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Co-Founder, Chairwoman and CEO

30+ years of experience in research, development and company
management in the pharmaceutical industry

Former CEO and CSO of BioDuro, a PPD Company

Former Chair of Early Development Team, Cardiovascular Diseases
at Merck US

Post-doc Fellow at the Howard Hughes Medical Institute
Ph.D. in Molecular Biology from Purdue University

The 17th President of the Sino-American Pharmaceutical
Professional Association (SAPA)




®

®
o~(

(e

V 4

EREEEAFGRAR T
2024FF=FFUISGSFTaNELRRE |
y éﬁ | AREL5 9969.HK, 688428.SH 1 f
gt EREHITE EBNEL § (LN
Nov. 14, 2024 L/ ,




BRNNER: BFRzEH BERT/AX

BARSHRBEFTERERAUSRITEN

FATIBYIaTT ST




2024 Q3G T m: WERM A, EERKEAFERICEM

20245 AH B RQIREFFELL K 75.5%, BI=FEEELHEK45.0%, HEVRAART

6.931Z 7T ©  2024FEI=ZFE SEILL TFEA7.1%

it R E E2024F BN G aiEic o 20245 HIZFEEFKFRFEIRFAZES6.0%

v EE—BEE N MZLE TS, P EE A BME—K i MZLEIBTKHIH] 5 - #HZE202449A30H, MeRMEHEEST YN8
v {CSCO#BIEI2Tiam2024) FIMALGXKEE (MZL) Z4&airi | SHEELE AEM, ARREZRIRHRSCEMKE RIEMN

v 2024EREFEMHIT, BEr/r CLL/SLL, rir MCLRr/r MZL, EFMNig4EEFT
v 2.0 Mtk FIBA B g1 it — SRR TR 1A K RS H B ST

%R F % S B = R

ﬁ#ﬁﬁ)ﬁ o e RBAER ICP-723 (NTRK)
TﬁlL@;@i@ﬁFiﬁﬁ*“ﬁﬁﬁﬂm - PPMSERFERRIIEAIERK . T323rPre-NDA Package, iit20254Q1i5i%
;ECE',#;)[gﬁ%ZIJID‘TI}\I;)AEHI? s o SPMSTii20254H1 /2 zhEFRIIERIE R 3ZNDA
ST bt L Oy B - ITP IR FiIF 2025 Q15E A BN A
Iy SLE IIDHAIGERIX I B SRR B E N \CP-189 (5hP2)
& Z B4 (CD19) CPoa32 (TYK-2 1] © BAHEZREGFRITHIA, HURBFURER
£txfrir DLBCLEY L ERIEE R FIBHANME e - _
kel i e  BRERAIEIE RS A
HiT, BENFTEiERIA%E ‘ s =
ICP-248 (BCL-2) C =FEIEN |||§ﬁ!|n:l5ﬁ|l§qDE"i‘f¥
587 RE A AT 1L CLU/SLL R © REERIMHEE T
EBTKIZEELMAINHLE Z i TIHRE ICP-488 (TYK-2 JH2)
AMLAIIE AR B £ EFEXFTE 5 - IRERIHRKREREY, BEERIERERD
EZEIGFRIXIEFHITH o SRBEBNEIERIRIEFE TRREV SN

'3.® INNOCARE
e RASHLATOELTAS, HESMAT TR A e ’
wSRERRKAR



R EE 20245 = EE L 76.3%, BI=FEREILLH#EK45.2%, SHREER47.1%:;
BN S ESENAHEER R

B

ARM: BAR

M 5 R 695
I AR

479
277
157
59
3 1

2023 Q3 2024 Q3 2023Q1-Q3 2024 Q1-Q3

A& RIASAIX K-

7,779
615

550 I

2023 Q1-Q3 2024 Q1-Q3 2023 Q1-Q3 2024 Q1-Q3 31 Dec 2023 30 Sep 2024 E

- W R

AR®: BAX

EAEMSHIEETCAS (PERWUSIHEN) , ARHESTERAER, tafasitamabF=REAREM S HEN . HERMEEXKANEERETEE, EMSME~RTRNEFS.



1145+

FEIRRNIHE K

K
Ft
e
T

|

Riugemili: N&EEEERIE,

4

RiRIF & BRERBHHIMZLTE

v EAEANBEE—RIE Frir MZLUETT BIBTKINSIF, MZLENHLEE — X iERGE
v FR1SCSCO HEIEiLITIER I i
v BATRGXHREESIEN IS E

#E—HREE r/r CLL/SLL, r/r MCLTHIZE

v BT RENTHRRZEMN, ECEEIGTTRERE
v BIMESHEFRPSEAEE, E58~mIAE
v HEEEREN R TIRNE

45%+

(AR™: BAT

SEREIITH

v 2.0Z2WFENRHIHSTHR
v REHRIEHRIRIRE . 1T, BAANTEHRBAYER
v BREBENAENRI EHISRHEREHEEK

2021 2022 2023 2024E et 2028E
°y®* INNOCARE
EREAR AR A BE i E R F T — S I A (R E BB (OLL) /)i EEREE (SLL) B (r/r CLL/SIL) | BEEL BT —FE ImAE e INED S

BRHEE (MoL) FEZE (r/r MCL) REFFZELIEZIT—HET7THIEA DL ERE MWL) EE (r/r MZL) oo



RENEXES. £kMSSIEEIIRELR

RhER

r/r CLL/SLL, r/r MCL, r/r MZL in CHN
r/r MCL in SGP

Tafasitimab
r/r DLBCL in HK, Hainan, GBA

RfER

PPMS, SPMS in global

RByER REER

MZL in SGP, etc. ITP, SLE, NMOSD

RmER ICP-332

1L CLL/SLL, MCL, DLBCL in CHN AD, vitiligo and other indications
Tafasitimab ICP-488

r/r DLBCL in CHN Psoriasis and other indications
ICP-248 ICP-723

1L CLL/SLL, r/r MCL & CLL/SLL, AML etc. NTRK Fusion-Positive Cancers in CHN

ICP-B02; ICP-B05 ICP 189

r/r DLBCL, FL, other NHL etc. NSCLC and other solid tumors

BEBD. A{EMIMEFH A K2k EIHF

BREXFATEE

IR AT H b B Lkt R
ICP-490
IL-17 /N3 F
ICP-B08

(EAFBEARF & MEARFE#
ITHAL]
INGF
B 5 R
X e FEHLIA
ADC/ADeC E&

CNS j&r SUsi#afR

#H ZE2024

FEHAR A

I 77 A 88 <5 B 5 e fE i SEAR TR U

P HAEICHA

e ®
.'\\(1: INNOCARE

oo & W

9



o)

4 ) | \ | ) ‘
" 4 l‘ { ) “_ ‘ |
A ,‘ ! ’ { ‘ ‘J" /
)1 [ J / {
7 | : ‘ ‘ / [ i,f “\ ‘// { ,/r |
\ q ) - q‘ “)7( ,', ( : / 4

I | /]

Science Drives Innovation for the Benefit of Patients ==~ '~ //




Speaker Bio

Chief Financial Officer

More than 20 years of finance management experience
Former CFO of JW Therapeutics

Former CFO of Pfizer China
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Multiple Sclerosis Therapeutic Market Size
2023 to 2033 (USD Billion)
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Speaker Bio

VP of Medical Research

20 years of experience in medical research and clinical
development

Former Head of Non-oncology Medicine for Hansoh
Pharmaceutical

Former Asia Medical Director for Takeda Development
Center Asia

Former clinical development experience in several
leading pharmaceutical companies, including Novartis,
Bristol-Myers Squibb, and Wyeth; and involved in
various immune-related disease areas
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Pivotal Tria Expected
PHIb Ph II* Ph I+ Ph 11l NDA Filing

NDA approved: 25 Dec 2020

Therapeutic IND Enabling

Drug / Target Indication(s) Rights

Area

r/r CLL/SLL

r/r MCL NDA approved: 25 Dec 2020
r/r MZL NDA approved: 21 Apr 2023 n 2024 SG * CHN
r/r MCL Global Development Status n 2024
Hemato-
ONcology EEETECRVSTE B 2024

1L: MCL

.. MZL confirmator
Orelabrutinib y
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(BTK) 1L CLL/SLL Combo with ICP-248
PPMS @ RRMS global Phase Il positive result, PPMS global Phase Il initiating n
SPMS @ SPMS global Phase Il protocol finalizing
Auto-

immune ITP @

Disease
SLE @ Patient enrollment completed
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Potential Target Disease
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IL-4 IL-13

y

Potent in vitro inhibitory activity

Kinase ICP-332 ICy, (NM)

- TYK2 0.49

. - JAK1 19

IL-4Ra IL-13Ra1 JAK?2 191
JAK3 930

)

OOOOQOOEDOOOROOOOOOOOO00 o
Upadacitini&ﬁ ( m 39-fold selectivity for TYK2 over JAK1

SAQAN NN IR RN FIRNARARNAR NN 390-fold selectivity over JAK2

1898-fold selectivity over JAK3
ICP-332  —IQAKD @YKDF| ICP-332 ’

Picture adapted from Marone, G., et al., Frontiers in Pharmacology, 2019. 10.

Note: All enzyme reactions were performed using 1 mM ATP; AUCT, T = 24 h; Human plasma protein binding: fraction unbound (fu) were 19.3% and 48% for ICP-332 and upadacitinib, respectively. ..Q('. INNOCARE 27
Abbreviations: C,,, average concentration across time 0 to 24 hour; o ° B ik e
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Comparison of ICP-332 with Various Innovative Drugs on EASI 75 (Subtracted Placebo)

ICP-332(TYK2/JAK1) ph2 80mg qd 4w
Upadacitinib(JAK1) ph3(Measure Up 1) 15mg qd 16w?!
Upadacitinib(JAK1) ph3(Measure Up 2) 15mg qd 16w?

