UNITED STATES
SECURITIES AND EXCHANGE COMMISSION
Washington, D.C. 20549
FORM 8-K

CURRENT REPORT
Pursuant to Section 13 OR 15(d) of The Securities Exchange Act of 1934

Date of Report (Date of earliest event reported): April 19, 2023

MOONLAKE IMMUNOTHERAPEUTICS
(Exact name of registrant as specified in its charter)

Cayman Islands 001-39630 98-1711963
(State or other jurisdiction (Commission File Number) (IRS Employer
of incorporation) Identification No.)

Dorfstrasse 29
Zug, Switzerland 6300

(Address of principal executive offices) (Zip Code)

41 415108022
(Registrant’s telephone number, including area code)

N/A
(Former name or former address, if changed since last report)

Check the appropriate box below if the Form 8-K filing is intended to simultaneously satisfy the filing obligation of the registrant under any of the following provisions:
0 Written communications pursuant to Rule 425 under the Securities Act (17 CFR 230.425)

O Soliciting material pursuant to Rule 14a-12 under the Exchange Act (17 CFR 240.14a-12)

O Pre-commencement communications pursuant to Rule 14d-2(b) under the Exchange Act (17 CFR 240.14d-2(b))

O Pre-commencement communications pursuant to Rule 13e-4(c) under the Exchange Act (17 CFR 240.13e-4(c))

Securities registered pursuant to Section 12(b) of the Securities Exchange Act of 1934:

Title of each class Trading Symbol(s) Name of each exchange on which registered

Class A ordinary share, par value $0.0001 per share MLTX The Nasdaq Capital Market

Indicate by check mark whether the registrant is an emerging growth company as defined in Rule 405 of the Securities Act of 1933 (§230.405 of this chapter) or Rule 12b-2 of
the Securities Exchange Act of 1934 (§240.12b-2 of this chapter).

Emerging growth company

If an emerging growth company, indicate by check mark if the registrant has elected not to use the extended transition period for complying with any new or revised financial
accounting standards provided pursuant to Section 13(a) of the Exchange Act. [




Item 7.01 Regulation FD Disclosure.

On April 19, 2023, MoonLake Immunotherapeutics (the “Company”) will be posting to its website an investor presentation to be used in the Company’s April 19, 2023 Capital
Markets Day event, including information regarding the Company’s financial position, near-term catalysts and publication roadmap. A copy of the presentation is included with
this Form 8-K for convenience and attached hereto as Exhibit 99.1. The investor presentation and replays of the webcast will be available on the Company’s website at
https://ir.moonlaketx.com.

The information in this current report on Form 8-K and the exhibit attached hereto shall not be deemed “filed” for purposes of Section 18 of the Securities Exchange Act of
1934, as amended (the “Exchange Act”) or otherwise subject to the liabilities of that section, nor shall it be deemed incorporated by reference in any filing under the Securities

Act of 1933, as amended, or the Exchange Act, regardless of any general incorporation language in such filing, unless specifically so incorporated.

Item 9.01 Financial Statements and Exhibits.

(d) Exhibits
Exhibit No. Description
99.1 MoonlLake Immunotherapeutics Capital Markets Day Presentation dated April 19, 2023

104 Cover Page Interactive Data File-the cover page XBRL tags are embedded within the Inline XBRL document
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Pursuant to the requirements of the Securities Exchange Act of 1934, as amended, the Registrant has duly caused this report to be signed on its behalf by the undersigned
hereunto duly authorized.

MoonLake Immunotherapeutics

Date: April 19, 2023 By: /s/ Matthias Bodenstedt

Name: Matthias Bodenstedt
Title:  Chief Financial Officer
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Disclaimer o MoonLake

Forward Looking Statements

Certain statements in this presentation may constitute “forward-looking statements” within the meaning of the U.S. Private Securities Lifigation Reform Act of 1995. Forward-locking
statements include, but are not limited to, staterents regarding our expectations, hopes, beliefs, infentions or strategies regarding the future including, without limitation, statements
regarding: plans for preclinical studies, clinical trials and research and development programs: the anticipated timing of the results from those studies and trials; and expectations
regarding the time period over which our capital resources will be sufficient to fund our anticipated operations. In addition, any statements that refer to projections, forecasts, or
other characterizations of future events or circumstances, including any underlying assumptions, are forward-looking statements. The words “anticipate”, “believe", continue”,
“could", “estimate”, “expect”, “intend", “may”, “might", “plan”, “possible"”, “potential”, “predict”, “project”, “should", " strive”, “would" and similar expressions may identify forward-
looking statements, but the absence of these words does not mean that such statement is not forward looking. Forward-lcoking statements are based on current expectations and
assumptions that, while we and our management consider reasonable, as the case may be. are inherently unceriain. New risks and uncertainties may emerge from fime fo fime.
and it is not possible to predict all risks and uncertainties. Factors that may cause actual results to differ materially from current expectations include, but are not limited to, various
factors beyond management's control including general economic conditions and other risks, uncerfainties and factors set forth in the section entifled “Risk Factors” and
“"Cautionary Statement Regarding Forward-Looking Statements” in our Annual Repert on Form 10K that was filed with the U.S. Securities and Exchange Commission (the "SEC") on
March 20, 2023 (the “Proxy Statement™), as well as factors associated with companies, such as MoonLake Immunotherapeutics, that operate in the biopharma industry. Nothing in
this presentation should be regarded as a representation by any person that the forward-locking statements set forth herein will be achieved or that any of the contemplated results
of such forward-looking statements will be achieved. You should net place undue reliance on forward-looking statements in this presentation, which speak only as of the date they
are made and are qualified in their entirety by reference to the cautionary statements herein. We neither undertake nor accept any duty to release publicly any updates or revisions
to any forward-looking statements to reflect any change in our expectations or in the events, conditions or circumstances on which any such statement is based. This presentation
does not purport to summarize all of the conditions, risks and cther atfributes of MoonLake Immunotherapeutics.

Industry and Market Data

Certain information contained in this presentation relates fo or is based on studies, publications, surveys and our own intemal estimates and research. In this presentation, we rely on,
and refer to, publicly available information and statistics regarding market participants in the sector in which we compete and other industry data. Any comparison of us to any
other entity assumes the reliability of the information available to us. We abtained this information and statistics from third-party sources, including reports by market research firms
and company filings. In addition, all of the market data included in this presentation involve a number of assumptions and limitations, and there can be no guarantee as fo the
accuracy or reliability of such assumptions. Finally, while we believe our internal research is reliable, such research has not been verified by any independent source and we have
not independently verified the infarmation,

Trademarks

This presentation may contain frademarks, service marks, frade names and copyrights of other companies, which are the property of their respective owners. Sclely for convenience,
some of the frademarks, service marks, tfrade names and copyrights referred to in this presentation may be listed without the TM, SM © or ® symbols, but we will assert, to the fullest
extent under applicable law, the rights of the applicable owners, if any, to these frademarks, service marks, frade names and copyrights.




Welcome to our Capital Markets Day [ @ JYSSTENS
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Date: April 19™, 2023 Topic Sub-topics Speaker Timing
Time: 10:30-12:30 EDT
Location: The Asforia Hub, Convene, 151 West Intro - QOverview of MLTX and catalysts Jorge 20 mins
42 Street, New York (Webcast also available) - Focus on HS: differentiation and Santos da
_— - . market opportunity Silva
| ’ AAD Reflections - Recap of HS landscape & pipeline Prof. 30 mins
& Treatment - Reflections on data released at AAD &  Kenneth B.
Landscape remaining unmet needs Gordon

- Reflections on HS study designs

Moonlake R&D - SLK positioning within the emerging HS ~ Prof. Kristian 30 mins
Update freatment landscape Reich

- Clinical frial update for HS (and PsA)

- Deep-dive on ML proprietary R&D

Financial - 10-K take aways & March 31 cash- Matthias 10 mins
Update & Path cash runway Bodenstedt
Forward - Path forward

Q&A session 30 mins




Introduction




o MoonLake

O Founded in 2021 in Switzerland

O Nanobody® technology licensed in initial
private round

O Unique molecule with sonelokimab, fri-specific
IL-17A & IL-17F Nanobody® to elevate
treatment in inflammation in a $40bn+ market

O Public on Nasdaq in April 2022, with a raise of
gross proceeds of $150m

O Nearly $200m raised to date

O Clinical phase company — concluded phase 2
in psoriasis, additional phase 2 frials now, in HS
(“MIRA") and PsA ("ARGQ")

O Driven by a top-tier team, target is to unlock a
Fipeline-in-a- roduct across large indications
rom 2023 (>$3bn in HS & PsA alone)

| ' Do you still Anti

)

tionizing Immunot
Rg\fﬂw hgmn

inrough Nanobody® t°°hnolog,

& B N

MoonLake

moonlaketbx.com




MoonLake is led and supported by a highly experienced group

o MoonLake

Leqdershlp team

Board of Directors

Investors

Jorge Santos da Silva
(CEQ, Founder, Board Director)

Prof. Kristian Reich
(CSO, Founder]

Matthias Bodenstedt
(CFO)

Nuala Brennan
(CCDO)

Oliver Daltrop
(CTO)

Plus, 25 FTE at MoonLake foday

Kara Lassen
(Roche)

Catherine Moukheibir
(e.g., Oxford Biomedica)

Simon Sturge — Chair
{eg Kymab, Merck])

Spike Loy
(BVF)

Andrew Phillips

(Cormorant)

Ramnik Xavier
(Harvard])
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Our share price has picked up as we move closer to data

Share price/index variation (%, YTD, to Apr 18™)
120%
100%

80%

o ~100% YTD increase

60% (max over $25/share)

40%

© Volumes increased

0% significantly
20% I [ '
Feb 2023 Mar 2023 Apr 2023 . .
© Nine equity analysts
I MLTX $21.78 +$10.75  197.46% now covering MLTX
(frequent dialogue
| Nasdaq Composite 12,153.41 +1,766.42  M7.01% ongoing with others)

Nasdaq XBI $81.33 -$0.20 4 0.25%




High interest in a differentiated molecule — Do you still Antibody?2 o MoonLake

Nanobodies® are much smaller

They can be designed to have multiple
than tradifional antibodies

and different binding domains

N7 S é '
=
N7
— o )
- -
-
— - Y
0 ¢ +
Conven Heavy-chain-only Monobody® single- Binds IL-17A
(- 150kDa) antibody (- B5kDa) domain antibedy or IL=17F
(~15kDa)

Sonelokimab is a ~40kDa humanized Nanobody® consisting of three VHH domains covalently linked
by flexible spacers - around a quarter of the size of fraditional antibodies

Binds albumin

IL-17A & IL-17F With 2 domains, it binds with high affinity fo IL-17A and IL-17F — a third domain binds human albumin

