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Diabetic Macular Edema
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Preclinical
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Ulcerative Colitis
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N ) Pathogenic endothelial cell activators

[ ]
" *NF-kB , a key transcription factor
} s g ;: VEGF, Ang-2, TNF-a, IL1-B, IL-17, M®-1, IL-8, LPS, IL-33, RANM, etc. in ECs mediating inflammation
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Normal condition

Stabilized endothelial barrier

Cortical actin ring &

Stabilized
junctional proteins

CU06-1004 = CUO6

Multiple
Endothelial
activators
(VEGF, TNF-a, IL-18 etc)

AAM /

.
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Caveolae

b gl

4

Cholesterol
and
sphingomyelin

Stress
fiber
formation

(DME, wet-AMD, IBD, HAE, ALI, I/R injury etc)

ICA
VCA

Disease state
(Edema & Inflammation)

Destabilized and inflamed
endothelial barrier

sl

VE-Cadherin

V-1 / inflammatory
M1 cell adhesion
Degradation Stress fiber

Destabilized

junctional proteins

XHol XISHH| CU06: Mechanism of Action

Remission state

)
CU06-1004

Targeting of activated

CU06
endothelial membrane

& caveolae-mediated 2 ©
endothelial activation :

Stabilized endothelial barrier

Maintenance of
cortical actin ring

@D | @D @D

+ Recovery of endothelial membrane homeostasis
« Inhibition of vicious cycle of endothelial activation
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A8
Endothelial Dysfunction
Blocker

SIXF D L|E 2 -
f = ORTLLY &I FEAMH|
AREDS formulation AREDS2 formulation

AREDS |AREDS &

FORMULA FORMULA

? o|g[X|= #=1 tHE & ASLICH
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AREDS formulation AREDS2 formulation

AREDS |AREDS,

FORMULA FORMULA

378
Endothelial Dysfunction
Blocker

CrtLY A ALK

x| 221} 7 cuge > T | cuos =< Farx
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[CUO6] 2 2H 4234t SAB (Scientific Advisory Board)

David Lally, MD

* New England Retina Constitants

3640 Main Str, Ste. 201
Springfield, MA

Jeffrey S. Heier, MD

Carl D. Regillo, MD
* Ophthaimic Consuitants of Boston

+ Director, Retina Service
‘ 50 Stariford St, Ste. 600 . N Wiks Eye Hospital
‘ Boston, MA R » Professorof Ophihamology
ki 3 Thomas Jefferson University
/ Coordinating Investigator Priadeotia, PA

Charles C. Wykoff, MD PhD

* Retina Consultants of Texas

* Refina Consultants of America

+ Houston Methodist Hospital &
Blanton Eye Institute

David S. Boyer, MD Se Joon Woo, MD, PhD

* Retina-Vitreous Associates Medical

+ Refina Bio&Data Science Certer,
Growp Seou Natioral Uriversity Bundang
1245 Wishire Bivd, Site 330 Hospital (SNUBH), South Korea
Los Angekes, CA
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[CUO6] O] 4t 1’8 (DME)

Phase 2a Study to Evaluate the Efficacy and Safety of CU06-1004 for 12 Weeks : THx'H4 22 Z(DME) EHX} CH 4

* Randomized, Open-label, Parallel-group, Multi-center Phase 2a Study

Protocol No.: CU06-RE-P2A-01

ClinicalTrials.gov Identifier: NCT05573100

CU06-1004 100mg, QD
CU06-1004 200mg, QD

CU06-1004 300mg, QD

Randomization
| Screening Y Treatment Period Follow up |
I I |
V1 V2 V3 V4 V5/ET V6
(-28D) Baseline (4Wx7D) (8Wx7D) (12w+7D) (16W+7D)

*[Stratification factor] Treatment-naive (50%) : Non-treatment-naive (50%) = 1:1

ET : End of Treatment

QAN IIYAE

QI 7%t O G

N etk 55
(2022-12-21)

Boosting Visit
(20234 1=7)

