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ABSTRACT

Introduction: Patients with moderate-to-severe
plaque psoriasis who experience poor clinical
outcomes, including patients with obesity or
prior treatment, need improved treatment
options. Risankizumab specifically inhibits
interleukin 23 and has demonstrated superior
efficacy in active-comparator studies in patients
with moderate-to-severe plaque psoriasis. We
compared the efficacy of risankizumab with
that of secukinumab across patient subgroups.

Methods: Subgroupanalysesusingdata fromthe
phase 3 IMMerge study (NCT03478787) were
performed. Efficacy in adults with moderate-to-
severe psoriasis treated with risankizumab
150 mg and secukinumab 300 mgwas assessed as
the proportion of patients who achieved C 90%
improvement in Psoriasis Area Severity Index
(PASI 90) at week 52 across demographics and
disease characteristics. Post hoc analyses evalu-
ated the proportion of patients who achieved
PASI 90 and the least-squares mean percent PASI
improvement from baseline at week 52 by body
weight and body mass index (BMI), PASI 90 by
prior treatment, and clinical response [PASI 90,
PASI 100, and/or static Physician’s Global
Assessment (sPGA) score of clear (0) or almost
clear (1)] at week 16 and maintained particular
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response at week 52. Logistic regression analyses
examined the effect of covariates (age, sex, BMI,
baseline PASI, treatment) and potential interac-
tions on PASI 90 at week 52.
Results: More patients who received risankizu-
mab (n = 164) compared with secukinumab
(n = 163) achieved PASI 90 at week 52, regardless
of demographics and disease characteristics
(BMI, prior treatment, disease duration, and
maintenance of clinical response at week 52).
Improvements in PASI were greater in patients
taking risankizumab than those taking secuk-
inumab, regardless of weight or BMI. Results
from logistic regression analysis showed treat-
ment type had a significant impact on PASI 90
(risankizumab versus secukinumab, p\ 0.0001).
Conclusion: Risankizumab showed consis-
tently greater efficacy compared with secuk-
inumab across different patient subgroups, and
this was maintained through 52 weeks.
Trial Registration: ClinicalTrials.gov identifier;
NCT03478787.

PLAIN LANGUAGE SUMMARY

Patients with moderate-to-severe plaque psori-
asis are often unable to achieve treatment suc-
cess with currently available biologic therapies
when they have other conditions, such as obe-
sity, or have previous biologic therapy exposure
and/or failure. We studied patients in the
IMMerge phase 3 clinical trial (NCT03478787)
to assess the efficacy of risankizumab compared
with secukinumab for the treatment of plaque
psoriasis and to determine risankizumab’s abil-
ity to remain effective after 52 weeks of
administration. In our analysis, we looked
across patient subgroups including patient body
weight, body mass index, previous use of bio-
logic therapies, length of time patients had been
living with their disease, and the durability of
risankizumab efficacy at 52 weeks. Results from
our analysis showed that patients had greater
success with risankizumab compared with
secukinumab in treating their plaque psoriasis,
despite their age, sex, race, and disease charac-
teristics, and that risankizumab remained
effective in treating plaque psoriasis at week 52.
Previously reported safety results from the

IMMerge clinical trial showed that there were
no new concerns regarding side effects for either
risankizumab or secukinumab. Overall, these
results support the use of risankizumab to treat
patients, including those who have other con-
ditions or may not have had success with other
therapies in treating their plaque psoriasis.

Keywords: Biologics; Prior psoriasis treatment;
Psoriasis; Risankizumab; Secukinumab;
Subgroup analysis; Weight

Key Summary Points

Why carry out this study?

Patients with plaque psoriasis and
comorbidities, such as obesity, or those
who have received prior biologic
treatment, often have difficulty achieving
high levels of efficacy using many of the
current biologic therapies for moderate-
to-severe psoriasis.

Efficacious therapies are needed to provide
adequate clinical benefit across a variety
of patients, regardless of patient
demographics and disease characteristics,
including obesity, treatment history, and
disease duration.

