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Precemtabart tocentecan (M9140), an anti-CEACAM5 ADC with exatecan payload, 
in patients with metastatic colorectal cancer: updated clinical data from the Phase 1 
PROCEADE-CRC-01 study
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PROCEADE‑CRC-01 (NCT05464030; Phase 1) 
evaluates the clinical activity and safety of the 
anti-CEACAM5 TOP1i-payload ADC precemtabart 
tocentecan (Precem-TcT) in patients with heavily 
pretreated mCRC. We present OS alongside 
updated PFS, ORR, and safety data from the 
dose optimization (2.8 mg/kg Q3W or  
2.4 mg/kg Q3W Precem-TcT)

•	 All patients were irinotecan, 
oxaliplatin, 5-FU, and 
bevacizumab pretreated; 
median age was 60.0 years 
(range, 29–80); ~50% 
were female; and baseline 
characteristics were overall 
well-balanced between the 
two DLs (Table S1)

•	 As of 02 Sep 2025, 5 patients 
(8.3%) remained on 
treatment (Table 1)

•	 Mean duration of therapy was 
6.5 ± 4.03 months, with 60% 
of patients having received 
>6 cycles of Precem-TcT 
therapy (Table 1)

	o Eight patients have 
received treatment for 
>1 year, of whom 4 were 
still on treatment at data 
cutoff

•	 CEACAM5 is overexpressed in ~90% of CRCs, with limited expression in healthy tissues1-3

•	 Precemtabart tocentecan (Precem-TcT) is the first anti-CEACAM5 ADC with a ß-glucuronide 
linker-payload combination in clinical development that selectively delivers exatecan, a 
potent TOP1i, to CEACAM5-overexpressing tumor cells (Figure 1)4

•	 In the dose escalation of the Phase 1 PROCEADE-CRC-01 study in patients with heavily 
pretreated mCRC (including irinotecan), Precem-TcT showed promising early efficacy and a 
predictable, manageable safety profile – without any cases of ILD or ocular toxicities5,6

•	 We present data from the dose optimization (Figure 2)

•	 In this population of 60 patients with heavily 
pretreated mCRC (all had received prior 
irinotecan), Precem-TcT has demonstrated 
promising efficacy with a predictable and 
manageable safety profile

•	 The trial is ongoing. At data cutoff 
(02 Sep 2025) in the 2.8 mg/kg Q3W arm: 

	o After a median follow-up of 13.1 months:

	– mOS was NR (95% CI: 8.7–NE)
	– mPFS was 6.9 months (95% CI:  
4.4–9.5); 6-month PFS rate was 64.3%

	o ORR was 31.0% (95% CI: 15.3–50.8; 
confirmed: 20.7% [95% CI: 8.0–39.7]) 

	o No ILDs – AEs commonly associated 
with ADCs – were observed; GI TRAEs 
were mild

	o Grade ≥3 TRAEs were mainly hematologic

•	 Notably higher ORR at 2.8 mg/kg Q3W vs 
2.4 mg/kg Q3W, and overall comparable 
safety and consistent PK profiles between 
the dose levels tested, support 2.8 mg/kg 
Q3W as the recommended dose for further 
development​

•	 OS, PFS, and ORR with Precem-TcT 
benchmark favorably with monotherapy 
(mOS 6.4–7.8 months; mPFS  
1.9–3.7 months; ORR 1–2%)1-4; or 
combination (SUNLIGHT: mOS 10.8 months; 
mPFS 5.6 months; 6-month PFS rate: 43%; 
ORR 6.1%)5 SoCs approved for 3L+ mCRC​

•	 Encouraging efficacy and predictable, 
manageable safety support further 
clinical development of Precem-TcT at 
2.8 mg/kg Q3W in mCRC and other 
CEACAM5‑expressing solid tumors 
(PROCEADE-PanTumor; NCT06710132)
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Figure 4. OS
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Figure 3. Objective response

Figure 5. PFS

Figure 6. Most common TRAEs by grade

EFFICACY

•	 At 2.8 mg/kg Q3W, ORR was 31.0% (95% CI: 15.3–50.8; confirmed: 20.7% [95% CI: 8.0–39.7]) and DCR was 44.8%  
(95% CI: 26.4–64.3) (Table 2, Figure S1) 

