
Figure 1 Patients achieving ASAS40 (NRI) and ASDAS <2.1 (MI)  
at Week 16 and Week 52, stratified by baseline  
characteristic subgroups

Figure 3 Mean change from baseline in MRI SPARCC SIJ and 
MRI Berlin spine scores at Week 16 and Week 52, 
stratified by baseline characteristic subgroups (OC)
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Objective
To assess the impact of patient baseline characteristics, including age, body mass index (BMI),  
C-reactive protein (CRP) levels and human leukocyte antigen B27 (HLA-B27) status, 
on clinical outcomes in patients with axial spondyloarthritis (axSpA) treated with 
bimekizumab (BKZ) at Week 16 versus placebo (PBO), and longer term up until 1 year.

Conclusions
Bimekizumab demonstrated greater improvements in clinical outcomes compared with 
placebo at Week 16 in patients with axSpA, regardless of patient demographics and 
baseline clinical presentation. Improvements were sustained or further improved to 1 year 
across all subgroups.
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Introduction
•	 BKZ is a monoclonal IgG1 antibody that selectively inhibits interleukin (IL)‑17F in addition  

to IL-17A.

•	 BKZ has demonstrated sustained long-term efficacy and safety in patients with 
non-radiographic (nr-) and radiographic (r-)axSpA in the phase 3 studies BE MOBILE 1 and 2,1  
as well as comparable efficacy at 1 year across sexes and at 2 years across varying 
symptom durations.2,3

•	 Baseline characteristics (age, BMI, CRP, HLA-B27) may predict clinical response in axSpA.4 
Here, we examine BKZ efficacy across these subgroups through 1 year.

Methods
•	 In the BE MOBILE 1 (nr-axSpA; NCT03928704) and 2 (r-axSpA; NCT03928743) trials, patients 

were randomised to receive subcutaneous BKZ 160 mg every 4 weeks (Q4W) or PBO. From 
Week 16–52, all patients received BKZ 160 mg Q4W.

•	 The proportions of patients achieving Assessment of Spondyloarthritis international Society 40% 
(ASAS40; non-responder imputation [NRI]) and Axial Spondyloarthritis Disease Activity Score 
(ASDAS) <2.1, and mean change from baseline in ASDAS, Bath Ankylosing Spondylitis Disease 
Activity Index (BASDAI), Ankylosing Spondylitis Quality of Life (ASQoL; all multiple imputation 
[MI]) and objective signs of inflammation (OSI; MRI Spondyloarthritis Research Consortium of 
Canada [SPARCC] sacroiliac joint [SIJ] and MRI Berlin spine; observed case [OC] for patients 
enrolled in MRI sub-studies) were assessed from Week 16–52 for the pooled nr-/r-axSpA 
populations, stratified by baseline:

	– Age (≤35, >35–≤45, >45 years)

	– BMI (<25, ≥25–<30, ≥30 kg/m2)

	– hs-CRP (≤5, >5 mg/L)

	– HLA-B27 (negative, positive)

•	 To compare the Week 16 treatment effect of BKZ versus PBO across subgroups, adjusted odds 
ratios and least squares (LS) mean differences were calculated using logistic regression and 
ANCOVA, respectively; p-values are not reported due to the post hoc nature of these analyses.

Results
•	 Of 586 pooled patients across BE MOBILE 1 and 2, 349 and 237 were randomised to BKZ 

and PBO at baseline, respectively. Baseline characteristics were largely similar across 
treatment groups (Table).

•	 Generally, larger improvements in clinical outcomes were seen for BKZ versus PBO across all 
subgroups at Week 16 (Figures 1–3).

	– At Week 16, a larger proportion of patients in the BKZ group achieved ASAS40 and 
ASDAS <2.1 compared with PBO across all subgroups.

	– A significant difference, indicated by 95% confidence intervals (CIs) for adjusted odds 
ratios that did not cross 1, was observed for BKZ versus PBO across most subgroups, 
with the exception of patients aged >45 years, with BMI ≥30 kg/m2 and HLA‑B27 
negative patients (ASDAS <2.1 only; Figure 1).

	– At Week 16, greater LS mean reductions (i.e., improvements) from baseline in ASDAS, 
BASDAI and ASQoL were detected for BKZ compared with PBO across all subgroups.

	– A significant difference, indicated by 95% CIs for LS mean differences that did not  
cross 0, was observed for BKZ versus PBO across most subgroups, with the exception 
of patients aged >45 years (BASDAI only) and with BMI ≥30 kg/m2 (BASDAI and  
ASQoL only; Figure 2).

	– At Week 16, greater LS mean reductions from baseline in OSI were detected for BKZ versus 
PBO across all subgroups.

