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Welcome & Opening Remarks

Beth DelGiacco /// Vice President, Corporate Communications & Investor Relations
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Forward Looking Statements
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Welcome and Opening Remarks ...
argenx Vision 2030 -
Immunology Innovation -

Clinical Development -«

Myositis
Sjogren's Disease

Sjogren’s Disease KOL Panel

Q&A Session 1 e

Phase 2 ARDA Study (MMN) -

MMN KOL Panel -

Sustainable Commercial Engine -

Q&A Session 2

Beth DelGiacco

Tim Van Hauwermeiren

Peter Ulrichts, Karen Silence

Luc Truyen

Leentje De Ceuninck

Juiie Jacobs

Julie Jacobs, Prof. Simon Bowman (Moderated by Luc Truyen)

argenx Management Team

Inge Van de Walle, Jeff Guptill
Dr. Patrick Kwon, Jeff Guptill (Moderated by Luc Truyen)
Karen Massey

argenx Management Team
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argenx Leadership Here Today




Simon Bowman, Ph.D., M.B.B.S., F.R.C.P. Patrick Kwon, M.D.

Institute of Inflammation and Ageing, Clinical Associate Professor, Neurology, »
University of Birmingham New York University Grossman School of Medicine argenx 5




X

Key Themes
For Today

o
argenx -

Our innovation model

Leadership in FcRn

Expansion of our immunology pipeline
Setting a new standard in MG and CIDP
Next wave of efgartigimod indications
Building weight behind empasiprubart
Vision 2030 - path to 50,000 patients




Tim Van Hauwermeiren /// Chief Executive Officer
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Vision 2030

New Molecules Labeled Patients on
in Phase 3 Indications K Treatment

-COMMITMENT TO OUR TRANSFORMATION MISSION

Continuous Pipeline of Innovation Leadership in FcRn Disciplined Scaling

W
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O Entrepreneurial spirit — calculated risk
based on data

Est. 2008 v
argenX-es o cavometon o

() Execution excellence

W
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Our Understanding of
Human Immunology is

Growing Exponentially




Novel Disease
Biology Insights

Foundational
 Immune
a Targets 4

A 4

Our Innovation Playbook

First-in-Class
%, Antibodies

) A

Pipeline-in-
a-Product
Development

Differentiated
Patient

h
y Outcomes,

D
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Co-Creation is Our Innovation Formula

WORLD CLASS ANTIBODY ENGINEERING CAPABILITY

DISEASE BIOLOGY INSIGHTS

V-REGION CAPABILITIES
SIMPLE
Antibody™
i Platform




Our Innovation Model Has A Strong Track Record

8/12 demonstrated
human F’OC_ s

9 first-in-class té_rgéts'
5 partnered .
d applicability a
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Innovation Through Co-Creation Exists Across argenx
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Successful
Execution
Of Our
Vision
2025

Growing autoimmune market

Efgartigimod available globally

Vibrant franchises

Efgartigimod in development in 15 indications
ARGX-117 in late-stage trials
Proof-of-concept in ARGX-119

New asset each year from |IP

Rooted in
Science
through our IIP

Committed to
our Patients
and their
Communities

Enviable
Immunology
Pipeline




VYVGART
is a Global
Blockbuster

VYVGART generated >$1B
in second year of launch

Approved in 3
indications globally

Leading market share among
MG branded biologics

On launch trajectory to leading
autoimmune franchise

DUPIXENT .
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Pragram
VU VCART
VYV VGART Hytrulo

Robust Pipeline
of Multi-Indication
Assets

Efgartigimod in 15 indications ==
Empasiprubart in

4 indications

ARGX-119 in CMS and ALS

4 new INDs by end of 2025

ARGX-109. ARGE-111
ARGE-213 ARGE-220

Indication

Generaitzed Myasthenia Gravs (WG]
inmuess Thiembaeytepana (ITP)
Cronic Inflammatory Derysiratig Posymsuropaty (CIDF)
Seonegative G

Oeulas Wyastheria Gravis (MG}
Trymid Eye Dmease

Buious Pemphagosd

Mycastin, (IMNM, ASYS. DM)

Siogren's Syrcrome

Memrancus Meprropay

Lupus Hephropaifry

Systemic Scirasis

Aniibody Mediaied Rejection

Mu x Neropatny

Detarped Geal Furection Aller Kiney Transplant
Dermainmyosits

=

Congerital Myastheni: Syndrme
Amyeireshic Laseesl Sekrens

Oy LOSED

NOT NSCLOSED

Preclinical Phase 1 Proof of Concept Registrational Commercial




Reaching Patients

Globally with

VYVGART

Franchise Reaching

>10,000 patients on treatment’ Patients
Across the

VYVGART and VYVGART Globe

Hytrulo? approved across 3
continents within one calendar
year
VW VGART
® | VV/VGART Hytrulo




Staying True
to our Scientific
Roots

From IIP to marketplace, science
is our common language

Robust patent portfolio

Advanced our scientific expertise
with peer reviewed publications
in top medical journals

THE LANCET

Neurology

Neurology

;«? frontiers

in Immunology
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Creating Superior
Shareholder Value
on our Path to

Self-Sustainability

Rapid transition to sustainable company

Disciplined scaling

h 4
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Total Shareholder Return since IPO in 2014

$B
27.4

argenx TSR

~5,000%

5.6

Remaining Cash

Gross proceeds Market cap
from equity raises




Vision 2030

New Molecules Labeled Patients on
in Phase 3 Indications K Treatment

-COMMITMENT TO OUR TRANSFORMATION MISSION

Continuous Pipeline of Innovation Leadership in FcRn Disciplined Scaling
v
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Additional
Molecules
in Phase 3

C ARGX-220

C ARGK-XXX

PIPELINE LATE PIPELINE
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In-Market Expansion

-

e Currently approved indications.