Abrocitinib (JAK1) ph3(JADE MONO-1) 100mg qd 12w 3

Abrocitinib(JAK1) ph3(JADE MONO-2) 100mg qd 12w*

Baricitinib(JAK1/2) ph3(BREEZE-AD1) 2mg qd 16w®
Baricitinib(JAK1/2) ph3(BREEZE-AD2) 2mg qd 16w5®
Dupliumab(IL-4Ra) ph3(SOLO-1) 16w’
Dupliumab(IL-4Ra) ph3(SOLO-2) 16w ’
Tralokinumab(IL-13) ph3(ECZTRA-1) 16w?
Tralokinumab(IL-13) ph3(ECZTRA-2) 16w 8
Lebrikizumab(IL-13) ph3(ADvocatel) 16w?®
Lebrikizumab(IL-13) ph3(ADvocate2) 16w °

Source: 1,2,3,4,5,6: data from ClinicalTrials.gov https://www.clinicaltrials.gov/
7. DUPIXENT® (dupilumab) injection label.
8. A. Wollenberg, et al. Br J Dermatol 2021; 184:386—387 DOI 10.1111/bjd.19574.

27.9%
34.1%
9.9%
11.8%
36.0%
32.0%
12.1%
21.6%
33.3%

9. Silverberg Jl,et al. N Engl J Med . 2023 Mar 23;388(12):1080-1091. doi: 10.1056/NEJM0a2206714.

56.0%
53.3%
46.8%

42.0%

Not a head-to-head comparison

232 INNOCARE
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A\ 4 y E T F- LS E
ICP-332: RiEIEFEHIESADKALERRE
RAAHE_REFEREZYR S ERERERS
EFEHEB(NRS) S ERERYBEL BEEIRS(DLQI)
X p<0.01
:\c‘ 10 —
= Slacebo ICP-33280mg | ICP-332 120 mg
2 Z (N=25) @D QD

mEc -10 “ (N=25) (N=25)
2RI
I88 0% D8/W1  -3.3(-4.8,-1.9) -6.5(-8.0,-5.1) -6.8(-8.4,-5.3)
£ E 2 -30 4
g&g % p-value 0.0027 0.0018
FEER .
gg S -50- XK DI5/W2  -2.2(-42,-02)  -87(-10.7,6.7)  -7.9(-9.9,-5.9)

) s
7w
S oZ ; \ p-value <0.0001 0.0002
- § L Placebo ()

E .80 —4— ICP-33280mg D29/W4 = -1.2(-3.3,0.9)  -10.8(-12.8,-8.8)  -8.9(-11.0,-6.8)

=B —8— ICP-332 120 mg

g8 -90 | A R A Y IO A T p-Value <0.0001 <0.0001

o//g)Q)OVOJ\%O)O&%O,OO,/O{)O,‘)O,fO/ o‘},ll’
7 7 > v
Visit
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ICP-332: IIHFFN MR R RPERE RFNZE M

ICP-332 80 mg
(N = 25)
n (%)

All TEAEs 17 (68.0) 19 (76.0)

Mild 13 (52.0) 19 (76.0)
Moderate 4 (16.0) 0
Severe 0 0
Serious TEAEs 0 0
TEAESs leading to drug interruption 0 0
TEAESs leading to drug withdrawn 1(4.0) 0
TEAESs leading to death 0 0
COVID-19 related TEAEs 0 0

All TRAEs 9 (36.0) 6 (24.0)

Mild 8 (32.0) 6 (24.0)
Moderate 1(4.0) 0
Severe 0 0
Serious TRAEs 0 0
TRAESs leading to drug interruption 0 0
TRAESs leading to drug withdrawn 1(4.0) 0
TRAES leading to death 0 0
COVID-19 related TRAEsS 0 0

.°* INNOCARE 5
.:£° B W



ICP-488: EIFMLEASTYK2 JH2E R TYK 22 #3Hp4&177

Blocking the ATP
binding site

4
Inactive state

GO

----

ICs, (NM) @1 MM ATP

(Allosteric) 4

oy (Allosteric) |

Inhibitor
TYK2 JH2

JAK1 JAK2 JAK3

(Catalytic
ICP-488 5.7 >10000 >10000 >10000

Adapted from Nimbus Presentation
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ICP-488: IHABEHURIR BRI < P E#) 2 B8 =5 45157 59573

TYK2 D515 : HE 45
ICP-488 Secukinumab IL-17
\ : \
: . [ |
90.0% r TAK-279 ESK-001 : Lo Ustekinumab IL-23 81.6%
L \ 77.3% 78:6% : ) 12w
80.0% | ‘ [ \ 12w 12w ! \
67.9% 67.3% ) 67.1% 66.4% 12w
700% F 12w 12w 64.1% 1w 1o
12w
60.0% }
50.0% |
40.0% }
30.0% |
20.0% }
8%
10.0% | 12\;
: 0.0%
12w
0.0%
S o o S
RS Q Q &
s N
v Q>
MR 3
/\% /\°) Q'\/Q
% % Q
¢ &
SR\ g <@

TAK-279: from investor call data; ESK-001: from EADV 2024 annual meeting data; BMS-986165: ph2& PSO-3 from https://clinicaltrials.gov/. PSO-1 from Journal of the American Academy of Dernﬁ.lﬂﬂag), E‘c%:%ﬁ@'i&sg 32
PSO-2 from Journal of the American Academy of Dermatology. 2023;88(1):40-51. Ustekinumab: The Lancet. 2008;371(9625):1665-1674; Secukinumab: N Engl J Med. 2014;371(4):326-338.
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() InnoCare current coverage

AA: Aplastic Anemia CLE: Cutaneous Lupus Erythematosus LN: Lupus Nephritis PsO: Psoriasis ® .. INNOCARE
AIHA: Autoimmunehemolytic Anemia IgG4 RD: Immunoglobulin G4-related disease MN: Membranous Nephropathy SLE: Systemic Lupus Erythematosus .'\\(f °
Source: Http.//autoimmune.org/disease-information, Orient Securities ~ CD: Crohn’s Disease ITP: Immune thrombocytopenic purpura MoG-EN: MOG encephalomyelitis SS: Sjogren syndrome L ] B % '@ =
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B K’ L

Director of Corinne Goldsmith Dickinson Center for MS at
Mount Sinai Medical Center in New York

Saunders Family Professor of Neurology at Mount Sinai
School of Medicine

* An internationally renowned authority on the scientific and
clinical aspects of MS

Past Chairman of the National MS Society (USA) advisory
committee on clinical trials of new MS drugs

New York Magazine's “Best Doctors”
Consultant to the National Institute of Health

Author of nineteen chapters, 250+ peer-reviewed
publications and one text
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MS Epidemiology and Unmet Medical Needs

There are 2.9 million people living with MS worldwide.

O 107,000 people were diagnosed with MS per year across the 75 reporting countries.
= Almost 300 people diagnosed each day

O 85% diagnosed initially with RRMS
n 40% of the RRMS patients will eventually become SPMS. 4
= Median time from RRMS to SPMS conversion is about 10 years!
= Non-active SPMS consists of about 72.8%?2 of SPMS

Number of people with MS.

O 15% diagnosed initially with PPMS Prevalence per 100,000 people
. Unknown
0-25
26-50
B s5i-100
B 101-200

B -0

1 The risk of secondary progressive multiple sclerosis is geographically determined but modifiable. Brain. 2023 Nov 2;146(11):4633-4644. 2o INN
2 Active and non-active secondary progressive multiple sclerosis patients exhibit similar disability progression: results of an Italian MS registry study (ASPERA). Journal of '.‘.(; ° &

Neurology (2024) 271:6801-6810.



Highly Unmet Medical Needs for PPMS

Primary Progressive MS (PPMS) Relapsing-Remitting MS (RRMS)

« Worsening neurologic functions or disability  Attacks of new or increasing neurologic
accumulations without early relapses or symptoms followed by periods of partial
remissions and are often irreversible or complete recovery, or remission

PPMS ARMS
1 W Active (relapse or new MR activity) with progression A .Flel.apse. _
: :Z:Lﬁmﬁogmwm £ New MRI activity
2
: z \
g g L
' Time t L> f '1 T '

« Takes longer to diagnose (>12-mon of « More than 20 DMTs approved, some of

symptom progression) which highly effective

* More problems in mobility and balance
* Only ocrelizumab is approved in U.S. for PMS
with limited efficacy

Graphs from Klineova & Lublin, "Clinical Course of Multiple Sclerosis". Cold Spring Harb Perspect Med. 2018 g



Multiple Sclerosis Phenotype Transitions in the United States

A study on MS phenotypes in U.S.

A total of 215 medical charts of MS were included in this study (RRMS = 192 and PPMS = 23 at diagnosis; Figure 2).

« Of the 192 patients diagnosed with RRMS, 181 (94.3%) transitioned to SPMS which included 159 (87.8%) patients with nrSPMS and 22
(12.2%) patients with aSPMS.

