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n ChemiCGre
UPO e

UNIVERSITA DEL PIEMONTE ORIENTALE

* Innovative Start-up

Founded on December 15, 2016
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New pharmacological therapies for
calcium-related diseases




_ L 1 Scenario and Problem

Physiological Role of SOCE
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: ‘:? Skeletal muscle: Regulation of fiber formation
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Store-operated Calcium entry (SOCE) V4

Platelet activation
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Cytosol

Immune cells: T cell differentiation

« Ca?influx mechanism activated by
depletion of intracellular stores

« Important mechanism in the Ca?*

homeostasis maintenance Pancreatic acinar cells: control of digestive enzyme secretion




" X 1 Scenario and Problem

SOCE over-activation

Transversal mechanism in many disease contexts

Autoimmune disorders

Multiple Sclerosis
Systemic Lupus Erythematous (SLE)
Rheumatoid Arthritis

Rare muscular diseases -—

Tubular aggregate myopathies ——
Cytosol : L Acute Pancreatitis

« Ca?influx mechanism activated by
depletion of intracellular stores

Duchenne muscular dystrophy—

Important mechanism in the Ca?*
homeostasis maintenance
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& 1 Solution: Novel SOCE inhibitors

Innovative mechanism of action

Calcium Q

Orail

20000

molecules
STIM1

Inhibition of overactivated SOCE

Ca?* restored to physiological levels

Transversal mechanism in many disease contexts

Autoimmune disorders

Multiple Sclerosis

Systemic Lupus Erythematous (SLE)
Rheumatoid Arthritis

Rare muscular diseases -—

Tubular aggregate myopathies ——

Acute Pancreatitis

Duchenne muscular dystrophy—

Novel target in pharmacology

+ Few SOCE modulators are in clinical frials
*+  No SOCE modulator has reached regulatory
approval




L 1 Rare Muscular Disorders: a Real Unmet Medical Need

Duchenne Muscular Dystrophy (DMD) Tubular Aggregate Myopathies (TAM)
* Rare disease + Cluster of rare genetic diseases
Global prevalence 5/100,000 males. Tubular aggregate myopathy, York & Stormorken syndromes

Global prevalence 1/100,000.
+ Lethal progressive X-linked muscle disorder.

: * Multi-organ, progressive and chronic disorders that mainly affect
* Due to several mutation in the dystrophin gene. muscle and platelet.

+ Characterized by progressive muscle weakness, contractures, « Due to several gain-of-function mutations in STIM1 and ORAI1 genes.
degeneration and wasting. :

: « Characterized by:
+ Premature death due to respiratory complications and heart failure. « Painful contractures & muscle degeneration,

+ Thrombocytopenia & abnormal bleeding.

What's the Problem? What's the Problem?

NO absolute cure currently available NO approved therapy currently available

« Severe adverse events (e.g., bone fragility) * No farget therapies

« Small segment of patients * No real clinical benefit




= & 1 SOCE: Novel Target for DMD Treatment

[ EXER )

Exons 11 and 13 do not fit together

> Hum Mol Genet. 2014 Jul 15;23(14):3706-15. doi: 10.1093/hmg/ddu079. Epub 2014 Feb 20.

. . . Absence dystrophin
Enhanced Ca2* influx from STIM1-Orai1 induces Cytoskeleton —+—

muscle pathology in mouse models of muscular disorganization

&
dystrophy X
- J

Sanjeewa A Goonasekera T, Jennifer Davis !, Jennifer Q Kwong 1 Federica Accornero ',
Lan Wei-LaPierre 2, Michelle A Sargent 1 Robert T Dirksen 2, Jeffery D Molkentin 3

Dystrophin gene mutations/deletions

/ \ SOCE over-activation

SOCE modulators -

> Arch Biochem Biophys. 2015 Mar 1;569:1-9. doi: 10.1016/j.abb.2015.01.025. Epub 2015 Feb 4. N"N Q 00000
. . N-R " -

