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HOW DOES A BITE WORK??
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CRS Is Common with Xaluritamig (and other TCE)
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Human Kallikrein-2 

(hK2, KLK2)

• Serine protease (activates 

KLK3/PSA)

• Involved in semen liquefication

• Regulated by AR (colocalizes with 

KLK3 on chromosome)

• Internal data confirmed its cell 

surface expression

The Target of Pasrimatig is KLK2:

A Nearly Perfect PC Antigen

Shen, F. Drake C. et al, Clinical Cancer Research 2025
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Presented by C. Baldini at the American Society of Clinical Oncology (ASCO) Annual Meeting; May 30-June 3, 2025; Chicago, IL, USA & Online

Pasritamig Achieved Rapid and Deep Prostate-Specific Antigen Responses 
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RP2D efficacy population (IV 3.5 mg D1, 18 mg 

D8, then 300 mg Q6W): 

• PSA decreases were noted as early as initial 

step-up doses

• 14/33 (42.4%) participants achieved PSA50 at 

any time

– 12 (36.4%) participants achieved confirmed 

PSA50

Data cut-off March 7, 2025. CR, complete response; D, Day; DOR, duration of response; IV, intravenous; NE, not estimable; ORR, overall response rate; PSA, prostate-specific antigen; PSA50, ≥50% decrease from baseline in 

PSA; RP2D, recommended phase 2 dose.

• In the all-treated population with measurable 

disease at baseline (n=84/174), ORR was 8.3% 

(7/84), not including 1 participant with a CR who 

had non-measurable disease at baseline

– Median (95% CI) DOR was 8.9 (3.6, NE) 

months 
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Presented by C. Baldini at the American Society of Clinical Oncology (ASCO) Annual Meeting; May 30-June 3, 2025; Chicago, IL, USA & Online

Phase 1, First-in-Human Study (NCT04898634) of Pasritamig: 

Dose Escalation and Dose Expansion in mCRPC

ARPI, androgen receptor pathway inhibitor; CRS, cytokine release syndrome; ECOG; Eastern Cooperative Oncology Group; IV, intravenous; Lu-177 PSMA RLT, lutetium Lu 177 vipivotide tetraxetan prostate-specific membrane 

antigen radioligand therapy; mCRPC, metastatic castration-resistant prostate cancer; PSA, prostate-specific antigen; QW, every week; Q3/6W, every 3/6 weeks; RP2D, recommended phase 2 dose; SC, subcutaneous; SU, step-up 

dose; TD, treatment dose. 17

Key eligibility 

• ECOG 0 or 1

• Prior ARPI and/or 

chemotherapy

• Prior Lu-177 

PSMA RLT 

allowed

• PSA >2 ng/mL 

and no visceral 

disease (dose 

expansion only)

SC dosing

Intravenous

SU1: 3.5 mg Day 1

SU2: 18 mg Day 8

TD: 300 mg Day 15, 

then 300 mg Q6W

 

All Outpatient

SU1=10 mg; SU2=50 mg; SU3=200 mg 
TD=2000 mg Q3W

SU1=10 mg; SU2=50 mg; SU3=200 mg 
TD=800 mg Q3W

SU1=10 mg; SU2=50 mg
TD=100/200/400/800 mg Q3W

SU=15 mg D1
TD=50/75 mg Q3W

SU1=10 mg; SU2=300 mg 
TD1=900 mg Q3W

TD=0.5/1.5/4.5/13.5/25 mg Q3W

SU1=10 mg; SU2=50 mg;
TD=200 mg Q6W

(n=5)

(n=13)

(n=6)

(n=5)

(n=48)

(n=7)

(n=18)

(n=23)

Dose Escalation
(n=13)

Dose Expansion
(n=20)

• Initial dosing SC with single dose of steroid premedication

• Transitioned to IV dosing to achieve higher doses with fewer injections

• Step-up dosing introduced to mitigate CRS

• IV dosing chosen for RP2D based on improved safety and efficacy profile

Recommended Phase 

2 Dose and Schedule 

SU1=10 mg; SU2=50 mg; SU3=200 mg 
TD=800 mg QW loading doses then Q3W

SU1=3.5 mg; SU2 = 18 mg
TD=300 mg Q6W

(RP2D safety & efficacy)