Phenotype at M5 Transition from SPMS phase at Subsequent Phenotype at
diagnosis RRMS to SPMS transition transition study end

nrSPMS
nrSPMS Transitions from aSPMS (n =159; 74%)

(n=140) to nrSPMS (n = 25)

aSPMS Transitions from nrSPMS
(n = 41) to aSPMS (n=6)

asPM3
(n=22;10.2%)

PPMS patients with initial

RRMS diagnosis (n = 11)

PPMS
(n =34;15.8%)

Reference : A Longitudinal Analysis of Multiple Sclerosis Phenotype Transitions Using Medical Charts in the United States, Poster presented at Academy of Managed Care Pharmacy (AMCP) s\(,: INNO C‘;R E
Nexus 2023, Orlando, FL, USA; Oct 1619, 2023. °e B



PPMS and nrSPMS Represent Highly Unmet Medical Need

PPMS (n = 1729)

80% ] [ | Hever on FHIJT
- For patients with PPMS and nrSPMS, a 70% | m High-efficacy DMT

60% - ®m Moderate-efficacy DMT
higher proportion were never on DMTs 40% A

* At their original SPMS diagnosis, only 41% -4 -3 z - Current

Treatment
nrSPMS (n = 2691) Status

of patients with nrSPMS were on DMTs 100% |

90% -

®m Never on DMT
80% - No current DMT
70% A W High-efficacy DMT
60% - B Moderate-efficacy DMT

-8 -7 -6 -5 -4 -3 -2 -1 Current
DMTs Before Index Treatment
Status

Source: Characteristics of Multiple Sclerosis Patients by Phenotype: A Retrospective, Cross-Sectional .30: IN g % gﬁn €
® e

Study of the Danish Multiple Sclerosis Registry. Poster presented at Consortium of Multiple Sclerosis Centers (CMSC) Annual Meeting, Aurora, Colorado, USA; May 31-June 03, 2023



Plausible Mechanism of PPMS and BTKi’s Potential for Treatment

Inhibition of B Modulation of » In peripheral: inhibit immunological
cell activation B-cell in CNS cells (B cell, macrophage)

and proliferation / activations and development
Microglia * In CNS: inhibit B cell, microglia,

macrophage activations, thus,
interfere with deleterious B cell-T cell
interactions; inhibit antibody and
cytokine release

Anti-CD20 DMT

(ocrelizumab) I/—

ey e Cytokines
Inhibition of
macrophage s L e M
activation ol e

' Inhibition of microglia
and/or macrophage
Oligodendrocyte . .
an activation

e Demyelination
e Axonal degradation

Neuron
BBB

Peripheral CNS Compartment
e muggare o

Figure based on Kramer et al. Nature Reviews Neurology, v19, p289-304 (2023)



Orelabrutinib: Exposures in Peripheral and CNS exert Dual Inhibitory Effect
on B-cells and Microglia

Peripheral

CNS Compartment

s Free Plasma
BTK inhibit

MIBEOT - cone. (ng/m)
Orelabrutinib 64.4
Tolebrutinib 0.83

BBB

° -c.ra(

Zﬁ%@

|
g Neuron

Y}g_g fee’

Oligodendrocyte

* Demyelination

« Axonal degradation

Microglia

Orelabrutinib: a potent and selective BTK

inhibitor
Inhibition of B-cell

* Near 100% occupancy of BTK in peripheral B-
cell at 2 50 mg QD dosing

 Highly efficacious in B-cell malignancies
Inhibition of microglia

CSF Conc. CSF Conc./ Dosing
(ng/mL) BTK ICg, Regimen
31.3 44.7X 150 mg QD
1.87 6.23X 120 mg QD

* In vitro: Orelabrutinib dramatically reduced IL-6
cytokine production in the activated microglia
cells

* In vivo: Orelabrutinib significantly inhibited
microglia activation, as assessed by IBA-1
immunofluorescent staining in brain of an
Alzheimer's disease (AD) model

» Alleviated disease activity in an EAE
mouse model of MS

» Highly efficacious in Ph2 study in RRMS

232 INNOCARE
0o’ B W
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Adjusted mean cumulative number (95% Cl) of

Orelabrutinib is Highly Efficacious in Ph2 Study for RRMS

lesions at Week 12

[e=]

=~

(=]

(4]

-

w

]

-

o

Cumulative new lesions by wk 12

Ph2 Study in RRMS

-90.4% (p=0.0018)
-81.0% (p=0.0073)
-73.8% (p=0.0278)

Significant reductions in

4.34 .
new lesions
082 | 042 {J’
Placebo ® Orelabrutinib 50mg QD Orelabrutinib 50mg BID Orelabrutinib 80mg QD
(N=27) (N =30) (N =29) (N =29)

Highly efficacious

Fast action

Sustained effect

o B N W A OO N @

Cumulative T1 lesions

Baseline

80 mg QD demonstrated best efficacy and safety profiles

Quick and sustained reduction of MRI T1 lesion

Patients on placebo
switched to 50 mg QD

i~ *———0— -

Week 4 Week 8 Week 12 Week 16 Week 20 Week 24

—&—Placebo /
Orelabrutinib 50mg
QD

—— Orelabrutinib 50mg

—#— Orelabrutinib 50mg
BID

—®— Orelabrutinib 80mg



Recent Success of BTKi Tolebrutinib in Treating nrSPMS

Efficacy and Safety of Tolebrutinib Versus

Placebo in Non-Relapsing Secondary ECTRIMS 2024
Progressive Multiple Sclerosis: Results

From the Phase 3 HERCULES Trial

Robert J. Fox', Amit Bar-Or2, Anthony Traboulsee3, Celia Oreja-Guevara4, Gt
Sana Syed?, Ye Li8%, Wendy S. Vargas®, Tunothy J. Turner?, Erik Wallstroem?,
Tolebrutimib Phase 3 HERCULES Trial Group

IMellen Center for Multiple Sclerosis, Cleveland Clinic, Cleveland, USA; 2Center for Neur Pri ma ry En d p Oin t . Ti me tO 6 'MO n 1‘ h (_;DP

Department of Neurology, University of Pennsylvania, Philadelphia, USA; 3Division of N
Vancouver, Canada; +Multiple Sclerosis Center, University Hospital San Carlos, Madrid,

Institute, Barts and The London School of Medicine and Dentistry, London, UK; $Univerd 40+

— Tolebrutinib 319% risk
= Placebo

304 reduction
P=0.0026b

Tolebrutinib Phase 3 HERCULES Trial in nrSPMS ~ BBl

Lille, France; 7Sanofi, Cambridge, USA; 8Sanofi, Bridgewater, USA; 9Translational Neur
Bethesda, USA

204

104

Cumulative Incidence
of 6-Month CDP,” %

01 HR (95%b CI): 0.69 (0.55 to 0.88)
! T 1 L] L L] L] ] ! ] L] L] Ll Ll ) 1
0 3 6 9 12 1518 21 24 27 30 33 36 39 42 45
Mo, at risk Months

Tolebrutinib 754 726 696 646 604 561 535 486 435 418 349 273 203 141 &7 16
Placebo 377 367 341 311 280 261 245 218 201 181 156 129 84 5% 22 4

» Tolebrutinib demonstrated a significant effect on disability accumulation in a non-relapsing SPMS population

2g-month CDP is defined as an increase of =1.0 point from bassline EDSS score when baseline score is £5.0 or an increase of =0.5 points when baseline
score is »5.0, confirmed over =6 months. *P-value is from Cox propertional hazards model. 8 0
CDP=confirmed disability progression; Cl=confidence intarval; EDSS5=Expanded Disability Status Scale; HR=hazard ratio.
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agrwdE

MmN ADRE (TP) BT

a2

e m/ MR E (immune thrombocytopenia, ITP) 2—M3X IS B S &ML Mt AR, LATCRAIAISERIANIL M SMNE MM/ MR Eemk D 7
FEEFRM,

izdmlER R B UER R, TERMMRD . RERFREM,. FERRLM,. HattfRdmiygE. EFEFEMHHNLEXNERES
THERBEC . MBOBERZ N FERIAM.

BRIEAETET AOREKR TP RITHRFHIE, EIMRERRA ITP £ELHFERA (2~10) /10 B4 605U EEFEARS LEK, BHdHA
TS TRIEREE M. ILIBITPARFERNL1.9~6.4 /10 H, BLz S HmEZED .

ITP EZLHIFIRM/NMRE SRR EMZMER, SEERMAREEFEENK, HENFMPNRBIFNENEZME~E MNMRAEDY .

< ITPR—FHAN SR II/MIBERAAFERSNE SR ITPEZAIH I X| &2
R e 0.35 - BB H ifn 1.75 JEBFEHE H i
_0.30 1.50 4
BT ¥ 025 1.25
AT * U.20 o245
\ é 0.20 1.00 -
&
oy - ¥ 0.15 0.75 -
i T4 B 0.10 - 0.50
= 0.05 0254 5o,
Zucker-Franklin D & 0.00 -00 -
Karpatkin S. N Engl J Med 1977;297:517 <40 40-60 > 60 <40 40-60 > 60
FEWR () FER(
JEANR 2 BB MM R L AEIL BT 5677 FIEHE R (202045 47)
Cohen YC, et al. Arch Intern Med. 2000 Jun 12;160(11):1630-8.
Moulis G, et al. Blood, 2014, 124 (22) : 3308- 3315. ‘.\" INNOCARE
Lee JY, et al. Thromb Res, 2017, 155: 86-91. Moo T e

EMA Guideline on the clinical development of medicinal products intended for the treatment of chronic primary immune thrombocytopenia
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» BB (Foy Z4) M SRIMM/MRAESR
> BAOERMEB BRI~ E

Tc cell-mediated
platelet destruction

o P ¢
o o

Legend
Platelet autoantlbody production * Normal platelet

* Dying platelet

Macrophage

(AP cell) Plasma cell H” Antibody molecule
:k. Complement
i BTKi
BTKIi
e ®
Source: Drew Provan, John W. Semple, DOI:https://doi.org/10.1016/j.ebiom.2022.103820
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0.5% CMC-Na —
Oredabrutinib
10mglg Ig.qd 080-

l

&

SCID mice + 200cGy iradiation 0 ToM"W n =B
+ splanocytes of CO8-KO mice Diays after cplenooytes rangfision

Platedet count (x 10°4)

HETPIRRE D, ERARBEERS 14, 21, 28 X,
RGE BIRTTHMEHT AA50 mg QDFIE)/BAY I/ MR
EESTXRENE.

HiL:

-8 Contmo
- Onxbrudnib

i 2.F 1L i 2.5
T

z H i T i 2.0+

ii.E— T ; " E 1.5

L. o & -+ & 1.0
: - -

0.6+ - w 0.5
g B

I!. 0.0 I I 0 I I E e

BAERRITH/NNRBRMAMEPCDIIS+IRMRFMGL-7+E £
UL BRBESME T3 ER4A, ShE A 5 B4HARAYTEE B (K .

- BRMEREKNIMYERIENG B @asELoi, ASEMTP/NRRENM/NRITES. BhBREEKITP

BEBFRATIER .

