oantargia

We want to save patients with severe cancer and autoimmune diseases
Clinical investigations with our lead antibody CANO4 to our proprietary target

Goran Forsberg, CEO



Safe Harbour Statement

The following presentation may include predictions, estimates or other information
that might be considered forward-looking. The statements regarding the
surrounding world and future circumstances in this presentation reflect Cantargia’s
current thinking with respect to future events and financial performance.
Prospective statements only express the assessments and assumptions the
company makes at the time of the presentation. These statements are well-
considered, but the audience should note that, as with all prospective assessments,
they are associated with risks and uncertainties.
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CANO4 phase | clinical data at ESMO

A first-in-class, first-in-human phase 1/1la trial of CANO4, targeting Interleukin-1 Receptor

172p Accessory Protein (ILIRAP), in patients with solid tumors

et i e R - 1 . e o e o  CANO4 has generally been well
tolerated

* 6 mg/kg is safe.

* Encouraging biomarker results
already after two doses of
CANOA4.

* In a heavily pre-treated patient
population, 5 of 13 patients
(38%) had SD. One patient with
NSCLC had SD for 6 months.

HADNGROUND

+ (@antargia




IL-1 blockade in cancer- Recent supportive clinical data

CANTOS trial Canakinumab phase 3 trials
e Canakinumab (Novart.ls). Adjuvant NSCLC
 Reduced lung cancer incidence After surgery, no mets, placebo control
by 67 % and death by 77 %. 1500 patients, recruitment ongoing

Completion 2021/22
CANTOS: Additional Non-Cardiovascular Clinical Benefits

Incident Lung Cancer

First line (CANOPY-1)

2 wmofesNC) B
T Macebo 10  ([referent) (referent)

L Ckmmbione o7 G0 635 Placebo Untreated locally advanced/metastatic
il Combination Pembro/Platinum doublet
£ /J/—/—_l 627 patients, start Dec 2018
v Completion 2021/22
£ " T _ High dose
3 | e mas } Second line metastatic (CANOPY-2)
o deson Previously treated loc adv/metastatic
: : s Combination Docetaxel
’ 1 o i ! ’ 240 patients, start Dec 2018
* Clinical validation of IL-1 pathway Completion 2021

* Cantargia's CANO4 has broader MOA 5 @antargia

Source clinicaltrials.gov




CANO4 (nidanilimab) vs Canakinumab

-19) I-L-@ 1a) | IL-1B)
ge ’ \ Canakinumab

e Antibody directed against one
of the two IL-1 ligands, IL-1

CANOA4:

IL-1a ) IL-1B) * Binds the common signaling
l“ll ////
.Il /”/

receptor and counteracts both
| ligands
“ * Induce killing via the immune

system (ADCC)

@ IL1RAR
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% patients with ILTRAP

Medical need and IL1RAP
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Size of each indication corresponds to annual deaths in USA

Cantargia founded based on:
* Discovery of ILIRAP on cancer cells
* Antibodies against ILIRAP - antitumor effects
* Patents on antibody therapy against ILLRAP

Primary indications. NSCLC and pancreatic
cancer

Biomarker studies ongoing, identify patients
most likely to respond

Opportunity to expand development in
additional cancer forms

» (@antargia




CANO4 — CANFOUR clinical trial

Phase I/lla trial - NSCLC and pancreatic
cancer

Norway, Denmark, Netherlands and
Belgium

Well renowned centres (Jules Bordet,
Brussels; Erasmus Rotterdam, NKI,
Amsterdam; Rigshospitalet,

Phase | - Dose escalation Phase lla - Dosage with assessment of
with safety assessment therapeutic effect

Monotherapy

»
Copenhagen; Radiumhospitalet, Oslo) v Combination therapy, NSCLC
16 patients treated , good safety ‘ (Dose group X) g,‘;gg;"l’l"sgggd Combination therapy, pancreatic cancer
* NSCLC, pancreatic cancer, colon cancer, = ——
triple negative breast cancer . Dose group 3
_
Phase lla: focused on NSCLC and  Dose group 2
pancreatic cancer (appr 20 centres) Dose group 1

