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Bimekizumab efficacy and safety in
patients with moderate to severe plaque
psoriasis: Two-year interim results from

the open-label extension of the
randomized BE RADIANT phase 3b trial
Bruce Strober, MD, PhD,a,b Carle Paul, MD, PhD,c Andrew Blauvelt, MD, MBA,d Diamant Thaçi, MD, PhD,e

Luis Puig, MD, PhD,f Mark Lebwohl, MD,g Katy White, MSc,h Veerle Vanvoorden, MSc,i

Delphine Deherder, MSc,j Natalie Nunez Gomez, MD,k and Kilian Eyerich, MD, PhDl
Background: Bimekizumab is a monoclonal IgG1 antibody that inhibits interleukin-17A/F. Bimekizumab
is more efficacious than secukinumab over 1 year in the treatment of psoriasis.
Objective: Evaluate the safety and efficacy of bimekizumab through 2 years in patients with moderate to
severe plaque psoriasis.
Methods: The BE RADIANT phase 3b randomized controlled trial consisted of a 48-week double-blinded
period, where patients received bimekizumab (320 mg every 4 or 8 weeks) or secukinumab (300 mg
weekly to Week 4, then every 4 weeks), and an open-label extension (OLE). From Week 48, all patients
received bimekizumab in the OLE.
Results: At Week 48, more patients achieved complete skin clearance (PASI 100; modified non-responder
imputation) with bimekizumab than secukinumab (74.8% vs 52.8%). PASI 100 responses were maintained to
Week 96 in continuous bimekizumab patients (70.8%); patients who switched from secukinumab to
bimekizumabhad increased rates atWeek96 (76.6%). Themost commonadverse eventswere: nasopharyngitis,
oral candidiasis, and urinary tract infection. Safety data were consistent with the known safety profile of
bimekizumab.
Limitations: Limited racial diversity; overlap with the COVID-19 pandemic.
Conclusions: High PASI 100 responses achieved with bimekizumab over 48 weeks were sustained through
Week 96; secukinumab patients who switched to bimekizumab achieved similar responses by Week 96. ( J
Am Acad Dermatol 2023;89:486-95.)

Key words: bimekizumab; clinical trial; efficacy; open-label; plaque psoriasis; psoriasis; safety;
secukinumab.
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INTRODUCTION continue in the open-label extension (OLE). Full
12
The interleukin (IL)-17 cytokine family, comprising
isoforms IL-17AeF, mediates an intercellular signaling
network regulating local tissue homeostasis.1

Overexpression of IL-17s is a pathologic driver for
many inflammatory diseases, including psoriasis.2

IL-17A and IL-17F have been implicated in psoriasis;3
CAPSULE SUMMARY

d Long-term treatment with, or switching
between, biologics may result in loss of
response in patients with psoriasis.

d The interleukin-17A/F inhibitor
bimekizumab showed high rates of
response over 96 weeks. Switching from
secukinumab (interleukin-17A inhibitor)
to bimekizumab was successful. The
most common adverse events were
nasopharyngitis, urinary tract infection,
and Candida infections.
although IL-17A is more
potent, IL-17F expression is
higher in psoriatic skin.4

IL-17A inhibitors, such as
secukinumab and ixekizu-
mab, are used to treat psoria-
sis.5 IL-17A and IL-17F are
homodimeric cytokines,
which can also form IL-17A/F
heterodimers.6 Dual neutrali-
zation of IL-17F and IL-17A
could be more efficacious
than neutralization of IL-17A
alone.7,8 Bimekizumab is a
monoclonal IgG1 antibody
that selectively inhibits IL-
17A and IL-17F, which was

efficacious and safe in the treatment of moderate to
severe plaque psoriasis in phase 3 trials.7,9-11

BE RADIANT (NCT03536884) was the first phase 3
trial comparing dual IL-17A and IL-17F inhibition via
bimekizumab with IL-17A inhibition alone via secu-
kinumab.12 Per results from Year 1 of BE RADIANT,
bimekizumab was more effective than secukinumab
over 48 weeks, including in complete skin clearance
(100% improvement in Psoriasis Area and Severity
Index [PASI] from baseline; PASI 100). Bimekizumab
was well-tolerated, with nasopharyngitis, oral candi-
diasis, and upper respiratory tract infection as the
most commonly reported adverse events (AEs).12

Given the chronic nature of psoriasis and the
potential loss of clinical response over time with
biologics, considering the long-term safety and
efficacy of bimekizumab is important.13 As IL-17
inhibitors are a relatively new antipsoriatic treat-
ment, within-class switching data are sparse, with
existing studies limited by small cohort sizes and
short durations.14-18 Therefore, establishing the
safety and efficacy of bimekizumab following prior
IL-17A inhibition via secukinumab is also important.
Here, we report bimekizumab efficacy and safety
through 2 years in BE RADIANT.
METHODS
Patients

Patients who completed the 48-week double-
blinded period of BE RADIANT were eligible to
baseline eligibility criteria have been published.
Patients entering the OLE signed new consent forms,
providing written informed consent documented in
accordance with local regulations, the International
Conference on Harmonization-Good Clinical
Practice requirements, and the ethical principles
originating from the
Declaration of Helsinki.

Study design
BE RADIANT is a phase

3b, multicenter trial, with
a 16-week double-blinded
initial treatment period, 32-
week double-blinded main-
tenance period, and ongoing
OLE (Fig 1).

