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Meeting Summary
Prof Strober introduced the Phase III BE VIVID trial in which the efficacy of bimekizumab (BKZ) was
compared with that of ustekinumab (UST) and placebo (PBO) in patients with moderate-to-severe
plaque psoriasis. He described how BKZ provided robust and durable complete skin clearance through
52 weeks of treatment, as shown by higher Psoriasis Area and Severity Index (PASI) 100 responses
compared with UST, regardless of baseline demographics, disease characteristics, or prior treatment
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exposure. Prof Warren discussed the results of the Phase III BE SURE trial that evaluated efficacy
and safety of BKZ versus adalimumab (ADA) in patients with moderate-to-severe plaque psoriasis.
He highlighted how BKZ was associated with superior levels of skin clearance compared with
ADA, with durable clinical responses through Week 56, regardless of the BKZ maintenance dose.
Switching from ADA to BKZ resulted in rapid increases in PASI 90, PASI 100, and Investigator’s Global
Assessment (IGA) 0/1 responder rates, with results comparable to BKZ-randomised patients at
Week 56. BKZ was generally well tolerated, with treatment-emergent adverse events (TEAE) as
expected for the mode of action and comparable with previous studies. Prof Reich summarised
the pooled safety data from eight Phase II and III clinical trials in patients with moderate-to-severe
plaque psoriasis and explained that BKZ was well tolerated across the psoriasis clinical programme.
The majority of TEAE were mild-to-moderate and discontinuation rates were low. Candida infections
with BKZ were expected considering the mode of action of this drug (IL 17 inhibition). All candida
infections were mucocutaneous in origin; oral candidiasis was the most common. Oral candidiasis
TEAE were predominantly mild-to-moderate, easily treated, and did not lead to discontinuation.

Bimekizumab Versus
Ustekinumab Efficacy Across
Subgroups of Patients with
Moderate-to-Severe Plaque
Psoriasis: Results from the
Multicentre, Randomised, DoubleBlinded Phase III BE VIVID Trial1
Professor Bruce Strober
Psoriasis is a Th17-driven disease, with both
IL-17A and IL-17F playing a pivotal role in its
pathogenesis.2,3 BKZ is a monoclonal IgG1
antibody that selectively inhibits IL-17A and IL17F by binding with high affinity to a similar site
on both isoforms.4,5
Severity of psoriasis and response to psoriasis
therapies can vary with patient age, weight,
prior treatment exposure, and other factors.6
Therapies that provide a consistent and durable
response regardless of these variables are
needed, and it is important to understand
how the efficacy of psoriasis therapies on skin
clearance may differ between patients.
BE VIVID7 was a randomised, double-blinded,
PBO- and active comparator-controlled, Phase III
trial to compare the efficacy of BKZ with that of
UST over 52 weeks of treatment in adult patients
with moderate-to-severe plaque psoriasis.
Patients were randomised 4:2:1 to BKZ 320 mg
every 4 weeks (q4w) through Week 52, UST 45
mg/90 mg (by weight) every 12 weeks through
Week 52, or PBO. Patients randomised to PBO
switched treatment at Week 16 to receive BKZ
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320 mg q4w through Week 52. Randomisation
was stratified by prior biologic exposure
and region.
The authors conducted post hoc analyses of
the following subgroups including only those
patients who were randomised to BKZ or UST:
baseline weight (≤100, >100 kg), prior biologic
exposure, prior anti‑TNF exposure, prior anti-IL-17
exposure, prior anti‑IL-23 exposure, age (<40,
40–<65, ≥65 years), psoriasis disease duration
(<median [14.54 years] or ≥median), baseline
disease severity (absolute PASI: <20 or ≥20), and
baseline IGA 3 or 4. Proportions of BKZ- versus
UST-treated patients who achieved PASI 90 and
PASI 100 were calculated at Weeks 16 and 52.
The
authors
reported
that
baseline
characteristics were well balanced in the BKZ
(n=321) and UST (n=163) treatment groups:
baseline mean ± standard deviation PASI
was 22.0±8.6 and 21.3±8.3, and body surface
area affected was 29.0±17.1% and 27.3±16.7%,
respectively. The duration of psoriasis was
16.0±11.6 years and 17.8±11.6 years in the BKZ
and UST groups, respectively, and just over onethird of patients had previously been exposed
to biologic therapy (125/321 [38.9%] in the BKZ
group and 63/163 [38.7%] in the UST group).
Overall, at Week 16, PASI 90 was achieved by
85.0% and 49.7% of patients randomised to BKZ
and UST, respectively, with results at Week 52
of 81.9% and 55.8%, respectively. Results were
consistent across the patient subgroups at
both time points.
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At Weeks 16 and 52, respectively, 58.6% and
64.5% of patients who received BKZ and 20.9%
and 38.0% who received UST achieved PASI
100. A high level of PASI 100 response to BKZ
was seen across all subgroups at both Week
16 and Week 52 (Table 1). The proportion of
patients who achieved PASI 100 at Week 16
was greater for patients randomised to BKZ
compared with UST across all subgroups (44.1–
63.6% for BKZ and 0.0–29.2% for UST). Among
BKZ-treated patients at Week 16, 60.2%
(136/226) weighing ≤100 kg and 54.7% (52/95)