SU1=3.5 mg; SU2=18 mg

TD=300 mg Q3W

(RP2D safety only)

(n=12)

SU1=3.5 mg; SU2=18 mg 
TD1=150 mg Q3W(n=4)

IV dosing



Oncology 18

CRS is Rare with IV Pasritamig

(And Exclusively Grade 1)

RP2D safety population (IV 3.5 mg D1, 18 mg D8, 300 mg D15 then Q3W/Q6W): 

Data cut-off March 7, 2025. Participants are counted only once for any given event, regardless of the number of times they experienced the event. aThe serious TRAEs were both Grade 1 CRS hospitalized for observation. b1 DLT of transient Grade 3 ALT/AST increase 

occurred in the all-treated population after SC 50 mg step-up dose; recovered to Grade 1 in 8 days. ALT, alanine aminotransferase; AST, aspartate aminotransferase; CRS, cytokine release syndrome; D, Day; DLT, dose-limiting toxicity; ICANS, immune-effector cell 

associated neurotoxicity syndrome; IRR, infusion-related reaction; IV, intravenous; RP2D, recommended phase 2 dose; SC, subcutaneous; TRAE, treatment-related adverse event.

TRAEs in ≥10% of All Participants 

• CRS occurred in 4 pts (8.9%), all Grade 1 (fever only) and did not require 
tocilizumab

• IRRs were seen in 24.4% of participants 

–  Management was limited to mostly antipyretics; no steroid or tocilizumab was 
given

• No TRAEs led to treatment discontinuation, dose reduction, ICANS, or death 

• The only Grade 3 TRAEs were transient AST/ALT increases and neutropenia

• No DLTsb 

All-Treated 

Population 

(SC/IV)

RP2D Safety 

Population 

(IV Only)

N=174 N=45

Participants with ≥1 TRAE, n (%) 144 (82.8) 27 (60.0)

Serious TRAEs, n (%) 12 (6.9) 2 (4.4)a

Grade ≥3 TRAEs, n (%) 17 (9.8) 2 (4.4)

TRAEs leading to 

treatment discontinuation, n (%)
1 (0.6) 0



Presented by Dr. Karen Autio at ESMO Congress 2025; October 17-21, 2025; Berlin, Germany

An Astute Clinical Observation -> Moving from Q1 to Q3 Increased Activity

19

CRS=Cytokine release syndrome; D=Day; FIH=First-in-human; ISR=Injection site reaction; IV=Intravenous; KLK2= Kallikrein-related peptidase 2; mCRPC= Metastatic castration-resistant prostate cancer; 
PSA=Prostate-specific antigen, Q1W=Every week; Q3W = Every 3 weeks Q6W=Every 6 weeks; R2PD= Recommended phase 2 dose; SC=Subcutaneous; SU=Step-up; TD=Target dose. 
1. Shen et al. Clin Can Res. 2025; doi: 10.1158/1078-0432.CCR-25-0950.

*

PSA (ug/L) – 100076 (C12 10/50/200/800 mg Wx4 Q3W SC)

*Missed dose



Presented by Dr. Karen Autio at ESMO Congress 2025; October 17-21, 2025; Berlin, Germany

Why does 300 mg IV given Q6W increase the frequency of PSA50 responders 
compared to Q3W? 

AICD=activation-induced T-cell death; IL2=Interleukin 2; INFg= Interferon gamma; IV=Intravenous; PSA=Prostate-specific antigen; Q3W=Every 3 weeks; Q6W=Every 6 weeks; TNFa=Tumor 
necrosis factor alpha; W=weeks.

