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Introduction Results
PROCEADE®-PanTumor (NCT06710132) is an ongoing

Phase 1b/2, open-label trial investigating CEACAMS is a cell surface glycoprotein overexpressed in various cancers, including Baseline characteristics Table 1: Baseline characteristics Progression-free survival

precemtabart tocentecan (Precem-TcT; M9140), PDAC (~60%), with limited expression in healthy tissues*? = Baseline characteristics “ = After a median follow-up of 6.8 months, mPFS was 4.2 months (95% CI: 2.6, 5.8) overall and 5.3 months
an anti-CEACAM5 ADC with exatecan (TOP1 inhibitor) Precem-TcT is the first anti-CEACAM5 ADC with a B-glucuronide linker-payload combination indicate a typical Age, median (range), years e (95% CI: 1.6, 6.8) in the 2L population (Figure 4)

payload, as monotherapy at 2.8 mg/kg Q3W in in clinical development that selectively delivers exatecan, a potent TOP1 inhibitor, to advancgd/meIastatic P[_)AC ’ _ 0 ! - e p o R .

advanced/metastatic PDAC, GC, and NSCLC. We present CEACAMS5-overexpressing tumor cells®® (Figure 1) population, with 25 patients Age categories, n (%) igure 4: rrogression-iree survival by iline o erapy

: : 65 years 32 (69.6)

- ® _ _ _ N 2L (5430/0) and 21 N ;65 14 (30.4

interim results in patients with heavily pretreated In the ongoing Phase 1 PROCEADE®-CRC-01 study (NCT05464030), Precem-TcT has years (30.4)
2L/3L PDAC

1.0 :
demonstrated promising early efficacy (confirmed ORR of 20.7% and mPFS of 6.9 months 3L (45.7%) (Table 1) Sex, n (%) Line of therapy: —+— 2L

at 2.8 mg/kg Q3W) and a predictable and manageable safety profile in patients with Most patients (87.0%) were I;’lale | ég Egg-gg 027 |"L
. ) €emale . |
heavily pretreated mCRC®? pretreated with irinotecan

In preclinical models, Precem-TcT showed strong antitumor activity, including complete Ra:S?é: (%) (5T
CO n cl u S I O n S tumor regression, in PDAC PDX models vs limited activity of chemotherapeutic agents Treatment overview White 13 (28.3)
(including irinotecan)° = Of 46 patients, 12 (26.1%) Other 1(2.2)

Here, we report interim data from the ongoing PROCEADE®-PanTumor PDAC substudy in remained on treatment EC(?G PS, n (%) 22 (47.8)

Precem-TcT is the first anti-CEACAM5 ADC with a atients with pretreated, CEACAM5hie" expressing, mPDAC who have received one or two at data cutoff 1 24 (52.2)

TOP1|-paonad reporting clinical data in mPDAC (CEACAMS5high) prior lines of therapy (March 23, 2026) Time since initial cancer diagnosis,

Figure 1: Mechanism of action of Precem-TcT Most treatment median (min, max), months

Precem-TcT discontinuations were due Time since metastatic disease diagnosis, 11.2 (0.5, 83.1)

. . median (min, max), months mPFS, months : : 4.2
(M9140) CEACAMS- ' to progressive disease (95% CI) e = | (2.6, 5.8)
binding site @ Precem-TcT

- 63.0%) and TEAEs (8.7% Number of previous regimens for . , : |
%@ o a §§ » P pings to CEACANS ( ) ( ) metastatic/locally advanced disease, n (%) 0 3 4 5

Confirmed ORR was 24.0% (95% CI: 9.4, 45.1) and mPFS | Median duration of therapy 0 1(2.2)* Progression-free survival time (months)

. . 1 24 (52.2) Number of subjects at risk
was 5.3 months (95% CI: 1.6, 6.8) in the 2L population —— iy N was 4.1 months 2 20 (43.5) oL >5 - o 13 i
: TOP1 inhibitor Cleavable () ‘ ‘ 9 _Pr_ecem-Tc_T (ran e: O 7_8 7) 3 1 (2.2)#

_ Data benchmark well with the current SoC for exatecan payload B-glucuronide @ The B-glucuronide ° | is internalized ge: V. : - - O 3L 21 19 9 7 5
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: - ailiafl INonociona \\ reatment respo *Patient received adjuvant treatment and experienced di rogression within 1 th after it Safet verview
with data reported for other ADCs in development IgG1.4 antibody o et efficacy completion, Per protacol, this patient is considered to have received 1 fine of prior therapy for advanced arety ove
(ORR: 16.2-22.7%; mPFS: 5.3-5.4 months)?? ;acfc'.‘i':;;';e;c”'::gion %30 o disease. “Patient recelved 3 prior fines of freatment for metastatic disease = Any grade TEAEs occurred in 97.8% of patients, and grade >3 TEAEs in 78.3% of patients (Table 3)
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Interim results show encouraging efficacy, and an acceptable No. of events 28

and manageable safety profile in this highly refractory,
mostly irinotecan-pretreated, 2L and 3L population
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/ & Exatecan I8 " Confirmed ORR was Table 2: Treatment response All reported TEAEs resolved with standard supportive measures (eg., G-CSF and red blood cell or platelet
: : - : : 3 repor resolved wi rd supportiv ur o G- r r
This suggests Precem-TcT provides clinically relevant released 17.4% (95% CI: 7.8, 31.4) P P PP 9 P

in this diff ' N T © xa T ovenallone R oo potionts recoives @ raiative dose Intencity &
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tumor control in this difficult-to-treat population ¥ 8 | s hibits TOP1 24.0% (95% CI: 9.4, 45.1) - Over 80% of patients received a relative dose intensity of >80% of the planned dose level for Precem-TcT