•	 Response did not appear to be impacted by KRAS/NRAS/BRAF mutation status, or by CEACAM5 expression status (Figure 3)
	o All patients with available IHC data had high CEACAM5 expression levels

•	 At 2.8 mg/kg Q3W, after a median follow-up of 13.1 months, mOS was NR (95% CI: 8.7–NE) (Figure 4), mPFS was 6.9 months  
(95% CI: 4.4–9.5), and the 6-month PFS rate was 64.3% (95% CI: 43.8–78.9) (Figure 5)

SAFETY

•	 Most common grade ≥3 TEAEs were hematologic* 60.0% (Table S2; Figure S2; Figure S3)
•	 Most common grade ≥3 TRAEs were neutropenia (43.3%) and anemia (40%) (Figure 6; Table S3)
•	 All GI TRAEs were grade 1-2; and there were no ILD events (Table S3)
•	 No Precem-TcT-related discontinuations or deaths were reported (Table 3)
•	 PK of conjugated antibody and unconjugated exatecan at 2.4 mg/kg and 2.8 mg/kg was generally consistent with data from the dose 

escalation phase (Figure S4)
*PTs for ‘Blood and lymphatic system disorders’ and ‘Investigations’ have been combined as composite terms for hematologic toxicities

Table 1. Treatment overview

Figure 2. Study design of PROCEADE-CRC-01

RESULTS

2.8 mg/kg 
Q3W 
n=29

2.4 mg/kg 
Q3W 
n=31

Total 
N=60

Patients still in trial, n (%) 17 (58.6) 13 (41.9) 30 (50.0)
Treatment ongoing, n (%) 2 (6.9) 3 (9.7) 5 (8.3)

Treatment completed/
discontinued, n (%)

Withdrawal by patienta

Death
Progressive disease

27 (93.1) 

1 (3.4)
0 (0.0)

25 (86.2)

28 (90.3) 

0 (0.0)
1 (3.2)

24 (77.4)

55 (91.7) 

1 (1.7)
1 (1.7)

49 (81.7)
Patients with ≥1 dose 
reduction, n (%) 11 (37.9) 6 (19.4) 17 (28.3)

Off treatment and in  
follow-up, n (%) 15 (51.7) 10 (32.3) 25 (41.7)

Duration of  
Precem-TcT therapy,  
Mean ± SD (months)

6.8 ± 3.88 6.3 ± 4.21 6.5 ± 4.03

Total number of infusions 
received, Mean ± SD

4–6
>6

9.1 ± 5.42 

5 (17.2)
18 (62.1)

8.5 ± 5.69 

7 (22.6)
18 (58.1)

8.8 ± 5.52 

12 (20.0)
36 (60.0)

aPatient went to hospice

Parameter
2.8 mg/kg 

Q3W 
n=29

2.4 mg/kg 
Q3W 
n=31

Total 
N=60

Objective response ratea, %
Unconfirmed (95% CI) 

of which confirmed (95% CI)

31.0 (15.3–50.8); 
n=9

20.7 (8.0–39.7); 
n=6

12.9 (3.6–29.8); 
n=4

6.5 (0.8–21.4); 
n=2

21.7 (12.1–34.2); 
n=13

 13.3 (5.9–24.6); 
n=8

Best overall response,  
unconfirmed, n (%)

Partial response
Stable disease
Progressive disease
Not evaluable

9 (31.0)
 13 (44.8)
 6 (20.7)
 1 (3.4)

 4 (12.9)
 20 (64.5)
 6 (19.4)
 1 (3.2)

 13 (21.7)
 33 (55.0)
 12 (20.0)
 2 (3.3)

DCR (SD+PR) at  
Week 24 ​(95% CI)b​, %

44.8  
(26.4–64.3); 

n=13​

41.9  
(24.5–60.9); 

n=13​

43.3 
(30.6–56.8); 

n=26

Overall response according to RECIST v1.1 as assessed by Investigators. aBest overall response 
assessment of CR or PR. bDCR defined as having an overall response assessment of CR, PR, SD, or  
non-CR/non-PD at Week 24 visit or later, prior to documented PD.