1. Blood (2021) 138 (Supplement 1): 3172.
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30 mg QD n=135 30 mg QD or 50 mg QD
- KB R (oLE) et
1:1 50 mg QD n=15
o AR 2 t
| | | | | |
Week -4 Week 1 Week 4 * Week 24 # Week 52 Week 56

* ARFERAORT, 08230 mgANNSE M/IMRIET50x 1009/ , L2 ERIFHNER T, TLUESTIEES50 mgE5aTT,
4 SERR4AEET ., REFME R0z, BEESSAANSHE A 86HN\OLE; MNBESHEFREEHNOLE, FEFRXHARG
BEEH N B4R e REAEE,

> BRI BENL. AR 29l Na/libEA F48iE R il ik it .
> BRAR: REEZEVIMITP—S&imERT (BERRBEM/EEKAMIKER) KW T E, ST raedEss,

NE%X) , HAREMZIRERTHIEE.
> FELA: M/MRITH50X10%9L (N EDELEEN2RM MRS, BRZED7XR, BiR4AEARERIHEET) N5

NEEEHl.
> HAE: llafiZi & 15i%B1: 1AL FIREHL 30 mg/Hek50 mg/ H3897. EREHIANLEZA306ZiXE T, 50 mg/H4A A&

PEENEZRE, llafi2FERENBI500,
INNOCARE

D
N B i
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BTK#HDH5

A RE, N 33 15 18 12
FE s W
. 7> ELTF )"’ \ > 9 H
nﬁ(j/o’)&—*z*”ﬂ“ W00, 15 36.4%) 6(40.0%) 4(22.2%) 2 (16.7%) ink B
- HBEWHMEZRETEELS, 30%EHIKRE
PR
SR

« B4 24BZB6RIH 24K .
oo TR 10 (30.3%)  4(26.7%)  4222%) | 2(167%) .+ FEI2PIAEIETASMBEET, 83.3% (10112) H
EERERBENE.

AEREIVIGHELHEE N 22 8 14 8 -
—— - EBRAEBARKIVIGEELRM2261EEF, 50mgil
R HEBAR SRR FTE%, FHERERH50%

. 74T //" > 9 SPZTYY = y < = o
f&f*z“mMﬁ%Wm”"1264m@ 6 (75.0%) 4 (28.6%) @ 2 (25%)

F54 R

o F14-24BTE6RIAMF 240
/M R=50x109/L, n (%)

10 (45.5%) 4 (50.0%) 4 (28.6%) 2 (25%)

BYMHIESZE2023F286H, REMBIESZE2022412827H

[1] IR BT8R B B 2 7 /MR T3 250X 1079/L BRI RTA B IR 15 AR S 4R A TT
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I BRMERIATTITP: IR 8T e

Z BRI /R B=50x 109/ L B BFE] (Kaplan-Meierghk)

100
80 -
A S—

% 60 -
§ "
- S S N
e | {32 A [E] 7E50 mg2H
Z 40 2
2 N
£ . . AKX

20 -

+  Censored
- - BAE30mg
— 305E50mg
0 - ? : 50mg
Number of Subjects at Risk:
S AE30mg 18 14 12 12 12 11 10 [¥] 1 } 3 3 5 § | | I 1 | 0
30FE50mg 12 12 11 11 9 9 ; 4 3 2 ] 1 ] ] ] (1]
50mg 15 10 10 G 1] 5 5 5 4 4 3 2 1 0
L) T T L]

0 14 28 42 56 70 84

I T T T I L T L] T

08 112 126 140 154 168 182 196 210 224 238 252 266 280 294
Time (Days)

IEI\P'FSO mggﬁ.':l:', 305?50 ngl’ﬂlZﬁU%iﬁ%%}iiAﬂqBO mg;ﬁﬁ%}g%o



I RAEERRTITP: IHaKAEREEERLCE

n (%) ZE£E30 mg 30%%50 mg 24430 mg
. (N=5) (N=12) (N=17)

NN Y ~
g?@)ﬁmz—a;# 4 (80.0%) 9 (75.0%) 13 (76.5%) 11 (73.3%) 24 (75.0%)
« CTCAE 23%% 0 2 (16.7%) 2 (11.8%) 2 (13.3%) 4 (12.5%)
.« J[EETEAE 0 1 (8.3%) 1 (5.9%) 2 (13.3%) 3 (9.4%)
- EHEBEH 0 0 0 0 0
s BHZET 0 0 0 0 0

NN S
(—Tgﬂ;ﬁ*ﬂﬁT REH 1 (20.0%) 2 (16.7%) 3 (17.6%) 6 (40.0%) 9 (28.1%)
« CTCAE grade 23 0 0 0 0 0
« FEETRAE 0 0 0 0 0
- EBEHEREH 0 0 0 0 0
- BHZET 0 0 0 0 0
SBITRHE] (R) i 116 88.5 88.5 168 96

ZEMBIFEEE2022F12H27H, Bi2B|ZFXEMAANGHT; BTEIBMIZIXET20235F135HMEH E30 mg, FRMAANREMHIRED .

Bz EAE, 50 mg4R 0 =4k 30
mgZEAY TEAE & & & K EAE I

FRETRAE A1-24%, KE4E23
FEMTRAE, mERTRAE, §
HEHEANTRAEI R IET

232 INNOCARE
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(00 EEEE R R R R R, %OO ...... ®m

80_ ........................... O ........................
60—
- O 30 mg (n=7)
40- O 30—50 mg (n=6)**
20— O 50 mg (n=4)

BTK Occupancy (%)

0 ——E@DS880 I |
D1 Oh D28 0h D28 4h

* EB28KRAEAR KA ARANET, FHBTKE S HEEE D HH91.27%F198.86%
** JEE28KRBART, 6B ZINEBRIBTFIZHR30 mgdg 50 mg.



I IR RIN I ERBE

v RHE AN HEA S TPRE R M/ MEHE
> FERENEERN36.4%, FHENERIK27.3%
> EREEHRAKEELNZRES, FTELRDNEERNAN54.5%, FHENEFEREI1E40.9%
v BB E50 mofr MUEEF. IR
> EBRENERAL0.0%, HFENEERN26.7%
> EREAHRMAKEEENZRESR, TELINEFENT5.0%, FFENEZERA50.0%
> HLEETE IR
v BHEBESTIEBHEZS, WS
> FFEMTRAESI 122k, F3RMLLEMTRAE
> T™ETRAE
> Foif Mk M8 XM TRAE

> TFHIFATRAE

L
° INNOCARE
.:£° B W



FEMIEARIEST 11 HRR Bt

KENIEIRE
> 18-80%
> FFEREM (3~12108) HIEgH (z121A)
ITPHEYIZH

BHER50 mg QD

R ERBIAN/ S BEMLET, ARRIL/NRTT

HYFHE/NF30X 1091 (HEELD

BfE1X) , BRAMLRMNRITEX

F35X109L.

BEAE SN 34 45 R B S35 I TPRYIS I,

R ZREAE At /N R D FE TR E B IEHE | G B

> B ESEDIMITP—&iRERITIARI M/ R

250 X 109/L{BIT 3 T RELERF, HE X, =
T ZARERTTREE

>
W-4 W1 . w24 W28
=BICF p1¥ WERA T "pies  DI%

> FEEO:

BENER, EXAURANERTHAREORGMF ZELORMNRITEH =50x107/L (BIR4BARERS4EUET) B9 & ELfl
> BFEHLSE:

1) H&ZEm/RITE (15x109/L8=15x109/L) ;

2) HZLEHITPHY), SIFHE. RMIZEN, SBMERE (23E) .
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EEXZ LAEZ R EBRZEREE
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2014 FENE L8 IEEZR A FROLS FENE_LE T
TENT . FLAETH—FLCLEERSL EREN
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I i SER B2 (TYK2)

TYK2 BT R R R R

IL-4 (JAK1:JAK3)

IL-6 (JAK1:JAK2:TYK2)
TSLP (JAK1:JAK2) ~
IL-33 L

/

IL-12 JAK2:TYK2)
IFNy (JAK1:JAK2)
IL-4 (JAK1:JAK3) VERSCE (JAKLTYICZ)
IL-5 (JAK1:JAK2)

IL-13 (JAKLJAK2:TYK2)
IL-31 (JAK1:JAK2)

Anti-infection
Autoimmunity IFNy (JAK1:JAK2)

Allergy TNFa
IL-2 (JAK1:JAK3)

AA RA
Anti-tumor responses
AD SLE Anti-infection
uc Autoimmunity

IL-2 (JAK1:JAK3)

I-1

IL-6 (JAK1:JAK2:TYK2)

1L-23 (JAK2:TYK2)

TGFB

TGFB

Self-tolerance

Autoimmunity
117 Tumor escape
IL-22 (JAK1:TYK2)

Anti-infection
Autoimmunity

AA Psoriasis
cD RA
SLE

AA Psoriasis
AS RA
cD SLE

Anniina T. Virtanen et al., BioDrugs 33, pages15-32 (2019)

AABETR; AD: $FRIMERZE; RA: EREXTA; SLE: REGMLAMIRE; CD:m%E BfF;

UCRTm M LS ; ASSEEM B,

l 1L-10 (JAK1:TYK2)

TYK2RIAKHEESR E (JAKL, JAK2, JAK3FITYK2) BIRK R .
BTHRANIEZARIRAE, T 2EETSHMELRMLMm
B, BIAK-STATESHBEINXBEES D F.

TYK2Z5H 27 NIAKRELRLE M (IHL-7), He, JH1AHERLE
¥t JH2 9B BER L5 A

TYK25JAK1/JAK24EE, N EIL-13. I FH Z(FN-a/B). IL-
6. IL-10\ IL-12. IL-22F0IL-23FME FRMEAESES.

