,“(t)az"‘,‘\;% WBOR, 1 (%) to discontinuation (14.3) (14.3) (75) (7.5) (8.3)  (8.3) 2.9 (2.9
* Age 218 years - paclitaxel Complete response (CR) 0 0 0 Figure 5. ctDNA dynamics support dose optimization in 1L/2L+ LA/mTNBC of any treatment
» Confirmed 15 malke IV QoW + Partial response (PR) 12 (63.2) 16 (80.0) 28 (71.8) AT VISR S ISEBIE ¢ ¢ . ‘ ¢ : ¢ E L ¢ E ¢ ¢ L
LA/mTNBC regardless | Cohort 1 nab-paclitaxel Cohort 2 Stable disease (SD) 7 (36.8) 2 (10.0) 9 (23.1) (" CT scan CT scan CT scan ) tOf dlsccl)tntln.uatlon (14.3) (14.3) (7.5 (7.9)
of PD-L1 level PU— Progressive disease (PD) 0 2 (10.0) 2(5.1) ¥ B ¥ Qi EIlETE
«1Land 2L+ Selected rm 2: pumitamig . e ® ® e ® .
- [emaLrE e sk e Hoce from =60 2082':?(:9';;\&23? + u%%;(&?‘.PR), n (%) (;g 26332;) (;g :(38840%) (gg 2781583)) C1 D1 C2D1 C3F)1 C4D1 C5F)1 Concl usions
RECIST v1.1 Cohorisl carboplatin e e B QE QE QE QE
- Life expectancy of Bumitam — °‘(’9R5'; (gl')“’PR)’ ) (;g é57256%) (Jg ;73{-301)) (ﬁ 6(567165%) Tumor profiling Dose optimization - Pumitamig in combination with chemotherapy shows encouraging efficacy and a manageable
=9 months 20 mglkg IV Q2W + sonmare . — — — Measuring ctDNA molecular response between two dose levels safety profile in 1L/2L+ LA/mTNBC, consistent with data from a prior Chinese trial in 1L
:Egg)ﬁaltaeso? 2:11 nab-paclitaxel Arm 3: pumitamig D((;I;éccl;;-PR+SD), n (%) (;2 5,1:)(())(%) (Eg 289560&;) (38 ,(]992531) « Samples for ctDNA testing were collected at baseline and longitudinally to match the imaging. LA/mMTNBC.2
f ? 9 2000 mg' IV Q3W + o . T e » Samples were tested with FoundationOne® Liquid CDx (Foundation Medicine) to assess the presence and the amount of ctDNA.
\ unction ) eribulin Best percentage change, mean (%) -46.5 -39.3 -42.6 » ctDNA levels at baseline and ctDNA dynamics were correlated with the dose level and with clinical endpoints (BOR). — A|though effiCaCy was seen independent of CPS |€V€|S, the benefit is particularly meaningful in
(std dev) (34.2) (30.5) (32.1) : : ) :
Primary endpoints: ORR, and best percentage change in tumor size per investigator (RECIST 1.1), early tumor shrinkage*; occurrence Early tumor shrinkage, n (%) 11 (57.9) 15 (75.0) 26 (66.7) “gzﬁ\f,::m:: ch::tt%gvee::;?;g:;:’onr:eCJ ?; r(r:/;)ll?g I\gzﬁ\flll:;:: g::ttgif;f;gz;mecj g; r(;/;)"?gy patlents with CPS < 0, pOtentla"y addressmg a current unmet need.
g{;‘gﬁtiﬁ a’;if'j}; tanr;‘i' :::::ﬂ:::jgﬁfiﬁf*s (NCI CTCAE v5.0); occurrence of dose interruption, dose reduction, and 95% Cl (33.5,79.7) (50.9,91.3) (49.8,80.9) 20 {1 20 — No new safety signals were seen compared with the previously characterized safety profile
Secondary endpoints: PK (C.... AUC,..), and ADA; ORR (Cohort 2), DOR, DCR, TTR, and PFS per investigator (RECIST 1.1); OS: 18:: 185_ of pumitamig.
PFS, and O3 aes | | | Figure 3. Percentage change in tumor size from baseline (evaluable response set) in ~101: 104 Best Overall Response - ctDNA dynamics show a higher molecular response and a deeper and durable ctDNA
iff;:é;‘t‘:g‘;irosnhs”“kage is defined as 210% decrease in the pretreatment sum of diameters at first posttreatment tumor scan 1L/2L+ LA/mTNBC with uBOR and line of treatment | 2 ( ,;,R reduction rate for patients receiving 20 mg/kg, potentially indicating better long-term outcome.
) 100 — 1 1 s . .
| Flat dose based on 20mg/kg Q2W dose ) wConort 1 - 1 5mgT/L:?t1Te”t_%f:§ 120 mgkg: 1L | ~1 oFD - Based on these global 1L/2L+ data, 20 mg/kg pumitamig was selected as the dose for Cohort 2
S - : - . 501 — -: o NA . . - .