Store-operated calcium entry contributes to FiC /@/iv " 3 ~

o .t .. .
abnormal Ca®* signalling in dystrophic mdx mouse Duchenne muscular dystrophy
myoblasts 2 (DMD)
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Marta Onopiuk 1, Wojciech Brutkowski 2, Christopher Young 3, Elzbieta Krasowska 2, Justyna Rog 4,

Morten Ritso >, Sylwia Wojciechowska #, Stephen Arkle 3, Krzysztof Zablocki &, Dariusz C Gérecki 3 Large calf muscles

*Muscle pain and stiffness
*Frequent falls

*Trouble running and jumping
*Learning disabilities

> J Gen Physiol. 2022 Sep 5;154(9):202213081. doi: 10.1085/jgp.202213081. Epub 2022 Aug 8. Apoptosis and Necrosis g R

Postdevelopmental knockout of Orai1 improves
muscle pathology in a mouse model of Duchenne
muscular dystrophy

Maricela Garcia-Castafieda !, Antonio Michelucci ' 2, Nan Zhao 7, Sundeep Malik il

: 1
Robert T Dirksen Muscle damage

Functional impairment




= & 1 SOCE: Novel Target for TAM Treatment

Review > Ann NY Acad Sci. 2015 Nov;1356(1):45-79. doi: 10.1111/nyas.12938. Epub 2015 Oct 15.

Diseases caused by mutations in ORAI1 and STIM1

Rodrigo S Lacruz ', Stefan Feske 2

STIM1/ORAI1 gain-of-function mutations

ORAI

2+
V107M Ca T184M

Tubular aggregate myopathies

Tubular aggregate myopathy
York platelet syndrome
Stormorken syndrome

Overactivated
SOCE
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Thrombocytopenia
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Il Muscle weakness
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Review > Hum Mutat. 2020 Jan;41(1):17-37. doi: 10.1002/humu.23899. Epub 2019 Sep 15.

Tubular aggregate myopathy and Stormorken
syndrome: Mutation spectrum and
genotype/phenotype correlation

Gilles Morin 7 2 2, Valérie Biancalana 3 4 5 © 7 Andoni Echaniz-Laguna &) &l Wi
2

Jean-Baptiste Noury 11, Xaviére Lornage 3 4 > & Maurizio Moggio 12, Michela Ripolone 12,
Raffaella Violano 12, Pascale Marcorelles 12, Denis Maréchal 11, Florence Renaud 1,
Claude-Alain Maurage 14 Céline Tard 13, Jean-Marie Cuisset 19, Jocelyn Laporte 3456

Johann Bshm 3 4 3 &

SOCE modulqiors
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= & 1 ChemlCare Solution: Novel SOCE Modulators

Known SOCE Modulators

Lanthanides (Gd** La®*) — Multiple mechanisms
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Syntaéé

\ Selectivity not tested

Complex mechanism
Not very selective
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Cytotoxic Not very selective

Novel SOCE Modulators

Pyré
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ChemiCGre

First Patent*

«Modulators of SOCE,
compositions and use thereofn

W0 2017/212414 A1l

ChemiCGre

Second Patent*

«Biphenyl compounds as
SOCE modulators,
compositions and uses
thereof»

WO02021/165735 A1

Click Chemistry

X 0] ‘\N/N%N
o o =
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Cytosolic [Ca?*]

o

triazole
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144 new compounds

24 library

Ca?* free solution _ CaZ* solution

tBHQ/Thapsigargin ¢
P

Store Replenishment

200 400 600 800 1000 1200 1400

Time (s.)