* Monotherapy Clinical studies

 Combination with standard therapy

¢ NSCLC Cisplatin/Gemcitabine Q4 2018 Early 2020
. Pancreatic cancer Gemcitabine/nab-
paclitaxel

Details on www.clinicaltrials.gov @ant@fgia




Cantargia at a glance

* Specialized in antibody therapy/immunology, with initial focus on

Sunstone 9.0%
oncology 1st AP fund 6.9%
* Granted IP - therapeutic target ILIRAP and drug candidate > . _ =
* Lead antibody CANO4 (nidanilimab) in clinical development Avanza Pension 5.2%
e Strong management team with proven track record in clinical 4th AP fund 4.6%
development and business development 2nd AP fund 3.3%
e Listed qn Nasdaqg Stockholm Shman Bank S.A. 339
* Approximately 5000 shareholders " )
. Based in Lund, Sweden SEB S.A. clients 3.2%
Mats Invest AB 2.0%
Financial highlights Tibia konsult 1.9%
* Share price: 19.90 SEK (2.22 USD), Oct 22, 2018 Kudu AB 1.9 %
 Market cap: 1317 MSEK (147 MUSD), Oct 22, 2018 Others £8 6%

e Cash: 213 MSEK (23.3 MUSD), Jun 30 2018



Cantargia pipeline

Project

Discovery
phase

Preclinical
phase

Phase |

Phase Il

Phase lll

Commercial phase

CANO4

Non-small cell lung cancer
Pancreatic cancer

Leukemia

CANxx

Autoimmune and
inflammatory diseases
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CANFOUR — ESMO poster

A first-in-class, first-in-human phase 1/l1a trial of CANO4, targeting Interleukin-1 Receptor

Accessory Protem (IL1RAP), m patlents with SO|ld tumors
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CANFOUR — baseline characteristics

Total Total
Characteristics (n=16) Characteristics (n=16)
Mean age, years (range) 63 (39-81) ECOG PS, n (%)
0 12 (75)
1 4 (25)
Male, n (%) 11 (69)
Female, n (%) 5(31) HB (mmol/L), 7.6
Median (range) (6.0-10.0)
Indication, n (%)
e Colorectal cancer 9 (56) LDH (U/L), 217
e  Non-small cell lung cancer 3(19) Median (range) (162-475)
e  Pancreatic ductal adenocarcinoma 4 (25)
e Triple-negative breast cancer 0
Lines of prior therapy*, n (%) ALB (g/L), 41
o <2 5(31) Median (range) (29-45)
e 35 9 (56)
o >6 2 (12)

* adjuvant/neo-adjuvant therapy was included as a line of therapy

(eantprgia




CANO4 has generally been well tolerated

The most common AE was infusion related reaction (IRR) at the first dose resolving within

a few hours

* To reduce the risk of IRR, a priming dose, premedication with antihistamines,

paracetamol and corticosteroids and prolonged duration of infusion have been
implemented for the first dose.

A single patient experienced an infusion reaction on the second dose, otherwise no

infusion related reactions have been seen at later doses.

Three patients with grade 3 events.

Cohort 5 has recently been initiated at 10 mg/kg.

A maximum tolerated dose has not yet been reached.

e antargia



Infusion reactions (IRR)

Infusion related reactions are common with

some of the most commonly used antibodies:?

e 77% with rituximab,

* 61% with ofatumumab

* 15% with cetuximab s Ak o oy 8 it MR8 07

CLINICAL PRACTICE GUIDELINES

S. Roselld, I Blasco', L Garcia Fabregat', A. Cervantes' & K. Jordan’, on behalf of the ESMO Guidelines
Committee”

(eantargia

Rosell et al. Annals of Oncology 2017




Any toxicity Grade 3
Treatment related AEs n (of total) n (of total)
Any 68 (13/16) 4 (3/16)
Nausea 8 (5/16) 0
Fatigue 7 (5/16) 0
Infusion related reaction 7 (7/16) 1(1/16)
Pyrexia 6 (6/16) 0
Chills 4 (4/16) 0
Vomiting 4 (4/16) 0
Diarrhoea 3 (3/16) 0
Hypotension 2 (2/16) 0
Pruritus 2 (2/16) 0