weighing >100 kg achieved PASI 100 (compared
with 23.0% and 14.6%, respectively, with UST),
as did 60.8% (76/125) with and 57.1% (112/196)
without prior biologic exposure (compared
with 22.2% and 20.0%, respectively, with UST).
PASI 100 responses at Week 16 were further
improved at Week 52, with 50.0–69.1% of
patients across subgroups who received BKZ
and 16.7–50.9% of patients across subgroups who
received UST achieving PASI 100.

Table 1: Patients achieving PASI 100 among subgroups (nonresponder imputation).

Week 16

Week 52

Bimekizumab (n=321)
n/N (%)

Ustekinumab (n=163)
n/N (%)

Bimekizumab (n=321)
n/N (%)

Ustekinumab (n=163)
n/N (%)

≤100

136/226 (60.2)

28/122 (23.0)

143/226 (63.3)

47/122 (38.5)

>100

52/95 (54.7)

6/41 (14.6)

63/95 (66.3)

15/41 (36.6)

Yes

76/125 (60.8)

14/63 (22.2)

83/125 (66.4)

25/63 (39.7)

No

112/196 (57.1)

20/100 (20.0)

123/196 (62.8)

37/100 (37.0)

30/51 (58.8)

7/24 (29.2)

29/51 (56.9)

9/24 (37.5)

45/76 (59.2)

8/38 (21.1)

52/76 (68.4)

17/38 (44.7)

<40

77/123 (62.6)

13/57 (22.8)

85/123 (69.1)

29/57 (50.9)

>40–<65

96/164 (58.5)

19/88 (21.6)

103/164 (62.8)

29/88 (33.0)

≥65

15/34 (44.1)

2/18 (11.1)

18/34 (52.9)

4/18 (22.2)

<median (14.54 years)

106/169 (62.7)

17/73 (23.3)

107/169 (63.3)

34/73 (46.6)

≥median (14.54 years)

82/152 (53.9)

17/90 (18.9)

99/152 (65.1)

28/90 (31.1)

Weight at baseline (kg)

Prior biologic exposure

Prior anti-TNF exposure
Yes

Prior anti-IL-17 exposure
Yes
Age (years)

PSO disease duration

Baseline disease severity
PASI <20

92/170 (54.1)

19/102 (18.6)

108/170 (63.5)

38/102 (37.3)

PASI ≥20

96/151 (63.6)

15/60 (25.0)

98/151 (64.9)

24/60 (40.0)

3

120/201 (59.7)

22/96 (22.9)

133/201 (66.2)

42/96 (43.8)

4

67/119 (56.3)

12/66 (18.2)

73/119 (61.3)

20/66 (30.3)

Baseline IGA*

Nonresponder imputation was used for all missing data.
* One patient in the bimekizumab group and one patient in the ustekinumab group had a baseline IGA=2 and are not
included here.
IGA: Investigator’s Global Assessment; PASI: absolute Psoriasis Area and Severity Index; PSO: moderate-to-severe
psoriasis.
Reproduced with permission from UCB within the context of the independent grant request, and with permission
from Warren et al.8
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Among BKZ-treated patients at Week 52, 63.3%
(143/226) weighing ≤100 kg and 66.3% (63/95)
weighing >100 kg achieved PASI 100 (compared
with 38.5% and 36.6%, respectively, with UST),
as did 66.4% (83/125) with and 62.8% (123/196)
without prior biologic exposure (compared with
39.7% and 37.0%, respectively, with UST).
The authors concluded that BKZ provided
robust and durable complete skin clearance
in patients with moderate-to-severe plaque
psoriasis through 52 weeks, regardless of
baseline demographics, disease characteristics,
or prior treatment exposure. At Week 16, a
greater proportion of BKZ-treated patients
achieved PASI 90 and PASI 100 compared
with UST-treated patients in all subgroups.
Responses were further improved or maintained
for BKZ through Week 52 and remained higher
than responses with UST. These results were
considered by the authors to support BKZ as a
psoriasis treatment suitable for a wide variety of
patients, given its consistent efficacy across all
subgroups analysed.

