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ABSTRACT
Background: It is unclear whether primary efficacy outcomes in plaque psoriasis clinical trials repre-
sent residual disease during treatment.
Objectives: To evaluate supplementing dichotomous efficacy with residual disease activity.
Methods: This post hoc analysis used pooled, patient-level data after tildrakizumab 100mg (N¼ 616)
or placebo (N¼ 309) treatment from reSURFACE 1/2 (NCT01722331/NCT01729754) phase 3 clinical tri-
als of patients with moderate to severe plaque psoriasis.
Results: Median baseline Psoriasis Area and Severity Index (PASI) was 17.9 for patients receiving tildra-
kizumab 100mg. At Week 12, median PASI was 2.9, whereas dichotomous PASI 90 response rate was
36.9%, and absolute PASI <5.0, <3.0, and <1.0 were 64.0%, 50.8%, and 23.3%, respectively. At Week
28, median PASI was 1.7, whereas PASI 90 response rate was 51.9%, and absolute PASI <5.0, <3.0,
and <1.0 were 75.3%, 62.8%, and 38.0%, respectively. Dermatology Life Quality Index and PASI scores
were correlated through Week 28 (r¼ 0.51, p� .0001).
Conclusions: Disease activity was more reliably estimated by PASI scores than percentage PASI
improvement; this may partially explain efficacy disparities between clinical trials and practice. These
results suggest supplementing dichotomous PASI improvement with PASI scores and consideration of
patient treatment goals could facilitate clinical decisions.
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Introduction

Recently, several new agents were approved for treatment of
moderate to severe plaque psoriasis. As options increase, the
challenge of choosing the most appropriate treatment for each
patient also grows. Before gaining experience with new treat-
ments, dermatologists largely depend on efficacy data from clin-
ical trials. However, the types of results available are limited and
have remained unchanged for years.

The most commonly reported psoriasis efficacy measures are
the Physician’s (or Investigator’s) Global Assessment (PGA or
IGA) and the Psoriasis Area and Severity Index (PASI) (1–3). PGA
and IGA are typically assessed on simple 5- or 6-point scales
and may provide limited sense of disease severity due to the
small numerical scale. Additionally, neither include body surface
area (BSA) affected, a key consideration when assessing disease
activity (2,4,5). PASI may better represent patients’ severity of
psoriasis because it includes both plaque severity and BSA

affected and has a larger scale (possible range of 0–72, although
most patients fall within 0–36) (6).

Efficacy outcomes can be viewed from 2 broad perspectives:
relative improvement in psoriasis severity over time from treat-
ment initiation, and residual disease activity during treatment.
Generally, clinical trial endpoints are of the first type: the pro-
portion of patients with a PGA (or IGA) score of 0 or 1, with
a� 2-point reduction relative to treatment initiation (1), and
proportion of patients achieving a specific percentage reduction
in PASI score relative to treatment initiation (e.g. PASI 75, repre-
senting a 75% improvement in PASI score from baseline) (7).
Both are recommended by regulatory agencies as clinical trial
coprimary endpoints (1,8). However, endpoints such as these,
which present change in disease activity over time in dichotom-
ous terms, provide limited information on patients’ disease
activity both before treatment onset and during treatment.
Taken together with the aforementioned limitations, these 2
efficacy measures may limit understanding of residual disease.
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In addition, inter- and intra-rater variability can meaningfully
influence efficacy results. In phase 3 trials of biologics in moder-
ate to severe psoriasis, baseline PASI scores varied by up to 3
points between treatment arms (9–12). Across trials, variation
was as much as 8 points (baseline PASI scores ranging from
16.4–24.1) (13,14). Studies of inter- and intra-rater variability
within single trials showed differences in PASI scores of as much
as 3 points (2,15,16), and a recent study reported inter- and
intra-rater variabilities of 3.3 and 2.2 PASI points, respectively
(17,18). Although this variability is numerically small, implica-
tions for interpretation of efficacy results could be substantial.

A PASI score is determined with 1 assessment, whereas rela-
tive PASI improvement requires 2 assessments, each of which
may be affected by inter- and intra-rater variability, compound-
ing overall error as a result. Also, rounding down PASI scores of
�0.5 to 0 can artificially inflate complete clearance rates. This
brings into question how reliably relative clinical improvement
measures such as PASI 75 response rates estimate posttreat-
ment residual disease. Variability of ±1.1 PASI score points per
assessment is even pertinent to reliability of scores such as 1.0,
which might otherwise be estimated by the investigator as 0.0
or 2.1 at another point during the same day. Supplementing
rates of dichotomous percentage PASI improvement with abso-
lute (i.e. static) PASI scores could offer dermatologists a measure
of relative clinical improvement from treatment initiation and
also an estimate of residual disease during treatment.