Patients were initially ran-
domized 1:1 to bimekizumab
320mg every 4weeks (Q4W)
or secukinumab 300 mg
weekly to Week 4, then
Q4W (label dosing at time
of study design).19 At Week 16, patients receiving
bimekizumab were re-randomized 1:2 to bimekizu-
mab 320 mg Q4W or every 8 weeks (Q8W) to Week
48. Secukinumab-randomized patients continued on
secukinumab Q4W until Week 48, at which point
they switched to open-label bimekizumab. Full
double-blinded study details have been reported.12

The OLE began atWeek 48 and is ongoing at the time
of writing, lasting until Week 144 with final doses at
Week 136 (following protocol amendment, the
OLE will be optionally extended by 48 weeks for
US/Canadian sites). We report the results of a Week
96 interim analysis.

On OLE entry, all patients received open-label
bimekizumab. Dose frequency (320 mg Q4W or
Q8W) was dependent on Week 48 PASI 90 ($90%
improvement from baseline in PASI) response and
double-blinded period treatment (Fig 1); patients
and study sites remained blinded to double-blinded
period treatments.

All patients who did not achieve PASI 90 at Week
48 received bimekizumab Q4W upon OLE entry.
Patients who received bimekizumab Q8W in the
maintenance period and achieved PASI 90 at Week
48 continued on Q8W. Patients who received bime-
kizumab Q4W or secukinumab in the maintenance
period and achieved PASI 90 at Week 48 were
randomized 1:1 to bimekizumab Q4W or Q8W.

Following protocol amendment, resulting from
phase 3 data on the similar efficacy of bimekizumab
Q8W and Q4W maintenance treatment, all patients



Abbreviations used:

AE: adverse event
BSA: body surface area
DLQI: Dermatology Life Quality Index
EAIR: exposure-adjusted incidence rate
IGA: Investigator’s Global Assessment
IL: interleukin
mNRI: modified non-responder imputation
NRI: non-responder imputation
OC: observed case
OLE: open-label extension
PASI: Psoriasis Area and Severity Index
PASI 90/100: $90%/100% improvement from

baseline in PASI
PY: patient-years
Q4W: every 4 weeks
Q8W: every 8 weeks
SAE: serious adverse event
TEAE: treatment-emergent adverse event
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receiving bimekizumab Q4W were switched to
bimekizumab Q8W at the next scheduled visit at or
after Week 64.

Efficacy
Efficacy outcomes are reported for patients who

entered the OLE, grouped by baseline randomiza-
tion to bimekizumab (continuous bimekizumab
patients) or secukinumab (secukinumab/bimekizu-
mab patients).

We report percentages of patients achieving PASI
100, Investigator’s Global Assessment (IGA) 0/1 (clear
or almost clear) with $2-category improvement from
baseline, body surface area (BSA)\1%, and absolute
PASI #2 (key treat-to-target outcomes),20,21 PASI 90,
andDermatology Life Quality Index (DLQI) of 0/1 (no
effect of skin disease on patient’s quality of life)22 from
Weeks 0e96. Outcomes are also reported among
patients who received bimekizumab Q4W to Week
16, Q8W through Week 48, and continued receiving
Q8W in the OLE (Q4W/Q8W); this dosing regimen is
approved for plaque psoriasis for the vast majority of
patients with plaque psoriasis, dependent on weight,
by several regulatory agencies, including the
European Medicines Agency.23,24

Safety
Treatment-emergent AEs (TEAEs), serious AEs

(SAEs), and TEAEs leading to discontinuation, each
adjusted according to patient exposure duration,
were pre-specified outcomes. TEAEs were AEs with
start dates on or following the first dose of study
treatment through the final dose of study treatment,
plus 140 days. If determining whether AEs were
treatment-emergent was not possible due to partial
dates, they were assumed to be treatment-emergent.
TEAEs were coded using the Medical Dictionary for
Regulatory Activities (MedDRA) v19.0. SAEs were
AEs leading to $1 of death, life-threatening event,
significant or persistent disability/incapacity,
congenital anomaly/birth defect, important medical
event, or initial/prolonged hospitalization.

Safety topics of interest were infections (serious,
opportunistic, fungal, and tuberculosis), inflamma-
tory bowel disease, suicidal ideation and behavior,
malignancies, hypersensitivity, neutropenia, major
adverse cardiovascular events, and liver enzyme
elevations (adjudication details provided in the
Supplementary Materials, available via Mendeley at
https://data.mendeley.com/datasets/tk3ds9x7gc/1).

Safety data, presented as exposure-adjusted inci-
dence rates (EAIRs) of new cases per 100 patient-
years (PY), are reported in Year 2 for continuous
bimekizumab and secukinumab/bimekizumab pa-
tients. Year 2 safety data are reported from Week 48
to data cut-off (April 20, 2021; the date on which the
last ongoing patient completed Week 96). On this
date, the furthest time point reached by any patient
was Week 132. Year 1 (Week 0e48) safety data have
been reported previously and are presented here as
EAIRs for comparison.12

Statistical analysis
Data are reported for patients who entered the

OLE; efficacy outcomes are reported through Week
96, and safety outcomes up to the data cut-off (20
April 2021). At the data cut-off, some patients had
completed Week 96; safety data beyond Week 96 are
included for these patients. Missing data were
accounted for using modified non-responder impu-
tation (mNRI), NRI, and observed case (OC). For
mNRI, patients who discontinued due to lack of
efficacy or AEs deemed treatment-related by in-
vestigators were considered non-responders; multi-
ple imputation was used for all other missing data.
Efficacy data reported in the text use mNRI. An
alternative mNRI analysis, in which only patients
who discontinued due to lack of efficacy were
considered nonresponders, with multiple imputa-
tion used for all other missing data, is presented in
Supplementary Table II, available via Mendeley at
https://data.mendeley.com/datasets/tk3ds9x7gc/1.