This subanalysis of the IMMerge phase 3
clinical trial assessed risankizumab
efficacy compared with secukinumab at
week 52 across patient subgroups.
Analyses included body weight, body
mass index, prior biologic history, disease
duration, and the durability of
risankizumab efficacy at week 52.

What was learned from the study?

Risankizumab showed greater efficacy
compared with secukinumab, regardless
of patient demographics and disease
characteristics, and efficacy was
maintained at week 52.

Results from this subgroup analysis
support risankizumab treatment for a
variety of patients, including those who
are difficult to treat.
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INTRODUCTION

Plaque psoriasis is a common, chronic,
immune-mediated inflammatory skin disorder
in which approximately 100 million people
worldwide [1] are impacted by physical, psy-
chological, social, and economic burdens col-
lectively referred to as cumulative life course
impairment [2]. Patients with plaque psoriasis
often have comorbidities, including obesity
[body mass index (BMI) C 30 kg/m2], that neg-
atively affect treatment response [3–6]. Current
biologic therapies for psoriasis, such as tumor
necrosis factor (TNF) or interleukin (IL) 12/23
inhibitors, are associated with less favorable
clinical outcomes among patients with comor-
bid obesity [3, 4, 7–9], a prior biologic treatment
failure [5, 6, 10], or a longer disease duration
[11]. Despite the availability of current therapies
to treat moderate-to-severe psoriasis, there
remains a need for efficacious treatments that
provide long-term clinical benefit in a variety of
patients, including those who are difficult to
treat, regardless of patient demographics and
disease characteristics.

The IL-23/IL-17 immune axis plays a key role
in the development and maintenance of psori-
asis [12, 13]. IL-23 aids in driving psoriasis by
inducing the proliferation, differentiation, and
maintenance of T-helper-17 and innate
immune cells that produce proinflammatory
cytokines, including IL-17 and IL-22, where
reductions in these cytokines are observed in
psoriatic lesions when inhibiting IL-23 [12, 14].

Risankizumab is a humanized immunoglob-
ulin G1 monoclonal antibody that specifically
inhibits IL-23 by binding its p19 subunit
[15–17]. In patients with moderate-to-severe
plaque psoriasis, risankizumab demonstrated
superior efficacy compared with placebo
[18, 19] and several systemic therapies in active-
comparator studies, including fumaric acid
esters [20], adalimumab [21], and ustekinumab
[18]. While there are currently no head-to-head
studies comparing IL-23–targeted agents, recent
real-world evidence demonstrates favorable
efficacy and safety in patients who received
long-term IL-23 treatment during routine clin-
ical practice [22–24]. Secukinumab is a fully

human monoclonal antibody that inhibits IL-
17A, and has shown greater skin clearance than
ustekinumab, an inhibitor of IL-12 and IL-23
[25].

IMMerge was a phase 3, global, multicenter,
randomized, open-label, efficacy-assessor-blin-
ded, active-comparator study (NCT03478787)
in which the efficacy and safety of risankizumab
compared with secukinumab were examined in
treating moderate-to-severe plaque psoriasis
[26]. Risankizumab was non-inferior to secuk-
inumab at week 16, with an 8.2% difference in
the proportion of patients who achieved C 90%
improvement in Psoriasis Area and Severity
Index (PASI 90) (within the predefined non-in-
feriority margin of 12%; primary endpoint), and
was superior to secukinumab with an 29.8%
efficacy gain based on proportions of patients
achieving PASI 90 at week 52 (primary end-
point). Additionally, risankizumab was superior
to secukinumab at week 52 in PASI 100 (100%
improvement in PASI), static Physician’s Global
Assessment (sPGA) score of clear (0) or almost
clear (1), and PASI 75 (C 75% improvement in
PASI; secondary endpoints). Overall, the safety
profiles of risankizumab and secukinumab were
consistent with those identified in other phase 3
clinical trials, and no new target-specific safety
signals were identified. The aim of this analysis
was to evaluate the efficacy of risankizumab
compared with secukinumab from the phase 3
IMMerge study in subgroups of patients with
moderate-to-severe plaque psoriasis based on
key patient baseline demographics and disease
characteristics (weight, BMI, prior psoriasis
treatment history, and disease duration), and
determine the maintenance of clinical response
at week 52.