ChemiCre

* ChemlCare has a life-long exploitation license on the filed patents



_ L J Patents

& Scientific Publications: UPO — ChemICare Agreements

« Patents were filed by the University of Piemonte Orientale (UPO)
« ChemiCare holds exclusive, patent life-long exploitation license rights on filed patents

15t patent family

2" patent family

Pyrtriazoles, a Novel Class of Store-Operated Calcium Entry

Modulators: Discovery, Biological Profiling, and in Vivo Proof-of-

Concept Efficacy in Acute Pancreatitis
Beatrice Riva, " Alessia Griglio,” Marta §craﬁni,f Celia Cordero-Sanchez,” Silvio Aprile,

Rosanna Di Paola,” Enrico Gugliandolo,” Dalia Alansary,;' Isabella Biocotino,” Dmitry Lim,” R

Giorgio Grosa, Ubaldina Galli,® Barbara Nigmeycr.§ Giovanni Sorba, Pier Luigi Canonico,’
Salvatore Cuzzocrea,” Armando A. Genazzani, and Tracey Pirali*1®

Inventors: Tracey Pirali, Armando A. Genazzani, Beatrice Riva

++
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15t patent 15t patent ) 2nd patent 0119 2nd patent
filling publication \\q? filling Q@'\' publication
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W0 2017/212414 A1 S I P CHINA
«Modulators of SOCE, 4 :W"\‘gg WO02021/165735 A1l §%\\\\\\ EPO
compositions and - .. . ? “d; «Biphenyl compounds as SOCE modulators, \\\ USA
T T 15t scientific publication related to the 15t patent family ST compositions and uses thereof» A JAPAN
Journal of ITALY
Medicinal Firce
. & Cie This /. Med. Chem. 2018, 61, 9756-9783 pubsacs.orgjmc
Chemlstry 15t scientific publication related to the 279 patent family

This is an open access article published under a Creative Commans Attribution (CC-BY)
It ., which i
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Medicinal il
Chemistry
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Store-Operated Calcium Entry as a Therapeutic Target in Acute
Pancreatitis: Discovery and Development of Drug-Like SOCE
Inhibitors

Marta Serafini, Celia Cordero-Sanchez, Rosanna Di Paola, Irene P. Bhela, Silvio Aprile, Beatrice Purghe,
Roberta Fusco, Salvatore Cuzzocrea, Armando A. Genazzani, Beatrice Riva, and Tracey Pirali*

Inventors: Beatrice Riva, Pirali Tracey, Marta Serafini, Silvio Apreile, Celia C. Sanchez, Ambra Grolla




= & 1 Our Lead Compound CIC-39

Lead Compound CIC-39

High potency (nM) range No genotoxic and mutagenic
- No micronuclei induction
o in human lymphocytes
IC5, 800 NnM :Tg - No induction of reverse
SOCE inhibition 96.5%%2.4% at 3 uM 3 mutation by Ames fest
0O Orail z
alda 500000000 E
..‘ CIC-39 '\... High selectivity for SOCE channels -§ No cardiotoxic (hERG channel test)
0 QT interval

STIM1 OOOO o ©g- Noinhibition of . No significant inhibition

— 30308 voccs, TRrM8, TRPVI of hERG channel
= o . T
—— 020206 v (only 2% at 1 uM)
. 680

..."
0 4

] 0 Q

Cytosol

Q
o

Good pharmacokinetic profile Good bioavailability
and metabolic stability (comparative pharmacokinetic studies in rats and minipigs)

x
Q&
o

Oral Bioavailability of about 80.8%

Crrax = 16248.79 pg/L Comparative pharmacokinetic
H,O solubility = 3550.5 mg/L analysis based on intravenous

* Inhibition of overactivated SOCE MTD > 300 mg/Kg and oral administration
(100x predicted human dosage)

t,,= 10.3 h

« Ca?* restored to physiological levels




X 1 CIC-39: Efficacy in DMD

— in vivo Experiments

in vivo Study Design

Treatment with CIC-39 60 mg/Kg

Constant infusion with intraperitoneal minipumps
3, 2 days before WT; mdx
treatment

| | | | /L | | Vi | | Vi | |

I —7 1 1 7 7 7
| Day 28 || Day 30 | | Day 42 || Day 45 |

| Day 56 || Da;’so |

10 Day 1 | Day 14 || Day 15 |
« Crip test Crip * Blood Grip  * Blood Crip  * Blood Grip  * Blood
* Blood draws test draws test draws test draws test draws
« CKlevels « CKlevels « CKlevels « CKlevels « CKlevels
*  2-months-old male mice Sacrifice