RESULTS
Patients

At baseline, 743 patients were randomized to
bimekizumab (N = 373) or secukinumab (N = 370;
Fig 1). Of these, 336 of 373 (90.1%) and 318 of 370
(85.9%) entered the OLE, respectively; demo-
graphics and baseline characteristics were consistent
across randomization groups andQ4W/Q8Wpatients
(N = 177; Supplementary Table I, available via

https://data.mendeley.com/datasets/tk3ds9x7gc/1
https://data.mendeley.com/datasets/tk3ds9x7gc/1


Fig 2. PASI 100 responses through Weeks 0e96 by initial randomization group (modified non-
responder imputation). Data presented are for patients who entered the OLE only. Patients
who discontinued due to lack of efficacy or an adverse event deemed to be treatment-related
were counted as non-responders, multiple imputation was used for all other missing data.
Q4W/Q8W patients are the subgroup of continuous BKZ patients who received BKZ Q4W to
Week 16, followed by BKZ Q8W through to Week 96. BKZ, Bimekizumab; OLE, open-label
extension; PASI 100, 100% improvement in Psoriasis Area and Severity Index from baseline;
Q4W, every 4 weeks; Q8W, every 8 weeks; SEC, secukinumab.

Fig 1. BE RADIANT study design up toWeek 96. In this analysis, BKZQ4Wand Q8W treatment
arms are pooled. A, SEC 300 mg was administered at baseline, Weeks 1, 2, 3, and 4, then Q4W
for the remainder of the double-blinded treatment period; B, Re-randomization at Week 16 was
due to a protocol amendment, hence some patients had already passed Week 16 at the time of
protocol amendment implementation; C, Following a protocol amendment, all patients
receiving BKZ 320 mg Q4W in the OLE period were switched to BKZ 320 mg Q8W at the
next scheduled clinic visit on or after the Week 64 visit. BKZ, Bimekizumab; OLE, open-label
extension; PASI 90, $90% improvement from baseline in Psoriasis Area and Severity Index;
Q4W, every 4 weeks; Q8W, every 8 weeks; SEC, secukinumab.
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Mendeley at https://data.mendeley.com/datasets/
tk3ds9x7gc/1). Patient disposition is shown in
Supplementary Figure 1, available via Mendeley at
https://data.mendeley.com/datasets/tk3ds9x7gc/1.

Efficacy
The proportion of continuous bimekizumab pa-

tients achieving PASI 100 was maintained with a
slight numerical decrease from Week 48e96: 74.8%
achieved PASI 100 at Week 48, and 70.8% at Week 96;
results were consistent for Q4W/Q8W patients
(mNRI; Fig 2). For patients switching from secuki-
numab to bimekizumab at Week 48, PASI 100 rates
increased fromWeek 48 (52.8%) to Week 96 (76.6%).

Proportions of continuous bimekizumab patients
achieving IGA 0/1 were 94.0% at Week 48 and 90.9%

https://data.mendeley.com/datasets/tk3ds9x7gc/1
https://data.mendeley.com/datasets/tk3ds9x7gc/1
https://data.mendeley.com/datasets/tk3ds9x7gc/1


Fig 3. IGA 0/1 responses through Weeks 0e96 by initial randomization group (modified non-
responder imputation). Data presented are for patients who entered the OLE only. Patients
who discontinued due to lack of efficacy or an adverse event deemed to be treatment-related
were counted as non-responders, multiple imputation was used for all other missing data.
Q4W/Q8W patients are the subgroup of continuous BKZ patients who received BKZ Q4W to
Week 16, followed by BKZ Q8W through to Week 96. BKZ, Bimekizumab; IGA 0/1, clear or
almost clear with improvement of $2 categories from baseline in the Investigator’s Global
Assessment; OLE, open-label extension; Q4W, every 4 weeks; Q8W, every 8 weeks; SEC,
secukinumab.

Fig 4. BSA #1% responses through Weeks 0e96 by initial randomization group (modified
non-responder imputation). Data presented are for patients who entered the OLE only. Patients
who discontinued due to lack of efficacy or an adverse event deemed to be treatment-related
were counted as non-responders, multiple imputation was used for all other missing data.
Q4W/Q8W patients are the subgroup of continuous BKZ patients who received BKZ Q4W to
Week 16, followed by BKZ Q8W through to Week 96. BKZ, Bimekizumab; BSA #1%, #1%
body surface area affected; OLE, open-label extension; Q4W, every 4 weeks; Q8W, every
8 weeks; SEC, secukinumab.
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at Week 96. Consistent trends were seen in Q4W/
Q8W patients (Fig 3). IGA 0/1 rates were sustained
among secukinumab/bimekizumab patients
following the switch to bimekizumab (Week 48:
85.1%; Week 96: 90.7%).
The proportion of continuous bimekizumab pa-
tients achieving BSA #1% at Week 96 was 86.9%,
maintained from 88.9% at Week 48; trends were
similar for Q4W/Q8W patients (Fig 4).
Secukinumab/bimekizumab patients had increased



Table I. Exposure-adjusted incidence rates of TEAEs through Year 1 and Year 2 by initial randomization group

Event

Year 1, EAIR per 100 PY [95% CI] Year 2, EAIR per 100 PY [95% CI]