—_

© Oix|T Rt 5=

© gog 24

CSR
(1Q 2024 A=)
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NE|2 %

s ™
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A=l e 3 T (+4%)
. Boostmg Visit & Al 7|2 =7}
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[CUOT] S eHE MF X2 X

n 0| ) CUOT 28 &, AFLH| O{IHR(GFR) 7|5 SFAt
Ct_ EHO| StEH=0O -
Sm3o| 3SoR 7| X{X| CHH| 123 £0] 2 A|O| GFR BISIEE (FAS £4)
LM M ZEQ} & 2to| )
_/II_\_éI-EIE g% | P=0.0121
”’Tl CUO1  380+872ml/min/1.73m'
R |
i 2|9k -463+11.14 mL/min/1.73m*
x= A
n ns% cz+8a e £0i2 7+ So|uj3t x| 2ol
N i I = GFREEEI%'} olotzo| (p-value=0.0121
DEY K 2H U Y X|2HE Koz A bk GFR 14312t
AT HLore A 2| DREK| ALR) MRS =463
T ZoI ME MQS) X2 H| £y
(AOFS SGLT-2 AH| T X|2H|= 2o} SHA|) 71X K] EiH] 12 £ SEA|H2| ACR

o e
-169

ACR Hol2h Zgk Al -3965, ¥t -1
— 5, AlgdT2| ACRO| § A5 ES =0l
=2 7|H ) o o
=R « GFR(Glomerular Filtration Rate) : AFLA|Of 2t2
+ ACR(Albumin Creatinine Ratio) : 2521 32{|0LE| -l H|&
Nri2 EHI3E B3 SHts], B I8
TGF-B/Smad3 RIS S8 M98} ofX| 48
Nrf2 . gHitst BtS 2 T ™S QAL S-St H Mot AEYAE ZAStD MEEH MM S AXSto] BB iAE FE TGF-B/Smad3 : &8stz M3317t
IRt FASEAM . FEQ| HIFE Xt B MAALR 7L Yt X A0H0| CHMXIE S Melst =AM
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[CUOT] Tt AS X|2H - A 2b A|E

Study Title

A multi-center, randomized, double-blinded, placebo-controlled, parallel Phase llb clinical trial for the efficacy

assessment and safety evaluation by treating CU01-1001 for 24 weeks in type 2 diabetic nephropathy patients with
albuminuria

Inclusion/Exclusion
Criteria

« Type 2 Diabetes
« ACEi or ARB use at least 8 weeks before the screening
« 200 mg/g < uACR < 1000 mg/g

Study Design

CUO01-1001 120mg, BID

CU01-1001 120mg, TID

Placebo

Randomization

Screening ‘ Treatment Period | Follow up
V1 V2 V3 v4 V5 Vé V7 V8
(-2w) (0D, Baseline) (4W+7D) (8W+7D) (16W +£7D) (20W 7D, Phone) (24W *7D) (30W +14D)

A multi-center, randomized, double-blinded, placebo-controlled, parallel Phase Ilb clinical trial

Subject Number

N=240 (3 groups: low dose/high dose/placebo, 80 subjects/group )

Primary Efficacy
Outcome

« Change in urine albumin creatine ratio (UACR) at 24 weeks

ACEi : ACE € 9X|st0] =S

[
T

]
o
0

lo
ke

o>
|0
tu
ro
o

ot MOl 7| SXSHE 7H4M uACR: wd LE 0 I OLE[H H|E2 30mg/g O/2H0| &
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*J CH & Cu104
UH(EE ) CU106
44 cu3o1
Oncology I0| =22l CU04, CUO5
KEMCH 2t o] 7| s &0l XHEhE| cuo7

Active Open Innovation

-l-
O

E
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New Business Opportunities
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HSE iEgE X=zH =2

