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Sonelokimab is a novel IL-17A-and-IL-17F-inhibiting Nanobody'~

Sonelokimab is a Nanobody, a novel biologic class

Conventional mAb Heavy-chain-only Nanobody
(typical biologic) antibody (camelids) building block
* Small

* No Fc domain
« Humanized

Sonelokimab inhibits IL-17A and IL-17F

Anfti-IL-17F

Inhibits IL-17A
and IL-17F
Anti-
albumin
Extends
half-life Anti-IL-17A
or IL-17F

Sonelokimab has completed positive Phase 2 trials in
hidradenitis suppurativa,? psoriatic arthritis,* and plaque psoriasis'

1. Papp KA, et al. Lancet. 2021;397:1564. 2. Svecova D, et al. J Am Acad Dermatol. 2019;81:196. 3. Kimball AB, et al. EADV 2023. 4. McInnes IB, et al. Nature Med. 2025;doi:10.1038/s41591-025-03971-6. Porter, Kimball ef al. SHSA 2025. Presentation 3000674.



VELA-1 and VELA-2 are identically designed Phase 3 trials

Two global, randomized, double-blind, placebo-controlled 52-week trials to evaluate the efficacy
and safety of subcutaneous sonelokimab in adults with moderate-to-severe HS

Sonelokimab 120mg Q4W

Induction doses at Weeks 0, 2, 4, 6, 8

Adults with

moderate-to- |_ OLTE
severe HS R W OQn?/—eg:m
* Hurley2or3 “yec

« AN count =5 2:1 16 ex’rTermon
« <20 DTs study

Key eligibility criteria

Exposure to up to 2 prior biologics Prirr:ory endpoint One sonelokimab dose regimen
permitted, including IL-17A inhibitors HiSCR 75 across VELA-1, VELA-2 and VELA-OLE

MNRI-ITT analysis

A safety follow-up period follows the end-of-trial visit for patients who do not enter the open-label extension study. VELA-1: NCT06411899. VELA-2: NCT06411379. Porter, Kimball et al. SHSA 2025. Presentation 3000674.



Key endpoints in VELA-1 and VELA-2 include both lesion scores and PROs

VELA Hierarchy

Sonelokimab vs. placebo at Week 16

[ . b Lesion
| HiSCR 50 ) counts
( ) -

IHS4-55 -
N J Composite Treatment Policy

r P N strategy for strategy for
ain response intercurrent events intercurrent events

0 23-point improvement from baseline

f HISQOL \ | Patient- Prespecified Prespecified

| Change from baseline ;ﬁti‘::::s primary analysis supplemental analysis
[:] Lesions DLQ' MC'D
[:] PROs 0 24-point improvement from baseline

Threshold for meeting each endpoint: P<0.05 (multiplicity controlled), analyzed in the ITT population using logistic regression, except for HISQOL (analysis of covariance model). Covariates were strafification factors (Hurley Stage, prior biologic exposure, and
geographic region) and freatment group, plus baseline values for HISQOL. The composite and treatment policy strategy used alternative approaches to handle intercurrent events: in the composite strategy (primary analysis), participants were imputed as
non-responders for the remainder of the frial if they discontinued due to lack of efficacy or due to adverse events, if they received certain prohibited medications, or if they initiated or intensified systemic antibiotics as rescue therapy for HS; other missing data
points were imputed by multiple imputation. In the treatment policy strategy, available data was used regardless of treatment discontinuation or use of rescue or prohibited medication, and any missing data were imputed by multiple imputation. HISCR 75/50:
>75/50% reduction from baseline in AN count with no increase in As or DTs. IHS4-55: 255% reduction from baseline in IHS4 (a weighted lesion score where N=1, A=2, and DT=4). Pain response: weekly average of worst daily skin pain on the Patient Global
Assessment of Skin Pain 0-10 numerical rating scale. HiSQoL: a validated, HS-specific patient-reported quality of life measure. DLQI MCID: minimal clinically important difference (24-point improvement from  Porter, Kimball et al. SHSA 2025. Presentation 3000674,
baseline) in Dermatology Life Quality Index. A, abscess; DT, draining tfunnel; ITT, intention-to-freat; N, inflammatory nodule.