METHODS

Study Design and Treatment

Details on study design and treatment were
previously described by Warren et al. [26].
Briefly, the study consisted of a 30-day screen-
ing period, a 52-week open-label treatment
period, and a 16-week follow-up period. Adult
patients enrolled in the study had chronic,
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moderate-to-severe plaque psoriasis for at least
6 months, were candidates for systemic therapy,
and had psoriasis plaques that covered at least
10% of their body surface area, an sPGA score
of C 3, and a PASI C 12 at screening and base-
line. Patients were excluded if they previously
had erythrodermic psoriasis, generalized or
localized pustular psoriasis, medication-induced
or exacerbated psoriasis, or new-onset guttate
psoriasis (or other active skin diseases). Eligible
adults were randomized 1:1 to receive risanki-
zumab 150 mg at weeks 0, 4, and every 12 weeks
thereafter until the last dose at week 40, or
secukinumab 300 mg at weeks 0, 1, 2, 3, 4, and
every 4 weeks thereafter until the last dose at
week 48 via subcutaneous injection. Patients
randomized to risankizumab in France received
two additional treatments at weeks 52 and 64 to
provide continuous treatment until risankizu-
mab was commercially available [26]. Random-
ization was stratified by baseline weight
(B 100 kg versus [ 100 kg) and exposure to
prior biologic treatment (0 versus C 1). Infor-
mation on patients’ history of psoriasis, psori-
atic arthritis, and prior and concomitant
therapy was obtained via patient interview at
screening and baseline. Patients identified with
psoriatic arthritis either had a diagnosis or
psoriatic arthritis was suspected. Further details
describing treatment were previously published
[26].

This study was performed in accordance with
the Good Clinical Practice Guideline as defined
by the International Conference on Harmoni-
sation, the Declaration of Helsinki, and/or all
applicable federal and local regulations and
institutional review board mandates. All
patients provided written informed consent.

Assessments

Efficacy
Subgroup analyses were performed on the pri-
mary endpoints for the following demographic
and baseline characteristics subgroups: (1) age
(years\ 40, C 40), (2) sex (male, female), (3)
race (White, Non-White), smoking (current,
former or never), (4) BMI (normal,\ 25 kg/m2;
overweight, C 25 to\ 30 kg/m2; obese, C 30

kg/m2), (5) baseline PASI (B median,[me-
dian), (6) baseline sPGA (score of 3, score of 4),
(7) psoriatic arthritis (yes, no), and (8) prior
biologic treatment (0, C 1). All subgroups
except for the duration of plaque psoriasis were
prespecified in the statistical analysis plan. Post
hoc analyses were performed to examine the
proportion of patients who achieved (1) PASI 90
and the least-squares (LS) mean percent PASI
improvement from baseline at week 52 across
BMI categories, weight categories, and weight
quartiles; (2) PASI 90 at week 52 by type of prior
biologic (IL-17, TNF, or IL-12/23 inhibitor);
prior biologic failure (yes, no); and (3) PASI 90
at week 16 with this clinical response main-
tained at week 52, as assessed using three clin-
ical outcome parameters (PASI 90, PASI 100,
sPGA 0/1).

Safety
Safety was assessed for the duration of the study
in the safety population by reporting treatment-
emergent adverse events (TEAEs) and serious
adverse events. Further details on safety assess-
ments were previously described [26].