Finally, there is increasing interest in patients’ self-reported
quality of life (QoL) pertaining to treatment decisions. A grow-
ing consensus exists that absolute PASI values �2 or 3 correlate
with low Dermatology Life Quality Index (DLQI) values (i.e. bet-
ter QoL) and might provide better benchmarks of therapeutic
success than PASI responses, irrespective of baseline PASI
(19,20). As reported in a review of infliximab clinical trials, more
than half of patients with PASI �2.5 at Week 24 had DLQI score
0, compared with <5% of patients with PASI >5 (21). These
results suggest that assessing the relationship between clinical
disease and QoL may be important in understanding how well
one may predict changes in the other (22).

In this post hoc analysis, we analyzed PASI score distributions
of patient-level data pooled from 2 phase 3 trials of tildrakizu-
mab in patients with moderate to severe psoriasis (reSURFACE 1
[NCT01722331] and reSURFACE 2 [NCT01729754]) (23) to assess
how disease activity varied across the study population before
treatment (baseline visit) and at Weeks 4, 12, and 28 (after 1, 2,
and 3 doses of drug). Additionally, we determined proportions
of patients with PASI scores <1, <3, and <5 and analyzed distri-
bution of patient-level PASI scores within categories of percent-
age PASI improvement (i.e. PASI 50.0–74.9, PASI 75.0–89.9, and
PASI 90.0–99.9). Finally, we assessed correlation between PASI
scores and DLQI values to determine how well posttreatment
residual disease activity corresponded to self-assessed
patient QoL.

Materials and methods

Study design

The full methods of reSURFACE 1 and reSURFACE 2 were previ-
ously described (23). The studies adhered to principles of the
Declaration of Helsinki and International Harmonization
Guidelines for Good Clinical Practice, and were approved by an
Institutional Review Board or Independent Ethics Committee. All

patients provided written informed consent before any study-
related procedures (23).

In this report, we analyzed data from patients (�18 years of
age) with �10% BSA involvement, PGA score �3, and PASI
score �12 who were randomized to treatment with subcutane-
ous tildrakizumab 100mg at Weeks 0 and 4 and every 12weeks
thereafter, or placebo at Weeks 0 and 4. Three patients with
baseline PASI scores 8.4–11.4 (protocol violators) but who
met all other inclusion criteria (i.e. age, BSA involvement, PGA
score) were enrolled in the study and included in this analysis.

The coprimary endpoints for both studies were proportions
of patients with 75% reduction in PASI score (PASI 75) and PGA
response (defined as score of 0 or 1, with �2-point reduction
relative to baseline) at Week 12. PASI, PGA, and DLQI assess-
ments were performed at Weeks 0, 12, and 28. All randomized
patients who received �1 dose of assigned treatment and had
�1 postbaseline PASI score were included in the analysis. This
analysis was limited to data for Weeks 0–12 for placebo-treated
patients and Weeks 0–28 for the group treated with tildrakizu-
mab 100mg, which is the Food and Drug Administration-
approved dose (24).

PASI, PGA, and DLQI assessments

Static PASI scores represent disease activity at a single point in
time and include assessments of both psoriatic plaque severity
and BSA involvement. PASI scores range from 0–72 (typically
reported in 0.1-unit increments), with 0 representing no disease
(2,7). Dichotomous PASI response rates were determined by cal-
culating the percentage of patients who achieved a specific
threshold percentage in their own PASI improvement from
baseline (i.e. an individual’s percentage PASI score reduction of
�50% [PASI 50 response], �75% [PASI 75 response], �90%
[PASI 90 response]).

PGA represents disease severity at a single point in time,
without consideration of BSA involvement. PGA was assessed
using a scale of 0–5 points, with 0 representing no disease
activity (2,3). PGA success criteria were values of 0 or 1 with �2-
point reduction from baseline.

The DLQI is a patient-reported static QoL assessment. Scores
range from 0–30, with 0 representing no impairment in
QoL (25).