PSA50 Response 300 mg IV Q3W 300 mg IV Q6W

At any time 4/12 (33%) 33/75 (44%)

Confirmed at 3W 2/12 (17%) 26/75 (35%)

Confirmed at 12W 2/12 (17%) 21/63 (33%)

Clinical Cutoff Date: 04-July-2025

Hypotheses:

1) More frequent dosing induces activation induced cell death (AICD)

2) More frequent dosing induces T cell exhaustion

20



Presented by Dr. Karen Autio at ESMO Congress 2025; October 17-21, 2025; Berlin, Germany

What is the impact of dosing frequency on T-cell exhaustion? 

Casp3=Caspase 3; ICB=Immune Checkpoint Blockade; CD69=Cluster of differentiation 69; gH2X=gamma histone 2AX; IL2=Interleukin 2; INFg= Interferon gamma; Lag3=Lymphocyte-activation gene 3; PD-1=Programmed Death-1; TCE=T-
cell Engagers; TCF1=T-cell factor 1; TNFa=Tumor necrosis factor alpha; TIM-3=T-cell immunoglobulin and mucin-domain containing-3; Toxhi=High expression of thymocyte selection-associated high mobility group box protein.
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Acute antigen exposure incl infection or vaccination
Naive 
T cell

Progenitor Exhausted T cell
• Self-renewal and re-programmable
• Proliferative
• Effector function gained after re-stimulation
TCF1+ CD69+ Tox+/-
• PD1+, low TIM3 and Lag3 expression

Terminal Exhausted T cell
• Irreversible differentiation
• Loss of proliferative potential
• No effector function
TCF1- CD69+/-Toxhi
• High PD-1/TIM3/LAG3 expression

Effector T 
cell

Memory 
T cell

TCF1+

TCF1-

PD-1

PD-1

Cell Death Uncontrolled tumor cell 
growth and metastasis

AICD
Casp3+ gH2AX+

TNF, INF, 
IL2 secretion

Self-renewal

Chronic antigen 
exposure including 
cancer or infection

Successful immune response (tumor 
death and antigen clearance)
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Combinations:  Pastritamig plus PSMA / CD28

Confidential. For Internal Use Only.

CD3/CD28-based T cell Redirection Therapy

✓ Improved T cell activation & function
✓ Less T cell exhaustion
✓ Increased memory phenotype

SESSION 6



Skokos et al. Science Translational Medicine. 2020

TSAxCD28 bispecific enhances 
TSAxCD3 antitumor efficacy and 
T cell activation in mouse 
syngeneic tumor models

TSAxCD28 has limited efficacy on 
its own, but can markedly 
enhance tumor killing in 
conjunction with Signal 1

Only activates CD28 at the tumor 
site, so should limit systemic 
toxicity seen with CD28 super 
agonists



A Phase 1 Study of JNJ-87189401 (PSMA-CD28 Bispecific Antibody) 
Combined With JNJ-78278343 (KLK2-CD3 Bispecific Antibody) for Advanced 
Prostate Cancer

Inclusion Criteria:
• Metastatic Prostate AdenoCa  

• PSA >2

• Measurable or Evaluable

• ECOG  0 /1

• On ADT, 1 Prior ARSI or 
taxane

Exclusion Criteria: 
• Autoimmune disease in past 

12 months

• MI; CVA; CHF in past 6 
months

JNJ-78278343 (Pasritamig) 
administered

+
JNJ-87189401 
administered

Primary Outcome:
• Number of subjects with 

AEs
• Number of subjects with 

DLTs
Secondary Outcomes:
• Serum concentration 
• Serum Cytokines
• Serum PSA concentration
• Number of subjects with 

Antidrug antibodies
• ORR
• PSA response rate
• Duration of response



25

Potential Pasritamig Combinations to Overcome the 
Immune-suppressive TME of Prostate Cancer

Confidential. For Internal Use Only.