I 0 Labeled Indications

Next Wave of Potential |
Launches

Gro @G

) (TED )@M (empa) ) CMS (118)

GTF'

(C)cular MG )

D C | G

® VYWGART @ Empasiprubar

)@IDP (empa) )

V- J
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Innovation-has e
meaning unless it

reaches patients
and provides real =
benefit '
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ARGX-213

LUe G lik] Prosentaticn

|: (Anti-IL-6)

C ARGX-121

Mew Modecule

C ARGX-220

New Molecule

C ARGX-XXX

PIPELINE LATE PIPELINE

Naw

Indications _

Auteinfector

" New

Indications
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Presentati
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Blueprint for Innovation
Next Wave of First-in-Class Immunology Targets

Peter Ulrichts /// Chief Scientific Officer
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ARGX-113 ARGX-117 ARGX-119

Efgartigimod Empasiprubart




ARGX-117




Unraveling Central Role of C2 in Complement Cascade

Novel Disease
Biology Insights

32



Foundational

Immu n97-

c2 Empasiprubart POC ARDA Data

First-in-Class | Differentiated Patient

Anti b‘V QU mes




Extensive network of experts

L Etne g

Unique complement toolkit Y I

C2-KO and human C2-transgenic mice

AgLS
ﬂ& U Vvt /v LINPERSITY
m B
C Madieh Corum

vERsI Ty )
U LEICESTER wviB

>30 complement assays in house
across different species

4

Advancing science

Various species cross-reactive anti-
C2 mAbs for translational models

b 4
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Empasiprubart

In Action

’
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C2is Uniquely Empasipmbeck @L ? 1
Positioned in To—w P
Complement E ]

Cascade —
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Empasiprubart
Demonstrates
Long Half-life and
Sustained
Pharmacodynamic
effect

Sustained reduction in free
C2 levels by 95% for > 100

days as of 30 mg/kg dose

Complemant C2, Free {mail)

=

oo

Free C2 levels

012345 7 @ 13 17 21 29
Time after first infusion (weeks)

& Placebo - Empasibrubart 30 mg/kg
Empasibrubart 10 mg/kg =+= Emgpasiprubart 60 mg/kg

a7

Single Dose
First in
Human Data

95%
99%




Immunology Innovation Program: Model of Co-Creation

) Pipeline-in-
Novel Disease BIPPO:DdUCt
Biology Insights Development

Foundational First-in-Class Differentintad Pationt
), Immune Targets b Antibodies f \

. 4 )\ 4 b
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ARGX-113 ARGX-117 ARGX-119

Efgartigimod Empasiprubart




ARGX-119




Strengthening the Neuromuscular Junction through MuSK Activation

Novel Disease
Biology Insights




Foundational

Imm uney

MuSK

First-in-Class

ARGX-119

Anlih‘V

Differentiated Patient
Outcomes

Phase 1 Data Support
POC Studies

a2



Unique MuSK toolkit 1 [

Extensive network of experts

—
L Leids Universitair oy ummasumy or
C  Medisch Contrum \mnl'.:g". 1‘21 OXFORD

TRICALS  uniersité h 4
L R Ul
CHEO WQuisin. TRAYA

4
Advancing science

MuSK phosphorylation assays

AChR clustering assays

Various binding assays

Various in vivo neuromuscular disease
models including DOK7 CMS mice

tional
Medicine

Human in vitro ALS NMJ co-cultures

b 4
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ARGX-119 Boosts
Functioning of
NMJs by
Improving AChR
Clustering

AGRIN

MuSK phosphorylates downstream
signaling components

MuSK-induced clustering of
AChRs and muscle contraction
upon Acetylcholine binding

Retrograde/signal to stimulate ST
presynaptic differentiation 1

Dok7 &G

ﬁGRINI MuSK Jl ARGX-118 @ Acatylcholine ’ACI\R




CMS Rationale

Early Neonatal
Lethality and
Disease Relapse are
Rescued by ARGX-
119 in DOK7 CMS
mice

Diminished MuSK phosphorylation in
DOK7 CMS

Leads to lethal weakness of diaphragm
muscles

MuSK activation by ARGX-119 rescues
phenotype

W DOKT G mouse + ARGX-119
@ DOKT CM mouse + [sofype mas

Sacrfice
# maz injection

control animals sacrificed

~
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Slowdown of muscle denervation Improving motor system output
ALS Rationale ! o

_&

é_ = B e gé%]]m
Activation of MuSK 2.0 == k)
Signaling Slows e Y 3

= animals per proup, faint grey and biue ines ndicate the SEMs
0

Muscle Denervation SR I L
and Improves Motor ‘ gy

Function ST T

W
A R PR i aet argenx+




CMS

Phase 1b Phase 2a reALiSe
to start in 4Q24 \ to start in 4Q24

Path Forward
for ARGX-119 A

Prouf o Bioloty Innovation ﬁétc:!.n Discovery
Intra-Patient Dosing (MScan-derived Maotor Unit Number)

NATURAL HISTORY STUD
argenx?