Bimekizumab

N = 373

Secukinumab

N = 370

Continuous

Bimekizumab

N = 336

Secukinumab/

Bimekizumab

N = 318

Any TEAE 282.5 [252.4, 315.1] 229.8 [204.5, 257.2] 131.6 [115.5, 149.2] 158.7 [139.4, 180.0]
Serious TEAEs 6.6 [4.2, 10.0] 6.5 [4.0, 9.9] 5.0 [3.0, 7.9] 5.3 [3.2, 8.4]
Discontinuation due to TEAEs 3.9 [2.1, 6.6] 3.0 [1.5, 5.6] 2.2 [0.9, 4.3] 2.9 [1.4, 5.3]
Severe TEAEs 7.9 [5.2, 11.6] 4.6 [2.6, 7.5] 5.6 [3.4, 8.6] 5.0 [2.9, 8.0]
Death 0.3 [0.0, 1.6] 0.3 [0.0, 1.7] 0 0.3 [0.0, 1.6]*
Most Common TEAEs
Nasopharyngitis 30.0 [24.1, 37.0] 36.9 [30.1, 44.8] 11.8 [8.5, 16.1] 12.1 [8.6, 16.6]
Oral candidiasis 24.2 [18.9, 30.4] 3.4 [1.7, 6.0] 7.8 [5.1, 11.3] 12.2 [8.6, 16.6]
Urinary tract infection 7.6 [4.9, 11.2] 6.8 [4.3, 10.3] 4.5 [2.6, 7.3] 5.7 [3.4, 8.9]
Coronavirus infection 0 0 3.8 [2.1, 6.4] 3.8 [2.0, 6.5]
Upper respiratory tract infection 13.1 [9.5, 17.7] 11.5 [8.0, 15.9] 3.9 [2.1, 6.5] 3.6 [1.8, 6.2]

TEAEs of Interest
Serious infections 2.4 [1.0, 4.7] 2.4 [1.0, 4.8] 0.8 [0.2, 2.4] 1.5 [0.5, 3.4]
Opportunistic infections 1.2 [0.3, 3.0] 0.3 [0.0, 1.7] 0.8 [0.2, 2.4] 1.2 [0.3, 3.0]
Fungal infections 38.7 [31.7, 46.7] 11.1 [7.7, 15.5] 20.0 [15.4, 25.6] 22.4 [17.4, 28.5]
Candida infections 26.9 [21.3, 33.6] 5.2 [3.1, 8.4] 11.2 [7.9, 15.4] 15.6 [11.5, 20.6]
Oral candidiasis 24.2 [18.9, 30.4] 3.4 [1.7, 6.0] 7.8 [5.1, 11.3] 12.2 [8.6, 16.6]
Genital candidiasis 0 0.3 [0.0, 1.7] 0.3 [0.0, 1.5] 0
Oropharyngeal candidiasis 0.6 [0.1, 2.1] 0.3 [0.0, 1.7] 0 0.3 [0.0, 1.6]
Skin Candida 1.2 [0.3, 3.0] 0.6 [0.1, 2.2] 1.1 [0.3, 2.8] 1.5 [0.5, 3.4]
GI candidiasisy 0 0 0.8 [0.2, 2.4] 0.9 [0.2, 2.6]
Vulvovaginal candidiasis 0.9 [0.2, 2.6] 0.9 [0.2, 2.7] 1.1 [0.3, 2.8] 1.8 [0.6, 3.8]

Active tuberculosis 0 0 0 0
IBD 0.3 [0.0, 1.6] 0.3 [0.0, 1.7] 0 0
Adjudicated SIB 0.3 [0.0, 1.6] 0 0 0
Malignancies 1.5 [0.5, 3.5] 0.9 [0.2, 2.7] 0.8 [0.2, 2.4] 0.3 [0.0, 1.6]
NMSC 0.9 [0.2, 2.6] 0.9 [0.2, 2.7] 0.3 [0.0, 1.5] 0.3 [0.0, 1.6]

Serious hypersensitivity reactions 0 0 0 0.3 [0.0, 1.6]z

Neutropenia 1.2 [0.3, 3.0] 0.9 [0.2, 2.7] 1.4 [0.4, 3.2] 0
Adjudicated MACE 0 0.6 [0.1, 2.2] 0.5 [0.1, 2.0] 0.3 [0.0, 1.6]
Hepatic events 6.7 [4.2, 10.1] 6.5 [4.0, 9.9] 3.6 [1.9, 6.1] 3.2 [1.6, 5.8]
Elevated liver enzymes TEAE 6.4 [4.0, 9.8] 5.9 [3.5, 9.2] 3.3 [1.7, 5.8] 2.0 [0.8, 4.2]
[3x ULN elevation of AST or
ALTx

3.0 [1.4, 5.5] 4.6 [2.6, 7.6] 1.9 [0.8, 3.9] 2.0 [0.8, 4.2]

[5x ULN elevation of AST or
ALTx

0.6 [0.1, 2.1] 0.9 [0.2, 2.6] 0.3 [0.0, 1.5] 0.3 [0.0, 1.6]

Administration and injection site
reactions

5.3 [3.1, 8.5] 3.5 [1.7, 6.2] 1.6 [0.6, 3.6] 2.4 [1.0, 4.7]

ALT, Alanine aminotransferase; AST, aspartate aminotransferase; CI, confidence interval; EAIR, exposure-adjusted incidence rate; GI,

gastrointestinal; IBD, inflammatory bowel disease; MACE, major adverse cardiac event; NMSC, non-melanoma skin cancer; PY, patient-years;

SIB, suicidal ideation and behavior; TEAE, treatment-emergent adverse event; ULN, upper limit of normal.

*One death occurred which was not considered treatment-related, the patient had not consented for further clinical record details to be

shared.
yThese cases were all reported by the same study site, were mild to moderate in severity, and were not confirmed by biopsy or other

procedures.
zOne serious hypersensitivity reaction of eczema occurred; no anaphylactic reactions occurred.
xNot all hepatic laboratory parameter elevations were reported as adverse events.
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BSA #1% responses following the switch to bimeki-
zumab (Week 48: 75.9%; Week 96: 87.4%).