Suppressor cells

Dense ECM & CAFs

Heterogeneous 
disease drivers & 
target expression

Immune-suppressive
factors, i.e Adenosine

Immune-suppressive
Cells, i.e Treg cells

Immune-suppressive factors

Physical Barriers

➢ Pasritamig + Docetaxel (Ongoing)

➢ Pasritamig + RLT (aspirational)

TCE Chemo

TCE RLT

Tumor Heterogeneity

➢ Pasritamig + Apalutamide (Ongoing)

➢ Pasritamig + ADC (ongoing)

➢ Pasritamig + Pluvicto (aspirational) 

KLK2 PSMA

TCE ADC

KLK2 ARPI

KLK2 PSMA

TCE RLT

➢ Pasritamig + A2A Inhibitor (Planned)

TCE A2ARi TCE Treg depletion





• As the incidence rate of prostate cancer is increasing,1 
there is a high unmet need for effective therapy for 
patients with heavily pretreated CRPC2

• B7H3 is an immunoregulatory protein that is highly 
expressed in CRPC and correlates with poor prognosis3–

6

• B7H3 ADCs have shown early clinical activity in CRPC7–9

• DB-1311/BNT324, an investigational, novel B7H3 ADC,7 
has received FDA Fast Track designation for 
advanced/unresectable or metastatic CRPC that has 
progressed on or after standard systemic regimens10

Dr Andrew Parsonson; #5015

Key attributes of DB-1311/BNT324:11

• Highly potent proprietary topoisomerase I inhibitor payload
• Stable tumor-selective cleavable linker 
• Optimized drug-to-antibody ratio: ~6
• Fc silenced (L234A/L235A)
• Selectively endocytosed into the lysosome of 

B7H3-expressing cells
• Bystander antitumor effect

1. Sherman RL et al. Cancer 2025;131(9):e35833; 2. Narayan V et al. Clin Genitourin Cancer 2024;22(6):102188; 3. Dong P et al. Front Oncol 2018;8:264; 4. Koumprentziotis I-A et al. Vaccines (Basel) 2024;12:54; 5. Pio Fabrizio F et al. Transl Oncol 2024;39:101801; 6. Zang X et 

al. PNAS 2007;104(49)19458–63; 7. Cheng Y et al. ESMO Asia 2024 57O; 8. Doi T et al. ESMO 2022 453O; 9. de Bono JS et al. ESMO 2024 1654P; 10. https://investors.biontech.de/news-releases/news-release-details/biontech-and-dualitybio-receive-fda-fast-track-
designation; 11. Li C et al. AACR 2023 2967. 
ADC, antibody–drug conjugate; B7H3, B7 homolog 3 protein; CRPC, castration-resistant prostate cancer; Fc, fragment crystallizable; FDA, US Food and Drug Administration.

DB-1311/BNT324: B7H3 ADC
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DB-1311-O-1001 Study Design (NCT05914116)

Dr Andrew Parsonson; #5015

Phase 1/2, multicenter, first-in-human study of DB-1311/BNT324 in patients with advanced/metastatic solid tumors unselected 
for B7H3 expression (N=465)

Primary endpoints: 
Investigator-assessed ORR (per RECIST v1.1 [soft tissue] and 
PCWG3 [bone metastases]) and safety

Key inclusion criteria:

• ≥18 years of age

• ≥1 measurable lesion per RECIST v1.1 
(bone-only disease allowed)

• ECOG PS 0–1

• Adequate organ function

• Progressive mCRPC (serum 
testosterone <50 ng/dL and PD 
as defined by PCWG3 criteria)

Key exclusion criteria:

• Prior B7H3 targeted therapy

• Prior topoisomerase 1 ADC

Data cut-off: March 4, 2025. DB-1311/BNT324 treatment continued until disease progression/ unacceptable toxicity (treatment beyond progression was allowed). ADC, antibody–drug conjugate; B7H3, B7 homolog 3 protein; 

DCR, disease control rate; DOR, duration of response; ECOG PS, Eastern Cooperative Oncology Group performance status; IV, intravenous; Lu-177, Lutetium-177; mCRPC, metastatic castration-resistant prostate cancer; NHT, novel hormone therapy; ORR, objective response 
rate; PCWG3, Prostate Cancer Working Group 3; PD, progressive disease; Q3W, once every 3 weeks; RECIST, Response Evaluation Criteria in Solid Tumors; rPFS, radiographic progression-free survival.

