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MAIN FINDINGS * The INCAT response was supported by meaningful mean improvement in

 CAPTIVATE is enrolling a broad, globally diverse CIDP patient every secondary efficacy metric
population spanning disease severity and prior treatment experience e Safety profile remains benign and consistent with claseprubart experience

e 75% of the futility cohort achieved at least a 1-point confirmed INCAT in other indications
response above clinical baseline on maintenance therapy with a * The interim CAPTIVATE findings support the therapeutic potential of classical
meaningful mean improvement of 1.6 pathway inhibition and continued evaluation of claseprubart in CIDP

e Chronic inflammatory demyelinating polyneuropathy (CIDP) is
a chronic, progressive, acquired autoimmune disease targeting Part A 104 weeks
peripheral nerves, resulting in demyelination.

e The current standard of care for CIDP includes intravenous (1V) Up to 13-week open label 52-week placebo-controlled RCT W Open-label extension
or subcutaneous (SC) immunoglobulins (Ig), corticosteroids, and N=256 N=128 Claseprubart

plasmapheresis (PLEX), all of which are associated with limited long- 300mg SC Q2W

term efficacy or burdensome administration.’
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e Claseprubart (DNTH103) is an investigational, clinical stage, potent

Responders randomized
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monoclonal antibody engineered to selectively target the classical A '“te";;f;sﬂ‘s’“der ( )
pathway by inhibiting the active form of the C1s protein (Figure 1). f;g:p‘;';;’;‘gmg (n=40) v Primary endpoint —
Claseprubart is designed to enable a more convenient SC, Review Panel (ICRP) N°"o'| TiLne to relapse during Part B
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infrequently dosed, self-administered injection. Typical, motor or Pe (based on adjusted INCAT)
. . : . : . L multifocal CIDP
e Targeting active C1s in patients with CIDP is supported by positive
pl’OOf-Of-COﬂCGpT results with rilipru bart (an active C1s inhibitor) Patients aged 18—75 years with confirmed CIDP are administered an IV loading dose of claseprubart followed by 300mg SC Q2W in Part A. Patients who responded (=1 point decrease in
i 3 INCAT score) were eligible for Part B and randomized to receive 300mg claseprubart SC Q2W or placebo for 52 weeks. CIDP, chronic inflammatory demyelinating polyneuropathy; INCAT,
across broad patient groups.

Inflammatory Neuropathy Cause and Treatment; IV, intravenous; Q2W, once every 2 weeks; RCT, randomized controlled trial; SC, subcutaneous

e Here, we present an interim analysis of the CAPTIVATE study, a
global, multicenter, randomized, double-blind, placebo-controlled
phase 3 study (NCT06858579) to evaluate the efficacy and safety of
claseprubart in a broad population of adults with CIDP.

Figure 3. Part A Interim Efficacy Analysis.

A. INCAT responders. B. Efficacy Assessments.

Figure 1. Claseprubart Mechanism of Action.
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built Overall Disability Scale.

e No impact on lectin or
alternative pathways,

C3a and C3b play a role C3a/C3b

potentially preserving, i"a"fi?%“fé“i;ﬁf:&fﬁ" Part B: Placebo-controlled, Relapse-Prevention Design Table 1. Baseline Demographics in Part A.
defense against immune coll chemofaxis — e Part B is a randomized, placebo-controlled, double-blind treatment
oenon ! and phagocytosis** '_ & innibiter | period of up to 52 weeks for participants who respond to Claseprubart 300mg Q2W (N=40)
XXX O e o e claseprubart in Part A. Age, (years)
l ! l classical, lectin e Responders from Part A will be randomized 1:1 in Part B to receive Mean (SD) 56.9 (12.5)
4 Qutzmer R et ol Immunclogy. Apr 2004111:435-43 MEN 300mg claseprubart or placebo given SC once every 2 weeks. Median (range) 59.5 (31-74)
6. Michailidou et al. Front Immunol. 2025161526317 COM R e The primary objective of CAPTIVATE is to evaluate the efficacy of Male, n (%) 26 (65.0)
claseprubart compared to placebo, assessed as the time from first CIDP diagnosis, n (%)
dose in Part B to relapse (=1 point increase in adjusted INCAT). Typical 35 (87.5)
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e To assess interim efficacy and safety of health-related quality of life outcomes. Motor I3,
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Claseprubart In Pat'ents in Part A of the open-label extension (OLE). Additionally, patients who have a relapse Prior treatment, n (%)
CAPTIVATE study. in Part B are also eligible for the OLE, including those who received SoC-treated 27 (67.5)
|g, corticosteroid, or PLEX rescue therapy. All patients are eligible Immunoglobulin 19 (47.5)

