
Summary

Presented at ACR Convergence 2025  |  October 24–29  |  Chicago, IL 

0428

To receive a copy  
of this poster,  

scan the QR code.
Link expiration:  
January 27, 2026

Figure 2 Cumulative probability plot for change from baseline in 
CANDEN total inflammation score at Week 16 (0–614; OC)

Randomized set. In patients with r-axSpA included in the MRI sub-study with CANDEN assessments at baseline and Week 16. 

Randomized set. [a] Includes patients with CANDEN assessments at baseline, Week 16, Week 52, and Week 104; [b] n=220; [c] n=48; [d] n=89. 

Patients with CANDEN assessments 
at all four timepointsa Overall population

Mean (SD),  
unless otherwise specified

PBO 
(n=38)

BKZ 160 mg Q4W 
(n=64)

PBO  
(n=111)

BKZ 160 mg Q4W 
(n=221)

Age, years 39.3 (11.7) 40.5 (11.9) 39.2 (12.6) 41.0 (12.1)

Sex, male, n (%) 25 (65.8) 47 (73.4) 80 (72.1) 160 (72.4)

HLA-B27 positive, n (%) 29 (76.3) 59 (92.2) 93 (83.8) 191 (86.4)

Symptom duration, years 12.1 (9.0) 13.1 (10.9) 11.9 (8.6) 14.2 (11.0)

ASDAS 3.6 (0.7) 3.8 (0.9) 3.7 (0.8) 3.7 (0.8)b

BASDAI 6.5 (1.3) 6.5 (1.3) 6.5 (1.3) 6.5 (1.3)

BASFI 5.0 (1.9) 5.1 (2.1) 5.2 (2.0) 5.3 (2.2)

ASQoL 7.3 (3.9) 8.5 (4.9) 8.5 (4.3) 9.0 (4.7)

MRI Berlin spine score 3.8 (5.7) 3.5 (4.3) 3.2 (4.1)c 3.3 (4.5)d

hs-CRP, mg/L, median (Q1, Q3) 6.1 (2.2, 11.2) 8.2 (2.5, 22.7) 6.3 (2.7, 17.2) 8.2 (2.4, 17.7)

Prior TNFi exposure, n (%) 4 (10.5) 10 (15.6) 17 (15.3) 37 (16.7)

Table Patient demographics and baseline characteristics 
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Objective
To evaluate the effects of 2-year treatment with bimekizumab (BKZ) on spinal MRI inflammatory and structural 
lesions in patients with radiographic axial spondyloarthritis (r-axSpA) from a phase 3 study and its open-label 
extension (OLE) using Canada-Denmark (CANDEN) scoring.

Conclusions
In patients with r-axSpA, comprehensive scoring of MRI spinal inflammatory and structural lesions using 
CANDEN showed that two years of bimekizumab treatment led to a rapid and sustained reduction in 
inflammation, an initial increase in fat lesions with minimal subsequent change, and minimal changes in 
erosions and new bone formation.

These results build on previous findings that showed minimal spinal radiographic progression in r-axSpA with 
two years of bimekizumab treatment, possibly suggesting that bimekizumab leads to tissue repair in the spine 
without resulting in new bone formation. 
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Background
•	 Spinal inflammation and structural progression are key features of r-axSpA.1,2 CANDEN scoring enables 

anatomical-based assessments of MRI inflammatory and structural lesions by spinal compartment.3

•	 BKZ, a monoclonal IgG1 antibody that selectively inhibits interleukin (IL)-17F in addition to IL-17A, has shown sustained 
efficacy and safety to 3 years in patients across the full spectrum of axSpA in the phase 3 studies BE MOBILE 1 and 
BE MOBILE 2 and their open-label extension (OLE), and to 5 years in r-axSpA in the phase 2b study BE AGILE.4,5 

	– Minimal spinal radiographic progression with two years of BKZ treatment has previously been demonstrated in 
r-axSpA, evaluated using the modified Stoke Ankylosing Spondylitis Spinal Score (mSASSS).6

•	 Here, we present the first 2-year evaluation of the effects of a biologic treatment (i.e., BKZ) on active MRI inflammation 
and structural lesions across the whole spine of patients with r-axSpA using CANDEN scoring. 