Baseline characteristics were balanced across freatment arms

VELA-1 VELA-2
Sonelokimab N=283

Sonelokimab N=276

Age [years], mean 36.1 37.2 38.0 37.2
Female, % 62.3 61.5 49.6 53.6
Race, %

White 76.1 77.7 85.1 81.5

Black or African American 15.2 12.0 10.6 9.4
BMI [kg/m?], mean 33.6 33.5 32.7 33.0
Current smoker, % 41.3 43.8 56.0 51.8
Hurley Stage II/1ll, % 63.8/36.2 64.0/36.0 67.4/32.6 63.0/37.0
Years since diagnosis, mean 8.4 8.1 7.7 7.5
AN count, mean 13.3 13.5 13.8 14.5
Draining tunnels, mean 2.8 3.2 3.5 3.9
DLQI Total, mean 11.8 11.7 11.3 12.6
HISQOL Total, mean 27.6 26.5 23.8 28.0
Worst skin pain NRS, mean 4.9 4.7 5.0 4.9
Prior biologic use, % 15.9 15.5 22.0 19.6
Concomitant antibiotics, % 8.7 6.7 7.8 10.5

Discontinuation rates were low, and highly similar between treatment arms, as well as between the two trials

AN, abscess or inflammatory nodule; DLQI, Dermatology Life Quality Index; HISQOL, HS Quality of Life; NRS, numerical rating scale. Porter, Kimball et al. SHSA 2025. Presentation 3000674,



Sonelokimab treatment led to strong and reproducible HiSCR 75 responses

ITT, MNRI

o
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Primary analysis
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**P<0.01
*P<0.05

% patients achieving HISCR 75

50

40

30

20

10

VELA-1 HISCR 75

Placebo —e-Sonelokimab

N=138 N=283
ok sk
34.4
%k sk
%k k
%ok sk
17.5
4 8 12 16
Week

50

40

30

20

10

VELA-2 HISCR 75

Placebo —e-Sonelokimab

N=141 N=276
o 34.1
k
24.9
kk
4 8 12 16
Week

P values multiplicity controlled at Week 16, otherwise nominal; logistic regression stratified by Hurley, prior biologics, geography. HISCR 75: 275% reduction from baseline in AN count
with no increase in As or draining tunnels. A, abscess; ITT, intenfion-to-treat; mNRI, modified nonresponder imputation; N, inflammatory nodule.  Porter, kKimball et al. SHSA 2025. Presentation 3000674



HiSCR 75 responses were similar across both prespecified analysis strategies

ITT, MI
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P values for T.P. strategy are nominal; logistic regression stratified by Hurley, prior biologics, geography. HISCR 75: 275% reduction from baseline in AN count with no increase in As or
draining funnels. A, abscess; ITT, infention-to-freat; MI, multiple imputation; N, inflammatory nodule.

Porter, Kimball et al. SHSA 2025. Presentation 3000674.



HiSCR 75 responses were significant with sonelokimab as early as Week 4

VELA-1 HiISCR 75 VELA-2 HiISCR 75
50 PBO: Composite PBO:T.P. 50
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TP=0.053 (noft significant) using composite strategy in VELA-2 at Week 16. P values multiplicity controlled for composite strategy at Week 16, otherwise nominal; logistic regression
straftified by Hurley, prior biologics, geography. ITT, intention-to-treat; MI, multiple imputation; mNRI, modified nonresponder imputation. Porter, Kimball et al. SHSA 2025. Presentation 3000674



Sonelokimab led to strong, rapid and reproducible HiSCR 50 responses

ITT, MNRI

Composite
strategy

HiSCR 50
Key secondary
endpoint
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P values multiplicity controlled at Week 16 in VELA-1, otherwise nominal; logistic regression stratified by Hurley, prior biologics, geography. HiISCR 50: 250% reduction from baseline in

AN count with no increase in As or draining funnels. ITT, infention-to-freat; mNRI, modified nonresponder imputation.

Porter, Kimball et al. SHSA 2025. Presentation 3000674.



Patients reported meaningful improvements in skin pain as early as Week 1

VELA-1 Skin pain response VELA-2 Skin pain response
40 Placebo N=99  —e—Sonelokimab N=206 40 Placebo N=110  —e—Sonelokimab N=201
Baseline: 6.2 Baseline: 5.9 Baseline 6.0 Baseline 6.0

kokk

ITT, MNRI

Composite
strategy

Skin pain response
Key secondary
endpoint

>3-point improvement from
baseline in worst skin pain,
in patients with baseline NRS =3

% patients achieving skin pain response

**P<0.001
**P<0.01
*P<0.05
0 2 4 6 8 10 12 14 16 0 2 4 6 8 10 12 14 16
Week Week

P values multiplicity controlled at Week 16 in VELA-1, otherwise nominal; logistic regression stratified by Hurley, prior biologics, geography. Worst skin pain in the past 24 hours,
averaged over a week, on the Patient Global Assessment of Skin Pain NRS. ITT, intenfion-to-treat; mNRI, modified non-responder imputation. Porter, Kimball et al. SHSA 2025. Presentation 3000674