BUEThI740ME. Thl4HAE. BLEREFEBELMARRIINGE, &5%%
R & FRFER B o

TYK2HEXES BN ERE, LR LAD) « RE
H(PsO). IREBHFETHRMPsA) . ME(AA). RHEMANIRGE
(SLE)F MR RAE M RV RIEE 2.
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ICP-332, ICP-488: FNMNERLEITYK2HDEI5

Cytokine (IFN)

AMNRESS

o

JH2
(RABELE )

-

Cytokine FEERATP
(IFN{;‘:j:)Lt:: ORB) ¢ Zefhim
£
JEHERTS

JH1
(HBBLEHI)

IFNAR1

ICs, (NM) @1 MM ATP
HPHUF

v4 gt TYKZ2 JH2 TYK2 JH1
;. _‘\1 ICP-332 2319 0.5 19 191 930
JAK1 SH2B | Pseudokinase ICP-488 5 >10,000
Note: The picture adopted from Cell 2022, 185, 3857-3876. & Lombardo, SAPA Symposium 2020, 232 INNOCARE
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agprwNE

4 v

5 B 1 B K B R FFAIE

o XRES, BRABEK, KRH{EE
— 2021F EIREFN M X ABUL6.7Z N, FitE|20304F148
757N, PENFRMEREE R T20194 214556570
AN, FHTF20305Fi##— 51 E81707 it
— EE AD £94520%3, FEEADEERLLGIKES LN
i+
— ADRIEH A MR PR S IE HE T H — B R ARTRS

o BMEADLIRERTIR. 1818 ZH AR AR ZUEFE 9 FHIE

— EEHIERAKE BRI &
— KERATREE AR R, SHAESREN R ML B,

o EEXNEFERE
— BEENMTESBOUREN ZMERTE;
— FEEFEEN, BRFEIITIERRI;
— WBRMEESFBAZMIL.

market.us, £ 215/E R &1

Jonathan Silverberg. the EADV Congress. December 13, 2018

Beck LA, et al.N Engl J Med.2014;371;130-139

Silverberg JI, et al. Ann Allergy Asthma Immunol,2018,121(6):729-734.
Weldinger S et al.Nat Rev Dis Primer.2018 Jun 21:4(1);1

18 Country survey-AD prevalence ranges widely by country and age?

Global 12-month

Lowest Highest
prevalence
Infant 4% 2% 7%
(<2years) (Israel , Switzerland)  (France , UK)
Children 9% 2% 16%
(2-11years) (Israel) (south Korea)
Adolescents 8% 2% 14%
(12-17 years) (Israel , Switzerland) (south Korea)
0 0,
Adults 10% 4% 15%

(=18years) (Israel) (China)




ADBEbiaTr R ia B AR

O PEEADARZUATTRIER: RGEREEH, BIEERER. EUER. EERENEMERHFKIHEH!,
O ADiBTr8 NIRRT ERERITMHIET .
O M THEEAD, ERAMEENERFEIIRE, FERIRGAT! .

O leARFHEEADEEBINARSMERTTRE. ,%\17.&?%1]%53?1&&2-40
Basic management +
Basic management Topical anti-inflammatory ;.ghottother?pyt ¢
Medication .Systemic treatmen

. 1. Skin Care . i
Basic management 2. Antiseptic measure a) Maintenance TCS 2) :I)upllumab i
1. Skin Care ' b) Maintenance TCI ) Immunosuppressants

(Moisturizer, Warm Dilute bleach bath s2x /week c) Maintenance crisaborole ¢) Oral corticosteroids
baths or showers) according to severity 3. Consider acute tx for some
2. Trigger Avoidance 3. Trigger avoidance patients to help gain control:
a) Wet wrap therapy
b) Short-term hospitalization

Apply low to medium potency TCS to inflamed Skin Apply medium to high potency *  Non-adherence

TCS to inflamed Skin dlig o sttt

: . * Misdiagnosis
If not resolved in 7days,consider —
Step-care management of atopic dermatitis® © Contact allergy to medications
P 9 P » referal
1. BE%H, FPEEFNERELRFERZZGDIRETE5EFEN. o
2. Bruin-Weller M, etal. J dermatology Treat,2021,32(2):164-173 \'\\,'. IN:%%ARE
» o L S

3. WeiW, et al. J Dermatol,2018,45(2):150-157.



ADHIRGIEIRTT - 5%k

a2

teg Rt iaTr R TT P RER Y

d&51, 2

AN

& A 57 35 T B ADRY K HIE S R BR 14

%E\?H:;E N 1Ei+ﬁ§ﬁ (Eé\;ﬂz ,a.u..l—ln‘ G ~ Y == |V¢3I'I|
ESLY) S AD? EHEtE E T A E(EY) ERHTELNRRN EE LN
ARG AVER p 1-2[F / 0.5-1. Omg/kg/d =hF “REt” , KHEAEAT MM&E. mMPE. mis.
= EyERR. SllE. BFH. HBER. REHEE.
BRRAE. SXRMERE BREMEXEE
BIMEEZRGTEINRRMN
FRMEIZNS £ 8121 26%-39% RN : 1-3 mg/ke/d; Mi%FRE . KRFMEAMENE CBC, CMP, FRIRIY
JLE: 1-4 mg/kg/d BhfEs. BTRZMERTEAD ONS R AR AR
2 (4nPML)
HE B UK 28 53%-95% RA/ILE: BT S, BMEMGYE  CBC, WP, . IR
M) 2.5-5 mg/kg HEH BR. AEBuANI
FA S NS £ 8-12/3F 42% BA: 7.5-25 mg/W &4, MigFEEFE. BEFE. CBC, CMP
JLE: 0.2-0.7 mg/kg/W  BRHEFAHZ. BOFEZ
Ea )l o 8-12/8 / 1.0-1.5 g bid BAEhEEREL, Mi&FHHE. CBC, CMP
JLE: 30-50 mg/kg qd RS
CBC, #IM4HAMITEIR /2t FM/#R; CWP, SEERHICE REMAELFMATINEERE; NS, FIRMAERS; PIL, HITHZ MM B RKR
1. Simpson et al. J Am Acad Dermatol.2017.77(4):623-633 :\w;’ INNOCARE
2. BEE, FEEGLMERRR AT ESISEN. S emms



ADHIRGIEIRTT - EaTT TR SaTr, BNARKELEHIBEXGTITRA

BERGM AT BRI R RS 2

EASI 75tk i EASI-75: 5ZE5

k 2 /HB[X 1= an 2
Th2 4R E T2
IL-4R/IL-13R  EE RS FDA/EMA/H [E 600-300mg Q2w 44%-51% 32.0%-36.0%! SRR R, fERER. REGK . OEREL. RERX. IRIEE
. HitpaEpREasf, TRAEMERR MR ZBE S IE.
IL-13/IL-4 SkERE LB FDA/EMA 500-250mg Q2w 52.1%-58.8% 33.3%-42.0%? ERESS . SEETEMT. RNFEINES
IL-13/IL-4 ESy=Y=2E FDA/EMA 600-300mg Q2w 25.0%%-33.2% 12.1%-21.6%3 EREIRE R, ZEBRAE. JESTERAL R R FRERR 4 f 4 A 2
IL-4R RIEFFREM FE 600-300mg Q2w 66.9%* 41.1%* EMEIRGERE . covid-19. ZERRAS. SESTERALA N
I REEE
IL-31 JEEmEREN XB&X 60mg Q4w 8.0%5 S FNMER. EPMEMINES
JAK BEFHDE57
JAK1/JAK2 BinE e EMA 4mg QD 21.1-24.8% 9.9%-11.8%57 FRFIRERR, Bk, SREEEME. BIKES. RaEs.
Bk, PREERGE, Fik. EER. IERBERMESAS. L&,
M/ RIE S RE.
JAK1 SpgfR FDA/EMA/[E HRIBTIEA15mgQD. a1 66%X 46.8%-53.3%82 . EFRIERRGE, B, L@
RMETE, ZEEFISHE
fNZE 30 mg QD (<65y)
JAK1 FmEER FDA/EMA/#[H HHEFIEH 100 mg, QD.  41.9%* 27.9%-34.1%10-11 Tl . BES, ERFERGERRSGE
WMARFESRIE, AIEEHEM
F) 200 mg QD
1.DUPIXENT® (dupilumab) injection label.
2.Silverberg Jl et al. N Engl J Med . 2023 Mar 23;388(12):1080-1091.
3. A. Wollenberg, et al. Br J Dermatol 2021; 184:386—387.
4.2023 EADV Congress. e ®
5. Nemolizumab #1¥##R &5 "\\6'. INNOCARE 67
6, 7, 8, 9, 10, 11: ##&FFclinical trials.12 K FHEHH. 0o’ B i W

x5 & /2100mg QD ATLE B A1k 7 B & /EL00mg QD AT I



AD% fmHL#l

AD ®B %, RIMAGSESHMNRNEFHE (THUTH2/TH17/TH22 R EBEHREREZH) .
© Th2 BIZADRIEASFE, IL-AMIL-13RNFADLHFNERMMEAF, EEATh2M. FERIMT R MAARFI2E E G B mR =L,
- FEADRYIEMHEA, FEIFRIMThl, Th17FTh2280RE & SREREDN .

BNAE17C (IL-17C) KB RIERAMORIOSATTHF R MR KM SR, IEXTTh1785M R R K NEADLRHHEEERD.

InTectious Kisk

= {combined effect of
IL-22, 1L-4, IL-13)

T

Acanthosis
(via IL-22 or other
IL-20 cytokines)

| nﬂamma'tory
Denddtic

celr

cells
N~

‘.‘.u. 13 —o| @
° IL-10
8 IL4&

Q’II. 13
° NolL-10

Atopic Dermatitis

Initiation Actestage chehesD
El1 45N MK & (AD) BY & fmHHE
1. PiE, KEBPZE, FEEFERMEELEZTHER (20204F) FLER KR E20204E2 5 E53 #5247

2. F. Lauffer,1,1,* M. Jargosch,IL-17C amplifies epithelial inflammation in human psoriasis and atopic eczema.JEADV 2020, 34, 800-809.
3. Adapted from: Guttman-Yassky E, Nograles K, Krueger JG. Contrasting pathogenesis of atopic dermatitis and psoriasis--Part Il: Immune cell subsets and therapeutic concepts. J Allergy Clin Immunol 2011;127:1420-1432..