B 71z nzne #Aet g2 i F zte B i 2z e ay

e —l— . o ’ °
UC X|=2H| o1 Therapeutic Ceiling s Overview
2 s [ S - JAK, STPO| i3l X| 28 S50|40] ZIHSEH
I:LI-z“ tIEI‘" -,°F-'ﬁ' M/S -' 9% ACT17-Infliximab __rl')
2% ACT27-Infliximab _ |:|| Ol:lé:!-/?:l é)l' g:l'l'% %_Olj' Ol_l_xl__lg -SE!'E
Steroids 0.5% y ' -
o .' 72%  ULTRA 2 8- Adalimumab _ 7C:)| __I_L_g_gg _7|Q_A|_X_" O|_| I:I|_9;u El E_l 9'_9' xl_ %:'91_
‘]Xl’ Aminosalicy|ates 24.4% .. 114% PURSUIT-SC ? - Golimumab (VS. E-Il Dl ;—” Ol E’ __I_<.D_I_ Dl El-l I;_l ?E-” E_‘ll ﬁ)
J 11.5%
Immunomodulators 8.3% T -
’ [ ] (]
Anti-TNF-alfa 34.8% o 7% * Indication
. o =P o - MM A (Ulcerative Colitis)
Anti-Interleukin Biologics  3.5% o
53% 10.2%
N
gl_ét_ Anti-Integrins 24.4% s 103% “ Stat
N 16.6% 3.6% 13% ’0‘ a US
Biosimilars 2.8% = o
- ° i - 22 A4 2a8t IND HE(023H 52)
JAK inhibitors 1.3% &ae 7 v MEZ2C0istn ofstofst Qlafefst gtd MOU M Z
.' A 20 TRUE NORTH - Ozanimod v KONECT(m 7L MA|HX|JXHEH HE 2" S
R el I v 958 YR I AN WL IEM A2 L FEAT WY

Lancet Gastroenterol Hepatol . 2021 Jul6(7):589-595.
Source: Global Data Market Analysis 2019-2029, 2022
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[CU104] M22 7iEo| HIY/d CHEYE X=X

Major Targets of UC Treatments

/{;ﬁh‘?@ FMT
R Epithelium

TLR9

/ E-Cadherin

O Etrolizumab — 1 &
Cobitolimod O

IL-12 5 Briakinumab
Q IL-23 Ustekinumab
il IEL ™ Brazikumab
: o : Dendritic cell Risankizumab
i Mirikizumab
) Guselkumab
© Tcel
Tofacitinib
Upadacitinib
Apremilast‘L Filgotinib IL-6
IL-11
Lo IL-27
C
TGF-8 % | M (etc)
AMP f{iﬂv\
SMAD? BMS-
086165
Mongersen/ 9 Lymph node
Gene Transcription /— il
w =y
L [ &
Etrasimod N
. Amiselimod
Anti-Inflammatory | Pro—Inflammatory Ozanimod
@ Inhibitors of (2] Inhibitors of (3] Inhibitors of

inflammatory
cell activation

cell adhesion
to endothelium

systemic circulation of
naive lymphocytes

Vedolizumab : CH|Ct Y E[H| 2 (monoclonal antibody) Etrasimod : 20| X}

Intestinal lumen

Lamina propria

Key Therapeutic Concept of CU104

JL“J&!% g Mfuu\% LA AL .
e )
® I bl ) epithelium

Vicious O Blood vessel I Cytokines
cycle of o ‘ " i -' )
Inflammation >
Cell Dysfunctioned
adhesion -- endothelium
molecules

* Destruction of endothelial cell junctions
+ Inflammatory cell adhesion & recruitment

Blocker

@ CU104 v Endothelial Dysfunction

(4 Inhibitors of vicious cycle of inflammation
by protecting endothelial barrier

Therapeutic merits of CU104

+ Multi targeting to various cytokines

Local inhibition of inflammatory cell infiltration
Reduced cytotoxicity

Combination therapy

Adopted from Carsten Schmidt et al. Frontier in Pharmacology. 2021

CURACLE



[CU104] DNBS &&=

° DNBS(Dinitrobenzene sulfonic acid) = 24 HIY4A CHXg B ) e ZitH 81 X|H (Disease Activity Index) 2] ZAZ
130- = 8
. . < < - C
DNBS-induced acute colitis model ) (2 I on
.. . . Q1204 % Fkkk - Veh
Intrarectal injection of 2% DNBS in 50% ethanol 2 9 - B ‘e CUL04
Fasting DyB Sacrifice § 110 2 ¢ Tofa
1 S| 1 1 1 1 1 g) 100 E
I I I I I I I I P ‘O %
K] % 1 2 3 4 5 6 7 2 0
Days §‘ 90 g
104(10mg/kg) or @ 80— T T T T T g
Tofa(30mg/kg 0 1 2 3 4 5