Immunology Innovation Program: Model of Co-Creation

) Pipeline-in-
Novel Disease BIPPO:DdUCt
Biology Insights Development

Foundational First-in-Class Differentintad Pationt
), Immune Targets b Antibodies f \

. 4 )\ 4 b,
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ARGX-113 ARGX-117 ARGX-119

Efgartigimod Empasiprubart




ARGX-113




Leadership in FcRn

Pipeline-in-
a-Product
Development

Novel Disease
Biology Insights

*asof Q12024




Foundational
Immune Targets

Differentiated Patient
Outcomes.

First-in-Class
Antibodies

FcRn Efgartigimod >10,000* patients
on VYVGART

*as of Q1 2024




Unique FcRn toolkit Y [

Differentiating binding assays

Extensive network of experts
University af
@Southumptnn

Xy Sanquin  Authera

SASENE

frontiers .
, in Immunology . ceb'5

Predictive cellular assays

Expert structural biclogy

Innovative hFcRn/hAlbumin
transgenic mouse models

b 4
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Efgartigimod
Binds to FcRn in
Same Formation
As Endogenous
IgG

Endogenous
IgG interaction

I

Cell membrane

Efgartigimod

Efgartigimod
interaction

~
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Full-length monoclonal
Endogenous IgG Efgartigimod anti-FcRn antibodies

@

7 \ag?

%

~
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Efgartigimod is
Unique Among
FcRn Antagonists
in How it Binds

Cell membrane




Unique Binding
of Efgartigimod
Leads to
Differentiated
Intracellular
FcRn Trafficking

0 3 6 9 12 16 18 21 24

Incubation time (h)

Medut
controf

z
]

No interference of
efgartigimod with
albumin binding
and recycling

No degradation of

FcRn induced by
efgartigimod

-
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Efgartigimod does not lead to - i ]J Efgartigimod treatment
albumin reductions in vivo 2l oot | results in a favorable

Unique Binding . safety profile in the clinic

Of EfgartigimOd 3 1001 *_,____%r , ' , . , " -T- * No albumin reduction
Positively Impacts i+ o
in vivo Albumin £ T B £
Levels and Safety £ 25 T T T 1 No aseptic meningitis

g 5 0 5 A 0 26 No clearance by anti-drug

T T T 1
15 10 -5 1] 5 10 15 20 25 30 35
Days post-injection

Profile

antibodies
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Evolution of a
Novel Targetto a
Novel Platform

d § 4
6 8 O

Pipeline Next Antagonist in Sweeping
in-a-Product FcRn Portfolio Antibody Platform
L Ju J L J L J

Novel Target

W
argenx -
58




Next Wave of First-in-class Immunology Targets

Karen Silence /Il Preclinical Product Development
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Deep Knowledge
of FcRn Biology
Builds New
Pipeline
Candidates

Leverage Albumin to Broaden
FcRn Targeting Portfolio

Fe-ABDEG™

g-albumin VHH

ARGX-213

~
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‘ B
Improving ["‘" c\ﬁ ‘E’ -& \\ o ARGX-213 adopts long albumin half-life
Pharmacokinetics s o e s "o | @ proooss

of Efgartigimod PR o, ) A —
Through Binding .y L)

to Serum Albumin —

o o |gG degraded in lysosomes

o ARGX-213 recycles via FcRn or albumin

a-albumin VHH
W
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ARGX-213 is Designed For Optimal FcRn Binding and Equipped with Unique Features

Prototype ARGX-213 Two-armed ARGX-213
Invention
1t 1}” Valency VHH
FeRn Invention \ Affinity VHH at pH 7.4 and pH 6.0 jt
Pasition VHH Linker length
| papor?
| faansee E—

Cell membrane

@ Enhanced PK @ Enhanced PK @ Enhanced PK
Sustained PD @ sustained PD @ sustained PD
Albumin sparing Albumin sparing 0 Albumin sparing

argenx -
B2




ARGX-213 Can
Achieve Extended
Dosing

IgG (%)

Eigartigimod, 10 ma/kg. weekdy

ARGK-213, 12 ma/kg, weekly

1% ARGH-213, 24 mg/ky, biweskly

W
W ARGK-213, 48 mgrkg, monthly

12 24 36 48 (1] 72 a4

Time (day)

ARGX-213 has increased half-
life compared to efgartigimod
resulting in prolonged PD effect

Simulations predict potential for
monthly dosing

v
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Submit Clinical

Path Forward Finalize GLP sl Annicatiad Phase 1 to Start

for ARGX-213 R Sty 1Hs | 228
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Deep Knowledge
of FcRn Biology
Builds New
Pipeline
Candidates

Leveraging Efgartigimod Backbone to Build New
Class of Highly Potent Sweeping Molecules

e B :
IFg:b-Targe!Ing ,;(::—Targenng L’{“ﬂ! §:: Targeting
ésmaosaw 5 Fe-ABDEG™ éFc-AﬂDEGW
ARGX-121 ARGX-XXX ARGX-XXX

v
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ARGX-121 Mode of Actions 0}3?:

I. FeRn-mediated IgA degradation

o ARGX-121 binds to IgA (1-3 mg/ml)

o Enhanced endocytosis of ARGX-121 Igh complex
o Complex dissociates at pH 6.0 in endosomes
° IgA is degraded in lysosomes

ARGX-121 recycles through enhanced
FeRn binding at pH 6.0

/ 4
©

- ©
")

%
S

Lysosame /

Il. Blecking of IgA:CD89 mediated signalling

1
» Monomeric IgA binds with low affinity a ;@ :’:4
to CD88 (FcaRlI) but upon formation d,ﬁg"‘ -]
of immune complexes it binds with ““ic;
high avidity f

* ARGX-121 blocks binding of IgA IC
to CDB9

Cnsﬂ ]
i
P 47

h 4
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ARGX-121 Innovative Design Breakthrough

Prototype ARGX-121 Two-armed ARGX-121 One-armed
IgG1-LALAPG-ABDEG™
ﬁ Invention ﬂ Invention ﬂ
Affinity at pH 7.4 and pH 6.0 Immune complex formation
FecRn degradation FecRn occupancy
Cell membrane
pH-dependent target binding pH-dependent target binding pH-dependent target bnding
Risk for making immune comglexes. Rusk for making smmune complexes. Risk for making immune complexes.
Pkt degucution | Fefin degraditien | Fofin degeadation
FeRn occupancy FeRin accupancy FcRn occupancy
] IgA dapletan in cyra Iigh depletion in cyna Iigh depietian in cyna

~
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ARGX-121 Rapidly and
Drastically Impacts
Circulating IgA Levels

lgA (% of baseline)

3 mogrk weekly

= 10 mg/kg weekdy

—— 10 mgykg every 2nd week
30 mgyeg monthly

L N T T A
14 8 42 56 70 &4

Time after 1st dose (day)

>90% IgA reduction within 1 week

Enables flexible dosing

Broad therapeutic potential

~
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IgA is Fundamental in Many Diseases ‘- IgA nephropathy
,,.1“{_ .
'y 1 IgA vasculitis

ARGX-121 ool of

Pipeline-in-a- % f 4 Celiac disease

Product Potential = P ! Lo
Y. M] Z/ ‘; Rheumatoid arthritis

/ y Systemic lupus erythematosus
- / \
::'r_" ; | oh .
2 —-—— Linear IgA bullous disease Mucous membrane pemphigosd
\ e, ko Dermatitis herpetiformis: Bullous pemphigoid

-u.-'—-l_- Epidermalysis bullosa acquisita

b 4 3
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Path Forward Finalize GLP Submit Clinical ' Phase 1 to start
Trial Application

for ARGX-121 Tox study \pplcatiopuly in 2H25
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Clinical Development

Luc Truyen, M.D., PhD /// Chief Medical Officer
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Clinical Development: Bridging Innovation and Unmet Patient Need

73




Rapidly Scaling
our Clinical

Footprint

h 4
argenx -
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Pioneering in MG to Set New Standard for Treatment

Liu et al, 2010

2018

JCI 2

Ulrichts, 2017

MSE =50%

across studies
Highest MG-ADL
and QMG response

2019 2020

Neurology

Howard et al, 2019

2021

THE LANCET

Neurol

Earlier treatment lines

Seronegative, Ocular
Reduction in %
steroid use -
lr/

+ | Market leader among

'\. adwvanced biologics /
Broadest safety b
database [

Sustained responses
across dosing schedules

2022

& fronti ICl =
in Meu: of Clini

2023




Applying Our Innovation Approach to Clinical Development

Innovation Co-Creation _ Execution

Evidence
Generation

Patient Insights Speed

Patient engagement in trial
design and execution

Bring medicines to patients
as quickly as possible

Build broadest data to guide treatment
decisions for patients

' —
P alkivia =203 iMMersioN




Ocular and

Seronegative MG
Evidence
Generation
L W ]
adapt™ adapt™ ADAPT/ADAPT
G s stocy Real-world data

A 4
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Patient
Insights

Significant need Efficient studies

Significant
underserved population

Lack of innovation




Sjogren’s
Disease

P rhostupy

b 4
argenx .

Evidence
Generation

Depth of data from
RHO study

Leveraging all FcRn data

Patient
Insights

Endpoint selection

PRO measures

Phase 3 to start
by end of 2024




Immune Mediated
Myopathies (IMM)

b 4
argenx .

Evidence
Generation

Subtype selection
based on pathogenic
1gG rationale

Patient
Insights

Common TIS endpoint

Seamless Phase
2/3 Study with
interim analysis




Multifocal Motor

Neuropathy (MMN)
Evidence
%@f da Generation
) | ,4-._5"’ Robust PoC from ARDA
1 M M e rSION EoP2: endpoint alignment

Multifocal Motor Neurapathy

b 4
argenx .

Patient
Insights

Natural history study
exceeds 100 patients
to date

Leveraging Ph2
and iMMersioN to
accelerate recruitment




CIDP is 4t
Indication for
Empasiprubart

b 4
argenx .