With the exception of a single infusion related reaction at the 2" dose, all infusion
related reactions occured at the first dose.
Grade 3: one patient with infusion related reaction (cohort 3)

one patient with hypokalemia in (cohort 4)

one patient with low white blood cells count and neutropenia (cohort 4).
There were no treatment-related grade 4/5 AEs

e antargia



For comparison: Immune checkpoint inhibitor
safety profile in lung cancer

Study and regimens Treatment related AEs grade 3-5

Keynote 0241 26 vs 53%
Pembro vs pembro+chemo doublet

Keynote 0427 18 vs 42%
Pembro vs Pembro+chemo (single agent)

IMPower 1503 59% vs 50%
Atezo+bev+chemo doublet vs chemo doublet

Keynote 1894 67 vs 65%
Pembro+ chemo doublet vs chemo doublet

(eantgrgia
1. Reck et al. N EnglJ Med 2017.2. Lopes et al. Abstract LBA4 2018, 3. Socinskiet al. N Engl ) Med 2018. 4. Gandhi et al. N Engl | Med 2018 tl§ g




* An extensive biomarker analysis will be performed at the end of the study.

* Interim analysis of a select set of parameters of relevance in serum showed:
1. a decrease versus baseline in IL-6 in 11 of 14 patients with a strong
trend (p=0.06)

2. a decrease in CRP in 9 of 11 patients (p=0.04) after two doses of
CANO4 consistent with the mode of action and supporting target
engagement

e antargia



CANFOUR - clinical efficacy data

e Of the patients that received at least one (1) dose of CANO4, 13
patients had available pre- and post-treatment assessment by
imaging at the time of data cut off (Oct 5t").

* Five (5) patients (38%) had stable disease (SD) by irRC at 8 weeks
follow up: non-small cell lung cancer (1), colorectal cancer (3), and
pancreatic cancer (1). 8 patients had progressive disease. 1 pt with
lung cancer had SD at 6 months.

(eantprgia




CANFOUR = cohort 1-4 - PK A S

e—— Cohort A: 1.0 mg/kg

s&—— Cohort B: 1.5 mg/kg (dose 1: 1.0 mg/kg) ]
- Cohort C: 3.0 mg/kg (dose 1: 1.0 mg/kq) 1000
<——— Cohort D: 6.0 mg/kg (dose 1: 0.5 mg/kqg) !

Exp{OV) [ng/mL)

E 100+ t . t T
00 10000 2000.0 3000 (
TIME after frst dose (h)
B SIMTABLE _run 3108 - 5107 Cvs T.txt

mAbCANO4 (ng/mL)

Exp(DVY) (ng/imL)

0 100 200 300 400 10000 1000.0 2000.0 3000,
| TIME after first dose (h)

Time since first dose administration (h)
Predicted serum concentration of CANO4 vs time curves in human
Predicted serum concentration of CANO4 vs time curves in human illustrating the 5, 50,
and 95% percentiles of the median in 2000 simulated studies of 12 patients after an initial
priming dose of 0.5 mg/kg, followed by 5 weekly (Q1W) doses of 10 mg/kg, followed by 6
doses of CANO4 (10 mg/kg) weekly (A) or every second weéQZW) (B).

o

antargia

Individual time-plasma profiles on log-lin scale for mAbCANO4




CANO4 has generally been well tolerated, the most common treatment related
AE is an infusion related reaction during the first infusion and resolving within a
few hours, a side effect often observed with antibody therapy.