Bimekizumab Efficacy and
Safety Versus Adalimumab
in Patients with Moderate-toSevere Plaque Psoriasis:
Results from a Multicentre,
Randomised, Double-Blinded
Active Comparator-Controlled
Phase III Trial (BE SURE)8
Professor Richard Warren
BE SURE9 was a randomised, double-blinded,
active comparator-controlled Phase III trial to
evaluate the efficacy and safety of BKZ versus
ADA in adult patients with moderate-to-severe
plaque psoriasis, and to assess the maintenance
of efficacy of BKZ dosed in two different
regimens. Patients were randomised 1:1:1 to BKZ
320 mg q4w for 56 weeks, BKZ 320 mg q4w for
16 weeks followed by BKZ 320 mg every 8 weeks
(q8w) to Week 56, or ADA 40 mg every 2 weeks
(q2w) for 24 weeks followed by BKZ 320 mg
q4w to Week 56. Co-primary endpoints were
PASI 90 and IGA 0/1 versus ADA at Week 16.
Secondary endpoints included PASI 90 and IGA
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0/1 at Weeks 24 and 56, and PASI 100 at Weeks
16 and 24.
A total of 158, 161, and 159 patients were
randomised to BKZ 320 mg q4w, BKZ 320
mg q4w/q8w, or ADA 40 mg q2w/BKZ 320
mg q4w, respectively. Baseline demographics
and characteristics were comparable in the
three groups. Disease duration was long, with
mean ± standard deviation of 20.4±13.2, 17.3±10.9,
and 16.2±11.9 years with BKZ 320 mg q4w, BKZ
320 mg q4w/q8w, and ADA 40 mg q2w/BKZ
320 mg q4w, respectively. Approximately onethird of patients in each group had prior biologic
therapy (50/158 [31.6%], 50/161 [31.1%], and
53/159 [33.3%] in the BKZ 320 mg q4w, BKZ 320
mg q4w/q8w, and ADA 40 mg q2w/BKZ 320 mg
q4w groups, respectively).
The authors reported that all primary and ranked
secondary endpoints were achieved. At Week 16,
significantly more patients achieved PASI 90 and
IGA 0/1 with BKZ (86.2% and 85.3%, respectively)
than with ADA (47.2% and 57.2%, respectively),
and PASI 100 was achieved by 60.8% of patients
who received BKZ versus 23.9% who received
ADA (all comparisons: p<0.001) (Table 2).8
PASI 90 and PASI 100 response rates within BKZ
treatment arms were durable through Week 56,
irrespective of maintenance dose. Notably, using
a nonresponder imputation analysis, 71.2% of
patients who received BKZ achieved the PASI 100
threshold at Week 56 (Table 2).
In patients randomised to ADA, PASI 90,
PASI 100, and IGA 0/1 responder rates rapidly
increased following the switch to BKZ 320 mg
q4w at Week 24. At Week 56, responder rates
were comparable with those in patients who
received BKZ continuously from Week 0.
The authors explained that TEAE and serious
TEAE were comparable for patients who received
BKZ (71.5% and 1.6%, respectively) and those
who received ADA (69.8% and 3.1%, respectively)
during Weeks 0 to 24. A total of 81.4% and 5.1%
of patients who received BKZ (including those
who switched from ADA) experienced TEAE and
serious TEAE, respectively, during Weeks 0 to 56.
There were no unexpected safety findings
in patients who switched from ADA to BKZ
compared with patients who received continuous
BKZ treatment.
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Table 2: PASI 90, PASI 100, and IGA 0/1 responses in patients randomised to receive bimekizumab and adalimumab
(switching to bimekizumab at Week 24) though Week 56 (nonresponder imputation).

Bimekizumab 320 mg
q4w (n=158)

Bimekizumab 320 mg
q4w (Weeks 0–16)/
q8w (Weeks 16–56)*
(n=161)

Bimekizumab total
(n=319)

Adalimumab (Weeks
0–24) or bimekizumab
320 mg q4w (Weeks
24–56)† (n=159)

Week 16

138 (87.3)

137 (85.1)

275 (86.2)‡

75 (47.2)

Week 24

136 (86.1)‡

137 (85.1)‡

273 (85.6)‡

82 (51.6)

Week 56

134 (84.8)

133 (82.6)

267 (83.7)

130 (81.8)

Week 16

95 (60.1)

99 (61.5)

194 (60.8)‡

38 (23.9)