Day Day
v" DAI=Body weight loss + Stool consistency + Fecal blood P value (<0.001 *** <0.01 **; <0.05 *)

e Oigdo| 37 ¥ #3532 g4 ) a Histological scores of colonic tissue )

104 *k% ~ 0.08 * 15— ok
= Kk *kk S ol ‘i kK REE
5% ° 2006 ! 5 .
.\cg . 0 ® g T & 104
g of 7 i - . L . g .
c e [ £ 0.04- Ll e 5 o
T 7 c y— iy ¢ 2 549
c [J n
[o} '.]— g :E L ]
) P £ 0.021 .
O 67 o &, pod [4] es
=4 0_
82| |es5| |79] |78 g 0.03| [o.05| [0.04] |0.04 NN
5 T T T T 0.00 T T T T & & &
Con Veh CU104  Tofa Con Veh CU104  Tofa

DNBS : SIS &S

=o)

£510] UC 22 S& Tofa = Tofacitinib(ZH0|Xh CURACLE



[CU104] DNBS 7= &=

° DNBS(Dinitrobenzene sulfonic acid) S 24 HIA X oW

) e ZitH 2M X|H (Disease Activity Index) 2] A

Intrarectal injection of 2% DNBS in 50% ethanol

130

|
g
DNBS Sacrifice | %’
| Fasting % A | II_ 1 2 120+
| 1 1 1 ™ -
-1 0 1 2 4 ., ©
= 1104
Drlt.lgs Days | =
CU104; 1, 5, 10 mg/kg (PO) L2 -
Ozanimod; 1 mg/kg (PO)x | -§
|
| 2 90
1
© oz ezozs
ok k % %k %k
12 * %k g °®
3k >k >k 3k >k >k (@)
E 10 ° ] 0.04 W 3
O = = . = [ ] [ ]
~ @ © L a4
- ;_E ® — ° = L )
= .+o :_-. _:_ = —T— ®
% 8_ [ ] — ® gt 8’ "‘i‘ hd
= . ® . S 0.02-
o R
© 67 9 <
© '2 bo2] |p.osad 0039 po3d posd p.o37
9.2 6.3 8.0 7.9 8.6 8.0 - - - - - -
S e e T T T T
3> < N - - D L S S S L NS
L O L Q Q i & S & $ & )
B R T RS S & & Qx"@
Ccu1l104 o \4 cu104 O,\gr

DNBS : &EHITAZ Q280 UC ZE S & 0Oza = Ozanimod(BMS)

Control

Vehicle

1mpk

5mpk i| CuU104
10mpk

Oza (1mg/kg)

K

Iy

Disease activity index (DAI)
N
1

Day

*DAI (Body weight loss + Stool consistency
+ Fecal blood)

#: control vs vehicle
*: vehicle vs drugs

() CURACLE




[CU104] %|SE O 2 |L-10 Knock-Out O A BEINA &1}

o MEgtad

=

=1

7L MRS

° IL-10 KO OfA HIYUA Cixig] ml egtg &M X|H (Disease Activity Index) 2] Z4Zt

Body weight (%) DAl
105+ 4 —e— Water
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NFB induction in HCT116 IRF induction in HCT116
5k %k %k
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* 5k %k k Xk %k k
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° e
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1.0 1.8/ 1.7 |1.6] |1.5| (1.6 0 ‘1-0| 3.5 1.5 |1.5] [1.5] |1.3
0
N X &) Q) G) 2) /ml
S & @ © & P (mg/ml) S & @ @ P Wm)
S & F L SN
O O\) (OY A O O &
IL-18 poly dA:dT
0.D (fold) : SZ =2 NF-kB &g ’:78 H2+E ABES YA RLU (fold) : HE L2 IRF 28 5. ZS2+E E3U8 AX HCT116 : NF-Kb, IRFE B = 21K
SO ME Tofa = Tofacitinib(2t0|Xl) 5-ASA : If| & HE}AF(Mesalazine)
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* Randomized, Double-blind, Placebo-controlled, Multi-center Phase 2 Study