Study part/cohort Additional inclusion criteria Dose Status

Phase 1
Dose escalation/backfill

3 mg/kg up to 12 mg/kg IV Q3W n=27 
Complete

Phase 2:

Cohort 4
(Dose optimization) 

• Prior docetaxel; docetaxel rechallenge 
allowed

• Prior NHT

n=42 
Complete

Cohort 11
(Post Lu-177)

• 1–2 lines of systemic chemotherapy, 
including docetaxel

• Prior NHT
• Prior Lu-177 radioligand therapy

6 mg/kg IV Q3W n=4
Enrolling

Cohort 12
(Taxane-naïve)

• Taxane-naïve; prior (neo)adjuvant use 
>12 months earlier allowed 

• Prior NHT

6 mg/kg IV Q3W Enrolling

6 mg/kg IV Q3W (n=22)

9 mg/kg IV Q3W (n=20)
R

• 73 patients with mCPRC in current analysis
Secondary endpoints include: 
DCR, DOR, rPFS

We present efficacy and safety data from patients with mCRPC treated with DB-1311/BNT324



Baseline and Disease Characteristics

n (%)
Overall*

(N=73)

6 mg/kg 

(n=38)

9 mg/kg

(n=33)

Age (years), 

median (range) 
70 (45–84) 72 (45–84) 69 (56–82)

Race† White 39 (53.4) 20 (52.6) 18 (54.5)

Asian 22 (30.1) 11 (28.9) 11 (33.3)

Black 9 (12.3) 6 (15.8) 3 (9.1)

Ethnicity Hispanic 3 (4.1) 2 (5.3) 1 (3.0)

ECOG PS 0 21 (28.8) 10 (26.3) 9 (27.3)

1 52 (71.2) 28 (73.7) 24 (72.7)

Site of 

metastasis

Bone 64 (87.7) 34 (89.5) 28 (84.8)

Bone only 23 (31.5) 13 (34.2) 8 (24.2)

Lymph node 35 (47.9) 18 (47.4) 17 (51.5)

Liver 17 (23.3) 6 (15.8) 11 (33.3)

Lung 16 (21.9) 10 (26.3) 6 (18.2)

Dr Andrew Parsonson; #5015

73 patients (USA: 43.8%; Australia: 28.8%; East Asia: 27.4%)

Median treatment duration: 4.8 months (range 0.7–12.9); 36 patients remain on treatment

Data cut-off: March 4, 2025. Median follow-up: 5.9 months (range 0.1–15). *Includes 3 mg/kg (n=1) and 12 mg/kg (n=1). †Not shown Native Hawaiian (n=1) or Other (n=2). ‡Information on the number of prior lines was missing for 

3 patients. IO, immunotherapy; PARPi, poly-ADP ribose polymerase inhibitor.

n (%)
Overall*

(N=73)

6 mg/kg

(n=38)

9 mg/kg

(n=33)

Prior lines‡ Median (range) 4 (1–14) 4 (2–14) 3 (1–9)

1 2 (2.7) 0 2 (6.1)

2 11 (15.1) 4 (10.5) 7 (21.2)

3 18 (24.7) 6 (15.8) 11 (33.3)

4 15 (20.5) 10 (26.3) 5 (15.2)

≥5 24 (32.9) 16 (42.1) 7 (21.2)

Prior 

treatment

NHT 70 (95.9) 36 (94.7) 32 (97.0)
1 38 (52.1) 17 (44.7) 19 (57.6)

2 24 (32.9) 15 (39.5) 9 (27.3)

≥3 8 (11.0) 4 (10.5) 4 (12.1)

Docetaxel 68 (93.2) 34 (89.5) 32 (97.0)

Cabazitaxel 29 (39.7) 17 (44.7) 12 (36.4)

Lu-177 16 (21.9) 12 (31.6) 3 (9.1)

Platinum 15 (20.5) 11 (28.9) 4 (12.1)

IO 12 (16.4) 7 (18.4) 4 (12.1)

PARPi 10 (13.7) 5 (13.2) 5 (15.2)



Tumor Response

Dr Andrew Parsonson; #5015

Encouraging antitumor activity in heavily pretreated mCRPC

Data cut-off: March 4, 2025. *BOR was missing for 4 patients. Evaluable for tumor response defined as having measurable disease at baseline per RECIST v1.1 and ≥1 post -baseline assessment or treatment discontinuation. 