Statistical Analysis

Statistical analyses were performed using the
intent-to-treat population that included all
patients randomized at baseline, and the safety
population that included all patients who
received at least one dose of study drug. Missing
efficacy data were addressed using nonrespon-
der imputation for categorical variables and last
observation carried forward for continuous
variables. Categorical variables were assessed
using the Cochran–Mantel–Haenszel test and
adjusted for stratification by baseline weight
(B 100 kg versus[100 kg), and prior systemic
biologics to treat psoriasis (0 versus C 1).
Between-treatment comparisons for BMI cate-
gories, weight categories, and weight quartiles
were examined using the Cochran–Man-
tel–Haenszel test that was adjusted for ran-
domization strata for dichotomous endpoints
and analysis of covariance with randomization
stratum, baseline value, and treatment as factors
for continuous variables. The median time at
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which patients achieved clinical response (PASI
90, PASI 100, sPGA 0/1) with a 95% confidence
interval (CI) when treated with either risanki-
zumab or secukinumab was estimated using the
Kaplan–Meier method; survival distributions

between risankizumab and secukinumab were
compared using a log-rank test. Logistic regres-
sion modeling was performed to investigate the
effect of the five following covariates on PASI 90
at week 52 (model without interactions): (1) age

Table 1 Demographics and baseline characteristics

Characteristic Risankizumab 150 mg (N = 164) Secukinumab 300 mg (N = 163)

Age (years), mean (SD) 47.3 (13.4) 46.8 (14.9)

Male, n (%) 112 (68.3) 101 (62.0)

Race, n (%)

White 151 (92.1) 144 (88.3)

Black/African American 6 (3.7) 6 (3.7)

Asian 6 (3.7) 11 (6.7)

American Indian/Alaskan Native 1 (0.6) 0

Native Hawaiian/Pacific Islander 0 2 (1.2)

Hispanic or Latino, n (%) 37 (22.6) 34 (20.9)

BMI, kg/m2, n (%)

\ 25 36 (22.0) 37 (22.7)

25 to\ 30 52 (31.7) 47 (28.8)

C 30 76 (46.3) 79 (48.5)

Duration of plaque psoriasis, years, mean (SD) 18.6 (12.6) 17.4 (13.2)

sPGA, n (%)

Moderate (score of 3) 140 (85.4) 137 (84.0)

Severe (score of 4) 24 (14.6) 25 (15.3)

\Moderate (score of 3) or missing 0 1 (0.6)

BSA, mean (SD) 23.8 (13.8) 26.0 (16.1)

Psoriatic arthritis, n (%)

No 137 (83.5) 140 (85.9)

Yes 27 (16.5) 23 (14.1)

PASI, mean (SD) 19.8 (6.3) 20.1 (8.1)

Prior systemic treatments for psoriasis, n (%)

No 102 (62.2) 105 (64.4)

Yes 62 (37.8) 58 (35.6)

BMI body mass index, BSA body surface area, PASI Psoriasis Area and Severity Index, SD standard deviation, sPGA static
Physician’s Global Assessment
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(\40 years, 40 to\65 years, C 65 years), (2)
sex (male, female), (3) BMI (\ 25 kg/m2, 25
to\30 kg/m2, C 30 kg/m2), (4) baseline PASI
(B median,[median), and (5) treatment
(risankizumab, secukinumab), and the potential
interactions between BMI and age, BMI and sex,
BMI and baseline PASI, age and sex, age and
baseline PASI, and sex and baseline PASI (model
with interactions). Logistic regression with
Bonferroni adjustment was performed to
address multiplicity [27, 28]. Other subgroup
analyses were univariate analyses without mul-
tiplicity adjustments [27]. Statistical analyses
were performed using SAS version 9.4 (SAS
Institute, Inc., Cary, NC, USA) using the UNIX
operating system.

RESULTS

Patients

Of 409 patients screened, 327 were randomized
to receive risankizumab (n = 164) or secuk-
inumab (n = 163) (Table 1). Demographics and
baseline characteristics were similar between
treatment groups (Table 1). Overall, most
patients were male (65%), the mean [standard
deviation (SD)] patient age was 47.1 (14.1) years,
and the mean (SD) weight was 91.5 (24.7) kg.
Patients had a mean (SD) baseline PASI of 19.9
(7.2), and the majority (84.7%) had a baseline
sPGA score of 3. In total, 120 patients (36.7%)
received prior biologic treatment for psoriasis,
and 50 (15.3%) had a history of psoriatic
arthritis. In total, 312 (95.4%) patients com-
pleted week 16 of the study, and 286 (87.5%)
completed week 52 [risankizumab group, 151
(92.1%); secukinumab group, 135 (82.8%)].