AEs, n (%)
2.8 mg/kg 

Q3W 
n=29

2.4 mg/kg 
Q3W 
n=31

Total 
N=60

Any TEAE
Any grade ≥3 TEAE
Any grade ≥4 TEAE

29 (100.0)
22 (75.9)
5 (17.2)

31 (100.0)
21 (67.7)
7 (22.6)

60 (100.0)
43 (71.7)
12 (20.0)

Any Precem-TcT-related TEAE (TRAE)
Any grade ≥3 TRAE
Any grade ≥4 TRAE

29 (100.0)
20 (69.0)
5 (17.2)

30 (96.8)
17 (54.8)
5 (16.1)

59 (98.3)
37 (61.7)
10 (16.7)

Any TRAE leading to permanent 
discontinuation of Precem-TcT 0 (0.0) 0 (0.0) 0 (0.0)

Any serious TRAE 4 (13.8) 5 (16.1) 9 (15.0)

Any TEAE leading to death 0 (0.0) 2 (6.5) 2 (3.3)

Any TRAE leading to death 0 (0.0) 0 (0.0) 0 (0.0)
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Endpoints for Part 2A:

Primary: AEs,
objective response,
duration of response

Secondary: PK, OS, PFS,
AEs, ECG changes, ADA,
disease control,
time-to-response   

Phase 1, FiH,
open-label

study

NCT05464030

Key eligibility criteria
• Patients with confirmed la/m 

CRC, intolerant/refractory to 
or progressing after systemic 
therapies, including irinotecan

• ECOG PS ≤1

• Patients with MSI-H status 
must have received treatment 
with an ICI unless 
contradicted 

N≈200

Dose escalation
mCRC

Dose expansion
mCRC (ongoing)

Arm A2: 2.4 mg/kgArm A1: 2.8 mg/kg

Part 2A: Dose optimization

Precem-TcT monotherapy (IV), Q3W

Part 2B: alternative regimen

Part 2C: combination regimen 

Part 2D: combination regimen

Part 1:
Monotherapy

(IV) Q3W

RDE
determined at: 

2.8 mg/kg
and
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Characteristics, n (%) 2.8 mg/kg Q3W 
n=29

2.4 mg/kg Q3W 
n=31

Total 
N=60

Age
Median (range), years 60.0 (41.0–80.0) 61.0 (29.0–77.0) 60.0 (29.0–80.0)

Age categories
<65 years
≥65 years

18 (62.1)
11 (37.9)

20 (64.5)
11 (35.5)

38 (63.3)
22 (36.7)

Sex
Male
Female

15 (51.7)
14 (48.3)

16 (51.6)
15 (48.4)

31 (51.7)
29 (48.3)

Race
Asian
White
Other

9 (31.0)
17 (58.6)
3 (10.3)

13 (41.9)
17 (54.8)
1 (3.2)

22 (36.7)
34 (56.7)
4 (6.7)

ECOG performance status
0
1

21 (72.4)
8 (27.6)

23 (74.2)
8 (25.8)

44 (73.3)
16 (26.7)

Site of primary tumor
Colon, left
Colon, right
Rectum

10 (34.5)
9 (31.0)
6 (20.7)

5 (16.1)
14 (45.2)
9 (29.0)

15 (25.0)
23 (38.3)
15 (25.0)

Time since initial cancer diagnosis
Median (min–max), years 2.0 (0.8–7.6) 2.3 (0.2–8.6) 2.1 (0.2–8.6)

Time since metastatic disease diagnosis
Median (min–max), years 1.6 (0.3–5.1) 1.6 (0.2–8.6) 1.6 (0.2–8.6)

Previous exposure to irinotecan 29 (100.0) 31 (100.0) 60 (100.0)

TEAEs, n (%) 2.8 mg/kg Q3W 
n=29

2.4 mg/kg Q3W 
n=31

Total 
N=60

Any grade ≥3 TEAE 22 (75.9) 21 (67.7) 43 (71.7)

