Early and sustained effect of zumilokibart (APG777) in
atopic dermatitis and asthma: 16-week results from
the phase 2 APEX study in moderate-to-severe AD and
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INTRODUCTION

IL-13 is a key mediator of Type 2 inflammation in both atopic dermatitis (AD) and asthma.
— In AD, IL-13 drives skin barrier dysfunction and the persistence of itch associated with the disease.’

— In asthma, IL-13 promotes increased expression of fractional exhaled nitric oxide (FeNO), which is
strongly linked to exacerbations and impaired lung function.??

Asthma is a common comorbidity among patients with AD, with 1 meta-analysis reporting that 28% of
patients with moderate-to-severe AD have comorbid asthma.*

Zumilokibart (APG777) is a novel, half-life-extended anti-IL-13 monoclonal antibody that achieves early
peak therapeutic drug levels that are sustained over an extended dosing interval.

Zumilokibart is currently being investigated in:
— The 2-part phase 2 APEX study (NCT06395948) in participants with moderate-to-severe AD.
— A phase 1b study (NCT06920901) in participants with mild-to-moderate asthma.

OBJECTIVE

To assess the speed and durability of effect with zumilokibart from separate clinical trials in
participants with moderate-to-severe AD (APEX Part A) and mild-to-moderate asthma (phase 1b)

In a first-in-human phase 1 study, the half-life of Figure 1: YTE modification extends the
zumilokibart ranged from 75.3 to 77.5 days across half-life of zumilokibart

the doses tested.®

The extended half-life of zumilokibart is conferred
by a YTE amino acid modification in the Fc region,
enhancing FcRn-mediated antibody recycling
(Figure 1).¢

The pharmacokinetics of zumilokibart support
evaluation of every 12-week and 24-week dosing.

CONCLUSIONS

* Treatment with zumilokibart led to early and sustained improvements in markers of disease activity
in both AD and asthma:

— In AD, treatment with zumilokibart resulted in significant improvements in AD lesions by
Week 2 and itch by 48 hours after the first dose. Both every 12- and 24-week maintenance
dosing with zumilokibart led to sustained responses through Week 52.

— In asthma, a single dose of zumilokibart led to rapid suppression of FeNO that was maintained
through 16 weeks in all participants and through 32 weeks for participants with available
follow-up.

* Zumilokibart was well tolerated in both studies, with safety results in line with expectations for
therapies targeting IL-13.

* These results support continued investigation of zumilokibart as a novel therapy for AD and asthma
with the potential to reduce injection burden for patients.
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RESULTS

Phase 2 APEX Part A in participants with moderate-to-severe AD

Study design & methods

* APEX Part A evaluated zumilokibart in
adults (=18 years) with moderate-to-severe
AD (EASI =16, vIGA-AD score =3,

BSA >10%; Figure 2).

* At baseline, participants (N=123) were
randomized 2:1 to an induction regimen of
zumilokibart or placebo. Upon completing
Week 16, participants initially randomized
to zumilokibart (N=72) were rerandomized

1:1 to receive zumilokibart Q12W or Q24W
during maintenance.

* The primary endpoint of percent change
from baseline in EASI was evaluated at

Week 16. Efficacy and safety were evaluated
through Week 52.

Baseline characteristics

Figure 2: Design of the phase 2 APEX Part A study in moderate-
to-severe AD

A
A Induction Maintenance
APEX 16 weeks 36 weeks

— ADPh2 —

Zumilokibart Z“m'lok'bNig'fé— Q12W
720 mg WO, W2; £
360 mg W4, W12 Zumilokibart — Q24W
NEXSY N3
2:1
L .
Week 16

Primary endpoint

Q12W: 360 mg zumilokibart at Weeks 24, 36, and 48; Q24W: 360 mg at Weeks 24 and 48.

*Excludes 2 participants who discontinued the maintenance period before receiving zumilokibart.

For induction, N = number of participants randomized and received =1 dose of study drug during induction. For
maintenance, N = number randomized to zumilokibart during induction and received >1 dose of study drug during
maintenance.

* Baseline demographics and disease characteristics were generally comparable between groups and in line with
expectations for a population with moderate-to-severe AD.

Primary and key secondary endpoints at Week

16

* APEX Part A met the primary endpoint at Week 16. The reduction from baseline in EASI was significantly greater

with zumilokibart than placebo at Week 2 (-35
through Week 16 (Table 1).

4% vs —-20.8%, respectively; p=0.01) and all subsequent timepoints

* A significantly greater percentage of participants achieved =75% improvement in EASI (EASI-75) with zumilokibart
than placebo as early as Week 4, and approximately two-thirds of participants treated with zumilokibart achieved

EASI-75 at Week 16 (Table 1).

* Treatment with zumilokibart led to significant improvements in secondary endpoints, including percentages of
participants achieving EASI-90 and vIGA-AD O/1 responses at Week 16 (Table 1).

Table 1: Primary and secondary endpoints were significant at Week 16

Efficacy endpoints at Week 16 (N=82) P value
Primary outcome, LS mean % change from baseline in EASI -33.8 -71.0 <0.001
Secondary outcomes
EASI-75, % 24.6 66.9 <0.001
EASI-90, % 14.7 33.9 <0.05
vIGA-AD 0/1, % 17.3 34.9 <0.05

P values vs placebo were determined using ANCOVA (for continuous variables) and CMH (for categorical variables). vVIGA-AD 0/1 response was defined as achieving a VIGA-AD score of O or 1 with a
>2-point reduction from baseline. For EASI % change from baseline, missing data were imputed with Markov Chain Monte Carlo Multiple Imputation (MCMC-MI), including the data set to missing after rescue
medication use or study treatment discontinuation. For EASI-75, EASI-90, and vIGA-AD, missing data were imputed with MCMC-MI, and rescue medication use or treatment discontinuation due to lack of

efficacy was imputed as nonresponder for all subsequent timepoints.