ICP-332HFADRITHIE

o IL-4F0IL-132 2R R IEB RO E T, ICP-3321@ i HN$IJAK LRI TYK 2 A] LU E] FR BT iZ & 12 11,
o IL-237ZETh17FATh224mBa S kPR EEEZTEMIER , ICP-332HHIFITYK2RPEETIL-23, MMPFERET Th17F1Th22 REEBEE 23,

« I BA#F3S(ICP-CL-00602)FICP-332 ;8T FEEADITHEE, LM REF.

T,2 Pathway T,17/ T,22 Pathway
ICP-332 IL-12/ 1L-23
N ICP-332
JAK1 JAK2 . TYK2
TSLP > —_— Ty2 cell
JAK2 - .
Dendritic cell -/ T422 cell Ty17 cell

JAK3 JAK2 JAK2 JAK1

T T
ICP-332 ICP-332 ICP-332 ICP-332

1. Adapted from Gandhi, N., Bennett, B., Graham, N. et al. Targeting key proximal drivers of type 2 inflammation in disease. Nat Rev Drug Discov 15, 35-50 (2016). .
2. Patrick M. Brunner, MD, MSc *. et al.Racial differences in atopic dermatitis, Ann Allergy Asthma Immunol 122 (2019) 449e455. Q-\\p.
3. Patrick M. Brunner, MD, Emma Guttman-Yassky, MD, PhD2,*, et al. The Immunology of AD and its Reversibility with Broad Spectrum and Targeted Therapies, J Allergy Clin Immunol. 2017 April ; 139(4 Suppl): S65-S76. @
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ICP-332 IR ADIG R M 3T RO I 1 3t

RIEEIT: FENL. e, ZEFIFITHEAN 20K, BEEIFHICP-3REFEZERAD FAFTREFHNREMMEYIE.
BisAE: fPEEHNMERRE (AD) RAZFIXE, FEANA75H
5. K5 ICP-332; LRIFI: ICP-3324& U5
$4H: RISZHH4E: ICP-332 80mg; ICP-332 120mg; XTHR%H: R
BEHL O BEE: BEPKRI (BHE)
BB R: ICP-33280mg4H: 40 mgZaR2K+&2E 51K, QD ; ICP-332 120mg#R: 40 mgZik3K, QD; WBEBREFIE: REFISH, QD
ICP-332 80 mg QD n=25
BEHL MRS
1:1:1 B®IF28K

D HE y ﬁ E _/),_(
s — o
frben =+
i e D35 D1 D29 ps7 ZAR
' 35X 'Wo W W4 28% W8

1:1:1FE#1

AT RERLAYMEMZ 2 MHITHRIRARIE, RIFLEMRAYETHZIAENEERGAATINERLR, REZLESR
EREFLEMRES (HEHBRE) .

232 INNOCARE
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ICP-332: ZEIEEITADIEERMR PRI BT

HEASIEZHMB N LWL HEASIEZR B SLETK BB RERE
FAART-EE ST (FAS) EASI 5 (FAS) S 4FEBIEASI 50FIEASI 75
I Placebo M ICP-33280mg M ICP-332 120mg
*p<0.0001 % p<0.0001 *p<0.0001
0% 90% - 88%*
-10% 80% A
-20% 2 ] 70% 1 64%* 64%6*
S 2 M T 60% -
-30% 554 204 I
sgf 50% -
-40% =3 -
TE2 -0 40% A
0 E
-50% g=5 0] 30% -
-60% A PR
0 gjg 200 20% -
,w_. A ~si— Placebo
-70% § T -80 4 —a— 1CP-33280 mg 10% ~
-72.5% * - g9 | —*— 1CP-332 120 mg
- T T T
-80% - -78.2% * Baseline ~ DS/WI  DIS/W2 D29/W4 0% -

Visit EASI 50 EASI 75
Placebo ICP-332 ICP-332

80 mg QD 120 mg QD

232 INNOCARE
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ICP-332: jRITADBERIETH

ICP-332 5 R ] £ & 4] #f 57 ik A T EASI 753F 5 B & 69 57 Rt 1k

ICP-332(TYK2/JAK1) ph2 80mg qd 4w
Upadacitinib(JAK1) ph3(Measure Up 1) 15mg qd 16w?
Upadacitinib(JAK1) ph3(Measure Up 2) 15mg qd 16w3

Abrocitinib (JAK1) ph3(JADE MONO-1) 100mg qd 12w *
Abrocitinib(JAK1) ph3(JADE MONO-2) 100mg qd 12w>
Baricitinib(JAK1/2) ph3(BREEZE-AD1) 2mg qd 16w*
Baricitinib(JAK1/2) ph3(BREEZE-AD2) 2mg qd 16w’
Dupliumab(IL-4Ra) ph3(SOLO-1) 16w?
Dupliumab(IL-4Ra) ph3(SOLO-2) 16w 8
Tralokinumab(IL-13) ph3(ECZTRA-1) 16w?°
Tralokinumab(IL-13) ph3(ECZTRA-2) 16w °
Lebrikizumab(IL-13) ph3(ADvocatel) 16w1°
Lebrikizumab(IL-13) ph3(ADvocate2) 16w 1°

Note: FFLxf &b

56.0%
53.3%
46.8%
27.9%
34.1%
9.9%
11.8%
36.0%
32.0%
12.1%
21.6%
42.0%
33.3%
FE A K A 2R

& FEASI 75 A /22 A7) #Ad i 5

Source: 1. Simpson EL, et al. JAMA Dermatol. 2022;158(4):404—413. doi:10.1001/jamadermatol.2022.0029;

2,3,4,5,6,7: data from ClinicalTrials.gov https://www.clinicaltrials.gov/
8. DUPIXENT® (dupilumab) injection label.

9. A. Wollenberg, et al. Br J Dermatol 2021; 184:386—387 DOI 10.1111/bjd.19574.

10. Silverberg Jl,et al. N Engl J Med . 2023 Mar 23;388(12):1080-1091. doi: 10.1056/NEJM0a2206714.

ICP-332 5 & #4 &% w9 A 77 o pbt

60% A

50%

40%

30%

20%

10%

0%

B 1cP-332 80mg QD 4w

- Upadacitinib 15mg QD 4W
FE K wf K 224 R

56.0%

EASI-
75:difference
from placebo

EASI-90:
difference
from

placebo

IGA0/1:
difference

56.0%

NRS 24
Improvement:

from placebo difference from

e ®
A
LY

placebo

INNOCARE
B i W
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https://www.clinicaltrials.gov/

ICP-332: ZEIFAATrADImARA ST 2 R H RIE L FEHR

B2XRF b AmEHRFEENSRITFERNX

AL EBRNRS)ES

10 - X p<0.005
a0
e O
= A
T o0 -
;*t lé .h
= $ 30— 1“
A~ i >
% 1
6 :}g '40 = \‘
® 2 -50
=l -60- ~
BE m
) -70 — p
%33 a7 b1 |
5 -80 o —&— ICP-33280 mg
o o0 | —®— ICP-332 120 mg

0,050,008, D50050,0,0,0,0,0, 2,
2% & /z,,/ O R \),‘71:) 97%

e ®

o9 B iw '



ICP-332: TEIHR;RfTADIEKRFSE

RIS ERELER

NEBEEFERE

BN REEREEH (OLQI) ML BELBH(ZDHE)

ICP-332 120mg

LREII48 ICP-332 80mg -
(N=25) (N=25) (N=25)

D8/W1

D15/W2

D29/W4

-3.3(-4.8,-1.9)

p-1E

-2.2(-4.2,-0.2)

p-1E

-1.2(-3.3,0.9)

p-1E

-6.5(-8.0,-5.1) -6.8(-8.4,-5.3)
0.0027 0.0018
-8.7(-10.7,-6.7) -7.9(-9.9,-5.9)
<0.0001 0.0002
-10.8(-12.8,-8.8) -8.9(-11.0,-6.8)
<0.0001 <0.0001

il

232 INNOCARE
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ICP-332: IHB4ITADIG R 2 it a

ICP-332 80 mg ICP-332 120 mg
(N = 25) (N = 24)
n (%) n (%)
ETABTEAES 17 (68.0) 19 (76.0) 18 (75.0)
12 fE 13 (52.0) 19 (76.0) 15 (62.5)
hE 4 (16.0) 0 3(12.5)
EFES 0 0 0
= ETEAES 0 0 0
SHARGINEISHITEAES 0 0 1(4.2)
SHKAIEZHHTEAES 1 (4.0) 0 1 (4.2)
S TMTEAES 0 0 0
COVID-1918<HITEAES 0 0 2 (8.3)
ETBTRAES 9 (36.0) 6 (24.0) 10 (41.7)
2 8 (32.0) 6 (24.0) 8 (33.3)
hE 1 (4.0) 0 2 (8.3)
EJES 0 0 0
= ETRAES 0 0 0
SHMRAE IFHTRAES 0 0 1 (4.2)
SHKAEHHTRAES 1 (4.0) 0 0
S T-HITRAES 0 0 0
COVID-19tH<HITRAES 0 0 0
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Triggering of Disease

Nucleotide /
viral sensing

TNIP1, TNFAIP3, NFKBIZ,
NFKBIA, NFKB1, REL,
UBE2C3, IKBKE, TNFSF15,
CHUK, CARD14, UBE2L3,
ZC3H12C

TNF/NFKB signaling

i KCKRF[ARFALA (Keratinocyte) , pDCRIFTEIRMAAFFHSIRYMAE (Plasmacytoid Dendritic Cell)
RFEFHEHIRAAE (Myeloid Dendritic Cell) , iDCRFERFEMHSTIRLER (Inflammatory Dendritic Cell)
TYK2RX REC R ELHEE2 (tyrosine kinase 2)

Necrosis Factor)

7 environmental
exposures, i.e.,

ILRFTBMENZE (Interleukin) |,

Establishment of Disease

Lesional severity

HLA-Cw*06:02, ERAP1,

ERAP2, MICA, PSMA6

Type | IFN
responses

Oxidative
responses

TNFRSF9Y, IL4/IL13, ZNF683,
RUNX1, FASLG, IL317, TAGAR
KLRK1/KLRC4, DENND1B,
B3GNT2, ELMO1

T cell development

TNF

tigen Processing and
Presentation

HLA-Cw6 +
utoantigen

type Il IFN
signaling

O
CXCL1, CXCL2,
CXCL3, CXCLS,

Antigen CXCL8
presentation §
| ccLo . c17 Th17
3 CCR6+ cells
KCs

cXCL9, cxcLio, Pt
cXCL11 Thi

Tel
4 CXCR3+ cells

[1] Johann E. Gudjonsson, presentation at EADV 2023. New Insights in the Pathogenesis of Psoriasis

LC3Bdel
SERPINBS
KLF4
KLF13
TP63

Epidermal
differentiation

IL36RN
CARD14
AP1S3
SERPINA3

Epidermal
innate responses

Neutrophil
responses

IFN{XFF3tZ= Unterferon) , mDC
TNFRRBEIRFEEF (Tumor

¢ AT EESESRRBRAFIHPHIX
$ O]

© IL-23/L-17RERFIEIF R X RAEE T, RER

ENRIL-17 R BES .

o IBF®E (FN-y) BRRBHBEH—INEERS, T

REBR BB TROKIL-175E, thiEzh T RIBHRBEHRAY
BE&ENS .

o IL-362RBIRTIE R IRBAVER B 4R E F,

MRETEREARR.