AME#1,n=30

¢ 2Fat, n=15

Placebo, QD

Protocol No.: CU104-P2-01

Randomization
| Screening Y Treatment Period | Follow up |
I I I |
V1 V2 V3 \'z V5
(W-4) Baseline (4wW+3D) (8W+3D) (10wW+14D
from LD)

*Clinical sites located in the United States,

*L.D=Last Dose

Europe, and South Korea

o 0| Ef 24
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. —  Interleukins: -IL 2 (Proleukin), fIL-7, IL-12
Cancer i’.'.'.'.'.'.'.'.'.'.'.'.'.'.'.'.'.'.'.’.'.'.'.’.'.'.'.'.'.'.'.'.'.'.'.'.'.'.'.'.'.'.'.'.'.'.'.'.'.'.'i -----------------
Immuno Adaptive cellular Therapy '_ T-cell adoptive transfer: CAR-T (Kymria)
Therapy eeeeeeeeeeeseeeseeseesseeseesseeeeeseesenee :

Srvererrerrrreerrrerrrrresrrrreersrrmmmsreedth 5 [2] Anti-PD-L1 Ab: Atezolimumab (Tecentrlq) Avelumab (Bavenuo) Durvalumab (Imfinzi)
.................................................... (3] Anti-CTLA4 Ab: Ipilimumab (Yervoy)

ﬁ-ldga}ptwe Cellular Therapy : MZHAQHOZ ZUS K77 QI HAMEZE AF2SH= X2 Immune Checkpoint Inhibitor : HY 22 AKX QKo HATV|5S & @ CURACLE 35



Y 0|2
« Z 0| M| 24 (TME, Tumor Micro Environment)2
SO TIH 1} ofE LfHE L= F8
HeloE H[FHHO ZTUEH 7|0l LU E
=0 FRFO YO E REUSH YK 2R IE
Notst= g2 o
Culo6lt HAEAAX|ZH S| HEoE Stz S
«CU1060| B ol o|dt I === Qo 4= A
= MO E 7H*._°£ = AUS
«CU106 O] 7|52 HH2st0 HYS XSt &
dojMetdE2 HYZ X ¥ots SLOMeEL= [
me = AS

S

Vascular normalization |

Pericyte coverage |

Vascular leakage |

C08™T cellinfiltration & activity |
NK cell infiltration & activity |
IFNy expression |

Tumor cell apoptosis |

@ Endothelial cell  ® Tumor cell
# Pericyte

SeAA =0 A2 CU1062 =

aPD-1

Vascular normalization |
Pericyte coverage |

Vascular leakage
Drug delivery |
€08™T cellnfillration & activity 1

NK cell infiltration & activity
IFNy expression

Tumor cell apoptosis

CU106

Vascular normalization |
Pericyte coverage |
Vascular leakage |
D" cellinfitration 1

NK cell infiltration |
Tumor cell apoptosis |

® NKcel

(O k=17
=

CU106 + aPD-1

Vascular normalization |
Pericyte coverage |
Vascular leakage |

Drug delivery |
C08™T cellinfitration & activiy 11
NK cel infiltration & activity ' 1
IFNy expression |1
Tumor cell apoptosis 11

Y PD1

@ cD8* Tcell ¥ Dendritic cell Y oPD-1
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‘CU106 + aPD-1" inhibits tumor growth ﬁcolon cancer) and extends
mouse surviva

[CU106: 1 mpk, IV, mouse MC38 colon cancer model]

Vehicle or 1004

100 = Control
’ & Control

’ — aPD1}
80 *la
o — 1004 3 |°
T *
awe aPD-1 404 — 1004+aPD-1 § |*
20
0 20 30

Percent survival

' T 1004

® © & 1004+aPD-1 %
Isotypeor «PD-1 A A A

(1004 corresponds to

Days post treatment
CU106)

e OIXXIOAC] CD8+ T ME =7} 2 QINE Al SXI5T} )

'CU106 + aPD-1" promotes accumulation of CD8* T cells and apoptosis in tumors

Control aPD-1 1004 1 004+aPD-1
Control aPD-1 1004 1004+aPD-1

o
@ ® g
[ 3R I}

N
o

Positive apoptotic cells / mm?
o 8

Nurmber of CDB* T calls / mm?