Week 24

107 (67.7)‡

106 (65.8)‡

213 (66.8)‡

47 (29.6)

Week 56

114 (72.2)

113 (70.2)

227 (71.2)

106 (66.7)

Week 16

138 (87.3)

134 (83.2)

272 (85.3)‡

91 (57.2)

Week 24

136 (86.1)‡

140 (87.0)‡

276 (86.5)‡

92 (57.9)

Week 56

130 (82.3)

134 (83.2)

264 (82.8)

128 (80.5)

PASI 90, n (%)

PASI 100, n (%)

IGA 0/1, n (%)

* Patients received bimekizumab 320 mg q4w for 16 weeks followed by q8w through Week 16–56.
† Patients randomised to adalimumab switched to bimekizumab 320 mg q4w at Week 24 (10 patients randomised to
adalimumab at Week 0 did not continue in the trial past Week 24 and never received bimekizumab).
‡ p value versus adalimumab p<0.001.
PASI 90/100: ≥90/100% improvement from baseline in PASI.
IGA assessed on a five-point scale.
Data shown include all randomised patients. Missing data were imputed as nonresponder imputation. p values for the
comparison of treatment groups are based on the Cochran–Mantel–Haenszel test from the general association.
IGA: Investigator’s Global Assessment; PASI: Psoriasis Area and Severity Index; q4w: every 4 weeks; q8w: every 8
weeks.
Reproduced with permission from UCB within the context of the independent grant request, and with permission
from Warren et al.8

There was one death in the study in a patient
who received ADA; this was unrelated to
treatment. The most common TEAE in the
study was nasopharyngitis (which is a common
side effect in biologic studies), with generally
comparable incidence in the different treatment
groups (20.3%, 16.8%, and 23.9% in the BKZ
320 mg q4w, BKZ 320 mg q4w/q8w, and
ADA 40 mg q2w/BKZ 320 mg q4w groups,
respectively, at Weeks 0–24, and 11.8%, 10.1%,
and 13.4%, respectively, at Weeks 24–56). Oral
candidiasis occurred in approximately 10% of
patients in the BKZ groups compared with
0% in the ADA group at Weeks 0–24; however,
cases of oral candidiasis were mostly mild or
moderate, localised, and easily treatable and
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did not lead to discontinuation. Over 56 weeks,
there were no cases of suicidal ideation or
behaviour, inflammatory bowel disease, serious
hypersensitivity reactions, or major adverse
cardiac events in BKZ-treated patients.
The authors concluded that BKZ q4w was
associated with superior levels of skin clearance
compared with ADA, with complete skin
clearance (PASI 100) at Week 16 achieved by
61% of patients who received BKZ q4w versus
24% who received ADA. Clinical responses were
durable through Week 56, regardless of the BKZ
q4w or q8w maintenance dose. Switching from
ADA to BKZ resulted in rapid increases in PASI
90, PASI 100, and IGA 0/1 responder rates, with
results comparable to BKZ-randomised patients

EMJ

at Week 56. There were no new safety signals
with BKZ, which was generally well tolerated, and
results were comparable with previous studies.

Bimekizumab Safety in
Patients with Moderate-toSevere Psoriasis: Analysis of
Pooled Data from Phase II
and III Clinical Trials10
Professor Kristian Reich
BKZ has a new mode of action: in addition
to blocking IL-17A (like secukinumab and
ixekizumab) it blocks IL-17F; therefore, it is
important to assess the safety data associated
with this new mode of action as early as
possible. Furthermore, psoriasis is a chronic
disease requiring long-term management, so
it is of interest to ascertain the safety profile of
therapies such as BKZ. Pooled data from eight
Phase II and III clinical trials were analysed to
derive short and longer-term safety data in
BKZ‑treated adult patients with moderate-tosevere plaque psoriasis.
Safety from the initial treatment periods
(Weeks 0–16) of three Phase III trials (BE SURE,
BE VIVID, and BE READY11) was evaluated for
patients who received ≥1 dose of BKZ, UST, ADA,
or PBO. Longer-term safety was also evaluated for
patients who received ≥1 dose of UST through 52
weeks in BE VIVID, and for patients who received
≥1 dose of BKZ in BE SURE, BE VIVID, BE READY,
the BE BRIGHT12 open-label extension Phase
III trial (interim cut-off: 1st Nov 2019), and four
Phase II trials (BE ABLE 1,13 BE ABLE 2,14 PS0016,15
and PS001816).
A total of 989 patients received ≥1 BKZ dose
for 16 weeks, representing 306.0 patient-years
(PY) of exposure, 163 patients received UST
(50.1 PY), 159 received ADA (48.8 PY), and 169
received PBO (51.6 PY). Mean psoriasis duration
in the study patients was >16 years. Around onethird of the patients had received prior biologic
therapy (38.4% on BKZ 320 mg q4w, 33.3% on
ADA, 38.7% on UST, and 41.4% on PBO).