6 mg/kg is safe and tolerable. MTD has not been reached and the study is now
enrolling patients in cohort 5 at 10 mg/kg

Biomarker results support target engagement already after 2 doses of CANO4
(week 3)

In a heavily pre-treated patient population, 5 of 13 patients (38%) that had
received at least 1 dose of CANO4 had SD by irRC at 8 weeks follow up. One
patient with NSCLC had SD for 6 months.

The next step after the recommended phase Il dose has been established will be
to evaluate CANO4 in a dose expansion phase as monotherapy as well as in
combination with standard of care therapy in the target indications NSCLC (1°
and 2" line) and PDAC (1%t line) in separate treatment arms

@ antargia



NSCLC and pancreatic cancer: our target
indications in combination with chemotherapy

100

60

Colorectal
Lever @
AML @

CML »

40

Esophageal @
Head/Neck @
Melanoma e

20

% patients with ILTRAP

NSCLC
Pancreatic @@
Brest '

0

ILLRAP expression and size of indications

15t and 2" [ine NSCLC and 15t line pancreatic cancer
represents significant opportunities with high unmet need

(eantargia




CANO4 in combination with Cisplatin is superior to
either agent alone and less toxic in pre-clinical models

Cisplatin 5 mg/kg

. o < <~
S S o
528§
SS &<
O

3

)

Animals 20% (Tumor) 0%
withdrawn
Tumor N/A 14% 18%
reduction
Comment Highest tumor  Best safety
burden

Combination CANO4/Cisplatin superior to individual agents
* Reduction in severe toxicity
* Increased efficacy

_____[Control ___|CANO4____|Cisplatin ___|Combination _

50 % (Toxicity)

20 % (Toxicity)

52 %

Highest toxicity Superior

efficacy and
reduced
toxicity

(eantargia




Positioning of CANO4 in NSCLC (metastatic
disease) in CANFOUR

Non-squamous NSCLC
(75%)

Squamous NSCLC (25%)

1st line

No driver mutation and
not eligible for Pembro: PDL1>50% Pembro mono Pembro+doublet chemo

Platinum doublet+CANO4

Driver mutations:
Targeted therapy

2nd line

Platinum doublet+CANO4

Performance of platinum doublet 1st line:?
* 25% response rate
e progression free survival: 5-6 months @an@rgia

1. Scagliotti et al. J Clin Oncol 2008




Positioning of CANO4 in pancreatic cancer (locally
advanced or metastatic) in CANFOUR

1st line
Gemcitabine+nab-
paclitaxel+CANO4 FOLFIRINOX

Gemcitabine (very

frail patients)

Performance gemcitabine+ nab pactlitaxel 1st line:?!
* 25% response rate
e progression free survival: 5 months

(eantgrgia

1. von Hoff et al. Lancet 2013




CANFOUR — study design
il

CANO4 QIW

gﬂo

With no MTD

MAD= RP2D L )

L J &
Y O ki i
’n' n*‘"ﬂ' CANO4 Q2W
- T > S & 8 9 9 u e °
T 'ﬂ'*'l"ﬂ' Cohort 3 "';;7.1'":7,‘:":-*'1;?;“' P
(10 mg/kg) o HANRRRANNN H

Cohort 4 > — .
CANO4 + NSCLC combination

(6 mg/kg) 1l "EII§75% (Cisplatin/gemcitabine)
CT RPID e a8 0 00 o
e 7 o TP

' (1.5 mg/kg) i 'IHIHI| CANO4 + PDAC combination
Cohort 1 75% (Nab-paclitaxel/gemcitabine)

(1 mg/kg) D 50%  RP2D
RP2D
Part | Part Il

(eantargia




An open label, dose escalation followed by dose expansion, safety and
tolerability trial of CANO4, a fully humanized monoclonal antibody against

IL1RAP, in subjects with solid malignant tumors.