Tumor responses were assessed using both RECIST v1.1 and PCWG3 criteria. †DOR was calculated in patients with a confirmed response (n=14). 
BOR, best overall response; CI, confidence interval; (c)ORR, (confirmed) objective response rate; CR, complete response; DCR, disease control rate; (m)DOR, (median) duration of response; ne, not estimable; PR, partial response; SD stable disease.

Overall

(N=52)

6 mg/kg 

(n=24)

9 mg/kg 

(n=28)

ORR, %

[95% CI]

42.3
[28.7, 56.8]

41.7
[22.1, 63.4]

42.9
[24.5, 62.8]

BOR,* n (%)

CR 0 0 0

PR 22 (42.3) 10 (41.7) 12 (42.9)

SD 25 (48.1) 12 (50.0) 13 (46.4)

PD 1 (1.9) 0 1 (3.6)

cORR, %

[95% CI]

30.8
[18.7, 45.1]

29.2
[12.6, 51.1]

32.1
[15.9, 52.4]

Pending confirmation, n 5 3 2

DCR, %

[95% CI]

90.4
[79.0, 96.8]

91.7
[73.0, 99.0]

89.3
[71.8, 97.7]

mDOR,† months

[95% CI]

ne
[4.0, ne]

ne
[4.2, ne]

ne
[4.0, ne]
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Radiographic PFS

Dr Andrew Parsonson; #5015

Early signs of durable antitumor activity in heavily pretreated mCRPC

Overall*

(N=68)

6 mg/kg

(n=33)

9 mg/kg

(n=33)

Median rPFS

Months [95% CI] ne [5.7, ne] ne [5.7, ne] ne [5.6, ne]

rPFS events, n (%) 14 (20.6) 8 (24.2) 6 (18.2)

rPFS rate, %

6-month 67.7 67.1 62.7

9-month 58.0 58.7 ne

Data cut-off: March 4, 2025. rPFS not yet mature. *Includes 3 mg/kg (n=1) and 12 mg/kg (n=1). Treatment beyond progression was allowed if the investigator considered the patient may continue to benefit from further trea tment. Evaluable for rPFS defined as 

having baseline efficacy assessment and ≥1 post-baseline assessment or treatment discontinuation. NE, not evaluable.

Treatment

ongoing

SD

PD

Non-PD

PR

NE

rP
FS

 (
%

)

25

50

75

100

0 1 2 3 4 5 6 7 8 9 10 11 12
0

9 mg/kg
6 mg/kg

Patients at risk:

6 mg/kg 33 30 29 24 22 18 8 8 7 4 3 2 0
33 30 28 21 18 11 5 4 4 09 mg/kg

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

Duration of Treatment (Weeks)
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22.0
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Nausea

Anemia

Neutrophil count ↓ 

Fatigue

WBC count ↓ 

Decreased appetite

Vomiting

Diarrhea

Platelet count ↓ 

Dr Andrew Parsonson; #5015

Data cut-off: March 4, 2025. ILD, interstitial lung disease; WBC, white blood cell.