T

OR
1
Y

I

OF ST MAS| U HAAS JHM Fa} )

'‘CU106 + aPD-1" improved tumor vascular normalization and
decreased hypoxia & abnormal vessel density

9
. &~
S = = o
= & Q 40 3
o = (@) g
=] o 40 [
8 & s T 32 3
C O 4 o T
2 60 5 24 S
— (=8 -
T 4 20 B 18 o
3 2 94 5
O g 1" > ?,
_E + c 0 x
£ 0 g 0 g
g % g
- 3 S
g d 2 8

L\
=OF E [X=] =
(4) Z9f SO/H CD8+ T HIE ¥t2 5% 53} )

‘CU106 + oPD-1" improves tumor specific CD8+ T cell response in spleen and tumor
tissue (secretion of IFNy - upregulation of PD-L1 expression by regulating STAT1)

Control ~ aPD-1 1004  1004+aPD-1 Ifny

m Conl = PDA
m 1004 = 1004+ePD1

Control  aPD-1 1004 1004+aPD-1

P-STATY i S5 4 W B o 46 W
STATI M5 5 S e = % o -
PDL1 S 5 S . —“
B-actin "m

PDL1/ f-actin (%) Cytokine expression (RQ)
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[CU106] IL-29]|

+* IL-2 as an anti-cancer therapy +* Advantages of CU106 in combination with IL-2 combination
. MO U2 0 20jSt= Bl m 0| es 3 XY = AT S 2 EE ZA S therapeutic window 2H

[1] CU106 & IL-2 combination enables high dose treatment of IL-2
- Help only the proliferation of effector T cells and NK cells

[2] CU106 & IL-2 combination increases safety
- May extend treatment period

« ZLH 2 EH8 : vascular (capillary) leak syndrome

thack

4 } ¥y - edema
& \/ B Pleural effusions Rhabdomyolysis . +—> Hypoalbuminemia .
@ D Noncardiogenic _Gastric and . ' VE-Cadherin
Extremity pulmonary edema  intestinal edema . ) )‘ - ) J( - ) (e (|  e» ¥ ea» ¥ a» ¥ a» ¥ a» ¥ 4
edema ARDS Ascites . —
Loss of protein-rich fluid - — Immune cell ?;;2, M . . ']L;:\E. -‘i:,?.
= Worsens | . |
g Sk Gk Y ) = =» C- ) |- (e ) (=) (| | @a» ¥ a» Y a» ¥ a» 5y a» ¥ dq
Cytokmes Volume Infl
n—— . ==/== (. Resuscitation Endm‘hellal cell =—> Inflammation

a Loss of proiem -rich fluid /mproves
Hypotension Useful _Toxic
* effect effect

@ 100 == @ 100 =
g 2
Acute kidney injury 2 \ g
Prerenal vs ATN £ 5
© ©
g Fy
> S
<
4 2 ﬁ 50 = ‘% 50 ==
= =
e °©
i i
o 25 o 25
E 2
Kidney Int. 2017 Jul;92(1):37-46. 8 g
o o <
= o T T T 1 & o
0 Dose 0
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[CU106] Summary '

stotH|o| AFRO0| =716t /S0 £
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o |1Q
0

cu1068| O XEd
« MMl X|ZE 7§E (first-in-class) - TME 7| S E
e [L-2, anti-PD12fe| HERHOZE 21 95 (=9 )

- IL-29 EE £ FAHE HE /A

- HIS/¥d A70M 25 &

SRR ARt BEIHY Mt
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. = AM X|2H Hg

- HUKX = H| (2

o=
ﬂ?iXIEHI% %%3“)4 K=
%*XIEHIEE F480| & AHZ0|E =gt
QI &X|7F E2| AFE [ 0], H{AHZ0|E
Q[ &X|of I3H3 055 =27t =5
31X
s5= (03 SELETE
=
3T X =H
MUl i =] Eny-lc-:)l(osporine
Moderate 85% . Acitretin 24 K2H
. AHZ0|E
MESH M + HIEHID FEX
- TNF-a %HH - =EIZO0IE +
. 15-  « IL-12/23 2H|7| HIEFUD =X
CVET®  20% o+ IL-17 AHH
.« IL-23 HIA|
- PDE-4 4X|H|