© TYR2HDEI AT HIHIHIH] S MR AR FAnIL-23, IL-

12 #0 1 BYFHME (IFN) 5 SES.
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I IRIBRIATT R R

&R T ORFTTE: TYK2HNEISF . OBRAKIL-23RFE 5. PDEAHDEIF

1EF#LEHI AYEIR PASI 7T5MIBRIETTH  IeRIRIE RS EL
TAK-279 Takeda Week12: 67.9%  IIEAIBE+

ORRTYK2#M#HI5  ESK-001 Alumis Week12: 64.1%  |IIHA$BEE+
ICP-488 it Week12: 78.6% IR+
Orismilast Union Therapeutics Week 16: 63.7% IIEA

1 ARPDE4#]&I5
ME3183 Meiji Week 16: 61.5% |1EA

ﬁﬁﬂf’jw 23R gNy2113 Janssen Week12: 78.6% Il

J1

DC-853 Eli Lilly / IHA

O ARIL-1 7305151
ICP-043 Tak gL & R A

F: ILRFEMENZE (interleukin) , JAKKFRIJanusHEE (Januskinase) , PDEMXRMBER"HSEE4 (phosphodiesterase 4) , TYK2XRESRERHES2 (tyrosine kinase 2)

[1] Bruce Strober, presenting at AAD 2024, Update on Psoriasis Therapy

[2] Al-Horani R. The pipeline and market for psoriasis drugs. nature reviews drug discovery.2024. DOI: 10.1038/d41573-024-00018-2

[3] Carmona-Rocha E. New and Emerging Oral/Topical Small-Molecule Treatments for Psoriasis. Mechanism of Action. Published online 2024.

[4] Yilmaz O. New and emerging oral therapies for psoriasis.Drugs in Context.
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1.
2.
3.

> SRR ARG R=/RAEBRL2, SIFTh17MTcl7iEE, IBUFANE T HBIRMIL-36 & A MR ARt . BRIIAAThI7FMTcl7iEEg
GERTNF/IL-23/IL1740BEFE F) fFEEMRAIRER ARG b HGEEMA, Et@BRERBERNAFRYEEREE/ERH.

> IR EEHEE2 (Tyk2) 2RLUELSTATE A TiFS p40nt e E FIL- 128 IL-238 Z R A R I B FIL E MBI (L, NS BUX LK
BYEE R FTHREREE S,
> TYK2 H#55Deucravacitinb 27 FDA. EMAFIHRER#L Er, BT 87 HIRRERF ©

1 TYK29 SR BB T S 52 2. MR F A5 TYK2
Koebnetization , : IL-10 IIIL-:;BZJ 'I"L'i‘fa’ IFMcy, [FM-[5 1-12, 1123
‘ . oelL-17 !
2 o= o] IE-17 Yo
a . .:. | o] ...° ‘
2 — S T3 | R
DC 7 ‘ TYEz TYKz K
p < TH1 THLCD @ =
Type I-IFN '
\ ' Th7 e B R AL
~ — TYK2H %ﬂiifﬂﬂﬁiﬁﬁﬁﬁ DC; 23
TYK2 dDC %/ J:J?ZJ;?FBEIJJ %u%r Tim%gff Thl/Th179EHHﬁ§NJC
12 — BZmAf %1{ NKZRBESE 1k, B RSB I RE

BHFES L —

Early / acut _
arZ. |?:CI\L|] e Late / chronic I

F?ére -ups, unstable lesions TNF-a/IL-23/IL-17

Erythrodermic psoriasis Plague psoriasis

Paradoxical psoriasis

ICP-488 {E AFhBITYK2HM&HIF, BRINHITYK2, BEAREREERBEEMENLLEIETT

Christopher E M Griffiths et al. Psoriasis. Lancet 2021; 397: 1301-15 ; 4. J Biol Chem2015;290:11061-11074.
Christoph Schlapbach et al. J Allergy Clin Immunol 2022 ; 5.  Proc NatlAcad Sci U SA. 2003;100:11594-11599 .
J

Immunol Rev.2004;202:139-56. 6. Catlett IM ,et al. J Allergy Clin Immunol 2021 Nov 10 ».T INNOCARE
J
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ICP-488: AT HRIBRIMISFR IR R

5 B By

—IRFAICP-4881EH E EE R AR RBHRBE AR, B2, BRIANFHTHEHEORN. W,
LRI FATX RN A Im R A 52

e
AR EIE28RIFER, 12BWNERTHMKR 28K R HREHA TR
FELI:
48 1: ICP-488, 6mg, QD (N=44) W12 PASI 758X Z EL 41
R MR Fa :
Sl REBLE:
48 2: ICP-488, 9mg, QD (N=42) ﬁﬁ;;ﬁ%ﬁ N

> Htrig s
v PASI 50/75/90/100

28 3: ZHEF|, QD (N=43) v' PASI changes
v sPGA 0/1
D-28 WO0D1 W12D85 W16D113
N=129
1:1:1 BE#HL
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ICP-488: 1XB|FEL LPASI 75, ABREESGITEENX

Response Rate

BEREFE12EIABIPASI 75 (PASHES B EZEEDKETS%) BT
ﬁ&f&%ig

90.0%

80.0% |

70.0% F

60.0% |

50.0% |

40.0% |

30.0% |

20.0% |

10.0% |

0.0%

H12ILBIPASI 7SRRI B (FAS)

m Placebo(N=43)
B ICP-488 6mg QD(N=44)
B |CP-488 9mg QD (N=42)

*k*%k *kk *+% n<0.0001

Response Rate

0.00%

PASI 75

90.00%
77.3% 78.6% 80.00% |
70.00% }
60.00% |
50.00% F}
40.00% }
30.00% |
20.00% f

10.00% |

RELLHIERER: ICP-488 ;&r B IRER B %

TR E W EE]| PASI 75 R EZ (FAS)

- Placebo(N=43)
—I|CP-488 6mg QD(N=44)
—|CP-488 9mg (N=42)

*Unilateral p<0.05 78.6%*
.6%

77.3%*

14.3%*

11.6%
13.6%*

WO w4 w8 w12

Time (week)

RE
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ICP-488 |IHABIEPASI 75: 12A K16 TYK2MEIFIA B ETE (JESLALH k)

TYK2 D515 : HE 45
ICP-488 Secukinumab IL-17
) : )
: . [ |
90.0% TAK-279 ESK-001 BMS-986165 : Lo Ustekinumab IL-12/23 81.6%
77.3% 78:6% : A 12w
A A 7 low [ \
800% || ‘ [ ) 12w 12w
67.9% 67.3% 67.1% 66.4% 12w
700% } 12w 12w 5;154 12w 129
60.0% |
50.0% |
40.0% }
30.0% |
200% }
8%
100% } 12\;
: 0%
12w
0.0%
S o o S
& Q Q &
s N
v Q>
MR 3
/\% /\°) Q'\/Q
% % Q
¢ &
SR\ g <@

TAK-279: from investor call data; ESK-001: from EADV 2024 annual meeting data; BMS-986165: ph2& PSO-3 from https://clinicaltrials.gov/. PSO-1 from Journal of the American Academy of Dernﬁ.lﬂﬂag), E‘c%:%ﬁ@'i&sg 83
PSO-2 from Journal of the American Academy of Dermatology. 2023;88(1):40-51. Ustekinumab: The Lancet. 2008;371(9625):1665-1674; Secukinumab: N Engl J Med. 2014;371(4):326-338.


https://clinicaltrials.gov/

ICP-488: |IHAIGR 2 £ M7

ICP-488i8fT P EE BHRRIRBREEN R Z M RIF.
ICP-488 fERLHTEAER £ AL,
FIBTEAE¥AREHPE.