experienced by 593 (60.0%) patients on BKZ,
83 (50.9%) on UST, 96 (60.4%) on ADA, and
74 (43.8%) on PBO, with no significant trend
noted. Serious TEAE were reported in 15 (1.5%)
patients on BKZ, five (3.1%) on UST, three (1.9%)
on ADA, and four (2.4%) on PBO. Treatment
discontinuation as a result of TEAE occurred in 17
(1.7%) patients on BKZ, three (1.8%) on UST, four
(2.5%) on ADA, and seven (4.1%) on PBO. One
death occurred in each treatment group.
Focussing on TEAE of special interest during the
initial treatment period (Weeks 0–16), serious
infections occurred in three (0.3%) BKZ‑treated
patients, oral candidiasis in 75 (7.6%), and de
novo ulcerative colitis in one (0.1%). The candida
infections with BKZ were expected considering
the mode of action of this drug (IL-17 inhibition).
The authors highlighted that exposure‑adjusted
incidence rate per 100 PY of selected TEAE
and TEAE of special interest generally did not
increase with BKZ exposure duration (Table 3).
Over the long term, TEAE in BKZ-treated patients
occurred at a rate (95% confidence interval [CI])
of 238.0 (226.0–250.5)/100 PY, serious TEAE
at 6.6 (5.5–7.9)/100 PY, and discontinuations
because of TEAE at 4.9 (4.0-6.1)/100 PY. Five
deaths occurred (0.3 [95% CI: 0.1–0.6]/100 PY),
all of which were unrelated to treatment.
A total of 304 (17.0%) BKZ‑treated patients had
mucocutaneous candida infection TEAE (18.7
[95% CI: 16.7–21.0]/100 PY). Of the 304, 271
(15.1%) had oral candidiasis (16.4 [95% CI: 14.5–
18.5]/100 PY). Most candidiasis cases (>99%)
were mild-to-moderate and easily treated and
did not lead to discontinuation. One (<0.1%)
serious case (oesophageal candidiasis) and 6
(0.3%) discontinuations as a result of candidiasis
were reported.
There were low rates of malignancy (0.8 [95% CI:
0.5–1.4]/100 PY) and adjudicated major adverse
cardiac events (0.7 [95% CI: 0.3–1.1]/100 PY)
in patients who received BKZ. There was one
case of active suicidal ideation (0.1/100 PY) in a
BKZ‑treated patient with a prior history of suicide
attempt. There were no cases of anaphylaxis
and no additional cases of inflammatory bowel
disease with increased exposure to BKZ.

During the initial 16 weeks of treatment, the
authors reported that at least one TEAE was
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Table 3: Treatment-emergent adverse events of interest (short and longer term).

§

EAIR are patient incidence of new cases per 100 PY.
* BKZ initial treatment period data are included from three pivotal Phase III studies.
† ADA initial treatment period data are from BE SURE.
‡ UST initial treatment period data are from BE VIVID.
§ PBO initial treatment period data are from BE VIVID and BE READY.
** BKZ longer-term data are pooled from four Phase III trials and four Phase II trials.
†† Includes one event adjudicated by the external Neuropsychiatric Committee (active suicidal ideation with some
intent to act) in a patient with pre-existing psychiatric conditions.
‡‡ Includes one fatal event of circulatory failure (adjudicated MACE), one event of atopic dermatitis-like disseminated
eczema, and one case of anaphylactic shock due to insect sting, all considered unrelated to study treatment.
ADA: adalimumab; BKZ: bimekizumab: CI: confidence interval; EAIR: exposure-adjusted incidence rate; MACE: major
adverse cardiovascular event; NMSC: nonmelanoma skin cancers; PBO: placebo; PY: patient-years; q4w: every 4
weeks; SIB: suicidal ideation and behaviour; UST: ustekinumab.
Reproduced with permission from UCB within the context of the independent grant request, and with permission
from Warren et al.8

The majority of TEAE were mild-to-moderate
and discontinuation rates were low. There were
candida infections, as expected for this class
(IL-17 inhibitors). Overall, the exposure‑adjusted
incidence rate of TEAE and TEAE of interest did

not increase with BKZ exposure. The authors
concluded that BKZ was well tolerated across the
psoriasis clinical programme, with no new safety
signals compared to other targeted therapies.
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