PASI #2 and PASI 90 trends were
similar (Supplementary Figures 1 and 2,
Supplementary Table II, available via Mendeley
at https://data.mendeley.com/datasets/tk3ds9x7gc/1).

DLQI 0/1 response rates were maintained through
Weeks 48e96 for continuous bimekizumab (Week 48:

https://data.mendeley.com/datasets/tk3ds9x7gc/1
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87.4%; Week 96: 86.3%) and secukinumab/bimekizu-
mab patients (Week 48: 80.7%; Week 96: 81.5%);
trends were consistent for Q4W/Q8Wpatients. mNRI,
NRI, and OC data for all outcomes are summarized in
Supplementary Table II, available via Mendeley
at https://data.mendeley.com/datasets/tk3ds9x7gc/1.
Safety
Safety data from Year 2 are presented in Table I,

alongside Year 1 data.12 In Year 2, EAIRs of any TEAEs
were 131.6/100 PY in continuous bimekizumab
patients and 158.7/100 PY in secukinumab/bimeki-
zumab patients, and were generally lower than EAIRs
in either treatment arm through Year 1 (Table I). SAE
EAIRs were 5.0 and 5.3/100 PY in continuous
bimekizumab and secukinumab/bimekizumab pa-
tients and did not increase with a longer duration of
bimekizumab exposure. One death occurred during
Year 2 in a secukinumab/bimekizumab patient,
which was not considered treatment-related. The
patient had not consented to further clinical record
details to be shared. The most common TEAEs were
nasopharyngitis (continuous bimekizumab: 11.8/100
PY; secukinumab/bimekizumab: 12.1/100 PY), oral
candidiasis (7.8/100 PY; 12.2/100 PY), and urinary
tract infection (4.5/100 PY; 5.7/100 PY).

Nasopharyngitis EAIRs in both treatment groups
were lower than those observed with bimekizumab
and secukinumab through Year 1 (Table I; see
discussion). As observed previously, most fungal
infections were Candida infections; EAIRs of
Candida infections and oral candidiasis in Year 2
were 11.2 and 7.8/100 PY for continuous bimekizu-
mab patients, and 15.6 and 12.2/100 PY for secuki-
numab/bimekizumab patients. Most oral candidiasis
events were mild or moderate; 2 led to discontinu-
ation in secukinumab/bimekizumab patients.
Gastrointestinal, genital, and oropharyngeal candi-
diasis rates were low (Table I). Coronavirus infection
EAIRs were 3.8/100 PY for continuous bimekizumab
and secukinumab/bimekizumab patients. There was
1 serious case of confirmed COVID-19 in a secuki-
numab/bimekizumab patient.

Serious infection rates were low (Table I); there
was 1 SAE of systemic candidiasis in a secukinumab/
bimekizumab patient with insulin-dependent dia-
betes mellitus, severe obesity, and a history of
recurrent urinary tract infections. The events
occurred in a setting of fungal urinary tract infection
with obstruction and recent urinary tract instrumen-
tation with bladder biopsies. This was resolved with
antifungal therapy, nephrostomy, and intravenous
antibiotic therapy; the patient discontinued. No cases
of active tuberculosis occurred in either group.
No serious hypersensitivity reactions occurred in
continuous bimekizumab patients; rates were low in
secukinumab/bimekizumab patients (0.3/100 PY,
corresponding to 1 serious case of eczema). No
anaphylactic reactions occurred. Rates of other safety
topics of interest were low (Table I). Overall, EAIRs
were generally lower in Year 2 versus Year 1 for
safety topics of interest.

DISCUSSION
The high levels of clinical response seen through

the first 48 weeks of bimekizumab treatment were
generally sustained through 96 weeks, demon-
strating that the rapid responses reported previously
were durable.12 Results for physician-assessed end-
points show patients who switched from secukinu-
mab (IL-17A inhibitor) to bimekizumab (IL-17A and
F inhibitor) at Week 48 without washout or induction
experienced well-tolerated and sustained improve-
ments in clinical responses. These Week 96 re-
sponses were comparable to those in patients
receiving bimekizumab continuously.

Psoriasis can significantly impact patients’ quality
of life and mental well-being;25-27 when assessing
efficacy, considering both patient-reported and clin-
ical outcomes is important.28 High DLQI 0/1 rates
accompanying skin clearance reported here indicate
notable and sustained improvements in quality of life
with bimekizumab treatment. Rates for both contin-
uous bimekizumab and secukinumab/bimekizumab
patients increased to Week 48 and were maintained
to Week 96.

In continuous bimekizumab patients, AE rates in
the OLE generally decreased or stayed consistent
relative to 1-year data.12 AEs in patients who switched
from secukinumab to bimekizumab were generally
comparable to those seenwith bimekizumab through
Year 1, suggesting no additional safety risk when
switching within the IL-17 inhibitor class. However,
Year 2 safety data include a greater proportion of
patients receiving Q8Wdosing than Year 1, which has
previously been associated with lower rates versus
Q4W for some TEAEs; this may have contributed to
the lower TEAE rates reported through Year 2.12