Sonelokimab substantially improved the impact of HS on quality of life

HiISQOL HS-specific QOL score

17 items, including those specific to HS
_such as drainage, and odor

ITT, MNRI

Composite
strategy

HiSQOL
Key secondary
endpoint

LSM change from baseline
in HISQOL Total score

***P<0.001

1st trials with HiSQOL as a key endpoint

LSM change from baseline in HISQOL Total score

VELA-1 HISQOL improvement

-10

Week
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XKk

-8.8

kKK
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VELA-2 HiISQOL improvement

-10

Week
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kkk

-8.3

kkk

Placebo N=141 —e—Sonelokimalb N=2764
Baseline 23.8 Baseline 28.0

The maximum possible HISQOL Total is 68 (each item is scored 0-4). P values multiplicity controlled at Week 16 in VELA-1, otherwise nominal; ANCOVA model stratified by Hurley, prior
biologics, geography, and with baseline HISQOL values also included as co-variate. Worst observation carried forward used to impute intercurrent events considered as non-response.
HISQOL, HS quality of life; ITT, intention-to-tfreat; LSM, least squares mean; mNRI, modified nonresponder imputation; QOL, quality of life. Porter, Kimball et al. SHSA 2025. Presentation 3000674.



Patients reported meaningful improvements in quality of life with sonelokimab

ITT, MNRI

Composite
strategy

DLQI MCID
Key secondary
endpoint

24-point improvement from
baseline in patients with
baseline DLQI of 24 points
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P values multiplicity controlled at Week 16 in VELA-1, otherwise nominal; logistic regression stratified by Hurley, prior biologics, geography. DLQI MCID: Minimal Clinically Important

Difference (24-point improvement) in Dermatology Life Quality Index; ITT, infention-to-treat; mNRI, modified non-responder imputation.

Porter, Kimball et al. SHSA 2025. Presentation 3000674.



Efficacy with sonelokimab was consistent across trials and analysis strategies

VELA-1 VELA-2 VELA-1 and VELA-2 Combined

SLK 120mg SLK 120mg SLK 120mg
N=283 Delta P value N=276 Delta P value N=559 Delta P value

Composite Strategy (Primary Estimand)

HiSCR 75 (%) 17.5 34.4 16.9 <0.001 24.9 34.1 9.2 0.053 21.2 34.3 13.1 <0.001
HiSCR 50 (%) 30.3 51.0 20.7 <0.001 42.2 55.6 13.4 0.011 36.3 53.3 17.0 <0.001
IHS4-55 (%) 33.9 53.2 19.3 <0.001 43.0 54.9 11.9 0.024 38.4 54.1 15.6 <0.001
Pain response (%) 11.5 28.4 16.9 <0.001 14.9 29.1 14.1 0.003 13.3 28.7 15.4 <0.001
HISQOL LSM CfB -3.1 -8.8 -5.7 <0.001 -3.3 -8.3 -5.0 <0.001 -3.2 -8.5 -5.3 <0.001
DLQI MCID(%) 36.2 56.8 20.6 <0.001 38.1 55.1 16.9 0.002 37.1 55.9 18.9 <0.001

Treatment Policy

HiSCR 75 (%) 17.5 34.8 17.3 <0.001 25.6 35.9 10.3 0.033 21.6 35.4 13.8 <0.001
HISCR 50 (%) 30.3 51.6 21.3 <0.001 43.0 58.7 15.6 0.003 36.7 55.1 18.4 <0.001
IHS4-55 (%) 34.2 54.4 20.3 <0.001 44.7 56.9 12.3 0.021 39 .4 557 16.3 <0.001
Pain response (%) 12.7 28.4 15.8 0.001 14.9 29.8 14.9 0.002 13.9 29 1 15.2 <0.001
HISQOL LSM CfB -3.8 -9.4 -5.6 <0.001 -3.5 -9.0 -5.6 <0.001 3.5 9.1 -5.6 <0.001
DLQI MCID (%) 37.8 59.0 21.2 <0.001 39.0 58.1 19.0 0.001 38.3 58.6 20.3 <0.001

P values for VELA-1 (composite strategy, all endpoints) and VELA-2 (composite strategy, HiISCR 75) are multiplicity controlled; all other P values are nominal.
DLQI MCID, Minimal Clinically Important Difference (24-pt improvement) in Dermatology Quality of Life Index; HISQOL LSM CfB, least mean squares change from baseline in HS Quality
of Life; Pain response, 23-pt improvement from baseline in worst skin pain on the Patient Global Assessment of Skin Pain 0-10 NRS. Porter, Kimball et al. SHSA 2025. Presentation 3000674



Interim analysis shows continued HiSCR 75 / 50 improvement to Week 36

VELA-1 and VELA-2 Combined As observed VELA-1 and VELA-2 Combined As observed

Placebo> -0--Sonelokimab —e—Sonelokimab Placebo> -0--Sonelokimab —e—Sonelokimab
80