Primary Part |
Objective e To define the MTD or RP2D of CANO4, given Q1W in subjects with relapsed
or refractory NSCLC, PDAC, TNBC or CRC.
Part Il
e To determine the safety and tolerability of CANO4 in subjects with NSCLC or
PDAC tumors, when given as monotherapy or in combination with standard
chemotherapy regimen.
Secondary e To assess pharmacokinetic (PK) parameters of CANO4.
Objectives e To assess anti-drug antibody (ADA) formation against CANO4.

e To determine preliminary signs of clinical efficacy of CANO4 as a single agent.

Additional secondary objectives for Part I

e To assess health-related Quality of Life (QoL)

e To determine preliminary signs of clinical efficacy of CANO4 when given in combination
with standard chemotherapy regimen

e 3antargia



CANFOUR — additional assessments
Endpoint  |Assessment |

Secondary * Pharmacokinetics, including sILLRAP
endpoints e Anti-drug antibodies (ADA)
* Preliminary signs of efficacy (ORR, DoR, PFS, OS)
* Additional endpoint for Part Il: Health-related QoL (EORTC QLQ C30)

Exploratory * |L1RAP expression and other disease-related, inflammatory, immune or
microenvironment-related biomarkers (protein, RNA, genomic or other
in tumor tissue

e Part|—archival tumor tissue

e Part Il — paired pre- and during/post treatment biopsies

e Other disease-related, inflammatory, immune or microenvironment-
related emerging biomarkers in circulation

* Serum levels of CRP

* Volumetric assessment of tumor size

Evaluation of IRRs Complement factors, cytokines and CRP

(eantprgia




CANFOUR -Molecular profiling of tumors and serum samples

Phase |

Hood samples
(S )

30

Phase Il

Blood samiples
(Serum )

* Complement system
* Functional screening
g :“ E (3
* Biomarkers
o || -f
. 10
* IFN-y
* IL2R
* MCP1
* MIP1B
* TNF.a

* CRP

Tumor blopsies
(pre- and post treatment; FFPE)

ILIRAP
PD-L1
CD8

mutations

CD68
cD163
NKP46 (CD335)

Blood samples

(Citrata/EDTA )

* Mutation burden Variant calling
* Characterization of to subtract

disease related germline

mutations

NGS method to be decided at a later stage
(Whole exome and/or gene panels)

(eantarqgia




CANFOUR

Part |

Principal Investigator: Professor Ahmad Awada
Jules Bordet Institute, Brussels, Belgium

Belgium
Institut Jules Bordet, Brussels

Denmark &
Rigshospitalet, Copenhagen é"’"
? Scotland
The Netherlands f/& 4»\%
Netherlands Cancer Institute, Amsterdam K(\[ .
Erasmus MC, Rotterdam ) 5 \,
nshSeag: Kli‘:\ngid‘egm
Norway }m { England

NS

AV z
3

e,
NS

S’V

North Sea

A
Amsterdam
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London &

Oslo University Hospital, Radiumhospitalet, Oslo a/';l!'c’.ua.u o2

aris
°

R
(G Brussels
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Part i

Austria

Belgium
Denmark
Germany

The Netherlands
Norway

Sweden
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Tumor inflammation — key to cancer features

Intrinsic pathway

Genome instability l * 3
and mutation e

S

Extrinsic pathway

S — Tumor-promoting
inflammation
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ILIRAP is highly expressed in several cancers
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Targeting the tumor microenvironment

/ Cancer cells

Endothelial cells

Immune
Inflammatory
cells

Cancer associated
fibroblasts
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Combination therapy

e Synergistic effects: 1+1=3
e Additive effects: 1 +1=2

e Variability effects: 1+1=1,5

(eantargia




Combination therapy

Population of patients A 100 Change in tumor volume
with heterogeneous tumors 0
non-responders T 50
8 R
© o -
ri
6§
28 07
25 ]
g g R 6;/0 _—_———— N
5 &0 65%
Some o ] numbers: response rate
tumors _ 100 -L(by 230% tumor shrinkage)
respond Patients
to Drug A
Legend
—— Clinical data:
Some tumors === Ipilimumab
respond to Drug B m— PRSUYES
. 0. ) ) ‘ === Combination
= Clinical benefit from combination cancer therapy Sampling of monotherapy responses:
without additive or synergistic drug interactions — Uncorrelated (p=0)
- Partially correlated (p=0.25)

