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CONCLUSIONS

B Pumitamig plus chemotherapy showed encouraging antitumor activity in patients with
EGFR-mutated locally advanced or metastatic NSQ NSCLC who progressed on or
after at least one prior EGFR-TKI treatment

B Encouraging efficacy of pumitamig plus chemotherapy was observed across PD-L1
expression levels, with highest ORR, PFS, OS observed in patients with high (=50%)
PD-L1 expression

B Pumitamig demonstrated manageable safety and tolerability, with a low rate of
treatment discontinuation
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Background

B Pumitamig (BNT327/BMS986545) is an investigational anti—-PD-L1 x VEGF-A bispecific antibody that has shown
encouraging efficacy with a manageable safety profile in thoracic malignancies, including NSCLC'-°

B Pumitamig is designed to target both PD-L1 and VEGF-A in the tumor and TME (Figure 1)

m Binding to PD-L1 on tumor cells aims to restore effector T-cell function and to localize VEGF-A neutralization
within the TME. Neutralizing local VEGF can normalize tumor vasculature and reverse VEGF-induced
immune suppression

B The majority of patients with EGFR-mutated metastatic NSQ NSCLC respond to initial EGFR-TKI treatment®
B Many patients develop acquired resistance and disease progression after ~1 year,® highlighting an urgent need

for improved treatment options for patients with EGFR-mutated metastatic NSCLC progressing after first-line
EGFR-TKI therapy®

B We present PFS and OS data from an ongoing single-arm phase 2 study of pumitamig + chemotherapy in patients
with EGFR-mutated advanced NSCLC who progressed on or after standard EGFR-TKI treatment

Figure 1. Proposed mechanism of action of pumitamig, an anti-PD-L1 x VEGF-A bispecific antibody
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B Multicenter, single-arm, phase 2 open-label trial (NCT05756972) conducted in China to investigate the efficacy and
safety of pumitamig combined with chemotherapy in patients with EGFR-mutated metastatic NSCLC after standard
EGFR-TKI treatment (Figure 2)

B The correlation between tumor PD-L1 expression and efficacy outcomes was investigated

Figure 2. Trial design

NCT05756972 (PM8002-BC010C-NSCLC-R)

Key eligibility criteria

+ Age 218 years

*+ NSQ NSCLC (stage llIB/C and IV . -~
ineligible for surgery or local therapy) Negative (n = 28)

- EGFR-sensitizing mutation TPS <1%

» Failure of EGFR-TKI treatment(s)

* No prior systemic therapy other than

Treatment

Pumitamig (30 mg/kg) IV
Carboplatin (AUC 5 mg/mL/min)
Pemetrexed (500 mg/m?) IV
Q3W for 4 cycles

Assignment

EGFR-TKI(s) . by PD-L1 Low expression (n = 23)
* Asymptomatic/stable brain expression TPS 1%—49%
. metastasis was allowed ) N = 64

Pumitamig (30 mg/kg) IV
Pemetrexed (500 mg/m?) IV
Maintenance Q3W

Primary endpoints
* ORR assessed by investigator per

High expression (n = 13)
TPS 250%

RECIST v1.1 \
" PFS * Analysis by PD-L1 expression was determined with immunohistochemistry and classified
Secondary endpoints based on TPS
+ OS  All biopsies were taken after progression on EGFR-TKI therapy
« Safety

Baseline Characteristics
B As of October 18, 2025, the median follow-up was 20.4 months in the 64 patients enrolled (Table 1)
m Median age was 59.0 years, 89.1% had ECOG PS 1, and 23.4% had brain metastasis at baseline
m At time of database lock, median duration of treatment was 39.6 months and 8 (12.5%) patients remained on treatment

Table 1. Baseline demographic and disease characteristics

Overall PD-L1 <1% PD-L1 1%-49% PD-L1 250%
(N = 64) (n=28) (n=23) (n=13)
Median age, years (range) 59.0 (32-77) 59.0 (36-77) 60.0 (44-75) 60.0 (32-74)
Female, n (%) 29 (45.3) 11 (39.3) 11 (47.8) 7 (53.8)
ECOG PS, n (%)
0 7 (10.9) 4 (14.3) 2 (8.7) 1(7.7)
1 57 (89.1) 24 (85.7) 21 (91.3) 12 (92.3)
Brain metastasis, n (%)
Yes 15 (23.4) 7 (25.0) 5(21.7) 3(23.1)
No 49 (76.6) 21 (75.0) 18 (78.3) 10 (76.9)
EGFR mutation, n (%)
19Del 32 (50.0) 11 (39.3) 14 (60.9) 7 (53.8)
L858R 29 (45.3) 17 (60.7) 7 (30.4) 5(38.5)
Other* 3(4.7) 0 (0.0) 2(8.7) 1(7.7)

*S768l, L861Q, or G719X.