for a 40-week safety follow-up period following their last dose of

Oral corticosteroids 8 (20.0)
METHODS claseprubart or placebo.
SoC-refractory 9 (22.5)
Study Population Interim Responder AnaIyS|s (Part A) Treatment-naive 4 (10.0)
e Adults aged 18-75 years (inclusive) with a diagnosis of CIDP or Baseline Demographics Baseline efficacy measures
possible CIDP per the 2021 EAN/PNS guidelines.” Participants must e The pre-planned Part A interim analysis included the first 40 INCAT, mean (SD) 4.0 (1.21)
have typical, motor or multifocal CIDP. At screening, patients must claseprubart-treated patients with evaluable efficacy data. Grip strength, mean kPa (SD) 1.4 (20.0)
have a CIDP Disease Activity Status (CDAS) score =3, and INCAT e Most patients presented with typical CIDP with a mean (SD) "RODS, mean (SD) 47.9 (13.7)
score between 2 and 9 (inclusive) and be neurologically stable. time from diagnosis of 4.2 (6.1) years and were receiving ' SR
e Patients on prior standard of care (SoC) therapy were eligible immunoglobulins or oral corticosteroids at study entry (Table 1). MRC-SS, mean (SD) ICD)
if thev are SoC-refractorv (worsenina or inadeauate response ) ) CIDP, chronic inflammatory demyelinating polyneuropathy; INCAT, Inflammatory Neuropathy
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' claseprubart-treated patients in Part A were confirmed responders

Immunosuppressants are continued in Parts A and B. Treatment- . . . . . .
naive patients are also eligible. (=1 point decrease in the adjusted INCAT) (Figure 3A). Of the 10 Table 2. Part A Interim Safety Analysis.

non-responders, five had stable CIDP and five had a relapse.

e For patients on IV or SC Ig, the last dose for both must occur 1 O ,
e Confirmed responders also demonstrated clinically-meaningful

week prior to Day 1 of Part A. Patients who received complement

Claseprubart 300mg Q2W (N=40)

an IV loading dose (Figure 2).

e Beginning at Week 5, patients will be assessed for a response,
defined as a =1 point decrease in the adjusted INCAT (Inflammatory

inhibitors or anti-CD20 treatments within the previous 6 months are improvements in grip strength, MRC-SS, and I-RODS after 13 weeks Patients with any AEs 24 (60)
not eligible. of Q2W claseprubart treatment (Figure 3B). Grade 3 (not treatment-related)* 1(3)
. . . Interim Safetv Analvsis Treatment-related infections 0 (0)
Part A Design and Interim Analysis o Claseprubar{ was z;’enerally well-tolerated. All but one adverse event Patients with any SAEs* 1(3)

e Part Ais a 13-week open-label period in which patients are , . | . N :
administered SC 300mg claseprubart Q2W for 13 weeks following (AE; unrelated grade 3) were .m”d of moderate In Severity with no Treatmentrelated SAES 000)
treatment-related or serious infections, no related serious AES, or Serious infections 0 (0)
(

discontinuations due to safety (Table 2).
e One grade 3 serious AE of ureterolithiasis (not treatment-related)

AE leading to discontinuation 0 (0)

*One grade 3 SAE of ureterolithiasis (not treatment-related) was reported in a patient with

was reported in a patient with a history of ureterolithiasis prior to a history of ureterolithiasis prior to enrollment; the patient continued in the stud
Neuropathy Cause and Treatment) score compared to Part A . . . y P e p Y-
Pathy . ) P AR enrollment. The patient continued in the study. AE, adverse event; SAE, serious AE
baseline. If the response is confirmed at the next consecutive visit,
the participant will enter Part B (if the patient continues to meet the -_— e
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