Subcutaneous administration, Q4W




It's all about the dimers

IL-17A and IL-17F function as
dimers fo drive inflammation,
through activation of IL-17RA
& RC receptor complexes

Different IL-17RA & RC chains
combine to form complexes,
and those have different
affinity for different dimers'?2

Not all IL-17-targeting
therapeutics can inhibit IL-
17A/A, IL-17A/F and IL-17F/F
dimers

ACELYRIN IL-17AfAinhibitors ) x

i = i
ﬁfég/ DICC L-17A inhibitors H _____ X
U5 NOVARTIS By

Vu:g IL-17A and IL-17F h‘JﬂnliLi'IelJ\\_ AV V V
bl d Sonelokimab N

o MoonLake

T
nanauw




Sonelokimab has an established “next gen IL-17" profile by now

o MoonLake

Phase 2 clinical data

THE LANCE

+'f.@? ILI7ASF hed Jokimabin pati

= Leading efficacy in
Inflammation (PASI
100 for most patients)

a
phase 2b study
2 * IL-17F adds to IL-17A
o . inhibition (vs.
Cosentyx)

77777 Clean profile
o S following historical IL-
....... W) 17 safety

BJD T TR ooToarts manc it ot | i = Duration of IL-17A & F
T S : s response over time

FESEARCH LETTER

Maintenance of response in moderate-to-severe psoriasis after
withdrawal of the IL-174 and IL-17F nanobody sonelokimab - Is
there a role for IL-17F in disease reoccurrence?

akch [, G Culer, Mark Wrlrirg

= Long-term anti-
inflammatory effect
of SLK even after
withdrawal

» Continued dosing
benefit in non-/slow
responders

Phase 1 & Preclinical data

| Am ACAD DERMATOL
VoLume 81, NUsBen | = PK determined for all

testing doses (incl.

-
A modomized. double-bind, placebo.

[-]
controlled phase 1 study of multiple = 120 and 240mg}
avcending doses of subentaneons M109S,
an i interleukin 1TAF manobody, in
moderateto-severe psoriasis = Stable clinical
T - response with Q4W

dosing

= Molecular remission
& high clinical
response over time

= SLK better than mAb
in deep-tissue
inflammation

= SLK fravels into deep
fissue more efficiently
than maAb

= SLK binds IL-17A and F
in deep tissue more
efficiently than mab

(i




IL-17 F inhibition is differentiating across inflammatory diseases

o MoonLake

Ph 3 patients (n)

Leading MoA

Trials
\/dk@
o@oo*“ " HS BE HEARD | & I
e it BE COMPLETE
(:9 2 !
& Fam BE OPTIMAL
(o]
* BE MOBILE
AxSpA3
&
C\)“_@
S VIVID, ,
& pso¢  BEVIVID, BE READY
o BE SURE, BE RADIANT

1.014

1,252

586

2,223

IL-17F inhibition doubles IL-17A-
only inhibition & shows higher
efficacy versus TNF on HISCR75

IL-17F & A inhibition shows best
ACRS0/PASI?0 composite
score, response in TNF-IR pts

IL-17 F & A inhibition shows
best ASAS40, incl. in TNF-IR pts

IL-17F inhibition brings 40%+
more pts to PASI100 than 17A-
only, also superior to TNF




IL-17 inhibition is expected to lead in a growing $50bn+ market

o MoonLake

Global sales, USD Bn

B -
=
= 4
3
r-AxSpA [AS]
nr-AxSpA | .
/ /
2021 2031

IL-17 and other innovative biologics are expected to grow at
CAGR 2-3x the rate of the market overal, to 2031

Hidradenitis Suppurativa [Hs)

* Driven by IL-17s (60%) on base built by Humira™ as only therapy
* Several failures (e.g., IL-23, IL-36, TYK-2, IRAK, IL-1)

Psoriatic Arthritis (psa)
* Driven by IL-17s with rates of 11%+ growth {1/3 market)

* Mostly IL-17 (incl. IZO) and some IL-23 but with latter not adding
to joint treatment, (and JAKs)

Other: e.g., Axial Spondylarthritis (raxspa and nr-oxspa)
* Driven by IL-17s (20%+ growth) on base built by TNFs
* |L-23s failed

Other: e.g., Psoriasis (ps0)

* Driven by newest IL-17 and IL-23 classes, eroding TNFs as the
traditional class

IL-17A&F mhlbmon wuih further opportunity in muny oiher dlsease

rm indicat
Ophthalmolo




Five reasons why we chose to focus now on HS and PsA Q voontake

IL-17 is a key pathway and clinical results indicate it may be the only
(HS) or one of the few (PsA) that is potentially a better treatment option

IL-17F is most abundant pro-inflammatory cytokine involved in
driving the disease

Hidradenitis Suppurativa : :
Inflammation is deep with albumin-rich oedemas and tissue damage
siting in deeper, little vascularized ftissues, ideal for a Nanobody™

There are significant unmet needs, with decades old freatment
goadls, no satisfactory therapeutic solutions and low QoL for patients

The markets are large at $ multiple billion ranges, with high
Psoriatic Arthritis prevalence for each disease, robust growth rates and less competition




We set out a large global Phase 2 program in HS and PsA

o MoonLake

Approach teo clinical design

Global Phase 2 program

= Trials started for Hidradenitis Suppurativa (HS) and
Psoriatic Arthritis (PsA), high unmet need diseases

= Trials illustrate our pivotal design approach:

— Larger size than usual with several arms, incl.
placebo and active reference cross-overs

- Double-blinded, confrolled trials, blinded post-cross
over — no open-labels, uncontrolled trials

- "Pivotal" designs to accelerate for well-planned
superiority Phase 3s, including dosing options

— Always inclusive of Placebo AND active reference
(namely Humira) to plan Phase 3 and aready mark
differences to a “soon-to-be” global biosimilar

— Higher treatment goal as Primary Endpoint vs
standards (HISCR75, ACR 50) to distinguish SLK,
increase delta to placebo

= Anticipated read outs in 2023

Hidradenitis
suppurativa

\MIRA

Psoriatic
Arthritis

{ARGO

Start date: May 2022

End of screening: Jan 2023

LP randomized: Feb 2023

234 patients (vs. 210 target)

Fastest recruitment in HS

57 activated sites (US and Europe)
On-target baseline comparable with
main competitor pivotal trials

PE read-out: End June 2023 (R&D Day)
24-wk read-out expected: Oct 2023

Start date: Dec 2022 i
Predicted LP randomized: Sep 2023
Trial recruiting well ahead of plan

5 arms: 3 doses, placebo & Humira
200 patients

~65 sites activated (US and Europe)
PE read-out: Dec 2023

24-wk read-out expected: Mar 2024

]




HS: IL-17F dependent deep tissue inflammation with high unmet need o MoonLake

Blockage of Aprocrine glands... ...creates deep tissue lesions... ...richin IL-17F... ...and causing devastating damage

"

(vicious circle between IL-17
(essentially an "apocrinitis”) release and keratinocyte
proliferation and activation)

Market size Unmet Needs

‘I 47 Global avg # of years to ‘I 0 USD billion sales ‘I Drug approved 507 Improvement for pts
o O prevalence diagnostic, globally by 2035 {Humira) O for 1 yr with ADA




HS: Recent data underscores SLK potential in HS & HISCR75 as new bar °MoonLoke

%)

Adalllmumab S?cuklnumob Bimekizumab (Bimzek) Povorcitinib Upadacitinib
(Humira) (C / (n/a)

= TNFa inhibitor
= Traditional mAb
(~148kDaq)

= |L-17A only .

IL-17 A and IL-F inhibitor, only other
inhibitor molecule in same MoA as SLK
»  Traditional mAb »  Traditional mAb (~150kDa), 3x
(~151kDay) larger than SLK [no Alb-domain)

JAK 1 inhibitor
Small
molecule

(Rinvoq)

*  JAK 1 inhibitor
= Small
molecule

PIONEER and II' (Ph 3)

5
+24
30

14

PLC ADA PLC ADA
HISCR 50 HISCR 75

40mg
Q1IW, 12 weeks

SUNRISE? [Ph 3) BE HEARD | & BE HEARD Il (Ph 3)*

60

(+26)

56

40

NCT04478043 (Ph 2)

45
A o 39 o
3] 34 32 377 t
G i on
18 16 17
n.d. nd,

PLC SEC PLC SEC  PIC BKZI PLC BKI PLC BKI PLC BKZ PLC POV PIC POV
HISCR 50 HIiSCR 75 HISCR 50 HISCR 75 HIiSCR S50 HISCR75 HiSCR 50 HISCR 75
BE HEARD | BE HEARD Il
300mg 320myg 75mg

Q2W, 16 weeks Q2W, 16 weeks [mNRI HS-ABX)

Leader is now Bimekizumab, followed by Humira and then Cosentyx [JA

QD, 16 weeks

s ¢ last line option)

NCT04430855 (Ph 2)

n.d. n.d.

A
PLC UPA PLC UPA
HISCR 50 HIiSCR 75

30mg
QD, 12 weeks




HS: Recent data underscores SLK potential in HS & HISCR75 as new bar °MoonLc1ke

Adalimumab Secukinumab

Bimekizumab (Bimzelx)

(Humira) (C %)
= TNFa inhibitor = |L-17A only * IL-17A and IL-F inhibitor, only other
= Traditional mAb inhibitor molecule in same MoA as SLK
(~148kDa) »  Traditional maAb »  Traditional mAb (~150kDa), 3x
(~151kDay) larger than SLK [no Alb-domain)

PIONEER and II' (Ph 3) SUNRISE? [Ph 3) BE HEARD | & BE HEARD Il (Ph 3)*

BEHEARD | & BE HEARD Il (Ph 3)*

52

60
& L 48
2 (+20)
o= 2 (26) G } 632 =
9 O 34 é 32 CE 29 syl @
L@ 18 & i 16
n.d. n.d.