Efficacy
Tumor response

B Responses were observed across PD-L1 expression levels (overall ORR: 59.4%), with the highest ORR in patients
with PD-L1 250% (92.3%) (Table 2)

M In patients with 19Del, 21L858, or other EGFR mutations, cCORR was 65.6% (21/32), 55.2% (16/29) and 33.3%
(1/3), and DCR was 96.9%, 93.1%, and 100%, respectively

B [n patients with brain metastasis, cCORR was 60.0% with a DCR of 100%

Table 2. Tumor response overall and by PD-L1 expression status

Overall PD-L1 <1% PD-L1 1%-49% PD-L1 250%
(N = 64) (n = 28) (n =23) (n=13)
Confirmed ORR, % 59.4 42.9 60.9 92.3
(95% Cl) (46.4—-71.5) (24.5-62.8) (38.5-80.3) (64.0-99.8)
BOR, n (%)
PR 38 (59.4) 12 (42.9) 14 (60.9) 12 (92.3)
SD 23 (35.9) 14 (50.0) 9 (39.1) 0 (0.0)
PD 3(4.7) 2(7.1) 0 (0.0) 1(7.7)
DCR, % 95.3 92.9 100.0 92.3
(95% ClI) (86.9-99.0) (76.5-99.1) (85.2-100.0) (64.0-99.8)
DOR, median, months 8.3 7.6 8.8 20.9
(95% CI) (7.0-18.1) (4.3-NR) (4.2-17.9) (5.7-NR)
TTR, median, months 1.5 2.1 1.4 1.6
(95% CI) (1.2-8.5) (1.2-8.5) (1.2-4.1) (1.3-4.0)
Survival

B Median PFS was 9.6 months in the overall population, with a 12-month PFS rate of 42.4% (Figure 3A)

m Median PFS was 8.4 months in the PD-L1 <1% subgroup, 9.6 months in the PD-L1 1%—49% subgroup, and
19.5 months in the PD-L1 250% subgroup

B Median OS was not reached in the overall population (Figure 3B)

m 12-month OS rates were 79.7% overall, 78.6% in the PD-L1 <1% subgroup, 82.6% in the PD-L1 1%—49%
subgroup, and 76.9% in the PD-L1 250% subgroup

B Median PFS in patients with 19del, 21L858, or other EGFR mutations was 10.7 months, 9.0 months, and NR,
respectively

m OS was not mature
B In patients with brain metastasis, median PFS was 8.3 months and median OS was 22.2 months

Figure 3. Kaplan-Meier curves of (A) PFS and (B) OS overall and by PD-L1 expression status
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Safety

TRAES related to any drug were reported in all patients, and were grade =3 in 68.8% (Table 3)

The most frequent TRAESs included hematologic AEs, elevated aminotransferases, and proteinuria (Figure 4)
TRAES led to treatment discontinuation in 12 patients and to death in 1 patient due to pneumonia

Grade 23 irAEs occurred in 7.8% of patients

Grade =3 hemorrhage/bleeding events occurred in 3.1% of patients (Table 4)

Table 3. Safety summary*

Overall (N = 64)

Any TEAE, n (%) 64 (100)
Grade 23 49 (76.6)
Any TRAE, n (%) 64 (100)
Grade 23 44 (68.8)
TRAE leading to dose interruption, n (%) 31 (48.4)
TRAE leading to permanent discontinuation, n (%) 12 (18.8)
TRAE leading to death, n (%)t 1(1.6)
Grade 23 irAEs, n (%) 5(7.8)

*TRAESs are pumitamig and/or chemotherapy related; TPneumonia.

Table 4. Hemorrhage/bleeding TEAEs

Patients (N = 64)

Any-grade, n (%) 12 (18.8)
Epistaxis 5(7.8)
Hematochezia 3(4.7)
Hematuria 2(3.1)
Hemoptysis 2(3.1)
Hemorrhage 1(1.6)
Pulmonary hemorrhage 1(1.6)

Grade 23, n (%) 2(3.1)

Leading to interruption of pumitamig, n (%) 2(3.1)

Leading to discontinuation of pumitamig, n (%) 2(3.1)

Leading to death, n (%)* 1(1.6)

*Hemorrhage. Death was not considered treatment related.

Figure 4. TRAESs related to any study drug occurring in 215% of patients (N = 64)
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