* 4 experimental groups:
- WT Vehicle (n = 8)
-WT CIC-39 (n=38)
- mdx Vehicle (n =8)
- mdx CIC-39 (n=8)
« CIC-39 in its salified form (CIC-39Na), 60 mg/Kg
(plasma concentration corresponding to the IC,in in vitro models)

« Histologicalanalysis
« Organ harvesting
* Muscle harvesting

Micropump drug delivery

Osmotic Impermeable
Layer Emipermeable  reservoir  Flow
CIC-39Na membrane Moderator

OVERDOSE

» Continuous and controlled delivery

== .-&'NGHWH-.
ig z i
I TegaapeuTC | + Constant dosage
1 DOSE I
12| i (no overdose/ underdose)
s

o [ e ' * No external connections

T
0 24 a8 72 96
TIME, IN HOURS

* No frequent animal handling

@ ALZET Doswa @ Convenmona Doswe

mg/g

CIC-39 tolerability

Muscle weight

20+
A
A
15-
CIC-39 does not affect
e muscle weight
£ 109 B WT vehicle
g WT CIC-39
B mdx vehicle
mdx CIC-39

60— Organs Weight
; CIC-39 does not affect
- == WT vehicle .
40 WT CIC-39 organ weight

= mdx vehicle
mdx CIC-39

ChemiCre

Experiments performed in collaboration with Prof. Genazzani and Prof. Filigheddu (UPO)




+ 4

Mechanism of action

00

Calcium Q

Inhibits over-activated SOCE
Restores Ca?*to physiological levels

ChemiCre

CIC-39: Efficacy in DMD - in vivo Experiments

strength

Creatine Kinase (CK)

CIC-39in vivo efficacy

CK day 60

%%k % * %k %k

[

ok kK

[

600
z —e— WT vehicle 300
—=— WT CIC-39
] —4&— mdx vehicle
400 -¥- mdx CIC-39
.|
= 200
=)
< R S
© 200 AN X
\ (8]
100
25T
0 T T T T T 0-
\ N - w S .
DA S S ) {é@‘
Absolute strenght
500+
450
Diaphragm
4009 Foo-go - X" 209
350-] ,,%"'g $ 15 / g
- r ] ©
wod ¥ g 5
- S 1.0 * s
3 3
250-- : :
100+ ~® WT vehicle —e— mdx vehicle S 0.5 B}
50:|> -H- WTCIC-39 -m- mdx CIC-39 2 2
w w
0 T T T T T 0.0-
Y N .‘;b b‘} 9,6 & o
I P S ) & ©
AR AR AR RS e‘gﬁ“ &

*P=0.0027; ***P=0.0001 mdx CIC-39 vs mdx

max

254

Tibial anterior muscle

Reduction of creatine

kinase plasma levels
CIC-39: 60 mg/Kg/daily 60 days

#P<0.0001 mdx CIC-39 vs mdx

Decrease of muscle

damage & apoptosis
CIC-39: 60 mg/Kg/daily
60 days

Experiments performed in collaboration with Prof. Genazzani and Prof. Filigheddu (UPO)




+ + CIC-39: Efficacy in TAM -in vivo Experiments

Tubular Aggregate Myopathies

Reduction of blood loss

Mechanism of action ,
CIC-39: 60 mg/Kg/daily 15 days

Blood Lost
2.0
9 ’*
- e v % £, £ 15
Calcium oS G500, g
0 e @9 3 104
oS &
o 5
2 0.5
Vehicle CiC-39 < -
0.0- L
& 099 A
& LTl
& &
& e
overactivation Decrease of muscle damage