Blood and lymphatic system disorders
Anemia
Neutropenia
Febrile neutropenia
Thrombocytopenia

17 (58.6)
13 (44.8)
6 (20.7)
3 (10.3)
1 (3.4)

15 (48.4)
11 (35.5)
5 (16.1)
3 (9.7)
4 (12.9)

32 (53.3)
24 (40.0)
11 (18.3)
6 (10.0)
5 (8.3)

Investigations
Neutrophil count decreased
WBC count decreased
Platelet count decreased
ALT increased
AST increased
GGT increased
Lymphocyte count decreased
Blood bilirubin increased

11 (37.9)
9 (31.0)
6 (20.7)
5 (17.2)
0 (0.0)
1 (3.4)
0 (0.0)
1 (3.4)
0 (0.0)

14 (45.2)
7 (22.6)
6 (19.4)
3 (9.7)
4 (12.9)
3 (9.7)
4 (12.9)
2 (6.5)
2 (6.5)

25 (41.7)
16 (26.7)
12 (20.0)
8 (13.3)
4 (6.7)
4 (6.7)
4 (6.7)
3 (5.0)
2 (3.3)

General disorders and administration site 
conditions
Asthenia

1 (3.4)
1 (3.4)

2 (6.5)
1 (3.2)

3 (5.0)
2 (3.3)

Nervous system disorders 1 (3.4) 1 (3.2) 2 (3.3)

Hepatobiliary disorders
Hepatic failure

2 (6.9)
1 (3.4)

5 (16.1)
1 (3.2)

7 (11.7)
2 (3.3)

GI disorders 3 (10.3) 2 (6.5) 5 (8.3)

Infections and infestations
 Pneumonia

5 (17.2)
2 (6.9)

0 (0.0)
0 (0.0)

5 (8.3)
2 (3.3)

TRAEs, n (%) 2.8 mg/kg Q3W 
n=29

2.4 mg/kg Q3W 
n=31

Total 
N=60

Any grade ≥3 TRAE 22 (75.9) 21 (67.7) 43 (71.7)

Blood and lymphatic system disorders
Anemia
Neutropenia
Febrile neutropenia
Thrombocytopenia
Pancytopenia

17 (58.6)
13 (44.8)
6 (20.7)
3 (10.3)
1 (3.4)
0 (0.0)

15 (48.4)
11 (35.5)
5 (16.1)
3 (9.7)
4 (12.9)
1 (3.2)

32 (53.3)
24 (40.0)
11 (18.3)
6 (10.0)
5 (8.3)
1 (1.7)

Investigations
Neutrophil count decreased
WBC count decreased
Platelet count decreased
Lymphocyte count decreased

10 (34.5)
9 (31.0)
6 (20.7)
5 (17.2)
1 (3.4)

8 (25.8)
7 (22.6)
6 (19.4)
3 (9.7)
1 (3.2)

18 (30.0)
16 (26.7)
12 (20.0)
8 (13.3)
2 (3.3)

Hepatobiliary disorders
Hepatic function abnormal

0 (0.0)
0 (0.0)

1 (3.2)
1 (3.2)

1 (1.7)
1 (1.7)

Table S1. Baseline and demographic characteristics Table S2. Selecteda grade ≥3 TEAEs Table S3. All grade ≥3 TRAEs

Figure S1. Treatment duration and response over time

Figure S2. Most common (≥10%) TEAEs by grade

Figure S3. Hematologic TEAEs (blood and lymphatic system disorders)a

Figure S4. PK of Precem-TcT at 2.4 mg/kg and 2.8 mg/kg

aAnemia: includes anaemia, haemoglobin decreased, RBC count decreased, and haematocrit decreased; neutropenia: includes neutropenia and 
neutrophil count decreased; thrombocytopenia: includes thrombocytopenia and platelet count decreased; leukopenia: includes leukopenia and WBC 
count decreased; lymphopenia: includes lymphopenia and lymphocyte count decreased; haematopoietic cytopenias excludes the Preferred Terms 
contained in the anaemia, neutropenia, thrombocytopenia, leukopenia, and lymphopenia.

aPreferred term ≥2 patients
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