BT ES WBEXF )

. CU301 summary

+Overview
- CU301 : CU062| Topical XX

“»Indication
- ZAM(Psoriasis)

«*Status

- Formulation Optimization
- 28dd T S

el

RS

L gHa] 2 1f 8F3] X 2012:50(5):387~402
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XEMICH Endothelial Dysfunction Blocker 714

Stroke
EE) |
NS,

-DME (@ &
(g4 uRs) 2
*wet AMD
(&4 gy

-L-O

Hereditary Angioedema
(RHE 43RS

Myocardial Infarction

Al1 74 AH
s aM) Acute Lung Injury
CEE =)
NASH

Immuno-Oncology
Combination
(l:r-i SO I:g.g.)

1o

(HIZ=38 X|'87h

Diabetic Neuropathy
(Sgd 43)

Ulcerative Colitis
I CHEA)

Therapeutic Portfolio management

KEMICH & 2l o] 7| S Zo) RHh|~

- CUO6 Life Cycle Management

_ SN IO 7| S Ao BHE OIS M2 =0
CHot Al 2fC
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Oncology Pipeline - 21 2 &

Cuo4 CBP/EP300 Brd X{3H{X]|
LXK BN ME2AteieE Aot 2 2= E

Ef HASIRMA|QF CHE M 22 7HE 2| Bromodomain (First-in-Class) X| 2|
c-Myc & A
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Diversific
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Vertical Integration
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N[W TECHNOLOGY % ...LXJ_—[,R!M Devels;;? r:é' ﬁ{ qo__ix e e
I]ISTRIBIITII] = Eg g =
W sﬁlnmﬂilggrm == o (e \ \
“C[NSSEUﬁWAR[ Q2%E (SE)Q2E  HTISAHE  MedTech Digital

Hea"

-0

ANI[S

Haorizontal Integration
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2023~2024E . =9 DHIE (0fH)

A} . . . :
106 22 CU06 228 ! © CUO6 224 i . CUO06 2bAt
Vit D BXRE 3R ; : CSR £3(1Q) : : IND HE&asel
Laesssmsssnns eet Laenanns PR feesssrsssssnnesd e eeennes aennes :
0 :
)
o
T, |§g1,f1’|4§2/i°, |§g1,f1’|4§2/i°, CU104 2a%t CU104 2a%t
Meq ol ArOY
-a (US) (KOR EU) J—I'x" x‘“E oo I_?' 7“*'
=
(]
CUO1 2b4
- — 2xt 2
CUT06(THA N HEAHY) 55 /IE THEHE : Z2A
v v v v l l v
2023 2024 2025
7Hets S Al (Open Innovation) : ED Blocker &5 7ig&t
AMAY & Bt sE8 2t O7|sTOo) X|=H 7HE, =old datd et dd7|sA &, Tt /X=7]7]
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LOoF T2 XM E (2023H)

HWELSEHS = =l A| £ A
(THel: o) (EH: e TE2l)
T& 2020 2021 2022 2023 1Q T 2020 2021 2022 2023 1Q

TSRt 10,735 46,522 33,407 31,590 R Bl - 6,255 3,583 2,720
H| 7 & XHt 1,952 19,007 22,251 22,164 EZE|(OfEH) - 6,255 3,583 2,720
NN 12,687 65,529 55,657 53,754 o =%0[< NA NA NA NA
R 5,262 2,384 1,371 1,256 k| 7,853 13,125 15,565 5,321
H| &= 51 699 8,128 8,116 8,168 oY (7,853) (6,870) (11,982) (2,601)
SXEA 5,961 10,513 9,487 9,424 7|Et=9 22 84 34 57
g1 5,475 6,844 6,923 6,924 7|EtH|E 61 165 85 -
AN F 45,989 99,848 101,263 101,283 F8+Y 139 363 1,098 350
7|EfRt2 1,718 1,650 2,597 3,074 =T8HIE 20,856 91 471 143
ol9jdda (46,456) (53,325) (64,613) (66,951) NZEolY (28,610) (6,678) (11,406) (2,337)
NS 6,726 55,017 46,171 44,330 271=0/¢ (28,610) (6,678) (11,406) (2,337)
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