CIC-39: 60 mg/Kg/daily 56 days

3500

3000

Power (W)

2500

Inhibits over-activated SOCE

Restores Ca?* to physiological levels [ Thrombocytopenia Muscle stifness . . .
phy g Abnormal Bleeding Painfull Cramps 20 Day0 Day25 Day53
-o- WT Vehicle -= WT CIC-39
: =i= KI-STIM1'""5F Vehicle = KI-sTIM1""'5F CIC-39
A o
e - oY g
® ) KI-STIM1!115F

Chemi@‘r'"'e Experiments performed in collaboration with Prof. Genazzani and Prof. Filigheddu (UPO)



_ L J Scientific Publications:

Mechanism and ex vivo data

Case Reports

A novel gain-of-function mutation in ORAI1 causes
late-onset tubular aggregate myopathy and
congenital miosis

M Garibaldi 1 2, F Fattori 2, B Riva 4, C Labasse >, G Brochier 2, P Ottaviani ©, S Sacconi 2,
E Vizzaccaro 1, F Laschena &, N B Romero 3, A Genazzani *, E Bertini 3, G Antonini !

> Muscle Nerve. 2021 Nov;64(5):567-575. doi: 10.1002/mus.27391. Epub 2021 Aug 26.

Expanding the clinical and genetic spectrum of
pathogenic variants in STIM1

Chiara Ticci ' 2, Denise Cassandrini ', Anna Rubegni T Beatrice Riva 3, Gaetano Vattemi 4,

Sabrina Mata ?, Giulia Ricci ©, Jacopo Baldacci V7 Valeria Guglielmi 4 Antonio Di Muzio 8,

Alessandro Malandrini 2, Paola Tonin #, Gabriele Siciliano ©, Antonio Federico ?,

Armando A Genazzani 2, Filippo M Santorelli ', Luciano Merlini '

> Cell Calcium. 2022 Jul;105:102605. doi: 10.1016/j.ceca.2022.102605. Epub 2022 May 18.

STIM1 and ORAI1 mutations leading to tubular
aggregate myopathies are sensitive to the Store-
operated Ca>*-entry modulators CIC-37 and CIC-39

Beatrice Riva !, Emanuela Pessolano 1, Edoardo Quaglia T Celia Cordero-Sanchez 1,

Irene P Bhela ', Ana Topf 2 Marta Serafini 1, Daniel Cox 2, Elizabeth Harris 2, Matteo Garibaldi 3,

Rita Barresi #, Tracey Pirali 7, Armando A Genazzani °

> Clin Genet. 2017 May;91(5):780-786. doi: 10.1111/cge.12888. Epub 2016 Nov 23.

] fficacy

In vivo e

Mouse model and

UPO - ChemlCare Joint Development Agreements

> Dis Model Mech. 2019 Dec 3;13(2):dmm041111. doi: 10.1242/dmm.041111.

A luminal EF-hand mutation in STIM1 in mice causes
the clinical hallmarks of tubular aggregate myopathy

Celia Cordero-Sanchez !, Beatrice Riva ', Simone Reano 2, Nausicaa Clemente 2, lvan Zaggia ]
Federico A Ruffinatti 1, Alberto Potenzieri !, Tracey Pirali 1 Salvatore Raffa 2, Sabina Sangaletti =

Mario P Colombo #, Alessandra Bertoni ¢, Matteo Garibaldi 2, Nicoletta Filigheddu _

Armando A Genazzani ’

2> Blood Adv. 2022 Aug 9;6(15):4471-4484. doi: 10.1182/bloodadvances.2021006378.