Efficacy Assessments

In all patient subgroups, a numerically greater
proportion of patients treated with risankizu-
mab achieved PASI 90 at week 52 compared
with patients treated with secukinumab (risanki-
zumab, 74.1–92.3%; secukinumab, 46.8–65.0%;
Fig. 1). When treated with secukinumab,
numerically greater proportions of patients

achieved PASI 90 who were aged\40 years
(\40, 65.0% versus C 40, 52.4%), male (male,
63.4% versus female, 46.8%), had a
BMI\25 kg/m2 or 25 kg/m2 to\ 30 kg/m2

(\25 kg/m2, 64.9%, or 25 kg/m2 to\ 30 kg/m2,
63.8% versus C 30 kg/m2, 49.4%), or who did
not have prior biologic treatment (no prior
biologic, 61.0% versus prior biologic, 50.0%). A
greater proportion of patients who had more
severe disease [PASI[median (18.0); sPGA of
severe (score of 4)] or who had a shorter dura-
tion of plaque psoriasis [B median (15.6) years]
compared with patients with less severe disease
or who had longer disease duration at baseline
achieved PASI 90 when treated with either
risankizumab or secukinumab.

Adjusted by important patient characteris-
tics, logistic regression modeling showed treat-
ment type (risankizumab versus secukinumab)
had a significant impact on the proportion of
patients who achieved PASI 90 at week 52
(p\ 0.0001). PASI 90 was not significantly
impacted by the covariates age, sex, BMI, and
baseline PASI (p[0.05) (Table S1) or their
interactions (p[0.05 for all interaction values).

PASI 90 was achieved by more patients at
week 52 who were treated with risankizumab
compared with patients receiving secukinumab,
regardless of BMI (risankizumab, 84.6–88.9%;
secukinumab, 49.4–64.9%; p\ 0.05), body
weight (risankizumab, 85.7–88.5%; secuk-
inumab, 44.4–63.3%; p\ 0.001), or weight
quartiles (risankizumab, 78.0–92.5%; secuk-
inumab, 42.9–66.7%; p\0.05; Fig. 2a). Patients
receiving risankizumab had statistically greater
improvement in PASI LS mean percent change
from baseline at week 52 across BMI categories,
weight categories, and weight quartiles com-
pared with patients receiving secukinumab
(risankizumab versus secukinumab; p\ 0.05 for
all; Fig. 2b).

A greater proportion of patients treated with
risankizumab achieved PASI 90 at week 52 than
did patients treated with secukinumab, regard-
less of prior use of biologics (risankizumab,
85.5–87.3% versus secukinumab, 50.0–61.0%;
Fig. 3a). Among patients treated with risanki-
zumab, a numerically similar proportion of
patients achieved PASI 90 despite having
received prior treatment or not (prior
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treatment, 85.5% versus no prior treatment,
87.3%). Fewer patients receiving secukinumab
achieved PASI 90 among those who had used
biologic treatment in the past compared with
those who had not (50.0% versus 61.0%). More
patients treated with risankizumab achieved
PASI 90, regardless of prior biologic treatment
class (IL-17, TNF, or IL-12/23 inhibitors) com-
pared with patients treated with secukinumab
(risankizumab, 78.9–93.3% versus secuk-
inumab, 42.1–50.0%; Fig. 3b). More patients
who had experienced prior treatment failure
and received risankizumab achieved PASI 90
compared with those who had experienced

prior treatment failure and had received secuk-
inumab (72.7% versus 27.3%; Fig. 3c). Similar
results were observed for patients without
treatment failure (risankizumab, 88.2% versus
secukinumab, 55.3%). For both treatment
groups, smaller proportions of patients achieved
PASI 90 who experienced prior treatment failure
compared with those who did not (prior failure:
risankizumab, 72.7%; secukinumab, 27.3% ver-
sus no prior failure: risankizumab, 88.2%;
secukinumab, 55.3%).