The IL-17 pathway plays a major role in host
defense against fungal infections at mucosal
surfaces.29 The more complete blockage of IL-17-
mediated immune pathways via dual IL-17A/F inhi-
bition with bimekizumab has previously resulted in
increased oral candidiasis rates.12 Consistent with the
safety profile of bimekizumab, oral candidiasis EAIRs
increased in secukinumab/bimekizumab patients
over Year 2 after switching to bimekizumab. The
majority of oral candidiasis cases reported here were
mild or moderate and rarely led to bimekizumab

https://data.mendeley.com/datasets/tk3ds9x7gc/1
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discontinuation. Notably, continuous bimekizumab
patients reported decreased Candida infection rates
in Year 2 versus Year 1. In this analysis, 1 complex,
serious case of systemic candidiasis occurred in a
patient with significant risk factors. Although bime-
kizumab treatment is associated with a higher rate of
Candida infections compared with other IL-17 in-
hibitors,30-33 serious events are rare; a previous
analysis of phase 2 and phase 3 studies pooled to
include 3,110 PYof bimekizumab exposure reported
only 1 serious Candida infection (esophageal
candidiasis).30

Psoriasis is associated with several comorbidities,
including obesity, diabetes, and hyperuricemia,34

which can impact hepatic function. Higher-than-
average alcohol consumption is common in psoriasis
patients,35 who have up to 60% greater risk of death
from alcohol-related causes versus age- and sex-
matched individuals in the general population.36

EAIRs of most TEAEs of interest, including hepatic
events, were low and did not increase with increased
bimekizumab exposure.

Strengths of this study include its duration and
large sample, enabling comprehensive analysis.
Furthermore, data for a regulatory agency-
approved dosing regimen (for the vast majority of
patients, weight-dependent; Q4W/Q8W) are high-
lighted;23,24 efficacy in this groupwas consistent with
the overall mixed-dose group. High response rates
were observed using all imputation methods consid-
ered, suggesting results were robust as a result of low
discontinuation rates and minimal missing data.

While baseline characteristics were consistent
across randomization groups, racial diversity was
limited, potentially restricting generalizability of our
findings among non-white individuals. Furthermore,
this analysis includes only patients who entered the
OLE; any patients who discontinued in Year 1 due to
lack of efficacy or AEs are not accounted for as non-
responders in the mNRI analysis here. However, the
number of patients who discontinued in Year 1 was
low (Supplementary Fig 1, available via Mendeley at
https://data.mendeley.com/datasets/tk3ds9x7gc/1).12

Data may have been impacted by the COVID-19
pandemic, overlapping with Weeks 48e96 for some
patients (June 2019eMarch 2021). The introduction
of confounding factors, including mask-wearing,
social isolation, and national lockdowns, may have
altered AE rates, particularly respiratory infections
such as nasopharyngitis. Drawing definitive conclu-
sions on the pandemic’s effects is challenging, as
each country introduced different infection control
measures at varying time points.

In conclusion, the high levels of clinical responses
seen through the first 48 weeks of bimekizumab
treatment were sustained to Week 96. Additionally,
patients switching from secukinumab to bimekizu-
mab saw improved clinical responses at Week 96 after
switching, similar to those who received 96 weeks of
continuous bimekizumab. Bimekizumab was well-
tolerated with longer-term exposure and in patients
who switched from secukinumab without washout or
induction. Overall, safety data were consistent with
the known safety profile. These data indicate that
longer-term bimekizumab treatment and switching
from another anti-IL-17 biologic to bimekizumab are
generally well-tolerated and efficacious treatment
options for patients with moderate to severe plaque
psoriasis.
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receives honoraria for participation on advisory boards; as
a speaker and for consultancy from AbbVie, Almirall,
Boehringer Ingelheim, Bristol Myers Squibb, Eli Lilly,
Galapagos, Janssen, LEO Pharma, Morphosis, Novartis,
Pfizer, Regeneron, Samsung, Sandoz, Sanofi Genzyme, and
UCB Pharma; and has research grants received from LEO
Pharma and Novartis. Dr Puig received consultancy/
speaker’s honoraria from and/or participated in trials
sponsored by AbbVie, Almirall, Amgen, Baxalta, Biogen,
Boehringer Ingelheim, Celgene, Eli Lilly, Gebro, Janssen,
JS BIOCAD, LEO Pharma, Merck-Serono, MSD, Mylan,
Novartis, Pfizer, Regeneron, Roche, Samsung-Bioepis,
Sandoz, Sanofi Genzyme, and UCB Pharma. Dr Lebwohl
is an employee of Mount Sinai; receives research funds
from AbbVie, Amgen, Arcutis, Avotres, Boehringer
Ingelheim, Dermavant, Eli Lilly, Incyte, Janssen, LLC,
Ortho Dermatologics, Regeneron, and UCB Pharma; and
is a consultant for Aditum Bio, Almirall, AltruBio Inc,
AnaptysBio, Arcutis, Inc, Aristea Therapeutics, Arrive
Technologies, Avotres Therapeutics, BiomX, Boehringer
Ingelheim, Bristol Myers Squibb, Cara Therapeutics, Castle
Biosciences, Corrona, Dermavant, Dr. Reddy’s
Laboratories, Evelo Biosciences, Evommune, Inc,
Facilitation of International Dermatology Education,
Forte Biosciences, Foundation for Research and
Education in Dermatology, Helsinn Therapeutics,
Hexima Ltd, LEO Pharma, Meiji Seika Pharma, Mindera,
Pfizer, Seanergy, and Verrica. Ms White, Ms Vanvoorden,
and Ms Deherder are employees and shareholders of UCB
Pharma. Dr Gomez is a former employee and shareholder
of UCB Pharma. Dr Eyerich is a speaker and/or advisor for
AbbVie, Almirall, Boehringer Ingelheim, Bristol Myers
Squibb, Eli Lilly, Janssen, LEO Pharma, Pfizer, Novartis,
Sanofi and UCB Pharma.