£ 6o- Cohort 1 - 15 mg/kg: 2L+ ~ Cohort 1 - 20 mg/kg: 2L+ ~601! 604! (as flat dose equivalent) and for further development of pumitamig in LA/mTNBC.
“ & 4o- = po :;g' :;8' — The ongoing global ROSETTA Breast-01 Phase 3 trial (NCT07173751) is investigating the efficacy
2204 % ~90{! ~90{! and safety of pumitamig plus chemotherapy in 1L LA/mTNBC with CPS <10 at 1500 mg Q2W or
Patients s o = ~1001 . . . . e ~1004, . . . . — . 2000 mg Q3W* as the equivalent to the 20-mg/kg Q2W dose tested in this trial.t
« At cutoff (October 1, 2025), 74 patients with 1L/2L+ LA/mTNBC were enrolled; enroliment is 8201 SD o I L0 P 8 ey 0 M 0 ey T e e 1200 g QW or 1500 mg QI i pafients wih a body welght =50 kg
completed in the dose selection Cohort 1 (15 mg/kg: n=19; 20 mg/kg: n=21) and ongoing in 5 40 > PR PR PR SD PRPR PR bR Lo
5 PR
Cohort 2 (Arm 1: n=11; Arm 2: n=12; Arm 3: n=11). 0 "R PR PR b oe pr Safety Acknowledgments
- Median duration of treatment was 33.6 weeks (range: 2.0—49.0) with 25/40 patients still on 5 40 TUPRPR prPR g ™ R * Any-grade treatment-related TEAEs occurred in 97.5% and grade 23 treatment-related TEAEs in « The authors would like to thank the patients and their families, and the staff, research coordinators, and
treatment (Cohort 1) and 14.9 weeks (range: 2.0-27.4) with 31/34 patients on treatment '1‘"% T T 17 P APAEYE .2-6 T T T .3-2 " -3-8 " 42.5% of patients in Cohort 1 and in 88.2% and 38.2%, respectively, in Cohort 2. 3/40 patients investigators at each participating site.
(Cohort 2). Median follow-up was 33.6 weeks (range: 13.1-47.6) and 13.2 weeks (range: 2.4— pc:St T —— 12 . w—— CPS . i i (Cohort 1) discontinued pumitamig due to any TEAE, and 1 patient discontinued pumitamig due to - This trial was sponsored by BioNTech. Pumitamig is being jointly developed by BioNTech and Bristol
27.1) in Cohort 1 and 2, respectively. ) e " pumitamig-related TEAEs (Table 3). Myers Squibb. Medical writing support was provided by Kordula Heinen of BioNTech SE.
Abbreviations: 1L, first-line; 2L, second-line; ADA, antidrug antibody; AE, adverse event; AESI, adverse event of special interest; Ag, antigen; AJCC, American Joint Committee on Cancer; AUC,,,, area under the plasma concentration-time curve from time zero to the end of the dosing interval; BOR, best overall response; bsAb, bispecific antibody; C, Cycle; References: Copies of this poster E E
CDx, companion diagnostic; C,,,, maximal concentration; cORR, cancer objective response rate; CPS, combined positive score; CT, computed tomography; ctDNA, circulating tumor DNA; D, Day; DCR, disease control rate; DOR, duration of response; ECOG PS, Eastern Cooperative Oncology Group performance status; IV, intravenous; 1. Miao X, et al. Cancer Res. 2025;85(8 suppl 1):Abstract 6061 obtained through Quick
LA, locally advanced; maxVAF, maximum somatic variant allele fraction; MHC, major histocompatibility complex; mTNBC, metastatic tripe-negative breast cancer; NA, not available; nab, nanoparticle albumin-bound; NCI CTCAE, National Cancer Institute Common Terminology Criteria for Adverse Events; NE, not evaluable; ORR, objective response rate; 2. Wu J, et al. Clin Cancer Res. 2025;31(12):Abstract PS3-08 feSponse (IQR) Cofe arg f
0S, overall survival; PD-1, programmed death protein-1; PD-L1, programmed death ligand-1; PFS, progression-free survival; PK, pharmacokinetics; Q2W, every 2 weeks; Q3W, every 3 weeks; RECIST, Response Evaluation Criteria in Solid Tumors; SAE, serious adverse event; SD, stable disease; TCR, T-cell receptor; _ _ rﬁ;;’irjf;: rg:fozzzezn 4
TEAE, treatment-emergent adverse event; TEIrAE, treatment-emergent immune-related adverse event; TESAE, treatment-emergent serious adverse event; TME, tumor microenvironment; TTR, time to response; uBOR, unconfirmed best overall response; uORR, unconfirmed objective response rate; VEGF, vascular endothelial growth factor. LRSSEETA B"?Oas";og ;(')'Z?C:‘Zmé%': et aé; g\gstract 2177 without permission from
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