Grade
1–2 3–4 

6 mg/kg (n=38) 9 mg/kg (n=33)

TRAEs in ≥10% of patients 
with CRPC (across all 

doses):

Patients (%) Patients (%)

TRAEs in CRPC and Overall Population
Gastrointestinal and hematologic events, primarily Grade 1–2, were the most common TRAEs 

Hematologic TRAEs occurred more frequently with 9 mg/kg but did not lead to treatment discontinuation

Grade
1–2 3–4 

6 mg/kg (n=119) 9 mg/kg (n=332)

Grade
1–2 3–4 

Grade
1–2 3–4 

Patients (%) Patients (%)

CRPC Population Overall Population

ILDs/pneumonitis reported in 4 patients, all Grade 1. ILDs/pneumonitis reported in 5 patients receiving 6 mg/kg and 15 receiving 9 mg/kg, all 
Grade 1–2 except 2 Grade 3 events in two patients receiving 9 mg/kg.
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DB-1311/BNT324 showed encouraging efficacy and a manageable safety profile
in patients with heavily pretreated CRPC

• In patients with heavily pretreated CRPC, ORR was 42.3%, DCR was 90.4%, 6-month rPFS rate was 67.7%. Outcomes were 
similar by dose (6 mg/kg or 9 mg/kg)

• Outcomes appeared better in earlier treatment lines 

− Encouraging antitumor activity was also observed in later lines and regardless of number of prior NHTs, 
type of prior treatment, or metastatic site (caveat small sample size)

• Low discontinuation rates for both 6 mg/kg and 9 mg/kg despite higher Grade ≥3 TRAEs with 9 mg/kg

• Gastrointestinal and hematologic toxicities were the most common TRAEs

− Hematologic TRAEs occurred more frequently with 9 mg/kg, but did not lead to treatment discontinuation 

• Cohort 11 (CRPC after Lu-177) and Cohort 12 (taxane-naïve CRPC) are currently enrolling patients

• Further development of DB-1311/BNT324 in prostate cancer is warranted and is being planned

Dr Andrew Parsonson; #5015
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Conclusions

DB-1311/BNT324 is also being evaluated in 

combination with BNT327, an anti-PD-L1 x VEGF-A 
bispecific antibody, in SCLC and NSCLC 

(NCT06892548) and in HCC, cervical cancer, 

melanoma, and HNSCC (NCT06953089)
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DB-1311/BNT324
(B7H3 ADC) showed 

encouraging efficacy 

and a manageable 
safety profile in 

patients with heavily 

pretreated CRPC

1
While outcomes 

appeared better in 

earlier treatment lines,  
encouraging activity 

was also observed in 

later lines and 
regardless of 

type of prior treatment, 

or metastatic site

2
Study is currently 

enrolling post Lu-177 

CRPC (Cohort 11) and 
taxane-naïve CRPC 

(Cohort 12)

Further development of 

DB-1311/BNT324 in 

prostate cancer is 
warranted

3

Key Takeaway Points





six-transmembrane epithelial antigen of the prostate 2



iMC co-activation controls GoCAR-T cell proliferation, functional 
persistence, and production of immunomodulatory cytokines with 

administration of rimiducid





Targeting PSMA – 
folate hydrolase present in 90% + of CPSC

FDA approved in CRPC (Lu-177) 

Plichta KA et al Int. J. Mol. Sci. 2021, 22(22), 12095



Alpha particles vs Beta particles

Feuerecker et al  of Nuclear Medicine May 2023, 64 (5) 685-692;



SNMMI 2025 -- David A. Pattison, MBBS, MPH, FRACP, Royal Brisbane & Women's Hospital, Brisbane, Australia

Lead
-easy to make from 
local generator

-less toxicity due to 
short half life

-easier to combine 
with other agents
(lymphocyte 
sparing)

-can accurately 
measure dose using 
PB203



ESMO 2025 -- Results from the phase Ib dose escalation of 212Pb-ADVC001 in PSMA-positive 
metastatic castration-resistant prostate cancer (mCRPC): The theraPb trial

60% (9/15) of patients had a PSA80 response
80% (12/15) of patients had a PSA50 response



SUMMARY
- NOVEL T CELL ENGAGERS HAVE PROMISING ACTIVITY   ALONE AND IN COMBINATIONS
- ANTIBODY DRUG CONJUGATES ARE IN DEVELPOMENT
- CAR-Ts ARE STILL UNDER INVESTIGATION IN PROSTATE CANCER
- RADIOLIGAND THERAPY MAY BE USEFUL ALONE OR IN COMBINATION WITH IMMUNE 

THERAPY
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