REFERENCES

1. Prinz I, Sandrock I, Mrowietz U. Interleukin-17 cytokines:

effectors and targets in a psoriasis-A breakthrough in under-

standing and treatment. J Exp Med. 2020;217.
2. Zenobia C, Hajishengallis G. Basic biology and role of

interleukin-17 in immunity and inflammation. Periodontol

2000. 2015;69:142-159.

3. Blauvelt A, Chiricozzi A. The immunologic role of IL-17 in

psoriasis and psoriatic arthritis pathogenesis. Clin Rev Allergy

Immunol. 2018;55:379-390.

4. Kolbinger F, Loesche C, Valentin MA, et al. b-Defensin 2 is a

responsive biomarker of IL-17A-driven skin pathology in

patients with psoriasis. J Allergy Clin Immunol. 2017;139:923-

932.e928.

5. Rendon A, Sch€akel K. Psoriasis pathogenesis and treatment. Int

J Mol Sci. 2019;20:1475.

6. Goepfert A, Lehmann S, Wirth E, Rondeau JM. The human IL-

17A/F heterodimer: a two-faced cytokine with unique receptor

recognition properties. Sci Rep. 2017;7:8906.

7. Adams R, Maroof A, Baker T, et al. Bimekizumab, a novel

humanized IgG1 antibody that neutralizes both IL-17A and IL-

17F. Front Immunol. 2020;11:1894.

8. Svecova D, Lubell MW, Casset-Semanaz F, et al. A randomized,

double-blind, placebo-controlled phase 1 study of multiple

ascending doses of subcutaneous M1095, an anti-interleukin

17A/F nanobody, in moderate-to-severe psoriasis. J Am Acad

Dermatol. 2019;81:196-203.

9. Gordon KB, Foley P, Krueger JG, et al. Bimekizumab efficacy

and safety in moderate to severe plaque psoriasis (BE READY):

a multicentre, double-blind, placebo-controlled, randomised

withdrawal phase 3 trial. Lancet. 2021;397:475-486.

10. Warren RB, Blauvelt A, Bagel J, et al. Bimekizumab versus

adalimumab in plaque psoriasis. N Engl J Med. 2021;385:

130-141.

11. Reich K, Papp KA, Blauvelt A, et al. Bimekizumab versus

ustekinumab for the treatment of moderate to severe plaque

psoriasis (BE VIVID): efficacy and safety from a 52-week,

multicentre, double-blind, active comparator and placebo

controlled phase 3 trial. Lancet. 2021;397:487-498.

12. Reich K, Warren RB, Lebwohl M, et al. Bimekizumab versus

secukinumab in plaque psoriasis. N Engl J Med. 2021;385:142-

152.

13. Warren RB, Smith CH, Yiu ZZN, et al. Differential drug survival

of biologic therapies for the treatment of psoriasis: a pro-

spective observational cohort study from the British Associa-

tion of Dermatologists Biologic Interventions Register

(BADBIR). J Invest Dermatol. 2015;135:2632-2640.

14. Bokor-Billmann T, Sch€akel K. No need to change the drug

class: ixekizumab- following secukinumab-therapy in psoriasis.

J Dermatolog Treat. 2019;30:216-220.

15. Gasslitter I, Kirsten N, Augustin M, et al. Successful intra-class

switching among IL-17 antagonists: a multicentre, multinational,

retrospective study. Arch Dermatol Res. 2019;311:421-424.

16. Kromer C, Wilsmann-Theis D, Gerdes S, et al. Changing within

the same class: efficacy of brodalumab in plaque psoriasis

after treatment with an IL-17A blocker e a retrospective

multicenter study. J Dermatolog Treat. 2021;32:878-882.

17. Loft N, Halling AS, Egeberg A, Skov L. Efficacy of a second

interleukin 17 inhibitor in patients with psoriasis: a systematic

review and meta-analysis. J Am Acad Dermatol. 2021;84:

130-138.

18. Sherman S, Solomon Cohen E, Amitay-Laish I, Hodak E,

Pavlovsky L. IL-17A inhibitor switching e efficacy of ixekizu-

mab following secukinumab failure. A single-center experi-

ence. Acta Derm Venereol. 2019;99:769-773.

19. European Medicines Agency. Cosentyx - Summary of Product

Characteristics. 2022. Accessed September 1, 2022. https://

www.ema.europa.eu/en/documents/product-information/co

sentyx-epar-product-information_en.pdf

http://refhub.elsevier.com/S0190-9622(23)00782-X/sref1
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref1
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref1
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref2
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref2
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref2
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref3
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref3
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref3
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref4
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref4
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref4
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref4
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref4
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref5
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref5
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref5
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref6
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref6
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref6
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref7
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref7
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref7
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref8
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref8
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref8
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref8
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref8
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref9
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref9
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref9
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref9
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref10
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref10
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref10
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref11
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref11
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref11
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref11
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref11
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref12
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref12
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref12
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref13
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref13
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref13
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref13
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref13
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref14
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref14
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref14
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref14
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref15
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref15
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref15
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref16
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref16
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref16
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref16
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref17
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref17
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref17
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref17
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref18
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref18
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref18
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref18
https://www.ema.europa.eu/en/documents/product-information/cosentyx-epar-product-information_en.pdf
https://www.ema.europa.eu/en/documents/product-information/cosentyx-epar-product-information_en.pdf
https://www.ema.europa.eu/en/documents/product-information/cosentyx-epar-product-information_en.pdf


J AM ACAD DERMATOL

VOLUME 89, NUMBER 3
Strober et al 495
20. Mahil SK, Wilson N, Dand N, et al. Psoriasis treat to target:

defining outcomes in psoriasis using data from a real-world,

population-based cohort study (the British Association of

Dermatologists Biologics and Immunomodulators Register,

BADBIR). Br J Dermatol. 2020;182:1158-1166.