RELEEEAE, TSFHKAGBLGESBATHFIRES.
AGISAER SR B HEX.

vV V YV VYV V

ATHRHINA REHELE (REHEH)

ICP-488 6 mg ICP-488 9 mg
n (%) il n (%) Filk n (%) iz
FFBTEAES 31 (72.1) 75 35 (79.5) 100 32 (76.2) 117
BE 26 (60.5) 67 27 (61.4) 91 23 (54.8) 106
dh 5 (11.6) 8 8 (18.2) 9 9 (21.4) 11
EE 0 0 0 0 0 0
EETEAES 1(2.3) 1 0 0 1 (2.4) 1
SHEEHAMTEAES 1(2.3) 1 1(2.3) 1 2 (4.8) 2
SEAAZHMTEAES 0 0 0 0 0 0
FFBTRAES 14 (32.6) 37 18 (40.9) 47 19 (45.2) 43
7 11 (25.6) 32 14 (31.8) 42 18 (42.9) 41
i 3(7.0) 5 4(9.1) 5 1(2.4) 2
BE 0 0 0 0 0 0
FEETRAES 0 0 0 0 0 0
B E{ZAAMTRAES 1(2.3) 1 1(2.3) 1 0 0
SBKAFHEITRAES 0 0 0 0 0 0

b=

1. AP HINA REMN (TEAE) REEXARAAZEERIFRRAHGF28RNAENAE. ERRXAHF28RZEAENESMRAYEXHISAELHIAAZTEAE.

2. ERTHEXNT REMH (TRAE) B R B TENSEMRAPERXREA “HEBX” MTEAE. MREMRABMIERXFERK, ZTEAEHMATRAE,

3. 1HIREFEATRELESHRAYIAEXNTEFSAREN RESER) , BEBSLEASE; 16IICP-4889my QDAFRELE SMARAYFIHEENTEFNREH (B .
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Chief Technology Officer

More than 30 years of drug discovery experience

Former Executive Director of Medicinal Chemistry at BioDuro,
a PPD company

Former Principal Scientist at Pfizer

Ph.D. in Organic Chemistry at Emory University
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Immunology/Autoimmune Disease Market

A huge market — $200 billion by 2031

1 Multiple targeted therapies with different MoAs, including small-molecules and biologics,
are available for many autoimmune disease conditions

] Considerable unmet medical needs remained

. 5-Year CAGR
s T 2023-2027 const US$

:' 377 13-16%)

—— ) d— R B B mm mm M e e e mm Em e i"G_% =
3-6%
Cardiovascular | 1-4%
3-6%
2-5%
Infectious diseases 2-5%
GU sexual health N 53 2-5%
GI products 3-6%

Mental health 0-3%

Pain | 3-6%

HIV antivirals [ 36 1-4%
Ophthalmology | -1-2%
Musculoskeletal [N 31 1-4%

Dermatology 29 4-7%

Blood coagulation [l 25 1-4%
Lipid regulators [l 20 5-8%
Vaccines ex flu and COVID-19 = 20 -1-2%
Obesity |l 17 35-38%
Cough Cold incl flu vaccines & antivirals [l 15 5-8%
N
e ®
Global Use of Medicines 2023, IQVIA Institute .\"(f: INNOCARE g
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Available Targeted Therapies for Autoimmune Diseases

I & $ 'b‘oo N o ¢ '8‘6\6 @ gé&;\\ & N a‘o& \¢ ‘&&1’ '@oqf;’&
> Kinase-targeted therapy
-- small molecule inhibitors, PROTACs ¢ ¢ A ’ >l

Anti-TNF? @ @ @ @ D ® Q ®
» Cytokine-related therapy & 9 T 2
b_ I . ( ) Anti-IL-23¢ & @ @ @
-- biologics (TNF, ILs AL e o
Anti-CD20¢ , %) ®
» Integrin therapy ° o
. . Anti-FcRN® ®
-- biologics (a4p7) A e o o
Anti-IFNa/g' @
» Cellular targeted therapy ®
-- B-cells and T-cells R N .
JAK 1-3 inhibitor' ~ @ @ ® @ @] @] ©
. TYK2 inhibitor™ ®
» Metabolic pathway therapy - 2 -~
. Approved @ s * == W W . 2B 2= ¢ s si3
-- small molecules, siRNA, etc. —r > T N l I B - ¢

To develop new therapeutics with better efficacy and/or safety
» Molecule with new MoA

» Molecule with same MoA but with additional attributes
> Molecule with oral administration

e ®
Trends in Immunology 2024 ,.\\0: INNOCARE
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Our Discovery Focus on Autoimmune Diseases

] Targeting proteins important in disease-related signaling pathways
» B-cells and T-cells

» CNS-related neuroinflammations (such as MS, ALS, AD, etc.)
1 Tackling diseases with suitable modalities

» Continue developing novel small molecules, such as kinase inhibitors, protein degraders, PPIs
(oral molecules to replace antibody therapies)

» Expend into large molecules, mAb, BsAb, fusion proteins, etc.

» Enable combination or cycling through different therapies

[IVIoIecqus

\
/ N,

Orelabrutinib  , N
| 3 \

N\
\
N\
N\

_ £ @ ®
autommune

“J@® T-cells
diseases \-/ .‘

ICP-332
ICP-488

@

®

B-cells 0.
L



PPI: IL-17 Small Molecule Modulators

] Extensive market demand
Well validated target
1 Small molecule modulators have a competitive

O

edge over biologics

1 Difficulty: PPI druggability

e Potent against IL-17AA &
* Excellent PK
» Good therapeutic window

IC-, (nM) HEK-Blue
CMPD 20 OM)

IL-17AA IL-17AF

ICP-105043 2 6

Binding of IL-17AA/AF with a
modulator interferes
interaction with IL-17R

Drug Company Status Indication
DC-806
(800 mg BID) Dicel/Lilly Phase I Psoriasis
(terminated)
. . Autoimmune
DC-853 Dicel/Lilly Phase | :
diseases
Rat CIA model efficacy
- Normal control
-~ Vehicle, PO, QD
AF -A- |CP-105043, 0.3 mg/kg, n=8, PO, QD
-+ ICP-105043, 1 mg/kg, n=8, PO, QD
124 -4 ICP-105043, 3 mg/kg, n=8, PO, QD
] & ICP-105043, 10 mg/kg, n=8, PO, QD
o
[}
[&]
«» A Efficacy: 49.1% **
_S vV Efficacy: 63.6% ***
c
poor o > Eff{cacy: 80.0% ****
1 Efficacy: 100.0% ****
excellent

Days after treatment

o3¢% INNOCARE
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Our Pipeline for Autoimmune Diseases

CD3xCD20
mAb and BsAb

>

Mode of Action :

IL-17 (PCC)
Project 40 (lead optimization)
ICP-022 (BTK, covalent) Projects 42 & 43 (hit-to-lead)

ICP-332 (TYK2 JH1, orthosteric)
PP ICP-488 (TYK2 JH2, allosteric)
Project 44 (molecular glue)

Kinase
Protein Degradation

<500 500~2000 >10,000
Small molecule Beyond Ro5 Large molecule
@ clinical | |
® pre-clinical

Biologics

ADC for autoimmune diseases

=» Discovering monotherapies or combinations for patients in need

.'\\?,0 INNOCARE
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Speaker Bio

Chief Business Officer

Over 30 years of experience in the biotech space spanning
business development and drug discovery.

Former Chief Business Officer of I-Mab Biopharma.
Former Interim CEO of Hengrui Therapeutics Inc.

Ph.D. in Molecular Biology from Rutgers University.
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I BD: An Integral Part of R&D and Commercial

» Track industry trends and identify opportunities
« Bridge the gap of Science and commercial

« Maximize program value through global
partnership




I Multiple Opportunities of Global Partnership

Orelabrudinib Differentiated Clinical

Stage Assets
%
D

ICP-490

ICP-192
ol \IC':'P-723
ICP-189

Late Stage - Value Driver High Value Targets Opportunistic

232 INNOCARE
oo’ B W




Differentiated Late Stage Assets — Orelabrutinib

Late Stage Program

Orelabrutinib

Orelabrutinib

Molecular Target

BTK, validated target for SPMS

Development Stage

Ph3 ready, 2" only to Sanofi’s Tolerabrutinib, the only
BTK program available for partnership on the market for
MS

Indication

SPMS/PPMS

Competitiveness

Best-in-class potential, highest brain drug concentration,
best selectivity, best-in-class Ph2 RMS results

Value proposition

* Ph3 asset with Best in Class potential
« Validated target so low development risk
« Multi-Billion dollar global market

L
‘\\(,’ INNOCARE
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Differentiated Late Stage Assets — |CP-332

Late Stage Program

ICP-332

ICP-332

Molecular Target

TYK2 / Jak1, validated target for AtD

Development Stage Ph3
. AtD
Indication Vitiligo

Competitiveness

First/Best in class potential, oral bioavailability, quick
response

Value proposition

* Ph3 asset with First/Best in Class potential

« Validated target with high success rate
Multi-Billion dollar global market

» Clear development path forward




Differentiated Late Stage Assets — |ICP-488

Late Stage Program

ICP-488

ICP-488
Molecular Target TYK2
Development Stage Ph3 ready
Indication Psoriasis

Competitiveness

Best in class positive Ph2b PsO results

Value proposition

» Ph3 asset with Best in Class potential
« Validated target with high development success rate
« Multi-Billion dollar global market

e ®
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Differentiated Late Stage Assets — |ICP-248

Late Stage Program

ICP-248

ICP-248

Molecular Target

BCL2

Development Stage

Ph3 ready

Indication

Hematological oncology including AML, CLL, MCL

Competitiveness

Optimized chemical structure to improve compound
stability

Confirmed Clinical Safety and efficacy advantage with
Ph2 results

Value proposition

* Ph3 asset with Best in Class potential

« Validated target with high development success rate
Multi-Billion dollar global market

« Potential combination partner with other drugs

L
‘\\(,’ INNOCARE
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Catch The Trend

Validated high value targets

IL-17AF

ICP-538

Autoimmune Programs

Molecular Target IL-17, etc.
Development Stage Preclinical
Indication Multiple

Competitiveness

Small molecule with differentiating molecular profiles,
potent antagonist for both IL17AA and AF

Value Proposition

Parties with interest in immunology




Clinical Assets with Differentiating Profiles

Differentiated Clinical Assets

ICP-189

Example: ICP-189

Molecular Target SHP2
Development Stage Ph1/2 for oncology
Indication Oncology

Competitiveness

BIC safety profile that will enable combination trial,
potentially benefit patients who are resistant to target
therapies targeting PD1, EGFR, KRAS etc.

Target Partner

biotech and pharma with programs in EGFR, PD1 or
KRAS

e ®
°
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I InnoCare Collaboration Model

Open and flexible business model to facilitate a
win-win partnership globally

Out Licensing

Joint
Commercialization

Co-development /
Option-in

JV [ NewCo/MA

[ ]
2 INNOCARE
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I InnoCare Business Development

« Design and build an organization structure that fits InnoCare

 ldentified business development priority, especially programs
of potential global value

 Build relationship with respective partners to align interest

« Maximize program value through flexible business models
including MA, regional or global license
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