PLC ADA PLC ADA PLC SEC PLC SEC PLC BKZ PLC BKI PLC BKI FLC BKZ
HISCR 50 HISCR 75 HISCR 50 HISCR75  HiISCR S50 HISCR 75 HISCR 50 HISCR 75

HISCR 50 HISCR 75 HIiSCR 50 HIiSCR75

BE HEARD | BE HEARD Il

40mg 300mg 320mg
QIW, 12 weeks Q2W, 16 weeks Q2W, 16 weeks [mNRI HS-ABX)

Leader is now Bimekizumab, followed by Humira and then Cosentyx [JA

BE HEARD | BE HEARD Il

320mg
Q2W, 16 weeks (mNRI All-ABX)

s ¢ last line option)




HS: Izokibep data from an open-label, uncontrolled trial hard to read °MoonLoke

Week 12 data Key Notes
Percent reaching respective HISCR (%) As observed = Trialis an open label, non-placebo controlled
= BRI with 30 patients

= Such trials are a known “failure mode” in HS,
57 with different drugs failing to reproduce scores
when trial is controlled and blinded (e.g.,
secukinumab, guselkumab show -20%

” . _ 38 _ responses)
S S S mm 32 33 .
< IS 5 S = Otherimportant concerns:
O L&) 8] Q
3 30 3 8 g - Low lesion number (~1/2 those in our fricl)
8 g B ¢ g
2 8 2 27 2 - 40% site reaction (indicative of low tolerance)
o o] o o
5 = = = ~ 80% TEAE (versus our 60-65%, with ~5 events
PC IO PIC 1ZO PIC IO PLC IO per patient which is deemed high)
HISCR 50 HISCR 75 HSCR 90 HISCR 100 = Generally, cautious view by KOLs at AAD '23

Still, a positive readthrough for SLK as @ small molecule with albumin-binding domain, in HS




Guidance: Meet or beat Bimekizumab on HISCR75 end of June o MoonLake

Primary Analysis

HiSCR75 (Delta of best dose to PLC, ppt)’

Trial A Trial B
T_— T ITT-NRI 15 17.5 20
@ Bimekizumab (Bimzelx) (MNRI-HS-ABX) (22) (22.5) (23)
BEHEARD | BE HEARD Il
€)] Adalimumab (Humira) ITT-NRI 1 16 21
PIONEER | FIOMEER 1
@ Secukinumab (Cosentyx) ITT-mNRI c : =
SUNSHINE SUNRISE
Sonelokimab (SLK) TT-NRI > 20 Other expectations:
(+ITT-mNRI}

(%) Monthly Dosing

@ Higher Primary Endpoint
@ No new safety signals
@ Lower Thrush (Candida)

]




We predict the HS biologics market to be USD 10bn+ in the US alone

o MoonLake

US HS Biologics Market estimation

Key drivers

QOverall HS True Prevalence

Proportion with Mod-to-
Severe diseqse

Proportion of Mod-to-
Severe with HS Diagnosis

Biologics Use

21%
~55%

~7%

2.1%
~55%

~19%

~13%

~7%




Backup: HS Market calculation details

o MoonLake

Biologics only Current state (2023,  Future state (2035,  Future state (2035,
ranges) ranges) MLTX model values)  Rationale & sources
Total US population 336,000,000 355,000,000 355,000,000 CBO data The Demographic Qutlook: 2023 to 2053 |
Congressional Budget Office (cbo.gov)
Estimated US 5-8 million (~1.5- 59 million [~1.5- 7,455,000 (21%) Based on Prens et al., 2022, BJD, doi: 10.1111/bjd.20954;
prevalence 2.5%) 2.5%) some sources indicate prevalence closer to 4%. e.g..

Jemec et al., 1996, doi: 10.10154/s0190-2622(946)90321-7

Proportion with
moderate-to-severe
disease

3-5 million (~55%)

3-5 milion (~55%)

4,100,250 (55%)

Defined as Hurley stage Il and lll. Based on Annika et al.,
Dermatology 2018, doi: 10.1159/000491547

Diagnosed prevalence

140,000-320,000

440,000-1,230,000

793,097 (~19%)

Apply 9.9% linear growth rate per annum in diagnaosis

of moderate-to-severe (~5-7%) (~15-25%) rate (based on US claims data analysis frorm 2008-2017);
disease Garg et al., 2022, doi: 10.1007/513555-022-00872-1
Proportion of mod-to- ~15,000-14,000 &0,000-140,000 101,694 (~13%) Future state for HS is based on present-day injectable
severe HS treated with (~5%) [~13%) biologics penetration in psoriasis (~13% using

biologics DRG/Clarivate data, Dec 2022)

Avg. biologic annual USD 166,128 UsSD 186,128 UsSD 166,128 HS injectable biologic list price as of Feb 2023 (Reuters,

price (gross)

Avg. biologic annual
price (net)

USD 99.676 (~60%)

USD 99,676 (~60%)

USD 99.676 (~60%)

US only)

Market size (US)
Market potential (WW)

Humira has a 70-8

USD 1.5-1.6 bn

~ oo

drop rate/yr (s

USD &6-16 bn
USD 8-22 bn

UsD ~10.1 bn
UsD ~14.1 bn

Based on pscriasis, where ~70-75% of biologic sales are
from the US (DRG/Clarivate data, Dec 2022)

BC. Abbvie's Humirg gets o UL, rival, but costs could stoy high | Reuters




PsA: IL-17F dependent multi-domain disease in difficult-to-reach tissues o MoonLake

PsA is a multi-domain deep-tissue disease...

...with 3x IL-17F vs IL-17A ... ...and causing devastating damage

Peripheral
arthritis

Market size
57 Global USD bn sales
. O prevalence beyond 2030

10+

) Plagques

'

Joint & spine disease

Nail Psoriasis
(PsA starts as

enthesitis?, with IL-17F
producing cells in
associated plagues? and
axial disease’®, and with
80% of patients suffering
from nail psoriasis”)

IL-17F PsA

Unmet Needs
ACR improvement Pts with multiple disease Drugs meet
20% achievable with 80% domains (Psoriatic leading PASIT00
current drugs Disease Complex) & ACRS0

1 von Boo

Immunol 2 W37 4; & Lories RJ ond Mclnnes IB, Nolwe Medicine. 2012; 18:1018-1019; 7 Reich K, J

Source: 2 Medicol Clinice pictures K. Reich

ol. Arfhyilis Res Thes. 2014; 18:426-434: 2 Schell G, of ol Nalure Reviews Rheurmolclogy. '2[2-17:&3:?3|-3‘41: 3 Prinz
Y Eur Acod Det

al. ) B Med. 2020 Jon 621 F|I:-:c:20!?|_3?13‘; 4 Sweet K el al. RMD Open 2021:;7e00167%: 5 Shoo M, el ol. Clin

521: Ciricol pictures K. Reicl
Fropietary | Moonloke T4

rmotol Veneres!, 200%: 23 Supst 1:




PsA: Recent data underscores role of IL-17F inhibition & penetration Q voontake

‘ Humira [Adalimumab) ‘ Cosentyx (Secukinumab) Izokibep
Molecule = TNFa inhibitor » |L-17A only inhibitor = |L-17A and IL-F inhibitor = |L-17A/A inhibitor
charac- * Traditional monoclonal » Traditional monoclonal = Troditional monoclonal » Antibody Mimetic (~18 kDa)
teristics antibody (~148kDa) antibody [~151kDa) antibody [~150kDa) = Albumin binding domain
ADEPT! (Phase 3) FUTURE 22 (Phase 3) BE COMPLETE? (Phase 3) NCT047130724 (Phase 2)
ACR and
PASI
response
rates in % 42 2 48
6 7 7
PLC ADA PLC ADA PLE SEC PLC SEC PLC BKZ PLC BKZ PLE 1ZO PLC 1ZO
ACRS50 PASI?0 ACRS50 PASIZO ACRS50 PASIZO ACRS50 PASIZ0
40mg / Q2W, 24 weeks 300mg / Q4W, 24 weeks 160mg/ Q4W, 16 weeks 80mg / Q2W, 16 weeks

SLK has both the right MoA (IL-17F) & the molecular characteristi

small size, albumin-binding) to ¢ ed (ACRS50 & PASIT00)

=]




Competitors: Focus on Bimekizumab

o MoonLake

Hidradenitis suppurativa

Psoriatic arthritis

Sonelokimab

|SUNRISE
T 1
SUMSHINE
[NCTO3713419]) IL-174 and IL-17F
IL-17A inhibitor {SC) inhibitor [SC)
Phase 3 Phose 3
M= 541 and M= 543 M= 505and N = 50%
Efficacy, sofety, Efficocy. safety,
dosing dosing
HISCR50, Wk 16 HISCR50, Wk 14
Q3 2022 (+G1 2023 _@12023
] P ]
> Novartis || o
TYK-2
IRAK4 inhibitor
IL-36R
IL-1a
MK2
IL-23

have all faled

IRAK4 degrader (Kymera)
with modest Phase | data

(MIRA

NCTO5322473)
IL-17A and L) 7F

inhikitor [3C)

Phose 2

M= 234

HBficacy, safety,
closing

HISCR7S, Wk 12

G2 2023 (24 wkin G3
2023)

o Moonloke | B

CXCR with low PoS post AAD 2023
JAKs not better than Humira (and safety considerations)
Open label, non placebo trials unclear (izokibep)

+
Humira®

Bimekizumab

(BE COMPLETE
NCTO38%458 1] and
BE OPTIMAL
NCTO3RS 5203])
IL-17 A and IL-17F
inhibiter (5C)
Phose 3
M= 400/ M= 852
Efficocy. ond safety
ACRS0. Wk 16
Q2 2022

T3
h 4

MK2 [Aclaris)
TYK-2 (Deucra,
Nimbus)
Potentially shown in
Q3 2023 to Q3 2024,
all week 16 ACR20
data

| secukinumab

(INVIGORATE 2
[NCI04209205]

IL-17 Adnhibitor
]
Phase 3
N = 380
Efficocy, safety
and tolerability
ACRS50, Wk 16

th novaRTIS ]

. =

_ Sonelokimab

[ARGO

IL-17 A ond IL-17F
inhibiter (5C)
Phase 2
M= 200
Efficacy, safety.
desing
ACRS50, Wk12
G4 2023 (24 wikin
Q2 2024)

o Moonlake

Izokibep

i 1
IL-17 AA inhibitor
I5C)
Fhaose 2/3
N =300
Efficacy.
tolerability ond
safety
ACRS50, Wk 16
Q4 2024

ACELYRIN O




Our time: Important anticipated catalysts in the short-term o MoonLake

Q2 2023 Q3 2023 Q4 2023 Q12024 Rest of 2024 + Key Notes
Today HS HS H3 *  Thus far, all MLTX trials
A L 4 L L delivered on or ahead
Jun-23: Phb Q4 2023: HS Q2-24: of schedule
erﬁ;d-nj:;)lrﬂ . F‘h2|:3 % Initiate Ph3
o A trials = All planned MLTX trials
Igodout e are pivotal designs
PsA PsA PsA
- . -_— . - *  Expect three Phase 3
:23‘|’E: PsA PhZby Q1/Q2-23: FsAl | Q4-24: Ipiﬂmei options at end of 2023
PsO i 1W[End-pl?ini | 24Ph'Zt:v ; i Ph3 triails (excl. “direct to Ph3"
12wk [ -week | i "
I““I;E?"'“ | readout | readout | opfions)
| oy Y N > * Cosentyx expected to
L.[2022) | launch in H2 2023 to
2 o o —" = drive market formation
» NOVARTIS Cosenhyx ZOKIDED DICC ) Inicyte |
L J P DC-80& ACELYRIN O po‘,k;'ré-,ﬁnib * BKZ launches depending
= i -24: |- | lzokibep
n [T i Feb-24:1L- on FDA approval PSO
b approval in 17404, Ph2b ! L d SBLA fili
e HS | 30-wkinHS | H2-24:Il-} | Dec-24:IL- | QI1-25: JAK ancls iling
© [ (PartB)? | 17A +1 17A/A, P2 | (Ph3 Try read )
o o B . oral, P2 || datainPsa? | outinHst  ® Nextlzokibep data on
0 krd possible § T ) HS in 2024 and PsA data
E Bimzelx reaiﬁouf B|n'2elx b later on (same launch
3 Yo psoricsis || qa-24 | HEms)
HL17A B F! i
e e *  DICE not a competitor
launch for HS and proceeding with

S— s PsO

=]




Differentiation: SLK combines properties like no other asset

o MoonLake

A winning MoA...