More patients treated with risankizumab
who achieved a clinical response (PASI 90, PASI
100, and/or sPGA 0/1) at week 16 maintained a

Fig. 1 Proportion of patients who achieved PASI 90 at
week 52 by baseline demographics and disease character-
istic subgroups (intent-to-treat population). BMI body
mass index, PASI Psoriasis Area and Severity Index;

PASI 90 C 90% improvement in PASI, sPGA static
Physician’s Global Assessment, 95% CI 95% confidence
interval. aDuration of plaque psoriasis was not prespecified
in the statistical analysis plan
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clinical response at week 52 than did patients
receiving secukinumab (risankizumab,
81.9–90.9% versus secukinumab, 67.9–81.3%;
Fig. 4). The times to reach PASI 90 and sPGA 0/1
were not statistically different between treat-
ment groups [PASI 90: risankizumab, 12.0 weeks
(median), secukinumab, 8.6 weeks (median),
p = 0.151; sPGA 0/1: risankizumab, 8.1 weeks
(median); secukinumab, 4.4 weeks (median),
p = 0.911]; however, patients treated with
risankizumab who achieved PASI 100 did so in a
significantly shorter time compared with
patients treated with secukinumab (median:
risankizumab, 20.0 weeks; secukinumab,
28.1 weeks; p\ 0.001; Fig. S1a). Between weeks
16 and 52, patients treated with risankizumab

maintained clinical response (PASI 90, PASI 100,
and/or sPGA 0/1) at more visits than did
patients treated with risankizumab compared
with patients treated with secukinumab
(Fig. S1b).

Safety

Results from the safety analysis were previously
reported by Warren et al. [26]. Overall, the
proportions of patients reporting any TEAEs
were similar between the risankizumab (71.3%)
and secukinumab (71.2%) treatment groups.
The most frequently reported TEAEs were
nasopharyngitis (risankizumab, 21.3%; secuk-
inumab, 16.6%), and upper respiratory tract
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infection (risankizumab, 12.8%; secukinumab,
8.6%). Oral or vulvovaginal candida infections
were reported by three patients in the risanki-
zumab group and by four patients in the
secukinumab group. As described previously,
one patient in the secukinumab group reported
a new case of inflammatory bowel disease (ul-
cerative colitis) that was serious and considered
related to the treatment, which led to discon-
tinuation of treatment [26]. AEs leading to
treatment discontinuation were less frequent in
patients treated with risankizumab (1.2%)
compared with patients treated with secuk-
inumab (4.9%).

DISCUSSION

In this subgroup analysis of data from the phase
3 IMMerge study, risankizumab showed greater
efficacy numerically compared with secuk-
inumab, regardless of baseline demographics
and disease characteristics. The clinical response
to risankizumab remained consistent across all
patient subgroups evaluated, including age, sex,
and baseline disease severity, and was similar to
that observed in the general study population
[26] and to an integrated analysis conducted in
subgroups comparing risankizumab and ustek-
inumab published previously [27]. Among
patients treated with secukinumab, clinical
response varied most prominently by age, BMI,
and prior treatment subgroups. Numerically
more patients achieved PASI 90 who were
aged\40 years,male,had lowerBMI(\30 kg/m2),
or did not have prior biologic treatment,
though there were no statistical differences
between subgroups. Results from logistic
regression analysis showed that age, sex, BMI,
and baseline PASI did not significantly influ-
ence clinical outcome; however, treatment
(risankizumab versus secukinumab) signifi-
cantly impacted the proportion of patients
achieving PASI 90 at week 52. As shown previ-
ously, the efficacy of risankizumab was non-in-
ferior to that of secukinumab at week 16 and
was superior to secukinumab at week 52.
Regarding safety, both risankizumab and
secukinumab were well tolerated over the
52 weeks of treatment [26].