80

HISCR 75 | | HiSCR 50 |

% patients achieving HISCR 75
% patients achieving HISCR 50

0 4 8 12 16 20 24 28 32 36 0 4 8 12 16 20 24 28 32 36
Week Week

SLK, n who already have data 243 244 231 206 163 131 SLK, n who already have data 243 244 231 206 163 131

PBO>SLK, n who already have data 469 481 454 390 305 221 PBO>SLK, n who already have data 469 481 454 390 305 221

Preliminary data for subjects who have already reached post-16 visits, subject fo Week 52 database lock. Data are descriptive. Preliminary, pre-specified analysis suggests
confinued improvement beyond Week 16, subject to Week 52 database lock. Post-Week 16 ns reflect incomplete data due to patients not yet  Porfer, Kimball et al. SHSA 2025. Presentation 3000674.
reaching these visits at data cut-off on Oct 20 2025, but who may do so in the future in these ongoing frials. Individual trials had similar results consistent with these combined data.



Interim analysis shows rapid responses after crossover from placebo

VELA-1 and VELA-2 Combined As observed
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reaching these visits at data cut-off on Oct 20 2025, but who may do so in the future in these ongoing frials. Individual trials had similar results consistent with these combined data.



Sonelokimab was well tolerated to Week 16, with no new safety signals

VELA-1 and VELA-2 Combined to Week 16
Sonelokimab N=559

Treatment-emergent adverse events (TEAE), n (%)

Any TEAE 155 (55.6) 376 (67.3)
Any Serious TEAE 5(1.8) 14 (2.5)
Any TEAE leading fo disconfinuation 4 (1.4) 16 (2.9)
Most frequent TEAEs (25% with active treatment)
Nasopharyngitis 28 (10.0) 48 (8.6)
Oral candidiasis 1 (0.4) 41 (7.3)
TEAEs of interest
Oral candidiasis® 1(0.4) 41 (7.3)
Dermatitis and eczemab 7 (2.5) 20 (3.4)
Serious infection 2 (0.7) 4 (0.7)
Diarrhea (non-infectious) 1 (0.4) 2 (0.4)
Hepatic evente 3(1.1) 1(0.2)
Inflammatory bowel disease (IBD)¢ 0 0
Suicidal ideation and behavior (SIB) 0 0
Serious hypersenisitivity 0 0
Major adverse cardiovascular event (MACE)¢ 0 0

All cases of candidiasis were
mild-to-moderate

No IBD, SIB or MACE adverse events
were observed with sonelokimalbde

Trials are still ongoing, and treatment assignment remains blinded to patients and frial site staff; the table only includes events where blinding can still be maintained. Adjudication is preliminary and
ongoing. a 3 events of esophageal and 2 of oropharyngeal candidiasis were reported in the sonelokimab group. b Patients with events assigned to either of the preferred terms ‘dermatitis’ or ‘eczema’.
c Adjudicated adverse events; 8 (2.9%) patients in the placebo group and 9 (1.6%) in the sonelokimab group had adverse events and/or laboratory elevations of liver function tests sent for adjudication
as possible drug-induced liver injury, with 3 (1.1%) in the placebo group and 1 (0.2%) in the sonelokimab group adjudicated as DILI (no Hy's law events were observed), and 3 (1.1%) in the placebo group
and 1 (0.2%) in the sonelokimab group adjudicated as non-DILI hepatic elevations. d 1 event recorded as Crohn’s disease in the placebo group was adjudicated as not IBD. e Adjudicated MACE
(defined as cardiovascular death, stroke, myocardial infarction, resuscitated cardiac arrest, or hospitalization for heart failure or for unstable angina). Porter, Kimball et al. SHSA 2025. Presentation 3000674.



Conclusions

Sonelokimab: Key Findings from VELA-1 and VELA-2

Efficacy: High and sustained HISCR 75 (primary endpoint) and other clinical responses across
both trials, including after switching from placebo

Symptoms and quality of life: Meaningful, consistent improvements in pain, HISQOL, and DLQ
Onset: Rapid clinical response—HISCR 75 by Week 4; pain reduction as early as Week 1

Safety: Well tolerated with no new safety signals, and no IBD, SIB, or MACE adverse events;
hepatic adverse events more frequent in placebo group than sonelokimalb group

Dosing: Convenient 1 mL monthly maintenance from Week 8 onward

Future directions

VELA-1 and VELA-2: trials are ongoing, with further results to be reported upon completion

Other ongoing sonelokimab HS trials: VELA-OLE—long-term freatment, VELA-TEEN—adolescents

VELA-OLE, NCT07007637. VELA-TEEN, NCT06768671. Porter, Kimball et al. SHSA 2025. Presentation 3000674.
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