Evidence
Generation

Building on MMN data

Broadening knowledge in
complement biology

Patient
Insights

High medical need Registrational trial
with interim analysis

Opportunity for

multiple innovations




Bringing Innovation to Patients

argenx?
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Efgartigimod in Myositis

Leentje De Ceuninck, Ph.D. /// Senior Clinical Scientist
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Melissa

Living with Myositis

’
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Idiopathic Inflammatory Myopathies (lIM) or Myositis

Characteristics Disease Burden

Muscle weakness and Pain

Fatigue

Large impact on quality of life

Corticosteroid side effects

Myositis subtypes mediated by autoantibodies:
immune-mediated necrotizing myopathy (IMNM), Antisynthetase syndrome (ASyS) and dermatomyositis (DM)

Living with Myasitis

argenx:




(' wsAwrgetaterentautoantigens ([ Ciiicalsymptoms
Myositis Specific @ m L S s

Autoantibodies P TRR RN v 3 VIRV - -
(MSA) are YWY Y WYY "Nl YY B
ASSOCiatGd With ﬁf __ Arthritis |

- - - ""f-
SRP: protein translation tRNA synthetases Mi2: transcriptional Malignancy —
Different Clinical RP: protein traiei - - ——
synthesis Others: IFN regulators ~p
Symptoms Y Y'Y

*38 . 30% Wyuets assncatnd artScden (WAL o aeiodas sgans Undanified lagsts

Common hallmark: proximal muscle weakness

/ r!!hllﬁl’ L




Pathogenic auto-antibodies enter muscle fibers Auto-antibodies induce IIM symptoms

ou

Merge: Autoantibodies  Nucleus oM *ﬁr

antigen
IFN Pathway .
Activation @ ’
Marge Autcantibodies  Hucleus
o Lipid .
A\ V4 Accumulation * , =
IMNM

4
@ st uman s

Myositis Auto-
antibodies are
Pathogenic

h 4
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IMNM Antibodies
Trigger Muscle
Damage and
Impair Muscle
Regeneration

Auto-antibodies:

Bind muscle fiber

Activate complement

Cause necrosis

Impair muscle regeneration

~
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Efgartigimod
Reduces IMNM
Antibodies and
Restores Mouse
Muscle Function

o D
gwc o 'l.ﬁ

£ 100 ?i i :
%M .F P ES
s =
g o

b 4
A Efgartigimod treatment argenx -
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Anti-HMGCR* IgG
*

*

Efgartigimod
Prevents Necrosis
& Allows
Regeneration of

Necrosis

“WAnti-HMGCR+ IgG
o+ efgartigimod,
«Pil' * .,

. J A ..-‘*** *
{ N

Muscle Fibers e
-
i

b 4
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Efgartigimod
Leads to Full
Regain of Muscle
Function in the
IMNM Mouse
Model

h 4
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g— o
Cause necrosis

Antibody = e o0e Impair muscle
Dependent L %f\@ o R
Complement < ;"LW.
Dependent o ‘ \\"f” :
Bind muscle fiber % Antibo dy
T Dependent
Complement
Independent

- MUSCLE REGENERATION




Phase 2/ Phase 3 Adaptive Basket Trials with
Efgartigimod in IMNM, ASyS, DM

Phase 2 analysis

[ EL:l SCREENING 90 patients (24 weeks)

Phase 3

SCREENING 150 patients (52 weeks)

wki6 whd4

Adults Weekly Phase 2 analysis
efgartigimod or PBO s
m Aclive disease and i Go/NoGo per Myositis
muscle weakness despite & subtype
- PR background traatment Primary endpoint: TIS

argenx -




Seamless | Phase 2 analysis
Path Forward Phase 2 / Phase 3 By Year End 2024

for Myositis

l\

-

k___

Ongoing in Go / Go No decision
IMNM, ASyS, DM on each subtype _
argenx?
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Efgartigimod in Sjogren’s Disease

Julie Jacobs Ph.D /// Principal Scientist

y
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Lisa

Living with Sjogren’s Disease

’
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Sjogren’s Disease

Characteristics Disease Burden

5-10% develop lymphoma

Decreased physical performance
Depression and Fatigue
Anxiety and Pain

Negatively impacting daily activities

argenx?




Demyelinating

Disordars | % | : ; e
o’ =/ No Approved Treatments to Target
e, A Underlying Disease

Interstitial | o,
Lung Disease | @\_ "'K | Glands
"l ‘“'--\_ /.r’

Systemic — G1 rD ) e Primary Symptoms
Manifestations of NS

. Sicca Symptoms

=N
—®
Sjagmn’s Disease Poly-articular | ,%b \ ' | &/ Cutaneous Dry eye, mouth and vagina

Arthritis '\ Vasculitis

Fatigue and Pain
Cytopenia :': %@J \.

L |

Hypergammaglobulinemia \@.-s) “\@/ ) 5% develop non-Hodgkin Lymphoma L

Neuropathy

o9




Auto-antibodies
are Key Players in
Sjogren’s Disease

" Glandular | |“Extraglanduiar
| APOPTOSIS l Epitheltal cefls manifestations | n&ﬁu:z manifestations
Lraveaes i T

-

s%ae Type 11FN ‘{
Type 117N L]

/ .:. » ‘
L]
Autoreactive EB”' \
8 cell T cel

Mncu/ \:cn \\ — "t}‘}'/ .‘!
@/ — amanubodles 1 :: E

Plasma cell * ‘&

Immune complexes

Marielie X ab al. 3018: Nociume G el al 2018 Pringle 5, o1 al. 2019

Pathogenicity of
Autoantibodies

Abnormally elevated IgG levels and
presence of IgG auto-antibodies
(anti-Ro/anti-La)