Statistical analysis

PASI score distributions in the tildrakizumab group were
compared with placebo using a 2-sample asymptotic
Kolmogorov–Smirnov (KS) test at Weeks 0, 4, and 12. Absolute
PASI scores were compared with percentage change in PASI
from baseline in each treatment arm at Weeks 4, 12, and 28
using Pearson correlation coefficients. In these analyses, missing
PASI data were imputed using last observation carried forward.

Correlations between PASI and DLQI assessments were ana-
lyzed via scatterplots and by applying linear regression models
to data obtained at visits at which PASI and DLQI assessments
were performed, with no imputation of missing data. Pearson
correlation coefficients, 95% confidence limits for the mean pre-
dicted value, and 95% confidence limits for individual predicted
values were obtained.
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Results

Patients

The pooled study population included 311 patients randomized
to placebo (309 included in the analysis) and 616 patients
randomized to tildrakizumab 100mg. Two patients randomized

to placebo were excluded from the analysis: 1 in reSURFACE 1
did not receive any placebo and 1 in reSURFACE 2 did not have
available PASI data.

Treatment groups for the pooled population were balanced
in terms of demographics and baseline disease characteristics
(Table 1). Mean age was 46 years, approximately 70% were men,
the majority were White, and mean weight was 88.5 kg.

Patient-level PASI analysis

Given that patient-level PASI data were not normally distributed,
median rather than mean PASI scores were used in this analysis,
as the former provided a more accurate representation of cen-
tral tendency in the distribution at all evaluation points.

Median baseline PASI scores for the tildrakizumab 100mg
and placebo groups were 17.9 and 17.7, respectively. Over time,
the distribution of PASI scores among patients receiving tildraki-
zumab shifted progressively toward the lower end of the scale
(Figure 1(a–d)). Comparisons of PASI score distributions showed
no statistically significant differences between active and pla-
cebo treatment arms at baseline (KS test p> .05; Figure 1(h)),
but distributions were significantly different by Week 4 and at
Week 12 (all KS tests p< .0001; Figure 1(i–j)).

Table 1. Baseline disease characteristics of all patients randomized, by treat-
ment group.

Placebo
(N¼ 309)

Tildrakizumab
100mg
(N¼ 616)

BSA, % involved with psoriasis
Mean (SD) 30.4 (16.1) 32.0 (18.1)
Median (range) 27.0 (10�88) 26.5 (10�97)

PASI score
Mean (SD) 19.6 (7.3) 20.2 (7.7)
Median (range) 17.7 (12�56) 17.9 (8�59)a

PGA category, n (%)
�3 points 209 (67.2) 414 (67.2)
�4 points 100 (32.2) 202 (32.8)

Prior exposure to biologic therapy
for psoriasis, n (%)

55 (17.8) 110 (17.9)

Patients with psoriatic arthritis, n (%) 42 (13.6) 102 (17)

BSA: body surface area; PASI: Psoriasis Area and Severity Index; PGA:
Physician’s Global Assessment; SD: standard deviation.
aIncludes 3 patients with a PASI score of <12 (range, 8.4–11.4); see Methods.

KS test P-value (vs PBO): 
TIL 100 mg = 0.46

KS test P-value (vs PBO): 
TIL 100 mg < 0.0001

KS test P-value (vs PBO): 
TIL 100 mg < 0.0001
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Figure 1. PASI score distributions over time by treatment group. Missing data were imputed using last observation carried forward. Individual PASI scores were
rounded to the nearest integer; 3 patients in the tildrakizumab 100-mg group had an absolute PASI score <12 at Week 0 (range 8.4–11.4; these patients were
enrolled in violation of the protocol requirements but are included in the analysis). (a–g) PASI distributions in each treatment group at different time points. (h–j)
Comparisons of PASI score distribution lines between treatments at different time points. KS test was used to compare the tildrakizumab 100 mg group with
PBO. KS test: Kolmogorov–Smirnov test; PASI: Psoriasis Area Severity Index; PBO: placebo; TIL: tildrakizumab.
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Comparison of absolute PASI scores with PASI response rates

Reductions in disease activity were observed with tildrakizumab
100mg at all time points (Table 2). By Week 4, after 1 dose,
median PASI scores were 10.6 in the tildrakizumab group and
16.2 in the placebo group, representing a median 40.7%
decrease in PASI score for tildrakizumab patients (Figure 1). In
addition, 57.5% (354/616) of tildrakizumab-treated patients no
longer met the trial entry criterion of moderate to severe plaque
psoriasis by Week 4, compared with only 20.7% of placebo-
treated patients (Figure 2(d)).