CIC-39Na reverses the thrombocytopenia that
characterizes tubular aggregate myopathy

Celia Cordero-Sanchez ', Emanuela Pessolano 1, Beatrice Riva ', Mauro Vismara 2,

Silvia Maria Grazia Trivigno 2 3 Nausicaa Clemente 4, Silvio Aprile 1
Federico Alessandro Ruffinatti ', Paola Portararo 2, Nicoletta Filigheddu 4 lvan Zaggia 1
Irene P Bhela ', Marta Serafini !, Tracey Pirali T Mario P Colombo ?, Mauro Torti 2,

Sabina Sangaletti 3 Alessandra Bertoni 4, Armando A Genazzani

¥
T
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Chemi@‘r""e TAM: Total available market; SAM: Serviceable Available Market; SOM: Serviceable Obtainable Market

Market Figures and Entry Advantage

/— Orphan Drug Designation —\

¥y EMA
gl Advice &
PHARMACE!
o HEAL TH

A
- CLINICAL
£

==
S—lEE Dedicated

RECOMMENDATION G”D == 3

ATIONt

benefits

)
Q/// Duchenne Muscular Dystrophy

December 8th, 2022 from EMA @

0 :
Tubular Aggregate Myopathies
© May 22, 2022 from EMA @

ﬁ Rare Muscular Diseases ﬁ

Duchenne Muscular Dystrophy

Tubular Aggregate Myopathies

Total Values




= & ¥ Competitive Assessment in DMD and TAM

o g+
State of the Art Drug Weakness ChemiCre sirength
fCor’ricos’reroids (off-label) ) Severe Side-effects / _
N _ COOH
Antisense oligonucleotides Small segment of patients @ W, V\(j
Translarna (ataluren) Compromised compliance Vo Cew
% Duchenne . Gene therapy (Elevidys) ) i ;‘(’jfee_gcgcrgocjerofe S leinis

Q/ muscular dystrophy = [ Gene therapy N ' L T SEL B B i . .
| . 1 Small segment of patients | Effective for all patients
- Small molecules (givinostat) | o ) |
i cellTrereioy i i Route of administration i Oral administration
:\\ Monoclonal antibody i | COIECHITEEE CRI 2 \ /
[Cor’ricos’reroids ) /Sympfomqiic treatments ) / a ) N%COOH \

|
o Pregabalin Not effective therapies ¢ P cc39
©%. Tubular aggregate . o .
Q@ . Duloxetine No approved therapy First disease modifying
° myopathies Amitriptyline No drugs in clinical trial therapy

\C 4 RN /
A R \ Counteracts the cause
i\ NOnE ,i i\ NOmE ,i Qﬁecﬁve for all patients /

____________________________________________________________________

(O onMarket  (___}In Clinical Trials

¥
T



_ L 1 Potential Competitors — SOCE inhibitors

Therapeutic

Drug Company indication Phase Status Reference
y A S
| CM4620 ks " NCT03709342 \
: (Auxora) CalciMedica Acute pancreatitis Il Completed NCT03401190 I
I |
I cM4620 Acute pancreatitis and | NCT04195347 |
I (Auxora) CalciMedica systemic inflammatory I Recruiting NCT04681066 |
| response syndrome (SIRS) Bruen C., et al. 2021
I |
CM4620 ks Severe COVID-19 NCT04345614 I
|\ (Auxora) e Pneumonia . S piE s Miller J., et al. 2020 ,
N o e o mm e e mm e e mmm e e mmm o e mmm e e mmm e e mmm e e mmm mmm e e mm e e mmm e e e -
Rizhen Terminated NCT02958982
RP3128 Ph tical Asthma Il (Significant recruitment delay Barde J.. et al. 2021
armaceuticals in POC part) arde J., et al.
. Terminated
RP4010 o R'Zhe”t. : Relapfe" Or: refractory I/lb (Study stopped after reviewing NCT03119467
armaceuticats ymphomas PK and safety results)
. NCT03062618
PRCL-02 PRCL Research Inc. Plaque psoriasis I/1la Completed NCT03614078

¥
T

-

\_

o
o0
0209
02020

O~©®
OR0~0
0p©

> Selectivity
for SOCE channels

33

< Cytotoxicity

in acute and chronic conditions

O
> Solubility

in physiological solution

CIC-39 vs CM44620 —\

J




_ L J Future Pipeline Extension: Autoimmune and Inflammatory Disorders

The same targedt...