Methods
•	 In BE MOBILE 2 (NCT03928743), patients with r-axSpA were randomized to subcutaneous BKZ 160 mg every  

4 weeks or placebo (PBO); from Week 16, all patients received BKZ. At Week 52, eligible patients could enroll in the 
OLE (NCT04436640) and continue receiving BKZ.4

•	 Post hoc CANDEN scoring assessments were conducted in patients included in the MRI sub-study who had evaluable 
spinal MRIs at all four timepoints: baseline, Week 16, Week 52, and Week 104; all readers were blinded to timepoint. 

•	 We report mean change from baseline (CfB) at Week 16, Week 52, and Week 104 in total inflammation score and  
subscores for vertebral bodies (corners and non-corners), posterolateral elements, and facet joints, as well as the 
cumulative probability for mean CfB in total inflammation score at Week 16, in patients with CANDEN assessments  
at baseline and Week 16. Mean CfB of total structural lesion scores (fat lesions, erosions, and new bone formation)  
at Week 16, Week 52, and Week 104 are also presented.

•	 All data are reported using observed case (OC).

Results
Patients
•	 140/332 (42.2%) patients in BE MOBILE 2 had MRIs eligible for CANDEN scoring. 102 patients (PBO/BKZ: 38; BKZ: 64) 

had CANDEN scores at baseline, Week 16, Week 52, and Week 104. 

	– The baseline characteristics of these patients were largely comparable between treatment arms and with the 
overall population (Table). 

Inflammation
•	 At Week 16, a greater reduction from baseline in the total inflammation score was seen with BKZ  

versus PBO (Figures 1A and 2). 

	– At Week 52, after switching to BKZ at Week 16, PBO-randomized patients had an improvement from baseline 
comparable to BKZ-randomized patients, both of which were largely sustained at Week 104.

•	 Similar patterns of improvement were observed for the vertebral body (corners only) and posterolateral  
elements subscores (Figures 1B and 1D).

•	 At Week 104, minimal mean CfB was observed in both treatment arms in the vertebral body (non-corners only) and 
facet joint subscores (Figures 1C and 1E). 

Structural lesions
•	 At Week 16, a greater increase from baseline in the total fat lesion score was seen with BKZ versus PBO (Figure 3). 

	– From Week 16 to Week 104, minimal further change in the total fat lesion score in BKZ-randomized patients was 
observed. After switching to BKZ at Week 16, PBO-randomized patients followed the pattern of an increase in the 
total fat lesion score at Week 52 followed by minimal change at Week 104. 

•	 No changes were observed in the total erosion score to Week 104.

•	 Minimal changes were observed in the total new bone formation score to Week 104 (Figure 4).

Figure 1 Change from baseline to Week 104 in CANDEN total inflammation score and subscores (OC)

Randomized set. In patients with r-axSpA included in the MRI sub-study with CANDEN assessments at baseline, Week 16, Week 52, and Week 104. 

The CANDEN scoring system allows for detailed, anatomical evaluations of MRI 
inflammatory and structural lesions in the spine, using the following scores and subscores:

In patients with r-axSpA, two years of treatment with bimekizumab led to:

Rapid and 
sustained reductions 

from baseline in 
inflammation

Increases 
from baseline 
in fat lesions

No 
changes 

in erosions

Minimal 
changes in new 
bone formation

Total fat lesion 
score (0–510) 

Total erosion
score (0–208)

Total new 
bone formation 
score (0–460)

Total inflammation 
score (0–614)

Vertebral body (corners only) subscore (0–254)

Vertebral body (non-corners only) subscore (0–162)

Posterolateral elements subscore (0–152)

Facet joint subscore (0–46)

Vertebral body subscore (0–464)

Posterior elements subscore (0–46)

Vertebral body subscore (0–162)

Posterior elements subscore (0–46)

Vertebral body subscore (0–414)

Posterior elements subscore (0–46)

A) Total inflammation (0–614)

B) Vertebral body (corners only) subscore (0–254)

C) Vertebral body (non-corners only) subscore (0–162)

D) Posterolateral elements subscore (0–152)

E) Facet joint subscore (0–46)

Figure 4 Change from baseline in CANDEN total new bone 
formation score to Week 104 (0–460; OC)

Randomized set. In patients with r-axSpA included in the MRI sub-study with CANDEN assessments at baseline, Week 16, Week 52, and Week 104. 

Figure 3 Change from baseline in CANDEN total fat lesion score to 
Week 104 (0–510; OC)

Randomized set. In patients with r-axSpA included in the MRI sub-study with CANDEN assessments at baseline, Week 16, Week 52, and Week 104. 
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