Auto-antibody immune complexes
induce and maintain type 1
IFN signature resulting in immune-
activation and tissue damage

~
argenx:




RHO Trial: Proof-of-Concept in Sjogren’s Disease

P rhostuoy
Screening Period Treatment Period Open-label Extension

=4 weeks Weekly - 24 weeks 48 weeks

HKey inclusion criteria
Placebo [n=g) Efgartigimod IV 10mg/kg
ACREULAR 2016 5[0 diagnosed = R

Weokly or biweekly dosing
ESSDAI S depending on respanse
week0 1234 — 2034

Residual junjstimuiated salivary flow

Demographics and baseline characteristics ' Objectives to see consistency across measures

- Madan 3 A9yo (26-T0; e - N "

e Primary endpoint Secondary endpoints Biomarkers

. 8% of et ”.l—nl—“ lIh'l—SSLIAI o Propartion of responders to Treatment effect on IgG, RF, auto-antibodies, Immune
5 to parhicipants with £ E composite of relevant endpaints + Systemic disease (ClinESSDAI, ESSDAI) complexes, IFN, histology and

Qs s L ebippost for Sjdgren’s disease (CRESS) + Patient-reported outcoms (ESSPRI) complement

BO% of palicnts with Composite endpaint (STAR)

hypergammaglobulinemia (IgG>18 giL)




Primary Endpomt CRESS

-r'"-.__---"\—

3 * Year Gland S, \ - 3
e i "

or / ulandﬂn:tmn Function ology / Patient-reported

-"r@w -@-o-ﬁnzg

OBJECTIVE: Limitations

To demonstrate more CRESS

responders (at least 3 out of 5 000 ACCOUNTS FOR
resp ( _ _ NOVEL ENDPOINT HETEROGEN
items) at week 24 in the active arm - VALIDATION) o

W
argenx
g 102
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Efgartigimod Demonstrated Effect on Primary Endpoint CRESS

34%

more responders
on efgartigimod

RESPONDER (%)

v
argenx -
g j03




Observed Treatment Effect in 4 ltems of CRESS

59%
. 36%

-‘/-'--\-\\.\ CAnESEOW .-/......'7‘--\, Sakvary gland
[ r@j | Low o | | ufimsound
12U 1 sctuy 128 \ | unstmusated
L 4 \ f

RESPONDER (%)
¥ 8 2 3 T 2

E

=

B crgatigimod [ Placeso
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Secondary Endpoint: STAR

4
7 Berea \
Imndﬁn:lmn h' Function 3 f i ng’

Rheumatoid Factor

OBJECTIVE:

To demonstrate more STAR
responders (at least 5 points) at
week 24 in the active arm STAR25

CRESS 23 out 5

W
argenx -
Seeor B e al Ane Foeum D 2022 105




Efgartigimod Demonstrated Effect on STAR

RESPONDER (%)

Efgartigimod

22%

more responders
on efgartigimod

16 2) HylSs

. d
argenx -
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Secondary Endpoint: ESSDAI

L0 O 0000000060

Pulmanary Hematological Cutaneous Glandular Constitutional

Limitations Strengths
OBJECTIVE:

To demonstrate increased ESTABLISHED Bl

response rates on ESSDAI

WITH FOCUS ON
DOES NOT CAPTURE SYSTEMIC DISEASE SEVERITY
ALL DISEASE FEATURES

W
argenx -
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Efgartigimod Demonstrated Effect on ESSDAI

000000000000

Constiutianal

17% 9% e
B Piacebo
: g
: i
z (=]
E g
5 &
MCIl 2 3 POINTS 4 POINTS. -
ESSDAI argenxy L




Efgartigimod
Shows Potential to
Break Loop of
Immune Activation
and Tissue
Damage

h 4
argenx -

Reduction IgG and Disease-
Specific Auto-Antibody

Change from baseline (%)
- IR

—_— g === Anti-Ro52

*Median +10R

O o e b
T T T 1
o 4 16 24

Time (weaks)

B Ergartigimed [l Placebo

Reduction Rheumatoid Factor

&

Change from baseling (%)

s 4 1" 24
Time (weaks)

Reduction C1Q Immune Complexes

Reduction HOCEVAR
Score on Salivary Gland Ultrasound

Change from baseling
HOCEVAR somre

o 4 16 24
Time (weeks)




Change from baseline (%]
-2 o

80 &0 40

Patient Narrative
Ic::an:T':‘r?ibEition Of RESPONDER ONSTAR AND CRESS
with Efgartigimod M Y ———

-1
LS 2 H
REDUCED A IMPROVED j
SYSTEMIC | @ ] LYMPHADENOPATHY RESOLUTION SALIVARY. )
DISEASE e FUNCTION E /
CHRnESSDAL -10 | é%) :I STEPWISE ARTICULAR IMPROVEMENT é

h 4
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R ™\
60% IgG reductions Increased response on
consistent with other composite endpoints
clinical trials (22-34%)
Response observed in 4
Reduction of auto- out of 5 items of CRESS

antibodies, immune
complexes and
rheumatoid factor

Improvement over time

N

J/

Safe & well
tolerated

Proof-of-Concept Established in Sjogren’s Disease

IgG Reduction and
Biomarker Data Correlate

to Clinical Benefit

1




Consistency of Data Demonstrates Path Forward

N Justifies
P rhOSTUDY  prase 2 nipocaimab oas Advancement To a

(DAHLIA Study)
Phase 3 Study

4

Y 4
\_/ argenx *




Path _I.:_orwa,rd End of Phase 2 Phase 3 to Startby | .
for Sjogren’s Meeting \ End of 2024 |