	– A significant difference, indicated by 95% CIs for LS mean differences that did not 
cross 0, was observed for BKZ versus PBO across most subgroups, with the exception 
of patients aged >45 years and HLA-B27 negative patients (all outcomes), those 
with BMI ≥30 kg/m2 (MRI SPARCC SIJ only), and those with BMI <25 kg/m2 and 
CRP ≤5 mg/L (MRI Berlin spine only; Figure 3).

•	 At Week 52, improvements were sustained or further improved across all subgroups 
and endpoints in the “All BKZ” group, which included patients randomised to BKZ and 
PBO-randomised patients who switched to BKZ at Week 16 (Figures 1–3).

This post hoc analysis assessed the impact of age, BMI, CRP and HLA-B27 on clinical responses in 
patients with axSpA treated with bimekizumab at Week 16 vs placebo, and longer-term up until 1 year, 

using pooled data from two phase 3 trials.

Week 16 Week 52

Greater improvements in clinical outcomes were
seen for bimekizumab versus placebo across all

subgroups at Week 16.

Di�erences between bimekizumab and placebo
were significant at Week 16 across most subgroups

for each clinical outcome.

BASDAIASDASASAS40

ASQoL MRI Outcomes
(SPARCC SIJ

and Berlin spine)

Improvements in
clinical responses with

bimekizumab treatment
were sustained or further

improved to 1 year,
regardless of baseline

characteristics.

Pooled randomised set (MI). N numbers indicate total number of patients available in the treatment group. For ASDAS, BASDAI and ASQoL, larger decreases indicate larger improvements. Adjusted least squares mean differences calculated using ANCOVA with factors for treatment, region, feeder study (BE MOBILE 1 or BE MOBILE 2), baseline continuous variable value, subgroup, and treatment × subgroup. [a] Unadjusted mean CfB (SE) [N] 
reported for the ‘all patients’ row at Week 16 and Week 52; [b] All BKZ group includes BKZ-randomised patients and PBO-randomised patients who switched to BKZ at Week 16.
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Figure 2 Mean change from baseline in ASDAS, BASDAI and ASQoL at Week 16 and Week 52, stratified by baseline characteristic subgroups (MI)

Pooled randomised set. The total ranges of the MRI SPARCC SIJ and MRI Berlin spine scores are 0–72 and 0–69, respectively. [a] n=348;  
[b] Only includes patients from the MRI sub-studies; [c] n=118; [d] n=172; [e] n=115; [f] n=168.

Mean (SD) unless otherwise specified
PBO  

(N=237)
BKZ 160 mg Q4W  

(N=349)

Age, years 38.8 (12.1) 40.0 (11.8)

Sex, male, n (%) 145 (61.2) 233 (66.8)

BMI, kg/m2 27.4 (5.7) 26.9 (5.9)

HLA-B27, positive, n (%) 187 (78.9) 294 (84.2)

hs-CRP, mg/L, geometric mean (geometric CV, %) 5.7 (216.6) 5.8 (286.5)

hs-CRP >5 mg/L (ULN), n (%) 138 (58.2) 207 (59.3)

ASDAS 3.7 (0.7) 3.7 (0.8)a

BASDAI 6.6 (1.3) 6.6 (1.3)

ASQoL 9.0 (4.3) 9.2 (4.7)

MRI SPARCC SIJb 7.4 (10.8)c 6.7 (9.2)d

MRI Berlin spineb 2.2 (3.5)e 2.5 (3.9)f

Table Baseline demographics and characteristics by 
treatment group for patients pooled across  
BE MOBILE 1 and 2

Pooled randomised set (ASAS40 reported with NRI; ASDAS <2.1 reported with MI). N numbers indicate total number of patients available in 
the treatment group. Adjusted responder rates and odds ratios calculated using logistic regression with factors for treatment, feeder study  
(BE MOBILE 1 or BE MOBILE 2), region, subgroup, and treatment × subgroup. [a] Unadjusted data reported for the ‘all patients’ row at  
Week 16 and Week 52; [b] All BKZ group includes BKZ-randomised patients and PBO-randomised patients who switched to BKZ at Week 16.

Patients enrolled in MRI sub-studies within the pooled randomised set (OC). For MRI SPARCC SIJ and MRI Berlin spine scores, larger 
decreases indicate larger improvements. Adjusted least squares mean differences calculated using ANCOVA with factors for treatment, 
region, feeder study (BE MOBILE 1 or BE MOBILE 2), baseline continuous variable value, subgroup, and treatment × subgroup. [a] Unadjusted 
mean CfB (SD) [N] reported for the ‘all patients’ row at Week 16 and Week 52; [b] N numbers reflect the number of patients included in 
each analysis, rather than the total number of patients in the treatment group; [c] All BKZ group includes BKZ-randomised patients and 
PBO-randomised patients who switched to BKZ at Week 16.
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