In general, obesity is negatively associated
with treatment response for plaque psoriasis
[3, 4, 7, 8], in which achievement of lower
treatment response (e.g., PASI 75) is often
reported for patients with greater body weights
(e.g., C 90 kg) compared with patients who
weighed less when treated with fixed-dose bio-
logics [29–34]. As a result, adjustments to dose
or dosing frequency for patients with greater
body weight to optimize efficacy for some
drugs, including secukinumab, have been eval-
uated [9, 35, 36].

Obtaining insurance approval for higher
doses of biologics or more frequent dosing for
patients with higher body weight is often diffi-
cult due to the fixed doses approved by regula-
tory agencies. Regardless of weight or BMI,
greater proportions of patients treated with
risankizumab achieved clinical improvement at
week 52 compared with patients treated with
secukinumab. Additionally, clinical response
was more consistent across body weights in
patients treated with risankizumab compared
with patients in the secukinumab group. These
results highlight that risankizumab was effica-
cious in patients with greater body weights or
BMI, and dosing adjustments were not required.

Medication adjustments, including switch-
ing therapies, may be required to maintain
adequate control of plaque psoriasis for patients
who discontinue their first biologic because of
treatment failure caused from unsatisfactory
treatment responses, or loss of treatment effi-
cacy over time [37–39]. It is imperative that
these second- or third-line biologics are not
impacted by the patient’s prior treatment his-
tory, show durability over time, and have an
adequate time to treatment response. However,
lower efficacy was reported for patients who
have had prior treatment history including
previous treatment failure [5, 6], and many
biologics have been discontinued over time
[39]. Additionally, longer disease duration was
shown to be a negative predictor of clinical
outcomes with other biologics [11]. We showed
that, regardless of prior biologic use, including
type and prior failure, more patients achieve
PASI 90 at week 52 when treated with risanki-
zumab compared with those patients treated
with secukinumab. This was true even for
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patients previously treated with an IL-12/23
inhibitor. Similarly, preliminary results from a
16-week retrospective study showed patients
with moderate-to-severe plaque psoriasis who
previously failed IL-17, IL-12/23, and/or IL-23
inhibitors benefited from risankizumab treat-
ment during routine clinical practice, regardless
of previous biologic use [40]. A larger phase 3b
study evaluating risankizumab in patients who
have had a suboptimal response to secuk-
inumab or ixekizumab is ongoing [41]. Addi-
tionally, we showed that more patients with a
long duration of disease [[15.6 (median) years]
achieved a clinical response with risankizumab
than with secukinumab. More patients who
achieved clinical response with risankizumab at
week 16 maintained this benefit at week 52
compared with patients treated with secuk-
inumab, showing the durability of risankizu-
mab efficacy. Lastly, we showed that the times
to achieve PASI 90 or sPGA 0/1 were not dif-
ferent between treatment groups, and patients
treated with risankizumab reached PASI 100
significantly faster compared with patients
treated with secukinumab.

Some of the potential limitations of this
study include the single-blind (assessor) design
and differences in the timing of the last dose,
which were discussed in the primary report [26].
Additionally, this is a post hoc analysis of the
primary clinical trial data; duration of plaque
psoriasis was the only subgroup analysis that
was not prespecified in the statistical analysis
plan. This study did utilize logistic regression
analyses to better mimic routine clinical prac-
tice. The logistic regression analysis was used to
determine which variables, including age, sex,
BMI, and baseline PASI, and their possible
interactions were predictive of treatment
response; however, clinical variables, such as
prior treatment or duration of plaque psoriasis,
were not included, and the small sample size of
PASI 90 may limit the power to identify a clin-
ical predictive factor. Future analyses can eval-
uate effectiveness, durability, and safety of
risankizumab versus secukinumab for various
patient subgroups in the real-world setting.

CONCLUSIONS

Overall, risankizumab showed greater efficacy
compared with secukinumab consistently
across different patient groups, regardless of
baseline demographics and disease characteris-
tics, including BMI, treatment history, and dis-
ease duration, which was maintained at
52 weeks. These data showed risankizumab is a
durable treatment for plaque psoriasis across
many patients, including those with greater
body weight and those who have had less than
adequate response to other biologics.
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