= Highest efficacy

IL-17A & F inhibition showed highest
durable HiSCR in HS (BKZ)

= Safer inhibition

Long history of safety for IL-17,
where Candida (“thrush”) is mosf
complicated adverse evenf —vs.
TB. cancer, infections, CV events,
death... (with TNFa or JAKI)

= Only 2 molecules

SLK & BKZ - top 2 typically get 2/3 of
indication bio sales (avg. $4bn +)!

... and a differentiated molecule

Improved convenience

Candida (“thrush”) at lower rates vs BKZ and
monthly injections vs. biweekly BKZ

Higher goals

Highest primary clinical endpoint with HISCR75,
with comparisons with gold-standard Humira™

Elevated Efficacy ?

TBD - around end of June but multiple “shots-at-
goal” vs BKZ — smaller (5-6x more penetration),
albumin-binding (targeting to inflammation),
unique binding properties (affinity, potency)




SLK is a potential leader in different Type 3 inflammatory diseases

Inflammatory
Pathway

Primary immune
cells'2

Key cytokines'2

Diseases related
to dysregulated
immunity
(examples)*4

»

Macrophage
Thi ILC NKI
I1L-36 IL-12

B cell dominated

Pemphigus, ITP

SLE

Rheumatoid Arthritis

CAPS, DIRA

Autoinflanmatory - .

99

Th2 cell ILC2Z Mast cell

Ty, Basophil Eosinophil
IL-13 [L-31

Atopic dermatitis
Allergic asthma
RSwWNP
Eosinophilic esophagitis
Food allergy, BP

Neutrophil

X

Th17

Th2z ILC3

PsQ, PsA, HS, NR & R
AX-SpA, GPP, PPP,
PG, GCA, 55c,
Myositis, AlH,
Cholangitis,
Glomerulosis, A-

C etc.
.




Key pOiﬂTS o MoonLake

= “Best in class potential” — SLK is a unique molecule
among all “next gen IL-17s"

= “Rarefied air” — only two molecules can inhibit all IL-17
pro-inflammatory dimers, only SLK combines that MoA
with unique molecular characteristics

= “MLTX = Robust trials” — comparing apples-to-apples is
critical, esp. in diseases like HS and PsA, and only
pivotal-like designs provide differentfiating insight

= “Potential Multi Bn drug” — SLK may impact very large o
markets that are growing fast now, with potential over 4 B
$50bn, as a leading asset in Type inflammation

= “Our year” -MLTX has all key readouts among “next
gen IL-175" to end of 2023, and operates from a
position of financial stability and strength




o MoonlLake

AAD Reflections &
Treatment Landscape

Prof. Kenneth B. Gordon

Chair of Dermatology at the Medical College of
Wisconsin




Disclosures o MoonLake

AbbVie, Amgen, Arcutis, Bristol Myers Squibb, Boehringer Ingelheim, Dermavant, Incyte,
Janssen, Lilly, MoonLake, UCB, UNION Therapeutics




Hidradenitis suppurativa: a challenge and opportunity o MoonLake

HS poses a formidable challenge

HS is progressive and results in irreversible tissue destruction over time

Delayed diagnosis and the subsequent delay to effective therapy is a critical gap in the management of HS

Prevalence likely to be underreported and further hindered by underdiagnosis and delayed diagnosis
(estimated prevalence > 2%)

Patient and societal burden is profound with extensive unmet medical need

Only 1 bioclogic approved to date

Options for therapy are currently insufficient




HS results in irreversible tissue destruction over time o MoonLake

Major surgery

Minor surgery

Tunnels are recognized as d source
of inflammation and as active
mediators of disease

pathogenesis'? m
Window of opportunity
Early initiation of disease can
lead to persistent, deep-seated :
nodules and abscesses !

ANAROD SH

Cutaneous damage

Disease onset Early disease Late disease

Over time, chronic, untreated inflammation progresses to irreversible tissue destruction and scarring’

Figure adapled from Marlorell A, ef al. Aclos Dermasifilogr. 201 6 107 |Suppl 2):32-42,
1, Sagat R, etal Nat Rev Db Pimens &18: 2, Movrazhing K, ef of, J Allergy Clin immunol, 2021; 147:2213-2524
Source: Prof. Kenneth B, Gordon, MoonlLake @ 2023 | Propietary | Moonioke TX a2




Advanced disease with deep abscesses and tunnels




Late stage disease with extensive scarring and ulceration




Draining tunnels (dTs) cause significant pain and morbidity for patients oMoonLoke

Symptoms experienced by patients with and without dTs

Symptom

in/di I 7 4. &
General pain/discomfort )

Inflammation/redness of lesions _635 73.5

Drainage from HS lesions |q 62.1

Pain on sitting _36543,1 i

Restricted movement of limbs _3” 432

Malodorous drq]nqge|*40,5 .

inc I 3.9
Itehing 3£

i i I 2.6
Infection of HS lesions 270

Low moodfdeprmsion‘_m 29.6 4

Sleep disturbance _\‘H 28.4 4

Fafigue I 254

w4
Fever M 38

W Patients with dTs
Patients without dTs

0 20 40 &0 80
Proportion of patients (%)

Patients with draining tunnels experience
more inflammation, malodorous
drainage from lesions, pain on sitting,
and low mood/depression compared
with those without draining tunnels

]




HS is characterized by a profound burden for patients and society o MoonLake

HS has a high disease burden with wide- ranging HS also has a high associated economic and

and negative consequences for patients! productivity burden23

In a global survey (VOICE, n=1299) evaluating 20 18.37 M Perentshitals

unmet needs from
the perspectives of patients with HS:

Controls

*43% of parficipants reported an extreme impact
of HS on their lives in the past week! 10.42
*61% of participants rated

HS-related pain over the past week as moderate
or higher (NRS =5)!

7.72 7.75

Observed incidence rate

*61% of participants of participants reported
experiencing fatigue in the past week!

*Anxiety (36%) and depression (36%) were N=1204 N=4020 N=1204 N=6020 N=1204 N=£020

1
frequently reported Total days of Medically-related Disability

lost work? absenteeism days? days?




More severe HS is associated with an increased burden of comorbidities o MoonLake

Patients with HS frequently have

/6\ Metabolic syndrome is observed endocrine disorders, including
type 2 diabetes and polycystic

K/ in ~40% of pafients with HS from an
&
early age ovary syndrome!-’

=

Depression and anxiety are highly
prevalent among patients with HS, with
patients having an elevated risk of suicide
compared with the general populationd©

IBD is observed in 0.3-3% of patients with HS,
which is estimated to be up to 8 times higher tha
in the general population globally!'1#

&

N AN AN

Increased risk of CV morbidity:™
CV death (95%) S PP 2 : ’
e : pondyloarthritis is more prevalent in patients with
Myocardial infarction (57%) ith th | lation 14
w lschemic stroke (33%) HS compared wi e general population
MACE (53%)

HS is a complex disease with contributory lifestyle factors, such as obesity and smoking

]




Delay in diagnosis and delay to effective therapy is a critical gap o MoonLake

. Mean delay to diagnosis of 7-10 years'3 *

Reported time

Patients report Most patients

- from onset of seeing report visiting Formal
Initial : : £l : .
manifestalion symptoms to first 4 different a physician diagnosis
physician visit of physicians prior >5 fimes of HS
of symptoms 2.3 years! to diagnosis! for symptoms?2

The prevalence of HS is likely to be underreported and further hindered by underdiagnosis and delayed diagnosis5

o Estimated prevalence >2%%5 °

[ ]




Adalimumab (Humira®) is the only approved biologic for HS

o MoonLake

Adalimumab (Humira®)- approved for HS by FDA 2015

= TNFa inhibitor
= Traditional mAb(~148kDa)

No new FDA approved biologic or small molecule
therapy for HS since Humira® approval 2015

PIONEER 12 PIONEER 112
g\; ITT-NRI ITT-NRI
g
g ______ oo 59
& 42 | (g
o —
g 12&9 2
o=
Q
n
T

n= 15 153 163 143
4 Placebo ADA

50% improvement (HISCR30) in approx. 50% of patients

FDA
approved
systemic
therapies
since 201 5%

HS PsO

Additional therapeutics with alternative mechanisms of action and greater depth of response urgently needed

i




The fast-evolving HS clinical development landscape o MoonLake

A Sonelokimab'é
Lutkzuma'®  (IL-17A Elirekibart!?
A (L-1a/8)  and IL-17F) {rte:xcn
i chemokines] 4
mw-3)

Iscalimab'+
(co40)

(LTA4)

Spesclimab’™
[IL-36R}

Brepocitinit?®
TYK2/1AKT)

Izokibep!? g
{IL-17A70A) Upadacitinip'
[JAK1) o
2 oo
© nNanobody o
A Meonoclonal anfibody Q\\tﬁe

Licensed

@ synthetic molecular rap
@ small Molecule

| nﬂrmc 165 2. CI0B6IRE2E: 3. NCIOIARTTE: 4. o 0% Suppuralia | Anactyslio \nc; 5 MCIDSSRANE: & NCTIMAS2A7T: 7. Rigipone cras elege 2020; 8. KGmbollA, e al Eumpean Academy of

yana Vanereniogy 2(‘?2 A—.»'m’ 3457 §. 1:[\...215124 10, Bc‘smc\mymlmsczm 11 '\E,[:ﬁ.rﬁﬁe 12. NCJB‘.LKMDS 13 H’]D’Iﬁgﬁ\‘?l 14, HCTO3A27728: 15, N:]i:LJF,SﬁQ 16, MCIN5322473: 17, HCID4423502: 18. MCIM430855° 19. Kimibol AS, &t ol, Lancer, 2023; 400:747-741;
e HC] r=ig;g44§ 71, NCTMZE2478; 72, NCIDGAI0RTS; 23, HLIOSGAGIE: 24, HUMA Do scrging [T crmanan, Avaibie ot i [robbee, comllast nocesed: Apil 205
Source: Frof. Kerneth B, Gadon MoonLake @ 2023 | Propietary | Mocnloke TX