Palmer and Sorger, Combination Cancer Therapy Can Confer Benefit via Patient-to-Patient Variability without Drug Additivity or Synergy, Cell 2017 ( [ a nt a I'gi a




Combination therapy

e Synergistic effects: 1+1=3
e Additive effects: 1 +1=2

e Variability effects: 1+1=1,5

(eantargia




IL-1 and resistance to therapy

Interleukin-1 blockade overcomes erlotinib resistance in head Serum levels of IL-6 and |L-1B can predict the

and neck squamous cell carcinoma . . . . )
_ _ ) , , . efficacy of gemcitabine in patients with
Aditya Stanam'’, Katherine N. Gibson-Corley’"“, Laurie Love-Homan’, Nnamdi

.
Ihejirika’, Andrean L. Simons'?%%°¢ advanced pancreatlc cancer
[CANCER RESEARCH &2, 910-216, Febrmary 1, 2002] S Mitsunaga""’. M Ikeda’, S Shimizu', | Ohno', J Furuse®, M Inagaki". S Higashnq, H Kato®, K Terao®
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IL-1 and resistance to therapy, via MDSC

Gemcitabine and 5FU induce IL-1 release by MDSC IL-1 blockade counters chemoresistance
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Gemcitabine and 5FU triggers IL-1 in tumor associated myeloid cells (Myeloid Derived Suppressor Cells) that
counteract therapeutic effects

Bruchard et.al, Chemotherapy-triggered cathepsin B release in myeloid-derived suppressor cells activates the Nirp3 inflammasome and promotes tumor growth, . a nt ar i a
Nat Med 2013 g




Targeting the tumor microenvironment

/ Cancer cells
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Pancreatic ductal adenocarcinoma (PDAC)

Propensity to metastasize, resistance to chemo- and
radiotherapy, 5-year survival < 6%

KRAS mutated (75-90%)

IL1 expression

Constitutive NFkB activation

KRAS mRNA (TCGA) vs survival
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Pancreatic ductal adenocarcinoma (PDAC)
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Ling et.al, KRAS®?P-Induced IKK2/3/NF- kB
Activation by IL-1a and p62 Feedforward
Loops is Required for Development of
Pancreatic Ductal Adenocarcinoma, Cancer
Cell 2012

Gemcitabine Q - NFxB/IL-1

Zhuang et.al; IL1 Receptor Antagonist Inhibits Pancreatic Cancer Growth
by Abrogating NF-kB Activation, Clinical Cancer Res 2016

Zhang et.al; Constitutive IRAK4 Activation Underlies Poor Prognosis and

Chemoresistance in Pancreatic Ductal Adenocarcinoma, Clinical Cancer
Res 2017
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Mitsanuga et.al; Serum levels of IL-6 and IL-1/ can predict the
efficacy of gemcitabine in patients with advanced pancreatic
cancer, Br J Cancer 2013
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Treatment:
MABp1 (anti-IL1a mAb) in combination with
Onivyde® (Irinotecane liposome injection) and
5-fluorouracil /folinic acid
Objectives:
Phase | single arm trial to evaluate MTD, safety
and tolerability.
Secondary measures:

e LBM

*  Weight stability

* Levels of systemic inflammation

Patients: Pancreatic cancer and cachexia
Size: N=16
Regimen: Q2W

Treatment:
Anakinra (IL1-RA) in combination with
gemcitabine, nab-paclitaxel and cisplatin

Objectives:
Pilot study to evaluate improved survival (DFS)
by the addition of anakinra to chemotherapy
combo.
Secondary measures:
e Overall survival (0OS)
e Quality of life (Qol)
» Safety and tolerability
Patients: Pancreatic cancer
Size: N=16
Regimen: Day 1, 8 and 21 cycle — 6 cycles

eantargia



Non-small cell lung cancer (NSCLC)