Disease

y
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Sjogren’s Disease

Luc Truyen Ph.D., M.D. /// Chief Medical Officer
Simon Bowman, Ph.D., M.B.B.S., FR.C.P. /l/ Institute of Inflammation & Aging, Un f of Birmingham

Julie Jacobs Ph.D. /// Principal Scientist




Sjogren’s Disease
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Empasiprubart

Inge Van de Walle /// Research Fellow

y
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Brenda

Living with MMN

’
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Multifocal Motor Neuropathy (MMN)

Characteristics

Disease Burden

Muscle weakness and cramping
Difficulty walking
Impact on social life, activities and work

Exhaustion and fatigue




Empasiprubart

Novel C2-Specific Humanized
Monoclonal Antibody With
Mutations That Facilitate a
Long Half-Life

Binds to €2 in a pH- and Ca

manner

Mutations to reduce
effector functions

NHance mutations
for long half-life

b
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Complement Activation Drives Axonal Damage in MMN

GM2Z GM1

A A

Classieal

complenant
astivanon

eiq .
u

p* - e

7k =

W
argenx: |




C2 Inhibition Improves Respiratory Function in vivo

C2 inhibition reduced structural injury Empasiprubart significantly reduced injury to paranodal proteins

to Schwann cell nodal membranes and improves respiratory function in vivo

Rl i 3

2= Naive control Anti-GM1+isotype Anti-GM1+anti-C2

Z4 2 2 2

: £o; - 2 W‘w“-d‘-whwhhhf-

=0k Wiy =
Tg Sl 1 L e i 0 9]
2 | |

<3 2

g e

+ anti-GM1 IgM antibody mediated empasiprubart resulted in

=3 complement attack resulted in decrease of improved respiratory function
Rz tidal volume and increase of respiratory rate

‘E‘ <
anti-GM1 antibody mediated complament Significant disruption at node of Ranvier argenx.

aftack on the Schwann cell membrane = (hall mark of MMN) wio empaspribrubart




Phase 2 Trial Design
Screening (<28 days) Double-blinded Treatment Period

Empasiprubart iV

MMN and IVig d y (if
d by MMN Cum ion Committee Cohort 1, n=16

Placebo IV

15 Lo el by Sec 4 s e e e o G o o b rudtace e et 14 e e S

.
2t e e S i
argenX s T e S S S e e e




ARDA Study Results

Jeff Guptill /// Neuromuscular Franchise Lead Clinical Development

y
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Empasiprubart Reduced Risk of [Vig Retreatment

Cohort 1

Frobabiity of being retrestes with Vg
'
& '
B :
% ]
_L|—I|_L

A ik

- s

- 3 9 % 8 8

.
argenx -

i ¢

m

Cohort 2

£
Reduced E:
risk of IVIG :
§u
;E;treatmznt E
"91% 2 —
At Rk
: ]:.‘I L) T L] L] 3

Reduced

risk of IVIG
retreatment

” 84%




”

IVig Treatment = Clear Fluctuating Effect Grip Strength
| i I[ P T PR S

Empasiprubart
Improved Grip
Strength in
Both Hands

T ag |
W%I{'ml ﬂ&%m ui’ﬂ" it |||III|I|| .!||II|| sl

Grigs Strengih Change from bassine : mean (+- SE)
- R "
e
Grip Stength Change from baseline : mean (+)- SE)

Patients at IVIG best

argenx™




ARDA
Participant
Journey

r

L.
argenx -

Treatment

Grip
Strength

mMRC

u
e o el




Change From Baseline of MMN-RODS — Are you able to:

. SCOFB by Treatment Gl’OUp at Last Read a book? * Do your own cooking?

EITIpGSIpI'Ubart Assessment During Treatment Period Make a telephone call? * Pick up small object?
3 Eat? * Work on a computer?
Improved Disease- r — : - e e
¥ nr a0{ | : ody? + Fold laundry?
Speclﬁc ACtIVIty Brush your teet + Throw an object
Limitations - Drink out of mu
gk 20 Tumakeyinal -
Indicating o . Use kntlefork (spoon)? - Peel an
Improvement ln gE =0 Fill in a form/write?
- = g E Zip your

Functlonallty Leve!s gg-zu Get money from cash

machine?

B evPasiPrUBART [T PLACEEO
h 4
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Empasiprubart Treated
Patients Feel Better than
their Best on IVIG

How much has your condition
(MMN) changed as compared
to the time you received the first
treatment in this trial?

.
argenx -

PN Pt i s o e

Cohort 1 — 94.4% improved Cohort 2 — 83.3% improved

202

e E——
£ £ s
g B - 'E 80 |
g g
g & i 60 | = Very much improved
o | a Much improved
s i E““ Minimally improved
2 § e No change
'E Minimally worse
g ) 8 = w Much worse

& — Very much worse
0 ']
Empasiprubart Placebo Empasiprubart Placebo

Consistent improvement observed
: for each dose of empasiprubart




End of Phase 2 |  Phase 3 to Start
Path Forward Meeting 3Q 2024 in 4Q 2024

for MMN

IMMERSION STU

’
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Trials Ongoing with Empasiprubart

varvara
R ——

empacific

Delayed Graft Function Dermatomyositis

’
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Empasiprubart in Delayed Graft
Function After Kidney Transplant

Biological Rationale

Empasiprubart
Clon_,.