By Week 12, after 2 tildrakizumab doses, median PASI score
was 2.9 (median 84.0% decrease) in the tildrakizumab 100mg
group, compared with 15.7 in the placebo group (Table 2).
More than half of patients receiving tildrakizumab 100mg
reached a clinically relevant (20,26) PASI score of <5 (64.0%;
394/616 patients), and half (50.8%; 313/616) achieved a PASI
score <3 (Figure 2(b,c)). Additionally, 23.2% (143/616) of
patients achieved a PASI score <1 (Figure 2(a)). Among patients

Table 2. Mean and median PASI score over time, by treatment group.

PASI Scores
Placebo
(N¼ 309)

Tildrakizumab
100mg
(N¼ 616)

Week 0, n
Mean (95% CI) 19.6 (18.8, 20.5) 20.2 (19.6, 20.9)
Median (IQR) 17.7 (14.4–21.9) 17.9 (14.7–23.0)

Week 4, n
Mean (95% CI) 18.0 (17.1, 19.0) 12.3 (11.6, 12.9)
Median (IQR) 16.2 (12.4�21.4) 10.6 (6.6�15.6)

Week 12, n
Mean (95% CI) 17.2 (16.1, 18.3) 5.4 (4.9, 5.9)
Median (IQR) 15.7 (11.5�21.4) 2.9 (1.2�7.2)

Week 28, n
Mean (95% CI) N/A 3.8 (3.4, 4.2)
Median (IQR) N/A 1.7 (0.4�4.9)

CI: confidence interval; IQR: interquartile range; N/A: not applicable; PASI:
Psoriasis Area and Severity Index.
Missing data were imputed using last observation carried forward. Full ana-
lysis set included all randomized patients who received �1 dose of study
medication and had �1 post-baseline PASI score value, based on treat-
ment assigned.
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receiving tildrakizumab 100mg, 63.0% (388/616) achieved PASI
75 response at Week 12 vs 6.1% (19/309) in the placebo group,
and 36.9% (227/616) achieved PASI 90 response compared with
1.9% of those receiving placebo (Figure 2(e)). By Week 28, after
3 doses of study drug, median PASI score was 1.7 (90.5%
median reduction) in the tildrakizumab 100mg group (Table 2).

By Week 4, differences in the distributions of absolute PASI
scores between tildrakizumab and placebo groups were already
apparent, and by Week 12, were substantially different (Figure
1(h–j)). We also assessed distributions of PASI scores across per-
centage PASI improvement categories (PASI 50.0–74.9, PASI
75.0–89.9, and PASI 90.0–99.9; Figure 3). There was overlap in
PASI scores between PASI improvement categories, indicating
the latter did not reliably predict residual disease following

treatment. For example, some patients who achieved PASI
75.0–89.9 responses had lower residual disease activity based
on absolute PASI relative to others achieving PASI
90.0–99.9 responses.

An overlap in PASI scores between categories of PASI
improvement was evident as early as Week 4, when patients with
PASI 90 responses had PASI scores ranging from 0.0–2.8, and
those with PASI 75.0–89.9 response had scores of 1.6–10.0
(Tables 3 and 4). More specifically, at Week 4, 26 patients had
PASI scores within the 1.6–2.8 overlap range; 4 of these patients
had PASI 90 response and 22 had PASI 75.0–89.9 response. At
Week 12, 165 patients had PASI scores within the PASI 90 and
PASI 75.0–89.9 overlap range (1.3–3.6) (Tables 3 and 4, and
Figure 3). Similarly, at Week 28, 151 patients had PASI scores
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within the PASI 90 and PASI 75.0–89.9 overlap range (Tables 3
and 4, and Figure 3). An example of the potential effect of these
overlaps, in light of known intra-rater variability of 2.2 PASI points
per assessment (17), is shown in Figure 4. For the patient in these
images, a difference of �1.1 PASI score points at Week 12 would
result in the patient being recorded as a PASI 90 responder.