Insights and learnings from the clinical development landscape Q voontake

Key insights Waxing and waning of disease acfivity 101

= Disease pathways; Therapeutic successes and failures
(e.g. IL-23p1912, TYK23, MK245, IL-105) are helping i

decipher key pathways underpinning disease

= [L-17 inhibition furthest advanced from a clinical
perspective (IL-17A7, IL-17A and IL-17F279)

= Disease activity: There is natural waxing and waning
of HS disease activity 10.11

After Treatment

Lesion counts

= Placebo variation can be high in trials due to the
HISCR50 freatment bar being low and further fueled
by underlying variation in disease

= Treatment goals; Need to evolve from HIiSCR 50 to Time
HiISCR 75

= Critical to have sufficient baseline disease severity
going into frials; 2 5 AN Count, Hurley I/l

o]




Designing a robust clinical trial in HS: Integrating learnings from psoriasis °MoonLoke

DESIGN « Double-blind, placebo-controlled, randomized clinical trial

Inclusion of active comparator or reference arm

COMPARATOR Multiple dose regimens, with “anchor dose"

@

SIZE/CENTER « Multi-center study, n 2 200
[]IR]]] EXPERIENCE « Selection of sites with relevant experience and training

e Primary outcomes accepted by the FDA for pivotal trials; HISCR

:?L[;E%IONL « High-threshold primary endpoints accepted by FDA; HISCR 75
e Primary outcomes not accepted in pivotal frials by FDA (e.g. change from baseline AN count, IHS4)
P ATIENT « Standardized inclusion and exclusion criteria

POPULATION « Sufficiently severe; AN count =5, Hurley Il & il

e« Robust statistical analyses:
STATISTICAL Primary analysis ITT-NRI/ITT-LOCF with sensitivity analysis, primary and key secondary endpoints
ANALYSES mulfiplicity conftrolled, stratification by disease severity and patient interventions

®®




Key study desigh elements of Phase 3 trials

Study element SUNSHINE / SUNRISEP

BE HEARD | / Il

Stage Phase 3 Phase 3 Phase 3

Size n=307 / n=326 n=541 / n=543 n=505 / n=509

Design R. DB, PC R. DB, PC R, DB, PC

Dose arms 1 ADA, placebo 2 S$EC, placebo 3 BKZ, placebo

Key inclusion criteria

- Baseline AN count =23 25 25

- Hurley stage Iland Il I, hand It It and Il

Primary endpoint HISCR50 W12 HISCRS50 W16 HISCRS50 W16

Stratification Hurley stage and Region, concomitant Hurley stage and
concomitant ABX (Pll) ~ ABX, and body weight concomitant ABX

ITT-NRI ITT-mNRI (M) ITT-mNRI (M)
Primary analysis Cochran-Mantel- Logistic regression? Logistic regression’
Haenszel! [Hurley stage. baseline AN)

Previous biclogic use not allowed allowed allowed

Concomitant ABX not allowed / allowed allowed allowed

Handling of new ABX

- any ABX included included miRI (2° included)*

- for HS MNEI Data handling rules? MR

Tincluding the stratification factors: fincluding the stratification factors and other covariates; only NRI if AN count 250% compared to baseline; “primary analysis mRI ALL-ABX,
secondary analysis mMRI HS-ABX; A=abscess, ABX=antibiotics, AR=active reference, DB=double-blind, DT=draining tunnel, M=intention-to-freat, PC=placebo-controlled,
N=nodule, NRI=non-responder imputation, mNRI=modified NRI {only patients with missing data due to lack of efficacy or safety), R=randomized

=]




Phase 3: Inhibition of IL-17A and IL-17F with bimekizumab demonstrates O MoonLake

elevated treatment outcomes as measured by HiISCR75

Adalimumab (Humira)

= TNFa inhibitor
= Traditional mAb(~148kDa)

Pooled PIONEER'

Secukinumab (Cosentyx)

= |L-17A only inhibitor
= Traditional mAb (~151kDa)

Bimekizumab (Bimzelx)

= |L-17A and IL-F inhibitor
= Traditional mAb (~150kDa)

(n=633)
ELN 3
c
A
B 51
Sl oz .
® ] (+24)
o
g 0
2 27 s
|
o~ 14
g
2
==
PEO  ADA  PBO  ADA
HISCR 50 HiSCR 75

40mg Q1W, 12 weeks, ITT-NRI

Pooled SUNSHINE/SUNRISE? BE HEARD I3 BE HEARD II?
(n=1084) (n=505) (n=509)
----- 5 et 56
_____ 44 ... 10 | .03
t @ 34 +22 32
32
ik 16
Not disclosed
PBO SEC PBO SEC PBO BKZ PBO BKZ PBO BKZ PBO BKZ
HiSCR 50 HiSCR 75 HiISCR 50 HIiSCR 75 HISCR50  HiSCR 75

300mg Q2W, 16 weeks, ITT-mNRI (MI)

320mg Q2W, 16 weeks, mNRI HS-ABX

Baseline 10.7 - 14.4
AN Counte
Safety Infection risk, cancer

12.6-13.9

No unexpected findings
(Candida, IBD)

16 (BEHEARD 1), 16.5 (BE HEARD 1l)

No unexpected findings
(Candida, 1BD)




Phase 3: Emerging evidence of improved overall outcomes °MoonLoke

Secukinumab (Cosentyx)

= |L-17A only inhibitor
= Traditional mAb (~151kDa)

Can you alter tunnel development? Can you prevent hospitalizations and surgical interventions?

Patients with no increase in draining tunnels, %' Patients with any rescue surgical intervention, n (%) ?

(Observed) (Observed)
100
90 - 85
81
80 76
4 | Week 16, n (%) PBO SECQ2W
N= 343 N =361

£ 40 et -
5 pe Any rescue surgical intervention 19 (5.2) 8 (2.2)
"é il Incision and drainage 17 (4.7) 7(19)
B2 ap - Excision 2 (0.6) 1(0.3)

20

10

o

PBO SEC Q2W SEC Q2w




Phase 2: Several JAK-1 inhibitors under investigation for HS o MoonLake

Upadacitinib (Rinvoq)

= JAK-1 inhibitor
= Small molecule

Povorcitinib

= JAK-1 inhibitor
= Small molecule

Povorcitinib Phase 2! Upadacitinib Phase 22
NCT04476043 (n=209) NCT04430855 (n=68)

Not disclosed

Week 16 HiISCR response,
% patients
3 i
Week 12 HIiSCR response,
% patients

PBO POV Pl POV Hitorical In fricel UPA PRO UPA
R e FBO PBO

HiSCR 50 HISCR 75 HiSCR 50 HIiSCR 75
75mg QD, 16 weeks, NRI 30mg QD, 12 weeks, NRI-C

Safety Potential for significant monitoring and cancer risk
Real question is the therapeutic window?




Open label: Izokibep HISCR data “open’ to interpretation Q voontake

Izokibep
= Synthetic ligand trap targeting the IL-17A/A homodimer
= Small size and albumin binding domain

Week 12 (Observed data, Study Part A)! Considerations

| A * Open label, non-placebo-controlled

57 « HiSCR response rates in open label studies typically do
not translate in randomized placebo-controlled trials?5

Other observations:
38
33 * One dose, n= 30 patients;

» Low AN count at baseline ([mean 9.7);

* Predominantly moderate population AN count =3 for
enrollment;

No placebo control
No placebo control

Patients reaching respective HISCR, %
No placebo control

No placebo confrol

» Draining funnel count not disclosed;
PBO lZO PO IZO  peoO IZO  pBO 1ZO

; 160 1 _— ; , ?
o et e e » 80% TEAEs; 40% injection site reactions; 1 case IBD
HiSCR 50 HiSCR 75 HiSCR 90 HiSCR 100

» As observed analysis




MIRA trial with the IL-17A and IL-17F inhibiting nanobody sonelokimab O Voortake
reading out June 2023

Sonelokimab

= |L-17A and IL-17F inhibiting nanobody
= Small size (40 kDa)
= Albumin binding domain

MIRA Trial Design

Placebo-controlled period
Screening — Safety
[up te 4 weeks) Active reference [no HZ2H) Flacebo/active reference crowsover fallow-up
Sonelokimab 240 mg: Weeks 0, 2, 4, 4, 8, then Q4W
E|IQ|[E:?=§304TI)BHTS: Sonelckimab 120 mg: Weeks 0, 2, 4, §, 8§, then GAW
AN Count 2‘5‘ ®_ Senelokimab 240 mg:
Hurleyll_f’lll, Weeks 12, 14, 14, 18, 20, then QAW
Randomized Placebo
2:2:2:1 Sonelokimab 120 mg:
Weeks 12, 14, 14, 18, 20, then Q4W

Adalimumab 140 mg Week 0, Sonelokimab 240 m
then 80 mg Q2W (reference arm) Weeks 12, 14, 15, 18,
r T T T T T T T T T T T T
Week 0 4 -] 12 16 20 24
Primary Endpoint 2 ER
HISCR 75
(ITT-NRI}




Key study design elements of the MIRA frial are comparable to pivotal O vicontake
Phase 3 HS trials

Stage Phase 3 Phase 3 Phase 3 Phase 2

Size n=307 / n=326 n=541 / n=543 n=505 / n=509 n=234

Design R, DB, PC R, DB, PC R, DB, PC R. DB, PC (AR)

Dose arms 1 ADA, placebo 2 SEC, placebo 3 BKZ, placebo 251K, 1 ADA, placebo

Key inclusion criteria

- Baseline AN count =3 =5 =5 25

- Hurley stage Il and Il I, land 1l Il and Il Iland Il

Primary endpoint HISCRS0 W12 HISCRS0 W16 HISCRS0 W16 HISCR75 W12

Stratification Hurley stage and Region, concomitant Hurley stage and Hurley stage and prior

concomitant ABX (Pl)  ABX, and body weight concomitant ABX biclogic use
ITT-NRI ITT-mNRI (M} ITT-mNRI (M) TT-NRI

Primary analysis Cochran-Mantel- Logistic regression? Logistic regression’ Cochran-Mantel
Haenszel! (Hurley stage. baseline AN) Haenszel!

Previous biologic use not dllowed allowed allowed allowed

Concomitant ABX not allowed / allowed allowed allowed allowed

Handling of new ABX

- any ABX included included mMRI (2° included)* incl.