Store operated calcium entry (SOCE)

B/T lymphocytes

\CIC—SB

Calcineurin

i

cytosol

1 nucleus
1
1
1
L]
1
1
L]
1

Activation

v
of immune
response genes
AN\ NN/

Inhibits over-activated SOCE
Blocks lymphocytes activation

Systemic Lupus
Erythematous

(SLE)

Atopic
dermatitis

Disease modifying therapy (DMT) .
New pharmacological target .

L

...for multiple indications

Autoimmune and Inflammatory Disorders

Multiple
.I Sclerosis Disease Incidence GECIEEEEL
market
Rheumatoid
Arthritis Lupus® 323/ 80 1.8 BE€
(global) ’
SM* 35.9/100,000 7B €
(global
O . 66.9/100,000
RA (women, 8MM) w1513
AD' 84.51/100,000 7 8 BE
(global)
*SM: calculated on 50% of current oral drug market; RA: calculated on
21% of total drug market; Lupus calculated on 70% of totale drug
market; AD: calculated on 50% of current oral drug market. Source:
GlobalData

No secondary-immunodeficiency
Cellular recovery (e.g., synoviocytes)




_ L J R&D Pipeline

2018-2020 2020-2022 2023-2024 = 2024-2025 2026 2027 2028 2029
© cic-39

: Lead
@ Research @Opﬁmizution

DUCHENNE MUSCULAR DYSTROPHY

O
Q/// DMD

Phase | @W Phase Ib/lla Licensing to Phama companies

ORPHAN DRUG
DESIGNATION

IND/CTA Clinical PoC

©

RARE DISEASES

(7¢]
L :
8 i CIC-39 ©°
~ ; ; ; o TAM
o) ORPHAN DRUG Licensing o Phama companies @ Z
X DESIGNATION
[ CIC-39 Compassionate use for
< TUBULAR AGGREGATE MYOPATHIES
0. : (clinical outcomes from RWE for future
marketing authorization)
Q IND/CTA |
CIC-54 | cic-39 - w
i ¢ Z0
[Ifi) Research @ o “I.:‘;dﬁ ; Phase | Phase II anells‘;rrnng t:nl‘iggrmo g ';: g
ptimizatio _ P =s< O\l{(© AIID
AUTOIMMUNE AND INFLAMMATORY DISEASES : 6 5 %]
MULTIPLE SCLEROSIS (MS) 579
<z

SYSTHEMIC LUPUS ERYTHEMATOUS (SLE) :
(Co-developmenf]

agreement

Chemie‘;’e AlID: Autoimmune and Inflammatory disorders; IND: Investigational New Drug; CTA: Clinical Trial Application; RWE: Real World Evidence
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Chemig?'e IND: Investigational New Drug; CTA: Clinical Trial Application; * Calculated considering reported trials on rare diseases.
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Overall Financial Need 9 M €
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@» Manufacturing @» Manufacturing
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R&D activities
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Business & Management Clinical studies DMD
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IPR & Legal IPR & Legal

Business & Management

Clinical
EQUITY 2023-2024 2024-2025 2025-2026 Q2 2027
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TO PHARMA
COMPANIES
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Legal & General

Affairs /

Share capital: 24,029.07 €

Cap table: B. Riva(46.43%), T. Pirali (18.74%), A. Serrao

(8.86%), Bio4Dreams (20.98%), M. Mariani (4.48%),
Bridge4Pharma (0.5%).
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EUROPEAN MEDICINES AGENCY

SCIENCE MEDICINES HEALTH

Recognized as SME by EMA (EMA/SME/228/19/R5)
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