Smoking

Inflammation

High mutational load
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CANO4 in combination with Cisplatin is superior to
either agent alone and less toxic in pre-clinical models

25001

N
o
o
o

Tumor volume (mm3)

15004

1000+

500 A

Cisplatin 5 mg/kg

Control

CANO4
Cisplatin
Combination

Animals 20 % (Tumor) 0% 50 % (Toxicity) 20 % (Toxicity)

withdrawn

Tumor N/A 14% 18% 52 %

reduction

Comment Highest tumor  Best safety Highest toxicity Superior

burden efficacy and

reduced
toxicity

Combination CANO04/Cisplatin superior to individual agents
* Reduction in severe toxicity
* Increased efficacy
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Summary

 Tumor inflammation contributes to many of the hallmarks of cancer, is required for
tumor development and contributes to resistance to therapy

* |L-1isinvolved in tumor growth, metastasis and resistance to therapy
* Therapy resistance can be cancer cell intrinsic or via cells in the TME

* Evidence support the relevance of targeting IL1 in combination with Gemcitabine in
PDAC

* Internal preclinical data provides strong support for combining CANO4 with cisplatin
in NSCLC

s (@antargia




Good vs bad inflammation — checkpoint inhibitor
combinations

Cytotoxic

o ® Anti-inflammatory drugs
Cyclooxygenase inhibitors
Resolvins

Bonavita et.al, Resolving the dark side of therapy-driven cancer cell death, JEM 2017 (. ant al-gi a

Sulciner et.al, Resolvins suppress tumor growth and enhance cancer therapy, JEM 2017




Esophagus SCLC
Gastric/GEJ

PD-(L)1 combinations
in development
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Combination therapy

e Synergistic effects: 1+1=3
e Additive effects: 1 +1=2

e Variability effects: 1+1=1,5
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Cantargia pipeline

Project

Discovery
phase

Preclinical
phase

Phase |

Phase Il

Phase lll

Commercial phase

CANO4

Non-small cell lung cancer
Pancreatic cancer

Leukemia

CANxx

Autoimmune and
inflammatory diseases
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CANTOS additional findings (from Novartis IL-1B antibody)

Lung cancer 77 %

Non-lung cancer 37 %

Decreased incidence of inflammatory disease (all doses)

Arthritis 32%
Ostheoartritis 28%
Gout 53%
Cardiovascular 12%

Biomarker levels (reduction)
CRP 26-41%
IL-6 25-43%

P=0.0002
P=0.06

p<0.0001
P=0.0005
p<0.0001
P=0.02

P<0.0001
P<0.001

s« (@antargia




ILIRAP - additional potential indications to

leverage the value of our asset

* Three different systems signal through ILIRAP
* These systems contribute to various inflammatory diseases
* Can be blocked by Cantargia’s antibodies against ILIRAP

 IL-33

Inflammation Asthma/Allergy

Cantargia partnership with Panorama Res Inc (Sunnyvale, CA)

Selection of clinical candidate 2019 55 @antal'gia




Significant value inflection points ahead

2018

* Preclinical data (immuno-oncology effects, combinations etc)
* Phase I clinical data final dose level (Q4 2018)
* [|nitiation of Phase lla portion of the clinical trial (Q4 2018)

e US regulatory and clinical strategy

2019/2020

* Clinical progress and Phase lla results
* Preclinical progress

* CANXxx progress

s (@antargia




Cantargia summary

* Lead candidate antibody CANO4 in clinical trials against cancer
* Encouraging interim phase | data
* Double mechanism of action
* I|nitial development in NSCLC and pancreatic cancer (cancer forms with poor prognosis)

 Direct effects on tumor cells and tumor microenvironment
* Recent external validation of pathway

* Second generation antibodies for autoimmune disease
* Unique and strong IP

e Strong lead investors with high competence and well known track record
* Funding through phase lla - until mid 2020.
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