- for HS MNRI Data handling rules® MRl MNEI

Tincluding the stratification factors: fincluding the stratification factors and other covariates; only NRI if AN count 250% compared to baseline; “primary analysis mRI ALL-ABX,
secondary analysis mMRI H5-ABX; A=abscess, ABX=anfibiolics, AR=aciive reference, DB=double-blind, DT=draining tunnel, M=intention-to-freat, PC=placebo-controlled,
N=nodule, NRI=non-responder imputation, mNRI=modified NRI (only patients with missing data due to lack of efficacy or salety), R=randomized

=]




What about the future of HS management? Q Voontake

* Need to think long-term, consistent disease control
- Intervening early to prevent permanent adverse impact of disease

. Ne;eid to get to higher levels of response without compromising
safety




o MoonlLake

MoonlLake
R&D Update




o MoonLake

Key learnings from Prof. Gordon

= HS is more frequent than previously thought, with prevalence
~2% and high unmet need

= HS has low diagnostic and freatment rates — but inflammation
needs fo be addressed early (“window of opportunity”),
ideally with an asset that canimpact on tunnels

= [L-17 emerging as the key therapeutic MoA, and IL-17 A & F
as the leading option for patients — hope with SLK

= “Apples-to-Apples”: High-quality, pivotal-like trial designs are
crifical — aftention fo detfail needed to compare data

Key discussion points
1. IL-17F is a unique target in HS and other inflammatory diseases
2. A unique molecule & binding characteristics of SLK

3. MLTX pivotal-like study designs with read-out end of June & beyond




o MoonLake

1. Vicious circle in HS with crosstalk of immune cells with keratinocytes

mRNA expression levels

by anatomical compartment

~ epidermis

IL1ZF

IL17A

B T ﬁw
(duvu/uoissaidx3)zbo

= dermis

Dermal Tunnel

e

ropiatary | Moonlal

© 2023
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Source:




1. IL-17F is specifically upregulated in HS lesions

mRNA (bulk RNA-seq)

IL-17A mRNA
normalized counts

IL-17F mRNA
normalized counts

IL-17A
1005
10 -
-
1 T T T
PL MNodule Tunnel
IL-17F
1000
T
100
10
s
I O
l1e-001

T T
PL Nodule Tunnel

Protein (biopsy lysates)

IL-17A
1005
3 *
E 104 =
= E|
o E|
o ]
P ]
~
2 ¥ R
Q.1 T T T
PL Nodule  Tunnel
IL-17F
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1. IL-17F is the dominant IL-17 cytokine in HS lesions o MoonLake

Upregulation of IL-17F in HS vs. PsO Abundance of IL-17F vs. IL-17A in lesions
40 factor >10 factor =2 r400 £ 1
@ g
T = a3 F 2 o
SgploT | =N o T
-4 53
a> 200 @5 < o
- oo ~ Vel .
=3 =t — Values >1
=0 L g3 = indicate
=9 W= el i [ — e greater
= ~ i abundance of
o == gy & = IL-17F vs. IL-17A
—
T T T T e T T
PL Tunnel NL Lesional Nodule Tunnel
HS PsO? HS

(PL = perilesional skin)

In HS inflammatory lesions, IL-17F profein levels are between 1.5 and 2.2 x higher than IL-17A

5 [7=7 irdependent paol rilicantly dillersnt
Alergy Clin Immunol 2017:13%:921-932 1} ’—‘




1. Upregulation of key IL-17-induced chemo-attractants in HS lesions o MoonLake

Chemo-attractive mediators for neutrophils and Th17 cells ...and their receptors

"l CXCLI CXCL8 % Receptor for CXCL1 and 8
= )
i) Wl
{.{, 10603 1000
é 100000+ e ] ==
= £ " <5 s &

< 3 b} 4
8 22 Z 5 10000 Eo £ ¢

o 3 o @ 1004 =] 1
s o: =3 dg g8
@ ©f SE 1000 °f ] SE T ’J_‘
E e = ] [

___ I 100 T T T 10 T T T 100 T T T
Module  Tunnel PL Module Tunnel FL MNodule  Tunnel PL Module  Tunnel
_ CXCLI CXCL8 CCL20 Receptor for CCL20
5
*k
2 s 100
= ok 1000 : *k ok .
@ - &
& = —— <5
G € e E 100 % 5 z35 T
= . i o1 ER
- i = =} : o =
o 5 == g 0 J SE T
-'o- 3] . g1 . o E i) E 1
= : g
| | T L
: : : 1 _ - - le-001 T T 10 - . -
L Nodule Tunnel FL Nodule  Tunnel PL Nodule  Tunnel | PL Nodule  Tunrel
s o5 wall 05 respecive skin comportments; | Kruskal-Walls test ond uncorected Dunn's test, *p<0.05, **p<0.01, ***p-<0,001
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1. IL-17F potently activates human KCs, independently of IL-17A, to °MoonLoke
release the mediators that are upregulated in HS

MRNA (qRT-PCR)

Protein (ELISA)

IL-17A pro-inflammatory
effects in KCs

IL-

17F pro-inflammatory
effects in KCs

IL-17F receptor expression

CCL20 mRNA expression
(FC vs TNFa )
LS ] S L2

-]

vericle 4
ATA == i

ra o

(FCvs TNFa)

CCL 20 proteinrelease

vehicie

CCL20 mRNA expression

CCL 20 protein release

3

)

|FC vs TNFa |

o

Vehichs 4
RATF =

Thea

w

(FCvs TNFa)
e

Control for IL-17RC staining

5,
14
Receptorfor IL-17F {IL-17RC)

Control IL-17RASIL-17RC

5 Jor a2
A " Toow 14863

wid

L > >
Control for IL-17RA staining Receptorfor IL-17A (IL-17RA)

Normal human KCs express the receptors for IL-
17A (IL-17RA) and IL-17F (IL-17RC) on their surface

Evidence for a higher and exclusive expression of

IL-17RC




1. Why IL-17A & Finhibition is the most atfractive MoA in HS Q Vvoortake

Multiple stimuli induce Different cell types IL-17A and F as IL-17A and F induce multiple
subsets of immune cells preferentially produce "bottleneck” in pro-inflammatory effectors,
to produce IL-17A and F IL-17 A and/or F HS pathology e.g. activation of keratinocytes
IL23 ] ]
— @,
IL-1 LT - 9 ® c
9] : ¢]
L-18 = ® ; e
O Adaptive T cells O]
= Th, Tc cells 2
IL-6 © g
TGF = e a
L g O . L (_2
. . (o= ‘ 4=
TCR activation [0) c
5 Innate lymphocytes o
INF = Tcells, ILC3, MAIT 0
o =
3 o]
IL-12 -@g
Cba 9 %)
- Neutrophils 5]

Failed clinical frials

{8




1. IL-17 represents a unique and potentially safer MoA vs. other options o MoonLake

= Jak/Tyk?2 inhibitors affect multiple cytokine pathways explaining broad immunosuppressive and unwanted side effects
+  MK2 and IRAK4 are involved in the epithelial reaction to danger signals

IL-2, IL-4, IL- EPO, TPO, IL-12 /1L-23 IL-4 IL-10 Type /Il IFNs PRR IL-17A
7,1L-9, IL-15, GM-CSF, (p35/p19 - 1L-13 (IFNa, IFNf / IL-17F
IL-21 GH p40) IFNy)
...... r ¥ 48
i i i i f
SEFIR
SEFEX
@ CBAD At S paras
* + * ‘ TF‘.A‘FG
T-cell growth & Hemato- Tyl T, 2function Tegfunction  Antiviral Tyl Activation of Activation of
differentiation poiesis differentiation responses  differentiation multiple keratinocytes
T-cell memary Growth TAT NK Macrophage immune cells [proiferation, defensins),
KK growth & P differentiation c;ézmc activation suchﬂs?;'?ells "bfo:]sjjc:z:'zoh”ﬂ
Syiolyiciacivity™ | metabolsm . worl‘lﬁi'ccungw monocytes chemokines [CXCLI, L-8,
B-cell function neutrophils CCL20)

Increased risk
of Candida infections




2, PK/PD patternin PsO favors ‘infermittent’ dosing scheme °MoonLoke

Sonelokimab induction Sonelokimab molecular response Sonelokimab clinical response

tof Q4W

1 MAD
gh le

Phase 1 MAD',

ké Phase 1 MAD!, W

120 W OPASITE [ PASIO0  [0] PASI-L00
3 3 3
Do | Plsecha [ MIO9S 30 mp 5 i
] § 120 -
— vy v v W OMIs6hmy  EMION 20w F g
S 3 % ¥ 9
~ 12,000 ng/ml = e - oo 000y {100y
- W ML0%5 240 mg L] | 100 = R
- ~6,000 ngfmi % 4 | 7 17
o a - _;_ 2 | 172,51 (H7 53 (57,8
18 = Sy, 8 5 |
o : : ‘1" b | et b ® M r | 80 4
3 s - e N ~1.500 ng/mi ol -
Z J e . g
= 1'-":_.*_ s 4
2 1000 e . E 60 1 556
% A A=A # A 120 4 E
] ——  Cuheet 1 30mg [K=8] ~ i = 40
Catwet 2 50mg [N=8] E | A
1o —h—  caner 3 520 (=7 i i
8~ Camertd 290mg [Ne7] g k1
K Fl 20 -
Day 2 £
10 ! i 3;
| R P P O S [ O I 5 5 0 L
0 7 14 21 3 3% &2 & 6 L5 0 T B P # #
ek . Placsbo 30 60 | 120 240
0 2 4 & 12 Nl L 843 MI1095 (mg)
Sample = " " g 8 9

P -.._,’PA S .-Il‘r‘ILI'|(_JfIOI’|S inc :ne maximum response with week 0, 2, 4 induction scheme and Q4W by

Induction scheme in MLTX phase 2 (HS and PsA) is week 0, 2, 4, &, 8 as confirmed in Phllb PsO study




2. PD pattern supports disease control in PsO with intermittent inhibition OMOO”LOke

B D British lournal of Dermatology
LMPROVING PATIENT QUTCOMES (N SKIN DISEASE WORLOWIDE |

RESEARCH LETTER

Maintenance of response in moderate-to-severe psoriasis after
withdrawal of the IL-17A and IL-17F nanobody sonelokimab - Is

there a role for IL-17F in disease reoccurrence?
Kristian Reichi@, Eva Cullen, Mark Weinberg

20 Aol 2022 | huipsyfdei.ong/10.1111/bjd 21647

Patients with IGA = 1 at week 24

L

£ 60

2

<4

S a0

<<

e

g 20

2

=

@

g 0

w“ Week Week Week Week Week Week Week
® 24 28 32 36 40 44 a8

—&— Secukinumab continuous —e— Sonelokimab continuous

Main findings

= Disease modification: 20% of responders at week 24 do not
require re-freatment to maintain full clearance at week 44,
retreatment rapidly re-establishes clearance in 80% patients
with disease re-occurrence