The safety profile was manageable, and both safety and K/ LY ) A in the 2L population Confirmed ORR, % (35% C1) (N=46) 17.4(7.8, 31.4) No treatment-related deaths were reported

: . Confirmed ORR for 2L, % (95% CI) (n=25) 24.0 (9.4, 45.1)
preliminary PK data, were consistent with experience from (Table 2), with 1 additional Grade =3 TEAEs were predominantly hematologic, with the most common being neutropenia (43.5%) and

_ _ _ o ¥ PR in the 2L population Best overall response, n (%) anemia (34.8%) (Fiaure 5
patients with mCRC in the PROCEADE®-CRC-01 study N B Exatecan —Bg- B-glucuronide pending confirmation at Partial response, confirmed 8 (17.4) ( °) (F19 )

(NCT05464030) at 2.8 mg/kg Q3W.: | i | linker data cutoff (Figure 3) Stable disease 21 (45.7) 78.3% of patients had GI TEAEs; all were grade <3 and most were grade 1-2 (Figure 5)

_ _ _ : CEACAMS5 Topoisomerase 1 Progressive disease 12 (26.1 Th f interstitial | di
_ . " @ Exatecan kills neighboring E % | (26.1) ere were no cases of interstitial lung disease
Grade =3 TEAEs were primarily hematologic tumor cells via bystander effect ! ) Disease control at Week 12 Not evaluable 5 (10.9)

All GI TEAEs were grade <3 and mostly grade 1-2; was observed in 52.2% of DCR at Week 12 visit,% (95% CI) 52.2 (36.9, 67.1) Figure 5: TEAEs in =220% of patients Table 3: Safety overview

1D tad patients (Table 2) Anermia _ .

TEAEs mostly resolved through standard supportive Neutropenia Grade 2 Any TEAE 45 (97.8)

; : . (CMQ) W Grade 3
measures such as G-CSF, and red blood cell or platelet | _ _ Figure 3: Best objective response Any grade >3 TEAE 36 (78.3)
: : : : : : = From May to September 2025, the PDAC substudy enrolled 46 patients with advanced or metastatic Nausea Ml Grade 4
transfusions, and high dose intensity was maintained

PDAC from the US, Australia, France, Japan, and Korea (Figure 2) 50- AT @TIES =47 1M SAE L2 (8L)

across >80% of patients | Vomiti |
° P = Tumors had to have high expression of CEACAM5 (CEACAMS5Mah: >50% of tumor cells 40 omHng Any serious TEAE 19 (41.3)

Encouraging efficacy, and a predictable and manageable [of =100 viable tumor cells present] exhibit IHC 22+ membrane staining) 30+ Thrombocytopenia

safety profile, support continued clinical development Figure 2: Study design of PROCEADE®-PanTumor: Phase 1b/2, open-label, multicenter
of Precem-TcT at 2.8 mg/kg Q3W in PDAC and other matrix study (NCT06710132)
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A Phase 3 trial in patients with mCRC is ongoing locally-advanced or metastatic Precem-TcT monotherapy 2.8 mg/kg IV Q3W Primary OR
(PROCEADE®-CRC-03; NCT07549412) CEACAMS-expressing tumors
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: : : : resection/curative radiation 0 100 ! . -
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E written permission from ASCO® or the author of this poster - / *Patient received 3 prior lines of treatment for metastatic disease consistent with previous data from patients with mCRC
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2L, second-line of therapy; 3L, third-line of therapy; ADA, antidrug antibody; ADC, antibody-drug conjugate; AE, adverse event; CEACAMS5, carcinoembryonic antigen-related cell adhesion
molecule 5; CI, confidence interval; CMQ, Customized-MedDRA Query; CRC, colorectal cancer; DCR, disease control rate; DoR, duration of response; ECOG PS, Eastern Cooperative Oncology Group
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G-CSF, granulocyte colony-stimulating factor; GEJC, gastroesophageal junction; GI, gastrointestinal; HER2, human epidermal growth factor receptor 2; IgG, immunoglobulin;

IHC, immunohistochemistry; ILD, interstitial lung disease; 1V, intravenous; mCRC, metastatic colorectal cancer; mPDAC, metastatic pancreatic ductal adenocarcinoma; mPFS, median progression-
free survival; NE, not evaluable; NSCLC, non-small cell lung cancer; OR, objective response; ORR, objective response rate; PD, progressive disease; PDAC, pancreatic ductal adenocarcinoma;

PDX, patient-derived xenograft; PFS, progression-free survival; PI, principal investigator; PK, pharmacokinetic; PR, partial response; Q3W, once every 3 weeks; SD, stable disease;
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