Efficacy through Week 52

* Among participants rerandomized to continue
zumilokibart during maintenance, 87.5% and
80.6% of those in the Q12W and Q24W arms,
respectively, achieved EASI-75 at Week 52
(Figure 3).

Participant-reported itch

* Significant improvement in itch, as measured by
the LS mean % change from baseline in I-NRS,?
was observed 48 hours after the first dose of
zumilokibart (corresponding to study Day 3).

— Progressive improvement in itch continued
through Week 16 (-50.7% zumilokibart vs
-23.2% placebo; p=0.001). At Week 48,
participants in the Q12W and Q24W arms
reached -72.5% and -64.1% change from
baseline in I-NRS.

Daily I-NRS results in Week 1 and I-NRS results at Week 48 were evaluated
as-observed without imputation for missing data or rescue medication use. For I-NRS
results at Week 16, missing data were imputed with MCMC-MI.

Safety

Figure 3: Progressive improvement in EASI-75 response over

52 weeks
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For induction, N = number of participants randomized and received >1 dose of study drug in induction.
For maintenance, N = number randomized to zumilokibart in induction and received =1 dose of study drug
in maintenance. Efficacy data were evaluated as-observed without imputation for missing data or rescue
medication use.

* Treatment with zumilokibart was well tolerated during the 52-week treatment period (Table 2).

Table 2: Safety summary through Week 52

Zumilokibart mITT
(N=119)

Event, n (%)

(All participants receiving =1 dose of zumilokibart)?

>1 adverse event 85 (71.4)
>1 serious adverse event 1(0.8)°
Adverse events leading to discontinuation through Week 52 4 (3.4)
Deaths 0
Most common adverse events through Week 52 (25%)
Noninfective conjunctivitis® 16 (13.4)
Upper respiratory tract infection 15 (12.6)
Nasopharyngitis 11 (9.2)
Dermatitis atopic 6 (5.0)

Safety data are summarized for all randomized participants who received >1 dose of zumilokibart (N=82 randomized to zumilokibart and N=37 who crossed over from placebo to zumilokibart at

Week 16). PCase of Sézary syndrome; not considered related to study treatment. <The total conjunctivitis rate was 20.2%, including the following preferred terms: noninfective conjunctivitis, conjunctivitis
allergic, conjunctivitis bacterial and conjunctivitis viral, with <1% discontinuations over the 52-week treatment period. Most cases were mild to moderate, and the median duration of conjunctivitis was
27.5 days. No relationship between zumilokibart exposure and conjunctivitis was observed.

Phase 1b study in participants with mild-to-moderate asthma

Study design & methods Figure 4: Design of the single-dose zumilokibart
* This phase 1b study evaluated zumilokibart phase 1b study in mild-to-moderate asthma
in adults (18-65 years) with mild-to-moderate Duration: ~52 weeks
asthma (GINA 2023 criteria) and elevated o L:
. Zumilokibart
FeNO (225 ppb; Figure 4). IH 720 mg SC (single dose)

N=142

* Participants (N=19) were randomized 3:1 o
to receive a single dose of zumilokibart
720 mg or placebo. S

* The primary objectives were to evaluate + Status: Ongoing

safety and the change in FeNO as a
surrogate marker of treatment response — —
aStudy enrolled a total of 31 participants; 19 met the prespecified criteria for the

In Type 2 aS'I'h ma. subgroup with FeNO >25 ppb, representative of asthma with Type 2 inflammation.
This study reports an interim analysis with a data cutoff date of December 23, 2025.

Dosing

Baseline characteristics

* Interim results were available through Week 16 for all participants; this analysis included 19 adults
(mean age 44.5 years; 42.1% female) with mild-to-moderate asthma and FeNO =25 ppb.

* Baseline demographics and FeNO levels were generally similar between treatment groups.

FeNO reduction

* Treatment with zumilokibart led to rapid suppression of FeNO, with maximal mean % SE absolute
reduction from baseline of 45.1 + 15.7 ppb (vs 10.6 + 7.5 ppb with placebo) and -60.2 + 4.3%
change from baseline to Week 2 after dosing (vs =10.2 + 8.7% with placebo; Figure 5).

* Mean FeNO reduction of >40 ppb from baseline was maintained through Week 16 (limit of
planned interim follow-up) after a single dose of zumilokibart.

* In participants with extended follow-up available (Weeks 20-32; N=2-11), FeNO suppression
remained evident through Week 32.

Figure 5: Single dose of zumilokibart led to durable FeNO suppression through Week 16
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Mean + SD FeNO levels at baseline were 57.2 + 34.1 ppb in the placebo group and 66.9 + 65.3 ppb in the zumilokibart group.
One zumilokibarttreated participant discontinued following the Week 12 visit (lost to follow-up).

Safety

* Zumilokibart was well tolerated, with no serious grade 3 or 4 TEAEs (Table 3), and a safety profile
consistent with expectations for an |L-13targeted therapy in asthma.

Table 3: Safety summary from the phase 1b study in asthma

Event, n (%)

>1 adverse event 4 (80.0) 9 (64.3)
>1 serious adverse event 0 0
>1 Grade 3 or 4 adverse event 0 0
Adverse events leading to discontinuation 0 0

Zumilokibart
(N=14)

Data cutoff date: December 23, 2025.
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