= Nanobody® allows patients that do not reach skin clearance
at 24 weeks to progress to clearance at 6 months in 50% of
cases

= SLK withdrawal/refreatment group received 50% less total
monthly injections (wk 24-48) than group receiving
secukinumab fo reach same level of clearance

O response

IGA
without re-treatment

% of patients with

+d
!
1

Week 20

100 28%
100% \} (n=7/25)
L ‘n=s 20%
=5/75)
60 k) {n'n:f-‘l ' 1%
[n=4/25]

0 52% A S 16%

{n = 4/f5)

38% \} nz4

0

20%

v

Week 24 Week 28 Week 32 Week 36 Week 40 Week 44°
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2, SLK clinical data supports a superior safety profile vs BKZ o MoonLake

Incidence of oral Candida

Incidence of oral Candida infections in Ph2 PsO (%) infections in Ph3 HS (%)
Initial Period® 2 One year® '3 BE HEARD trials® 4
16.5
I BKZ 320mg Q4w [ BKZ 320mg Q2w
13.0
7.0 7.1
5.2

3.8

SLK BKZ SLK BKZ BKZ BKZ

Main Main Dosage All dosages? All dosages® Wk 0-14 Wk 0-48

Dosage (320mg Q4W)

(4x120mg)*©




2. Unigue binding characteristics of SLK optimises IL-17 inhibition

o MoonLake

Representation of SLK Best fit tetframeric models

Main findings

Schematic Model 1

C-tarminal

Chimeric homology Model 2

Anti-ILITASF

N
IL-17 AlA

= 3D modelindicates
simultaneous interaction of
SLK with two IL-17 dimers and
human albumin

= Noissuesin terms of steric
hindrance are present

* Binding epitopes for dimer
binding block receptor
binding epitope residues




2. Potency of SLK is on the pM scale, much higher than Cosentyx™

o MoonLake

IC50 (nM)

Interaction

Methodology | tested

Alphascreen
(protein —
protein
interaction
assay)

IL-17 AA with
IL-17RA

IL-17 AF with
IL-17RA

IL-17 AF with
IL-17RC

IL-17 FF with
IL-17RC

Thie lower the value, the higher the inhibition

Sonelokimab | Secukinumab | fold potency
(Cosentxy™ )

5.23

0.039

0.066

0.026

0.013

4978

10.40

n/a

*

difference

134

75

400

n/a

*

IL-17A/A IL-17A/F IL-17F/F

00 00 G0
| J
v v v
uwuan

ninn

IL17RE I-17RE
L1TRA IL-17RC

IL-17RA IL-17RA

Background knowledge: IL-17A primarily binds to IL-17RA, IL-17F primarily binds to IL-17RC!

Ovur main interpretation regarding expected optimized benefit-risk profile vs BKZ:

Largely superior potency of SLK over current IL-17 inhibitor market leader secukinumab regarding IL-17AA and

AF activity
- Inhibitory profile of SLK high potency across all dimers: IL-17AA, IL-17AF, IL-17FF

- *n/a, not applicable as SEC does not bind to IL-17F




2. SLK is a differentiated inhibitor of IL-17A and IL-17F o MoonLake

Surface Plasma Resonance — K jromaiized to SLK IL-1747A affinity)

Dimers
i I EEE KN
Sonelokimab (SLK) 1.0 (ref) = 0.5 0.8 =
100x higher
affinity
Secukinumab (SEC) 997 < 49.5 e e
affinity
Bimekizumab (BKZ) 0.5 0.2 5.0 =

I— 10x difference in affinity 41

= SLK binds all dimers, with high affinity (or with fewer molecules), at the pM scale, incl. IL-17FF
= As previously described!, less BKZ required to bind IL-17AA than IL-17FF (higher affinity to AA)
= SLK binds IL-17AA with 100x higher affinity than SEC, and IL-17FF with 7x higher affinity than BKZ

[ ]




2. The penetration advantage of sonelokimab o MoonLake

Molecule size matters in inflammation

Biodistribution coefficient (%)

100
90
80
70
&0
50
40
30
20

Influence of mol size on tissue distrit

of antibody fragments

decreases 50% with

sije every ~35 KDa

Nanobody

[~40 kDa)

40-50%

Flissue conceniration
of peripheral conc.,

BKZ mAb
(=150 kDa)

Tissue penetration

510% |
50 100 150

Biclogical molecule weight (kDa)

200

Albumin binding matters in inflammation

24 h afteriv bodies (left) and
effects of anti-tumor necrosis factor (anti-TNF) VHH
protein constructs on the clinical progression of
established collagen-induced arthritis (CIA, below]

T
PBS

6
55
34 HAntu-rNF
i, Mo ALB VHH
& T T T 1ALBVHH

] e ——————————

012 3 45 67 8 9 10

Days aftor onset

Sonelokimab’s albumin-binding domain may allow for enrichment
at sites of chronic inflammation




2, Arthrific joint assessment suggests SLK efficacy in deep fissue o MoonLake

Arthritic joint assessment for SLK! Clinical improvement with SLK vs. standard mAb without Alb binding domain?
Collagen-induced arthritis
70 -

= —O0— Vehicle

bl

£ Exp IL-17A & IL-17F

i " mAb 10mg/kg

= -8 51K 2.8mg/kg

o 35 1

a

3

.'E

<

0 T £ T T T T 1 Immunization

0 7 14 21 28 35 42 49 56  time (doys)

Synovial fluid binding Analysis [D56)

£ z
€ 20'308 E 118'324
g g 53'270
o © 3
2 2
g g
< =
Expll-17A%  28ma/kg 10mg/ka ExpIl-17A 8  28mgfkg 10mg/kg
F maAbZ SLK F maAb? SLK

1 Amesed joints for the delerminotion of Arhritis Score. The scored joints are indicated [red circles) for the large joints [top panel), for imb joints (middie panel) end hind limb joints {botlorm panel}. DIP, dstd inferpholangeal joint; AP, proximol
infa lorgaal joint: MCP, et rpepholongeal joint: MTP. Meiotososholongesl joint; 2 ExpIL-174 & IL-17F mab [Novimmune|: SLK=sonelokimat
Source: Moonloke Research, Modified from SBL271-002 (n=44) @ 2023 | Propietary | Mocnloke TX &7




2. SLK has enhanced inhibitory effect in deep HS lesions vs. Humira® o MoonLake

Inhibition of CCL20 in fissue vs. Humira®

Biomarker expression in propristary HS organ culture model, CCL20 mRNA
[relative expression)!

1257
100
754
50
25-_

:

Inhibition of CXCL8 in tissue vs. Humira®

Biomarker exprassion in proprietary HS organ culture model, CXCLE mRNA
relative expression)!

VEH = vehicle

ADA = adalimumab
SLK = sonelokimalb

T
VEH

T
VEH

T
ADA

T
SLK

Perilesional

Tunnel

SLK inhibits inflammation in tunnels effectively

4=
3
2-
1 ==
C T Ll T L}
VEH VEH ADA SLK
Perilesional Tunnel




2. SLK has enhanced inhibitory effect in deep HS lesions vs. Bimzelx® o MoonLake

Inhibition of CCL20 in tissue vs. Bimzelx® Inhibition of CXCL8 in tissue vs. Bimzelx®
Biomarker expression in propristary HS argan culture model, CCL20 mRENA Biomarker exprassion in proprietary HS argan culture model, CXCLE mRNA
[relative expression)! relative expression)!
109 4
8_
2 I
VEH = vehicle
6] ADA = adalimumab T
SLK = sonelokimalb .
4
. L
2_
a T T T T 0 T T T T
VEH VEH BKZ SLE WEH VEH BEZ SLK
Perilesional Tunnel Perilesional Tunnel

SLK inhibits inflammation in tunnels effectively




3. The MIRA trial in HS has the design of a pivotal study Q voontake

Key design elements of MIRA

» Global study (North America and Europe)
with approx. 60 sites

Placebo-conirolled period

ing satety = Double-blind, placebo-confrolled, active
lup fo 4 waeks) Active reference (no H2H) Plocebo/octive reference crossover fellow-up referenc e am
A R sonclokinab 260 mg:weskso.2 s ahencaw i i
[n=€0) ke b ot i i e { = N=234 patients randomized
[nedd) Sonelokimab 120 mg: Weeks 0, 2, 4, &, 8, then QAW ! = Moderofe—ff:)—sevgre H_S (= 5 lesions, Hurley 2
: = and 3, previous biclogic use)
= — Sonelokimab 240 mg:
Group 3 Weeks 12, 14, 14, 18, 20, then Q4W R . N
[r=£0) e = HISCR 75 cs primary endpoint
Weeks 12, 14, 14, 18, 20, then Q4w S— i .
Group 4 Adalimumab 160 mg Week 0, Sonalokimab 240 m { j = ITT-NRI as primary anWSISr secon dory
[n=30) then 80 mg G2W (reference arm) Weeks 12, 14, 16. 18, 20, then Q4w analyses include mNRI, logistic regression
| p— T T T T T T T T T T T 4 .
et i H B B2 2 3 with M, as observed; PE and key secondory
PE: HISCR7S 2EP endpoints mulfiplicity controlled
> EP

= Antibiotic use for HS imputed as NR

= Stratification for Hurley stage and previous
biologic use

=]




3. Key MIRA design elements are comparable to pivotal HS trials

o MoonLake
Study element PIONEER I / II! SUNSHINE/ SUNRISE? BE HEARDI / II? “

Stage Phase 3 Phase 3 Phase 3 Phase 2

Size n=307 / n=326 n=541 / n=543 n=505 / n=50% n=234

Design R. DB, PC R, DB, PC R. DB, PC R, DB, PC
Dose arms 1 ADA, placebo 2 SEC, placebo 3 BKZ, placebo 2 SLK, 1@ placebo
Key inclusion criteria

- Baseline AN count =3 =5 =5 @

- Hurley stage hand Il LITand Il hand Il 1} m
Primary endpaint HISCR50 W12 HISCR50 W16 HISCR50 W16 t@' 12
Stratification Hurley stage and Region, concomitant ABX, Hurley stage and Hurley stage and prior

Primary analysis

Previous biologic use

Concomitant ABX

Handling of new ABX
- any ABX
- forHS

concomitant ABX (Pl
MT-NRI
Cochran-Mantel-Haenszel®
not allowed
not allowed [ allowed

included
NRI

and body weight
[TT-rNRI (M)
Logistic regression®
(Hurley stage, baseling AN|
dllowed
dllowed

included
Data handling rules®

concomitant ABX
IT-mNRI (M)
Logistic regression®
cllowed
cllowed

NRI (2° included)?
NRI

biologic use

(&)