21. Armstrong AW, Siegel MP, Bagel J, et al. From the Medical

Board of the National Psoriasis Foundation: treatment targets

for plaque psoriasis. J Am Acad Dermatol. 2017;76:290-298.

22. Hongbo Y, Thomas CL, Harrison MA, Salek MS, Finlay AY.

Translating the science of quality of life into practice: what do

dermatology life quality index scores mean? J Invest Dermatol.

2005;125:659-664.

23. European Medicines Agency. Bimzelx - Summary of Product

Characteristics. 2022. Accessed September 1, 2022. https://

www.ema.europa.eu/en/documents/product-information/bim

zelx-epar-product-information_en.pdf

24. Government of Canada - Health Canada. Regulatory Decision

Summary - Bimzelx - Health Canada. 2022. Accessed June 16,

2023. https://dhpp.hpfb-dgpsa.ca/review-documents/resource/

RDS00918/

25. Armstrong AW, Schupp C, Wu J, Bebo B. Quality of life and

work productivity impairment among psoriasis patients:

findings from the National Psoriasis Foundation survey data

2003-2011. PLoS One. 2012;7:e52935.

26. Augustin M, Radtke MA. Quality of life in psoriasis patients.

Expert Rev Pharmacoecon Outcomes Res. 2014;14:559-568.

27. Kimball AB, Jacobson C, Weiss S, Vreeland MG, Wu Y. The

psychosocial burden of psoriasis. Am J Clin Dermatol. 2005;6:

383-392.

28. Warren RB, Gottlieb AB, Merola JF, et al. Psychometric validation

of the Psoriasis Symptoms and Impacts Measure (P-SIM), a
novel patient-reported outcome instrument for patients with

plaque psoriasis, using data from the BE VIVID and BE READY

phase 3 trials. Dermatol Ther (Heidelb). 2021;11:1551-1569.

29. Curtis MM, Way SS. Interleukin-17 in host defence against

bacterial, mycobacterial and fungal pathogens. Immunology.

2009;126:177-185.

30. Gordon KB, Langley RG, Warren RB, et al. Bimekizumab safety

in patients with moderate to severe plaque psoriasis: pooled

results from phase 2 and phase 3 randomized clinical trials.

JAMA Dermatol. 2022;158:735-744.

31. van de Kerkhof PC, Griffiths CE, Reich K, et al. Secukinumab

long-term safety experience: A pooled analysis of 10 phase II

and III clinical studies in patients with moderate to severe

plaque psoriasis. J Am Acad Dermatol. 2016;75:83-98.e84.

32. Armstrong A, Paul C, Puig L, et al. Safety of ixekizumab

treatment for up to 5 years in adult patients with

moderate-to-severe psoriasis: results from greater than

17,000 patient-years of exposure. Dermatol Ther (Heidelb).

2020;10:133-150.

33. Papp KA, Bachelez H, Blauvelt A, et al. Infections from seven

clinical trials of ixekizumab, an anti-interleukin-17A mono-

clonal antibody, in patients with moderate-to-severe psoriasis.

Br J Dermatol. 2017;177:1537-1551.

34. Gerdes S, Pinter A, Papavassilis C, Reinhardt M. Effects of

secukinumab on metabolic and liver parameters in plaque

psoriasis patients. J Eur AcadDermatol Venereol. 2020;34:533-541.

35. Svanstr€om C, Lonne-Rahm SB, Nordlind K. Psoriasis and

alcohol. Psoriasis (Auckl). 2019;9:75-79.

36. Parisi R, Webb RT, Carr MJ, et al. Alcohol-related mortality in

patients with psoriasis: a population-based cohort study.

JAMA Dermatol. 2017;153:1256-1262.

http://refhub.elsevier.com/S0190-9622(23)00782-X/sref20
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref20
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref20
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref20
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref20
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref21
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref21
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref21
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref22
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref22
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref22
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref22
https://www.ema.europa.eu/en/documents/product-information/bimzelx-epar-product-information_en.pdf
https://www.ema.europa.eu/en/documents/product-information/bimzelx-epar-product-information_en.pdf
https://www.ema.europa.eu/en/documents/product-information/bimzelx-epar-product-information_en.pdf
https://dhpp.hpfb-dgpsa.ca/review-documents/resource/RDS00918/
https://dhpp.hpfb-dgpsa.ca/review-documents/resource/RDS00918/
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref24
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref24
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref24
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref24
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref25
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref25
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref26
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref26
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref26
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref27
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref27
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref27
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref27
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref27
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref28
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref28
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref28
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref29
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref29
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref29
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref29
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref30
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref30
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref30
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref30
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref31
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref31
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref31
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref31
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref31
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref32
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref32
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref32
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref32
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref33
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref33
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref33
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref34
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref34
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref34
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref35
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref35
http://refhub.elsevier.com/S0190-9622(23)00782-X/sref35

	Bimekizumab efficacy and safety in patients with moderate to severe plaque psoriasis: Two-year interim results from the ope ...
	Introduction
	Methods
	Patients
	Study design
	Efficacy
	Safety
	Statistical analysis

	Results
	Patients
	Efficacy
	Safety

	Discussion
	Conflicts of interest
	References