+ Complement activation due to damaged endothelial
» Clear involvement of Classical and Lectin Pathways

+ Blocking C2 improved kidney function

varvara

-_—

Disease Characteristics

* 40% occurrence among cold kidney transplants

+ Ischemia reperfusion injury (IRI}) contributor to DGF
+ Short and long-term graft negative effects

* No current FDA-approved therapies

Timeline FPha

N o R i R0
sun

& anmoadas 53 . e e e T S 1
e Dt 040 TR Y 50 irwatr B B O 08 At ) )46




Empasiprubart in
Dermatomyositis

Complement Deposition in Biopsies

Cad

k3 . e
erppgqﬂc

Disease Characteristics

» Multifactorial, idiopathic inflammatory myopathy
* Progressive and symmetric proximal muscle weakness
- IVlg is only approved treatment

Timeline Phase 2 study planned to start this year




Our Next Pipeline-in-a-Product Asset

varvara ¥
ﬁg__rda a |

DGF

W
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MMN Disease

Luc Truyen Ph.D., M.D. /// Chief Medical Officer

Patrick Kwon, M.D. /// Clinical Associate Professor, Neurology, New York University Gr

Jeff Guptill, M.D. /// Neuromuscular Franchise Lead Clinical Development




MMN Disease
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Sustainable Commercial Engine

Karen Massey /// Chief Operating Officer

y
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Reaching 50,000 Patients by 2030

Indication Launches

& VYVGART

® Empasipruban

m — P-I1 I'_:‘
CIDP

Wave 1: TODAY

ARGX-118

Sjogren's

MMN

Wave 2 (2026-2027) | Wave 3 (2028-2030)
. — 14

L]




MG Launch Set Standard on Commercial Excellence

Innovation Co-Creation Execution

Evidence Empowering
Generation Patients

~50% MSE demonstrated across trials,
sustained response across 9 cycles

Direct to Consumer engagement >2,700 US prescribers
Meaningful steroid reduction 92% Brand awareness #1 among advanced biologics

' Approved across 3 continents
aa'epl 'ﬂ’? V' /VGART % within one calendar year

.
>$1BN in year 2 of launch 9 quarters of growth >10,000 patients globally argenx -




Future Drivers of Growth in MG

Innovation

e

Co-Creation Execution

b

Evidence A Empowering
Generation g Patients
" » - »» Product Presentations Global Expansion
|1"'ﬁg"9 pt i Odopt : a:“r »”‘ Autoinjector @
SE Rty PFS W —

ar, EI'I)(".
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3.5X

Up to

60K

PATIENTS

Expanding MG
Opportunity

Addressable Seronegative Qcular Growth in Biclogics Total Addressable Market in 2030
Market at Launch Share of Market

argenx” V'/VGART’ VYV VGART Hytrulo

145




Innovation Builds
Markets

MG Market

Dynamics are
Similar to MS

-
argenx -

Multiple Sclerosis Market Over 10+ Year Period...
Market Growth was Driven by

W Advanced Tremments

™ Legacy Treatmens

15

89%

Novel mechanisms of action

?BX growth
meamyoee (L34 20.5B

of market

Multiple launched assets

""1 50/0 prevalence increase

2012 2023

More Innovation =

146
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Early Excitement in CIDP

Rapid Execution Early Adoption

= 1 Prescriber breadth and depth
(e
S eon PNS ~20% are new to VYVGART

25% of key target physicians
reached in 14 days ﬂ{r V'V VGART W

First payor policies in principle First patients on treatment

-
argenx
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MMN: Opportunity to Build a Market

MMN Today The argenx advantage

Innovation @

1 K More Innovation =
Co-creation

PATIENTS

Natural History Study to
understand real-world experience

Engagement with patients
BN Ggs|CIDP

Deep existing neurology

Execution relationships

ar, ET'I)("&
g 148




TED and Sjogren’s
Disease Represent
MG Sized
Opportunities

h 4
argenx -

Path to Transforming Outcomes with Differentiated Treatments

Thyroid Eye Disease

@

~BOK
Chronic

Patients

Limitations of existing therapies,
considering safety and efficacy

Sjogren’s Disease

@

~100K
Moderate to
Severe

No currently approved treatments
to target underlying disease

149




Vision 2030

New Molecules Labeled Patients on
in Phase 3 Indications K Treatment

-COMMITMENT TO OUR TRANSFORMATION MISSION

Continuous Pipeline of Innovation Leadership in FcRn Disciplined Scaling

W
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Innovation-has e
meaning unless it

reaches patients
and provides real =
benefit '

argenx -
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ARGX-213

LUe G lik] Prosentaticn

|: (Anti-IL-8)

C ARGX-121

Mew Modecule

C ARGX-220

New Molecule

C ARGX-XXX

Y PIPELINE LATE PIPELINE

Naw

Indications _

Auteinfector

" Mew

Indications

Pr
Presentati

New
Indications
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