Cochran-Martet“Haenszel®

allowed

allowed

&




3. MIRA trial in HS: Primary and key secondary endpoints o MoonLake

Primary endpoint
= HISCR75' response at Week 12

Key secondary endpoints
= HiSCR50 response at Week 12

» % Change from baseline in IHS4
= DLQ)I total score of 5 or below at Week 12

= Patients achieving NRS302 in Patient's Global Assessment of Skin Pain at Week 12

Data presentation end of June

» Baseline characteristics, participant disposition, HISCR50/75/90 by visit, lesions count
change from baseline (N, A, DT) and responder endpoints (including AN920/100, DT100,
ad hoc information on HISCR100)

= Safety summary (TEAEs, AESIs, SAEs)




3. Current status of patient exposure & Baseline in MIRA trial

o MoonLake

# of Subjects

Patient exposure

240-

I N=33 pts to go (~mid May)
N=201 pts (Today)

i : Safety

0 2 4 6 ] 0 12 14 16 18 20 22 24 26
Study Week
A A A

Baseline PE End of treatment

Patient baseline characteristics

Patient Characteristic “

Age, years, mean 37.6
Gender, female, % 57.8
Race, White, % 85.0
BMI, kg/mZ2, mean 33.8
Smoking, current, % 46.6
Duration of HS, years, mean 7.8
Lesions, mean

- AN count 14.0
- DT 3:5
Hurley stage, %

oall] 0
-l 66.2
- 33.8
DLQl, mean 12.0
Prior biologic use, % 16.2
Concomitant ABX use, % 11.5




3. The MIRA baseline characteristics are comparable to pivotal HS frials o MoonLake

Patient characteristic PIONEER | / Il SUNSHINE / SUNRISE2 | BE HEARD I / II® “

Age (years), mean
Gender, female, %

Race, White, %

BMI, kg/m2, mean
Smoking, current, %
Duration of HS, years, mean

Lesions, mean
- AN count
- DT

Hurley stage, %
-

-l

-

DLQI, mean
Prior biologic use, %
Concomitant ABX use, %

349-37.8
59.5-69.3
758-87.7
31.3-34.5
52.9-67.3
88-99

10.7 - 14.4
30-44

0
52.3-54.6
45.4 - 47.7

141 -16.3
0
0/19

355-37.3
54-57
74— 8]

31.4-328
50 - 58
6.6-8.2

12.6-13.9
3.2-3.4

2-6
51 =60
28— 46

not given
20-26
10-14

36.7 /36.6
63.0 /50.7
77.8/81.5
33.8/323
43.0 / 48.1
?0/7.0

16/16.5
3.8/3.4

0
90.3/61.1
49.7 [ 38.9

120/10.8
25.0/13.2
1.9[%.0

37.6
59.8
85.0
33.8
46.6
7.8

14.0
3.5

66.2
33.8

12.0
16.2
11.5




HS: Valid Ph2 designs are typically replicated in Ph3

HS examples

v Adalimumab Ph2 HS results (double-blind, placebo-
controlled, two active dose arms, n = 154 patients, n = 26 sites)
were predictive of Ph3 results'?

X secukinumab Ph2 HS results (open-label, uncontrolled, n= 20
patients, single-center) were nof predictive of Ph3 resulfs®4

X Bimekizumab Ph2 HS results (double-blind, placebo-controlled,
active reference, one dose of BKZ, n = 88 patients, bayesian-
augmented control design) were not fully replicated in Ph3%¢

Non-HS example

v Bimekizumab Ph2 PsO results (double-blind, placebo-
controlled, 5 active dose arms, n = 250 patients, multiple sites
in 6 countries) were predictive of Ph3 results’8

Non-HS example:

Bimekizumab Ph2 and Ph3 PsO

WEEK 12 WEEK 16

0 0

PLC BKI PLC BKI PLC BKI PLC BKZ
PASI90  PASI 100 PASI90 PASI 100

BE ABLE! (Ph2) BE READY (Ph 3)
320mg Q4W




3. ARGO ftrial in PsA: will release data towards end of 2023

o MoonLake

vz fo 4 weeks)

screening Placebo-controlled perlod safety

active reference (no H2H) Placebo/active reference crosover Follow-up

— ‘Gr:);g? ! Sonelokimab 120 mg: Wl Sonelokimab 120 mo: Week 12, Q4W __
"~ U b ARG ) B Adaimumab 40 mg Week 12,Q2wW |}
Group2 MGG Bosgondons® iy
— {n=40) Sonelokimab 60 mg: K" Sonelokimab 40 mg: Week 12, Q4W 5
MisakeD. 2 86,0, e Al B Sonelokimab 130 mg: Week 12, G4W N
12 -
}”R Group 3 (RN - = o
(n=a0] | !

Group 4
Group 5
i E‘,;:.mj Adalimumab 40 mg Q2W L&
T

Adallmumab 40 mg Week 12, G2W

.KJ / Sonelokimob &0 mg: Week 12, Q4W : o
S Sconelokimab 120 mg, Week 12, GAW

& Sonelokimab 120 mg: Week 12, QAW H

Week 0 4 8 12 14 20 24
PE: ACRSD 2° EF
2 EP

Key design elements of ARGO

* Global study (North America and Europe)
with approx. 60 sites

= Double-blind, placebo-confrolled, acfive
reference arm

» N=200 patients planned to be randomized

= Active PsA (TJCé8 =23, SJC 23, currently
active PsO and/or dermatologist confirmed
diagnosis of PsQ)

= ACR50 as primary endpoint

= [TT-NRI as primary analysis; key secondary
endpoints multiplicity controlled

= Stratification for gender and previous
biologic use




3. ARGO ftrial in PsA: Primary and Key Secondary Endpoints Q voontake

Primary endpoint
= ACR50 response’ at Week 12

Key secondary endpoints

= PASI?0 response at Week 12 (patients with psoriasis involving 23% BSA at baseline)
= ACR20 response at Week 12

Other secondary endpoints

= ACRTY0 response at Week 12

= Minimal disease activity (MDA) at Week 12, defined as meeting 5/7 of the following:

— =1 tender joint — Patient global activity score <20 (0—100 VAS)
— =1 swollen joint — HAQ-DI score 0.5
— PASI score =1 or psoriasis affecting €1% BSA - <1 tender entheseal point

— Pain score =15 (0100 VAS)
= Health Assessment Questionnaire Disability Index (HAQ-DI) at Week 12




o MoonLake

Summary: Differentiating science
and clinical development of SLK

IL-17F is a unique target in HS and other inflammatory diseases
= |L-17Fis specifically upregulated in HS more than in PsO
= Evidence for pro-inflammatory role independent of IL-17A

Unique molecule and binding characteristics of sonelokimab

= Simultaneous binding of serum albumin and two IL-17 dimers
Potent inhibition of IL-17A/A with high affinity (100x more than SEC)
Equal offinity for IL-17F/F, differently from BKZ

Evidence for unique ability to penetrate deep tissues (small size,
albumin-binding)

HS phase 2 study: pivotal-like study design with read-out end of June
= Baseline characteristics of participants similar to pivotal HS trials

" Phase 2 PsA frial ahead of schedule with primary read-out expected

end of 2023




o MoonlLake

Financial Update
& Path Forward




Many potential catalysts over the next 12 months

o MoonLake

What we focused on today...

March 2023

April 2023

...and there is a whole lot more to come

Late 2023 Q1/Q2 2024

End June 2023 Early Q4 2023

Competitor
readouts

ILT7-A & IL17-F
inhibition now
leading MoA in HS

Molecule
characteristics
provide additional
upside

Other approaches
not successful
[MK2, 1123, IL1-a,
TYK2, IRAK4 inhib.)

Capital
Markets Day

$10Bn+ market
opportunity in HS

MIRA baseline
characteristics
cdemonstrate
robustness of MLTX
fricils

Non-clinical research
highlights SLK's
differentiated profile

HS primary HS 24w data PsA primary PsA 24w
data data data
MLTX to present
MIRA topline “Best of two worlds" next-gen IL-17
s Hote =k Phase 3 ready in 3 multi-billion dollar indications
12 analysis

800+ patients across Ph1s and Ph2s
All Ph2s with active control arms
Supply capacity into 3@ year of launch

“meet or beat"

Expected cash runway unfil end of 2024 (Hs TLFs + 18 months) see next page




Expected cash runway now expected to the end of 2024 o MoonLake

Cash, cash equivalents & short-term marketable securities O MLTX ended Q1-2023 with $63.1m in

In USD M cash, cash equivalents and short-term
marketable debt securities (at zero
debt)

© Cash burn in Q1-2023 of $9.1Tm
demonstrating cost-efficient set up
and focus of MLTX

© Expected runway until the end of
2024, i.e. HS readout +18 months,
covering:
0 Completion of ongoing Ph2
programs in HS and PsA

June 30,2022  September December March 31, 2023 O Preparation of Ph3s
30, 2022 31, 2022 (preliminary)

O All other base spend

1 Diflerences moy not add up due to rounding
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Reminder of MLTX's corporate structure and history

Organizational chart

MoonlLake
Immunotherapeutics
(Nasdag:MLTX)

MoonlLake
Immunotherupeuhcs AG

MoonLake
Immunotherapeutics Ltd
(UK subsidiary)

inferestin

2 s par Aprl 16, 2023

Publicly listed company and domestic filer

Duly incorporated under the laws of the Cayman Islands

Last remaining lock-ups from Business Combination released in Feb. 2023
Controls MoonLake Immunotherapeutics AG!

Total diluted share count of 53.4m?

+ Class A Ordinary Shares: 43,654,455
+ Class C Ordinary Shares': 9.046,656
* Unexercised options: 511,979

S3 eligibility from May 15t 2023
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Strong share price accompanied by increase in trading volume Q voontake

Share price in USD Average daily trading volume in ‘000 Analyst coverage
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Reflections on MLTX's path forward Q voontake
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Current owner

Phase 3 preparation well under way incl. study designs, end-of-Ph2 meeting prep,
clinical supply, autcinjector partnership, and org ramp up

HS and PsA are feasible (also commercially), AS and nr-axSpA are “low hanging
fruits”, PsO remains “locked value”, other indications provide significant optionality

Timing, approach and size of raise as per strategic interests of MLTX - strong
conviction of existing shareholders and new investors

Strategic interest in 1&1 remains high and SLK is a leading asset now in Derm and
Rheum, with strategic potential across multiple indications and TAs

Logic of synergies, speed and breadth to leverage an existing Ph lll organization &
leading commercial operation

Single asset setup, simple org and concentrated ownership provide o “deliverable
deal”
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