Comparison of absolute PASI scores with DLQI response rate

Median baseline DLQI total scores for the tildrakizumab 100mg
and placebo groups were 14.0 and 13.0, respectively. QoL in the
tildrakizumab 100mg group was better at Week 28 than at
Week 12, when DLQI distributions moved toward lower values,
with more patients having a DLQI total score of 0 or 1 at Week
28 vs Week 12. Overall, more patients had an improved DLQI
total score of 0, 1, or 2 vs a total score of 3, 4, or 5 at both
Week 12 and Week 28 (Table 5). Absolute PASI scores and DLQI
total scores correlated at Week 12 (correlation coefficient ¼
0.48, p� .0001; Figure 5(b)); this correlation was maintained
through Week 28 (correlation coefficient ¼ 0.51, p� .0001;
Figure 5(c)).

Discussion

The ultimate goals of treatment are to reduce psoriasis disease
activity and for patients’ QoL to be unaffected by their disease.
Clinical trial results are typically reported as binary percent
improvement (e.g. PASI 75 yes/no) relative to baseline. However,
published treatment guidelines increasingly focus on residual
disease following treatment (20,26–28), considering both this
and the relative improvement to patients’ baseline disease
severity as clinically important.

In the current studies, posttreatment PASI scores provided
more accurate information on residual disease than clinical PASI
improvements relative to treatment initiation. At Week 12, half
of patients receiving tildrakizumab 100mg achieved a PASI
score <3.0; yet, in contrast, only 36.9% (227/616) achieved a
PASI 90 response.

Rates of PASI response improvement are limited in their abil-
ity to inform our understanding of posttreatment residual dis-
ease: first, because baseline disease can vary substantially
among patients (e.g. 2 patients with severe baseline PASI scores
of 30.0 and 20.0, respectively, and posttreatment PASI scores 3.0
would have similar residual disease, although only the former
would achieve a PASI 90 response); second, because PASI 50,
PASI 75, and PASI 90 are intrinsically dichotomous, whereas clin-
ical improvement occurs across a spectrum. Finally, intra-rater
variability in PASI scoring, and the skewed nature of PASI score
distributions, could potentially result in substantial differences in
the proportions of patients who achieve a threshold response
(e.g. a PASI 90 response).

The overlap in PASI scores across percentage PASI improve-
ment categories in the tildrakizumab 100-mg group indicated
that small differences in PASI scores, such as those due to
known intra-rater variability of up to 2.2 points per assessment
(i.e. ±1.1 in either direction), or inter-rater variability of 3.3 PASI
points per assessment, could result in substantial differences in
percentages of patients achieving a predetermined percentage
PASI improvement from baseline (which requires 2 assessments,
each of which would have a ± 1.1 score intra-rater variability). As
an example, for the patient shown in Figure 4, a difference in
the score of �1.1 PASI points at Week 12 and Week 28, as
might occur with investigator variability in PASI scoring, would
result in the patient achieving PASI 90 responses at Week 12

Table 3. Overlap of PASI scores in subgroups of tildrakizumab 100mg–treated patients with PASI 50.0%–74.9% and PASI 75.0%–99.9% improvement.

Week 4 Week 12 Week 28

Percentage PASI improvement 50.0%–74.9% 75.0%–89.9% 50.0%–74.9% 75.0%–89.9% 50.0%–74.9% 75.0%–89.9%

Patients, n 171 58 122 161 89 146
PASI score, median 6.6 3.2 6.7 2.8 6.8 3.2
(IQR) (5.1�9.6) (2.5�3.7) (5.1�9.3) (2.2�3.8) (5.3�9.6) (2.4�4.0)
PASI score, range 2.9�21.3 1.6�10.0 3.2–20.5 1.3–11.1 2.2–25.6 1.4–8.9

Overlap of % PASI improvement ranges
PASI score, range 2.9�10.0 3.2–11.1 2.2–8.9
Patients in overlap range, n (%) 135 (21.9) 36 (5.8) 106 (17.2) 66 (10.7) 62 (10.1) 118 (19.2)

IQR: interquartile range; PASI: Psoriasis Area and Severity Index.
Total number of patients randomized to tildrakizumab 100mg; percentages calculated based on N¼ 616.
Missing data were imputed using last observation carried forward.

Table 4. Overlap of PASI scores in subgroups of tildrakizumab 100mg–treated patients with PASI 75.0%–89.9% and PASI 90.0%–99.9% improvement.

Week 4 Week 12 Week 28

Percentage PASI improvement 75.0%–89.9% 90.0%–99.9% 75.0%–89.9% 90.0%–99.9% 75.0%–89.9% 90.0%–99.9%

Patients, n 58 14 161 227 146 320
PASI score, median 3.2

(2.5�3.7)
1.2

(0.08�1.8)
2.8

(2.2�3.8)
0.6

(0�1.2)
3.2

(2.4�4.0)
0.4

(0�1.1)(IQR)
PASI score, range 1.6�10.0 0–2.8 1.3–11.1 0–3.6 1.4–8.9 0–4.0

Overlap of % PASI improvement ranges
PASI score, range 1.6–2.8 1.3–3.6 1.4–4.0
Patients in overlap range, n (%) 22 (3.6) 4 (0.6) 118 (19.2) 47 (7.6) 111 (18.0) 40 (6.5)

IQR: interquartile range; PASI: Psoriasis Area and Severity Index.
Total number of patients randomized to tildrakizumab 100mg; percentages calculated based on N¼ 616.
Missing data were imputed using last observation carried forward.
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and Week 28, respectively. Similarly, when considering the
median PASI scores for all patients in the tildrakizumab 100-mg
group at baseline (17.9), Week 12 (2.9), and Week 28 (1.7), the
potential effect of ±1.1-point variability on PASI improvements
would result in an approximately 14% difference between the
lowest and highest estimated improvements (i.e. absolute PASI
response could range from 76%�91% at Week 12, and
83%�97% at Week 28).

In addition, intra-rater variability may explain PASI score dif-
ferences of 1.0–3.0 at baseline visits between treatment arms
within large randomized clinical trials. When exploring

Figure 4. Photographic comparison of PASI responses and residual disease. In this 64-year-old White female weighing 104.9 kg, PASI 75 and PASI 90 response
estimates were poor predictors of residual disease during treatment. PASI score assessment during follow-up visits more reliably accurately reflected clinical obser-
vation than did percentage improvement from baseline PASI score. PASI: Psoriasis Area and Severity Index.

Table 5. DLQI total scores at Weeks 12 and 28 in patients randomized to til-
drakizumab 100mg.

DLQI Total Scores
Week 12
N¼ 591

Week 28
N¼ 580

0 136 (23) 193 (33)
1 109 (18) 116 (20)
2 68 (12) 48 (8)
3 54 (9) 45 (8)
4 42 (7) 39 (7)
5 33 (6) 25 (4)

DLQI: Dermatology Life Quality Index.
Data are presented as n (%).
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differences between studies, mean baseline PASI scores in mod-
erate to severe psoriasis clinical trials range from 16.4–24.1 (a
variation of 8 PASI points) (13,14), and median baseline PASI
scores range from 15–21 (6 PASI points) (29,30). In this context,
inter-rater variability within trials may also have importance. For
a patient to achieve a PASI 75 or PASI 90 response in these tri-
als, he or she had to achieve with treatment an absolute PASI
score from �4.0 to �6.0 and from �1.6 to �2.4, respectively.
Therefore, overall PASI score variability of 1.0–3.0 could substan-
tially impact PASI response rates.

A European consensus defined treatment goals in plaque
psoriasis according to the change in dynamic PASI score and
absolute DLQI (31). Mean percentage PASI improvement corre-
lates with DLQI in patients with moderate to severe psoriasis
receiving biologic treatments, with a response of PASI �75 asso-
ciated with a significant improvement in QoL (32). However,
more recently, residual disease is regarded as the preferable
goal (20,27), and the more accurate understanding of residual
disease afforded by posttreatment PASI score may allow better
insights into the association between clinical efficacy and QoL.
In our study, the spectrum of DLQI scores was broad even for
patients with PASI scores of 0 (PASI 100 response), suggesting
that neither relative clinical improvement nor residual disease
adequately predict patient-reported QoL, and that both physi-
cians’ assessments of clinical disease and patients’ views on the
impact of the disease on their lives should be taken into
account in treatment selection (29).

There are some limitations of the analysis. First, it was post
hoc in nature, and second, the analysis was limited to data from
tildrakizumab clinical trials. Further analyses using datasets from
other trials would be useful for validating these findings, and
results from such assessments may help clinicians in everyday
clinical practice.

In this pooled analysis of 2 phase 3 tildrakizumab trials, post-
treatment absolute PASI scores provided more accurate informa-
tion on residual disease than relative clinical PASI improvement
data. Dichotomous PASI improvement outcomes may provide
limited information on patients’ residual disease post treatment,
and intra- and inter-rater variability in PASI assessments can
have substantial effect on PASI improvement response rates.
Residual disease outcomes are an important addition to the
relative clinical improvement results currently used to guide
treatment decisions in clinical practice.
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